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Vimam 20aamomo ygoBoacmBue ga npuBemcmBam ¢ gobpe gow-
AU uAeHOBeme Ha bbAzapcko gpyxkecmBo no eHgoKpuHoAo2ua U
Bcuuku 2ocmu Ha 9™ HauuoHaAeH KoHzepec N0 eHgoKpuHoAo2ua. Kak-
mo BuHaz2u KoHzpecbm e macmomo, Kbgemo ce npegcmaBam opuau-
HaAHU Hay4yHU pa3pabomku u nocAegHa UHgOpMauua om pa3AuYHU
obAracmu Ha eHgokpuHoAoz2uama. Tazu 2oguHa 6axa npegcmabBeHu 3a
yuyacmue 68 KoHepeca 2oaam Opol HayuyHu npoekmu u moBa HaAoxXKu
ga ce pabomu B8 HakoAko 3aAu. [Npoepamama e cmpykmypupaHa ma-
Ka, Ye MakcumaAreH bpol yyacmHuyu ga umam Bb3Mo>KHOCM ga noce-
mam uHmepecyBawume 2u memu. B ueHmpasHama 3arna MOCKBA
we npomeye ocHoBHama yacm om KoHepeca. B gBe cympuHu om
8,00 yaca nemuma om Hau-npoUYymume yy>kgecmpaHHU AEKMOopu we
HU nogHecam nocAaegHa uHgopmauua om cBoama obaacm. Om 14,45
go 17,45 yaca egHoBpemeHHo B 5 3aAu we ce npoBegam akmuBHu guc-
KYcuu No pa3AuvHU npakmudecku Bbnpocu om eHgoKpuHoAo2uAMa u
Bceku we moxke ga gage AUYHOMO CU OMHOWeHUe Kbm UHMepecyBa-
wama 20 mema. He nponyckalime ga 3agageme cBoume Bbnpocu, He
nponyckalime ga gageme cBoemo mHeHue u ga cnogeaume cBoa
ONUM UAU 2pewKu, chogeaeme mpygHocmume cu. Pabomeme akmuB-
HO c mogepamopume. BvB Bcuuku 3aru we ce npegcmabBam ycmuo
goKAagu, Kpamku CbobWeHUs, OMgeAHU KAUHUYHU CAyYau, NOCMepHU-
me pa3zpabomku. LLle ce npoBegam u 12 CameAaumHu cumno3uyma.

A3 CbM cu2ypHa, ye u Bue we 6bgeme BnevuamaeHu Kamo MeH He
Camo om U3KAYUMEAHO 20Aemus bpol npegcmaBeHu 3a yuacmue 6
KoHepeca pazpabomku, HoO u om geticmBumeaHo Bucokomo um Hayu-
Ho HuBo. Npakmuueckume noA3u om me3u pa3pabomku ca cbwo Ma-
Ka MHO20 U 3Hadumu. Bcuuko moBa 6e3 cbmHeHue we gonpuHece 3a
u3gueaHe Ha HayyHama cmouHocm Ha KoHzpeca no eHgoKpuHOAO2UA U
¢ yyBcmBo 3a nbaHa ygoBaemBopeHocm om gobpe cBbpuieHa pabo-
ma, Kakmo U C npakmuyecku NoA3U we 3aBbpwum Hawama paboma.
Taka Hue, Bbnpeku mHO200poldHuUmMe npoaBu B obracmma Ha eHogKpu-
HoAO2UAMa HanocAegbk, ¢ 4YyBcmBo 3a nbaHO ygoBaemBopeHue we
ombeAexxum HaucmuHa omkpoaBawomo ce 20AamMo cbbumue 6 Hawa-
ma cneuuarHocm - 9™ HauuoHaAeH KoHepec no eHgokpuHoAo2uA!

Aa Hayuum noBeue, ga gagem noBeve u Ha Hawume 60AHU!
Yakam ¢ HembpneHue cpewama c¢ Bcuuku Bac!

[po. A-p AnHa-Mapua bopucoBa
[Mpegcegamea Ha bvaeapcko gpyskecmBo N0 eHgOKPUHOAO2USA




OPTAHWU3ALMOHEH
KOMWTET:

[Moyemen npegcegamen -
Mpod. Apacomup KoeB
pegcegamen -

Mpod. AwHa-Mapusa bopucoBa
Cekpemap - Aoy. Li6emaauna TaHkoBa
Kacuep - A-p Arekcangop LLlunkoB

YaeHoOe:

Mpod¢. Cabuna 3axapuebBa
Aou. Bragumup XpucmoB
Aou. Maauna lMemkoBa
Aou. Mapua OpbeyoBa
Aou. Kupua Xpucmo3zo6
Aou. Kaauna KonpuBapoBa
Aou. U6an LjunaukoB




O6wa nHpopmanus:

Macmo 3a npoBexxgane Ha KoHepeca:
HoBomea-TTroBguB
Tea/Makc: 032/ 934 346

Pecucmpauus:

YemBbpmuvk, 15 anpua 2010 2oguHa om 08,00 go 20,00 vaca

[Tembk, 16 anpua 2010 2oguHa om 8,00 go 18,00 yaca

Covboma, 17 anpua 2010 2oguHa om 8,00 go 18,00 yaca

PeaucmpauuoHHomo 6topo Ha KoHepeca wie 6bge pa3noroxkeHo B8 ueHmparHomo ¢polae Ha
HOBOTEA - INaoBguB

PezucmpauyuoHHama makca Ha yyacmHuuyume BxarouBa:
=» Yuacmue 6 HayuHama npozpama Ha Konepeca, 15-17 anpua
=» Yuacmue B M3r05k6ama Ha dapmaueBmuynama uHgycmpus, 15-17 anpua
=» [pozpama u abcmpakmu
=» Kadgpe-nay3u - 15, 16, 17 anpua
=» Obegu - 15, 16 u 17 anpua
=» Beuyepa ,Aobpe gowau” - 15 anpua
=» Beuepa ,Cpewa ¢ npuameau” - 16 anpua
=» Beuepa ,AoBuxgare” - 17 anpua
=» KoHepecHa yaHma, 6agyK U KOH2PeCHU mamepuaAu

Takca npaBoyyacmue 6 KoHzpeca:
3a uaeHobe Ha BAE, pecucmpupaHu cbc cbom6BemeH maroH om cnucaHue EHgokpuHoAo-
2ua 2004, IX, 2, 47

* peaucmpauua no 6aHko8 nbm go 31.03.2010 - 30.00 reBa

* peaucmpauua Ha macmo - 45,00 reBa

* 3a ureHoBe Ha BAE cneuuaau3anmu, gokmopaimu - 15,00 pecn. 22 reBa
3a He-yaenoBe na BAE

* peaucmpauua no 6aHko8 nbm go 30. 03. 2010 - 300,00 AeBa

* peaucmpauua Ha macmo - 350,00 AeBa
Yaencku BHoc 3a BAE 3a 2010 2. - 50,00 AeBa 3a cneyuaaucmu

- 25,00 aeBa 3a cneyuaAuzaHmu u goKkmopaHmu

baHko6 npebBog:

3a bvacapcko gpyxkecmBo no eHgokpuHoAo2uA

BYABAHK - kaoH LlenmpaneH, Cogua-1000, na. CBema Hegena 7
bankoB kog/BIC: UNCR BGSF

IBAN: BGO6 UNCR 7630 1076 2549 99

MNMpeBexkga: ume u EMH Ha yuacmHuka, ET / AKLL...

IX HayuoHareH KOH2pec no eHgOKpuHoAo2ua 15-17 anpua 2010 zoguHa
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HALUMOHAAEH KOHIPEC
[10 EHAOKPUHOAOIUA

15-17 anpua 2010 2oguHa
Hauanro Ha Konepeca - 12,00 yaca Ha 15. 04. 2010 2oguHa
Kpau Ha Konzpeca - 19,30 yaca Ha 17. 04. 2010 2oguHa

PezucmpayuoHHo 6topo:
LLe ce uzBvpwBa pecucmpayua Ha HoBu uaeHoBe Ha bbA2apcko gpyskecmBo NO eHgOKPUHOAO2UA
om 15 go 17 anpua 2010 2oguHa.

Akpegumauua no NMocmoaHHOMoO meguuyuHCcko obyueHue

Cepmudpukamume we 6bgam Ha paznoAoKeHue Ha cneuuasHo 06o3HayeHo macmo B Peaucmpauu-
OHHomo 6topo Ha 17 Anpua 2010 2 - cbboma om 12 go 17 yaca. KoHepecbm e nokpum c Kpegu-
mu om BbAC no Kamezopusa b. 3a koHmakmu - BAC.

Cuz2ypHocm
Haema e oxpaHa om cneuuaAu3upaHa pupma npeg 5™ 3aau 3a npoBexkgaHe Ha KoHzpeca u HowHa
oxpaHa 3a M3aroxkbama Ha cpapmaueBmuuHama uHgycmpus.

Xomea (o2paHuuyeH Opoil Ae2Aa, npuHyuna Ha nbpBua npucmuzHan):

=» ABouHa cmaa - 15,00 AeBa 3a Ae2A0 Ha HOW,

=» EguHuuyHa cmasa - He ce Npegaaza, nopagu o2paHuyeHuna 6pol Ae2aa
Aeanomo B gBolHa cmaa ce 3anAawa u3zuaro om Auuemo HanpaBuao mo3u u3zbop. Pazaukama 6
ueHama go geticmBumeaHama cmolHocm Ha HowyBkama (240,00 AB) we ce gonaamu om Apysxec-
m6Bomo.
BAE He 3anrawa koHcymayuama om muHubapa 8 cmaama Ha yyacmHuka 6 KoHepeca.

Mucua u npuHyunu Ha HayuoHaAHUMe KOH2peCcu U CUMNO3UYyMu Ha
bvAazapcko gpyxkecmBo no eHgokpuHoAoz2uA

F'oguwHume HauuoHaaHu KoHepecu pecn. Cumno3uymu opeaHu3upaHu om BAE ce aBaBam mac-
mMomo 3a Hal-20AAMama 20guuwHa cpewa Ha cheuuaAucmume NO eHgoKPUHoAo2uA om bbAzapus u
maka 4ype3 max ce nNoggbp>kam akagemuyHume mpaguuuu Ha obwHocmma.

PvkoBogcmBomo Ha BAE caeg BHumameneH nogbop kaHu camo uzmbkHamu eBponelicku u cBe-
moBHU yueHu 3a yuacmue ¢ NAeHapHU Aekuuu B8 cbbumuama Ha Ha Apy>kecmBomo u maka ce 0Cb-
wecmBaBam cpewu ¢ Hal-2oAemume ekcnepmu No gageHua npobaem u3zBbH npegeaume Ha cmpa-
Hama Hu.

Kamo akagemuuHo cgpyskeHue BAE cbgelicmBa 3a ykpenBaHe Ha gobpume Bpb3ku ¢ hapma-
ueBmuuHama uHgycmpua u Bcudku UHCMUMYUUU, KOUMO UMam omHoweHue Kbm pa3zBumuemo Ha
uzcaegoBameackama u yuebHa geiHocm B8 o6Aacmma Ha eHgOKpuHOAO2UAMA.

FoguwHume cpewu Ha BAE ce opeaHuzupam maka, Ye ga ce ocuzypu akagemuyHa He3aBucu-
mocm Ha uzcaegoBameaume u Aekapume, Koumo ca Hal-gobpume ,agBokamu” Ha cBoume GoAHU.

OcHoBHama ueA Ha BAE e ga ce cb3gagam Bb3moxkHocmu B8 bbazapua 3a pazBumue Ha u3caeg-
BaHuama B obracmma Ha eHgoKpuHOAO2UAMA, Ha ycroBua 3a No-6bpP30 panpocmpaHeHue Ha HeobXo-
gumume no3HaHuA cpeg obWHOCMMa U Ha (hakmopu 3a YAeCHEHOMO UM npuAoykeHue B npakmukama.

bbATAPCKO APYXECTBO MO EHAOKPUHOAOTI S
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IX HauuoHaAeH KoH2pec no eHgoKpuHoAO2US

Beazapcko gpykecmbo no engokpunonozua

HoBomea-TIroBguB - zeHepareH cnoHcop
Sanofi-Aventis
Novartis
Berlin-Chemie
Servier
Amgen
Roche
Novo Nordisk
Eli Lilly
MSD
MerckSerono
Teva
Bayer
GSK
NMumepaepo
AAkanoug
Genzyme
Gedeon Richter
AstraZeneca
Worwag
Sopharma
Ecopharm
lNMoAda
PCP
BristolMyers-Squibb




weisoid

npozcpama




npozpama/program

3ara MOCKBA 15 anpua 2010 2oguna (uemBbpmbk)

12,00 - 13,0

Ob6ag ,Aobpe gowau”
CnoHcop: Roche

13,00 - 13,1

OduyuarHo omkpuBaHe Ha 9™ HauyuoHaAeH KOH2peC No eHgOKPUHOAO2UA
MNpod. AHHa-Mapua bopucoBa
[Npegcegamen Ha BAE

LEA LU k) CameAumeH cuMmno3uym

CmamuHume - katouoBa uHmepBeHuua 3a KOHMPOA Ha guabem 2
AAkanoug
Mogepamop: Aoy. BAagumup Xpucmo8

13,50 - 14,35 CameAumeH cumno3uym

AeyeHue Ha 3axapeH guabem mun 2 u CbpgeyHo CbgoB puck - pe3yamamu om NOCAegHU-
me npoyuBaHun
GSK
Mogepamop: Aoy. BaAagumup Xpucmo6

14,45 - 15,45 CameAumeH cumno3uym

Bonviva - Had-npegnoyumaHuam 6udgpocgoHam B AeyeHuemo Ha ocmeonopo3ama
Roche
Mogepamop: lNpogp. Auna-Mapua bopucoBa

15,45 - 16,30 YuebOHa cecus

[Mpakmuyecko NpuAOXKeHUe Ha MeykgyHapogHama npozpama 3a Npoz2Ho3a Ha opakmypHua
puck FRAX
Aekmop: NMpod. AHHa-Mapusa bopuco6a
AemoHcmpauuu Ha cAydau
Aou. Pycanka Ko6aueba, A-p ArekcaHgop LLlunko6

16,30 - 17,30 CameAumeH cumno3uym

MuoBamuBeH nogxog 68 aeueHuemo Ha ocmeonopo3ama - Bogewa poaa Ha RANK ligand 6
npouecume Ha KOCMHO pemogeAupaHe
AMGEN
Mogepamop: lNpogp. Auna-Mapua bopucoBa

IX HayuoHaAeH KoH2pec N0 eHgOKPUHoAo2uA 15-17 anpua 2010 zoguHa
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17,30 - 18,00 Kagpe-nayza

18,00 - 19,30 CameAumeH cumno3uym

HoBapmuc - HoBu nogxogu 8 AeueHuemo Ha 3axapeH guabem mun 2 U akpomez2aaus
Novartis
Mogepamop: lNpogp. CabuHa 3axapueBa

20,00 - Beuepa ,Ao€

CnoHcop: Novartis

@ 3ara MOCKBA 16 anpua 2010 2oguna (nemwbk)

8,00 - 9,00 lMaeHapHa AekuuAn

MegukameHmMo3HO AedyeHue Ha boaecmma Ha KywuHe
Medical treatment of Cushing’s disease
Prof. Annamaria Colao
Dipartimento di Endocrinologia ed Oncologia Moleculare e Clinica, Universiti Federico Il di Napoli

Auckycus

Mogepamop: lNpog. CabuHa 3axapuebBa

9,00 - 9,30

KoAko muna paxum uma?
Mpod. AvHa-Mapua bopucoba
KAuHu4yeH yeHmvp no eHgokpuHoroeus, MY - Cogpua
How many types rickets there are?
Prof. Anna-Maria Borissova
Clinical Centre of Endocrinology, Medical University - Sofia

9,30 - 10,30 TllAaeHapHa AeKuyua

FGF23 u HapyweHua Ha pochamHua memaboAu3bm
FGF23 and disorders of phosphate metabolism
Ass. Prof. Seiji Fukumoto

Division of Nephrology & Endocrinology, Department of Internal Medicine, University of Tokyo Hospital, Japan

Auckycus

Mogepamop: lNpogh. Auna-Mapua bopucoBa

BbATAPCKO APYXXECTBO MO EHAOKPUHOAOI A
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npozpama/program

10,30 - 10,50 Kagpe-nayza

10,50 - 11,35 CameAaumeH cumno3uym

Auabem u cbpgevHocbgoB puck
Bayer
Mogepamop: lNpog. CabuHa 3axapuebBa

11,45 - 12,30 CameAumeH cumno3uym

HoBu nepcnekmuBu 8 AeueHuemo Ha 3axapeH guabem mun 2 u ocmeonopo3a: meguuuHa
Ha gokazameacmBama

Servier
Mogepamop: lNpog. AuHa-Mapua bopucoBa

12,30 - 13,30 ITakem-06ag - Cnoncop Eli Lilly

13,30 - 14,30 CameAumeH cumno3uym

,Byetta - nbpBuam GLP-1 peuenmopeH azoHucm (KAuHu4eH onum)”
Mogepamop: Alina Jiletkovici MD
Eli Lilly

@ 3ara MOCKBA 16 anpua 2010 2oguna (nemwbk)

14,45 - 16,15 Cecua 3aboaaBaHua Ha xunocu3zHama xae3a

Mogepamopu: lNpog. Cabuna 3axapueBa, Aoy. l'eopzu KupuroB,
Aoy. 3gpaBko KameHoB

14,45 - 15,0

PazwupeH peaucmbp U KAUHUYHU Ba3u gaHHU 3a nauueHmMuU C eHgOKPUHHU mMymopu
Yapoukuueb A.', X. AumumpoB?, C. 3axapueBa’, M. MapuHo6', C. BbHgeBa’', B. Bacuae@’,
M. fneBa’, A. ErenkoBa’, E. Haue@', I'. Kupuao6', N. AmanacoBa’, P. UBaHoBa’

1 KAUHUYEH UeHMBP NO EHJOKPUHOAO2UA U 2epoHmMoAo2un, MeguuuHcku yHuBepcumem, Cocpun
2 Makpocogpm OOA

Enhanced Register and Clinical Data Bases for patients with endocrine tumors
Tcharaktchiev D'., H. Dimitrov?, S. Zacharieva', M. Marinov', S. Vandeva', V. Vasilev', M.

Yaneva', A. Elenkova’, E. Natchev', G. Kirilov', I. Atanasova’, R. Ivanova'
1 Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia
2 Macrosoft Ltd.

IX HauuoHaAeH KoHz2pec no eHgOKpUHoAo2uAa 15-17 anpua 2010 eoguHa
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15,05 - 15,2

PagwupeHa 6a3a gaHHU 3a eHgoKpuHHUMEe 3aboAaBaHun - enugemuoAO2UYHU gaHHU 3a aK-
pomezaAun

C. BvHgeBa, C. 3axapueBa, M. AHgpeeBa, M. Opb6euyoBa’, A. Yapvkuueb, I'. KupuroB,
A. EreHkoBa, E. HaueB, M. flneBa, M. Kymano6, A. TomoBa, K. Kaauno6?, M. Mapuno®?,
3. Kameno8*, 6. LLuuaukoB’, K. Xpucmo3o6°, XK. lepenoBa’

YCBAAE ,Akag. MBaH MenueB” Meguuutcku YHuBepcumem - Codpua

1 YMBAA ,,C8emu leopau”, KauHuka no eHgokpuHoAo2ua u 6oaecmu Ha obmaHama, MaoBguB

2 HoB bbazapcku YHuBepcumem, Codpua

3 YMBAA ,,CB8. NBaH Puacku” , Kaunuka no HeBpoxupypaus, Codun

4 YuuBepcumemcka 6oAHuUua ,ArekcaHgpoBcka”, KauHUKa NO eHgOKpUHOAO2UA CbC CEKMOP NO 0CMEo-
nopo3a, Cogpusn

5 YMBAA ,A-p Teopau CmpaHcku”, KAuHUKa no eHgokpuHoAo2ua u memaboaumHu 3aboanBaHus, MaeBen

6 MeguuuHcku YHuBepcumem - BapHa, KauHuka no eHgokpuHoAao2ua u 6oaecmu Ha obmaHama.

7 MBAA ,,Cmapa 3azopa” Kamegpa no BbmpewHu 6orecmu u KAUHUYHA Aabopamopua - omgeaeHue no
€HgOKpUHOAO2UA.

Database of endocrine tumors - epidemiological data for acromegaly

S. Vandeva, S. Zacharieva, M. Andreeva, M. Orbetsova', D. Charakchiev, G. Kirilov,
A. Elenkova, E. Nachev, M. Yaneva, Ph. Kumanov, A. Tomova, K. Kalinov?,

M. Marinov?, Z. Kamenov*, . Tsinlikov®, K. Hristozov®, J. Gerenova’
UHEG ,Akad. Iv. Penchev” Medical University - Sofia
1 Medical University - Plovdiv, Clinic of Endocrinology and metabolic diseases
2 New Bulgarian University, Sofia
3 University Hospital ,St. Ivan Rilski” - Sofia, Department of Neurosurgery
4 University Hospital ,Alexandrovska” - Clinic of Endocrinology
5 Clinic of Endocrinology, UMHAT ,Dr. G. Stranski” — Pleven
6 University Hospital ,Sv. Marina”, Medical University - Varna, Endocrinology Sector
7 Tracian University - Stara Zagora, Medical Faculty, Department of Endocrinology

15,25 - 15,46

CoBpemeHer npoepec 8 HeBpoxupypauyHOMO AedeHue Ha Xunogu3iHUmMe ageHomu
Mpod. M. MapuHo6
KauHuka u Kamegpa no HeBpoxupypaus, Yb ,C8. 16. Puacku Cocpus”, MY-Codpun

Contemporary progress in pituitary adenoma surgery
Prof. M. Marinov

Department of Neurosurgery, University Hospital ,Sv. Iv. Rilsky”, Medical University - Sofia

15,45 - 15,5

Exokapguoezpadcka oueHka Ha CbpgevHama KaanHa mopgoAo2ua U oyHKUUA NPU nauueH-
MU C NPOAAKMUHOM Ha NPOJBLAXKUMEAHO AedyeHue ¢ gonamuHoBu azoHUCmuU
A. EaenkoBa, P. LLa6aHu, C. 3axapueBa

KAUHUYEH UeHMBP NO eHgOKpUHOAO2UA U 2epoHmono2ua MY - Codoua

BbATAPCKO APYXXECTBO IO EHAOKPMHOAOIUA
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npozpama/program

Echocardiographic assessment of cardiac valves morphology and function in patients with pro-
lactinomas under long-term treatment with dopamine agonists

A. Elenkova, R. Shabani, S. Zacharieva
Clinical centre of Endocrinology and Gerontology, Medical University - Sofia

15,55 = 16,0:

Yecmoma Ha apmepuarHama XunepmoHua Npu akpomezaAua U XymopaAaHu pakmopu, yyac-
mBawu 6 HedHama 2ere3a
E. Haue6', I'. Kupuno6', UI. Mampo3o6a’, HO. AHgpeeba’, K. Kaauno®?, C. 3axapue6a’

1 KAUHUYEH UEHMbP NO eHgOKPUHOAO2UA U 2epoHmoaocaus MY - Codus;
2 HoB bvazapcku YHuBepcumem - Codpun

Prevalence of hypertension in acromegaly and humoral factors, playing role in its pathogenesis

E. Natchev', G. Kirilov', J. Matrozova’, I. Andreeva’, K. Kalinov?, S. Zacharieva'
1 Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia;
2 New Bulgarian University, Sofia

16,05 - 16,15 OO6Cb)KgaHe

16,15 - 16,35 Kagpe-nay3a

3ara MOCKBA

16,35 - 17,45 Cecua 3aboaaBaHua Ha xunocuzHama xae3a

Mogepamopu: lNpogh. Cabuna 3axapueBa, lNpogp. M. MapuroB, lNpog. Augua KoeBa

16,35 - 16,5(

MakponpoaakmuHemus: koz2a ga rekyBame?
A. Erenko6a, T. Kupunao6, C. 3axapue6a
KAUHUYEH UeHMBP NO eHgOKPUHOAO2UA U 2epoHmono2ua MY - Codoua
Macroprolactinemia: when to treat?

A. Elenkova, G. Kirilov, S. Zacharieva
Clinical centre of Endocrinology and Gerontology, Medical University - Sofia

16,50 - 17,0¢

(DamuAHU POPMU Ha XUNOGU3HU ageHOMU: (haMUAHU U30AUpPaHU Xunodgu3zHu ageHomu (FIPA)
M. fueBa’, A. EaenkoBa’, M. TuxomupoBa’, A. Aaau?, A. bekepc?, C. 3axapueBa’

1 KauHuveH yeHmbp no EHgokupHoaozun, MeguuuHcku YHuBepcumem, Cocpun
2 KauHuka no EHgokpuHoao2ug, YHuBepcumemcku 6oaHUYeH ueHmbp, Auex, beazua

IX HayuoHaAeH KoH2pec N0 eHgoKpuHoAoz2uAa 15-17 anpua 2010 zoguHa
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Familial pituitary adenomas: familial isolated pituitary adenomas (FIPA)

M. Yaneva', A. Elenkova', M. Tichomirova’, A. Daly?, A. Beckers?, S. Zacharieva'
1 Clinical Centre of Endocrinology, Medical University, Sofia
2 Department of Endocrinology, CHU, Liége, Belgium

17,05 - 17,2(

OugHka Ha kauecmBomo Ha >xuBom npu nayueHmMu ¢ akpome2aaua
CuABua BbHgeba, Emua Haue6, MoanHa Mampo306a,

Kpacumup Kaauno8*, Cabuna 3axapueBa
KAUHUYEH ueHMBP NO eHgOKPUHOAO2UA U 2epoHMoAoeun ,Akag. NBan MenueB”, MeguuuHcku YHuBepcu-
mem - Cocpusa
*HoB bbazapcku YHuBepcumem

Evaluation of quality of life in patients with acromegaly
Silvia Vandeva, Emil Nachev, Joanna Matrozova,

Krasimir Kalinov* and Sabina Zacharieva
Department of Endocrinology, USHATE ,Akad. lv. Panchev” Medical University - Sofia, Sofia, Bulgaria
* New Bulgarian University, Sofia, Bulgaria

17,20 - 17,3(

ABa cayuaa ¢ peHomunHa u3zaBa Ha cuHgpoma Ha cenmo-onmuyHa gucnaasua
M. boagxue6a’, K. Xpucmo3o6', I1. Kapamogopo6a’, M. KoncmanmuHo68a?,
A. AumumpoBa’

1 KauHuka no EHgokpuHoaozus, MBAA ,CB. Mapuna®, BapHa
2 Kamegpa no neguampua U MeguyuHcka 2eHemuka

Two case reports with phenotype of septo-optic dysplasia syndrome

M. Boyadzhieva’, K.Hristozov', D. Dimitrova', P. Karatodorova', M. Konstantinova*
1 Clinic of Endocrinology, MHAT ,St. Marina”, Varna
2 Department of medical genetics, MHAT ,St. Marina”, Varna

17,30 - 17,45 O6cbXxKgaHe

3ara MOCKBA

18,00 - 19,30 CameAumeH cumno3uym

,MumoBe u Ae2eHgu UAU Hay4HU pakmu 3a 3axapHua guabem - uzbepeme camu”
Sanofi-Aventis
Mogepamop: lNpogp. A-p Cabuna 3axapueBa

20,00 - Beuepa ,Cpeuw
CnoHcop: Sanofi-Aventis

BbbAITAPCKO APYXECTBO MO EHAOKPUHOAOTI A
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3ara MOCKBA 17 anpua 2010 2oguna (co6oma)

8,00 - 8,30
Aekyua Ha Genzyme:

[MpuaoskeHue Ha Thyrogen npu 60AHU C gudepeHyupaH MupeougeH KapuuHoOm
Aekmop: A-p bopana Xpucmo6a

MeguuuHcku MmeHUgXKbP NO eHgoKpuHoAo2ua 3a EBpona

Thyrogen in the management of patients with well-differentiated thyroid cancer
Lector: Boryana Hristova, MD, MBA

European Medical Manager Endocrinology

8,30 - 9,30

lheHapHa rekyua:

Thyroid cancer: incidence, main clinical and statistical features
Prof. Laurence Leenhardt
Endocrinologist in the Department of Nuclear Medicine, Pitié Salpetriére Hospital Paris, France

Auckycus

Mogepamop: Aoy. PycaHka KoBayeBa

9,30 - 10,30

lhenapHa rekyua:

The Double Insulin Resistance
Prof. Alain Golay

Servise for therapeutic education for chronic diseases, University Hospitals of Geneva, Switzerland

Auckycua

Mogepamop: Aouy. Li6emaruna TaHkoBa

10,30 - 10,50 Kagpe-nayza

10,50 - 11,3

lhenapHa rekyua:

Adult growth hormone deficiency - diagnosis and treatment
Prof. Vera Popovic
Head of the Neuroendocrine Unit at the Institute of Endocrinology, Diabetes and Metabolic Diseases in Bel-
grade, Serbia

Auckycus

Mogepamop: lNpog. CabuHa 3axapueBa

IX HayuoHaAeH KoHz2pecC ho eHgoKpuHoAo2ua 15-17 anpua 2010 zoguHa
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11,35 - 12,20 CameAumeH cumno3uym
AeyeHue Ha ocmeonopo3ama - naAumpama Ha TEVA
TEVA
Mogepamop: lNpog. CabuHa 3axapuebBa

12,30 - 13,15 CameAumeH cumno3uym

EBoatouua Ha napaguemama 6 AeyeHuemo Ha guabem mun 2 - npobAemu U peweHun
MSD
Mogepamop: lNpogp. AuHa-Mapua bopucoBa

13,30 - 14,30 [lTakem-0b6ag

3ara MOCKBA 17 anpua 2010 2zoguna (ce6oma)

16,45 - 16,15 Cecua 3aborabaHua Ha HagOBLOpeuHume xAe3u
Mogepamopu: lNpogp. Cabuna 3axapueBa, lNpog. Augua KoeBa, Aoy. M6an LjuHaukoB

14,45 - 15,0

Xapakmepucmuka Ha Yecmomama u popmume Ha nbpBuyeH aagocmepoHu3bm cpeg 6OoA-
HU C apmepuaAHa XunepmoHus
MoanHa Mampo306a, Neopzau Kupuro6, Muxaua boano6',

Baagumup Xpucmo@8', Cabuna 3axapueBa
KauHuueH Llenmbp no EHgokpuHoaozua u FepoHmonozua ,Akag. MBax MNeHueB”
1 KauHuka no EHgokpuHoaozug, ArekcaHgpoBcka boaHuua

Characteristics of the prevalence and subtypes of primary aldosteronism among hypertensive
patients
Joanna Matrozova, Georgi Kirilov, Mihail Boyanov’,

Vladimir Hristov', Sabina Zacharieva
Clinical Center of Endocrinology and Gerontology ,Akad. Ivan Penchev”
1 Department of Enodcrinology, Aleksandrovska hospital

15,00 - 15,1

TpalHo yBpexxgaHe Ha kavecmBomo Ha >kuBom npu nayueHMu CbC CuHgpPom Ha KywuHz
M. flueBa, C. BbHgeBa, K. Kaauno6', C. 3axapueba

KauHuyeH LleHmbp no EHgokpuHoaozua u FepoHmonaozug, MeguuuHcku YHuBepcumem, Codus;
1 HoB bbazapcku YHuBepcumem, Codpusn

Long-lasting Impairment of Quality of Life in Patients with Cushing’s Syndrome

M. Yaneva, S. Vandeva, K. Kalinov’, S. Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia
1 New Bulgarian University, Sofia

bbATAPCKO APYXXECTBO IO EHAOKPUHOAOTI U
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XpomozpaHuH A npu hayueHmu C XOPMOHOHecekpemupawu HagbbbpeyHu ageHOMU U hauu-
eHMU C heoXpoMOoUUMOM
Baagumup BacureB, Amanacka Erenko6a, Moanna Mampo3o6a,
leopau KupuroB, Cabuna 3axapueBa
KAuHUYEH ueHMBP NO eHgOKPUHOAO2UA U 2epoHmoaozua, MY - Cocpus
Chromogranin A in patients with non-functioning benign adrenal tumours and patients with
pheochromocytoma
Vladimir Vasilev, Atanaska Elenkova, Joanna Matrozova,

Georgi Kirilov, Sabina Zacharieva
Clinical centre of Endocrinology and Gerontology, Medical University - Sofia

15,30 - 15,4

(Meoxpomouumom - npogbaxkaBaw, guazHocmuueH u XupypaudeH npobaem
lFaHueb I'., BugunoB K., NMynue6 N6., CmoiHob 1O.
KauHuka no EHgokpuHHa xupypaus, YCBAAE ,Akag. V6. MexnueB”, MY - Codpun

Pheochromocytoma - a persistent diagnostic and surgical problem
Ganchev G., Vidinov K., Punchev lv., Stoinov U.
Endocrine surgery clinic USBALE ,Akad. Iv. Penchev”, Medical University - Sofia

15,45 - 16,0

Hawuam onum 6 onepamuBHomo AeuyeHue Ha HagbbOpeuHU Mymopu
MUznamo6 B*, K. MBanoB*, K. Xpucmo3o08, H. KoaeB8*, M. lNMempoBa, I'. UBaHoB*

MopBa kAUHUKA no Xupypaua *
KAuHuka no EHgokpuHoAozua u boaecmu Ha obmaHama, MY - BapHa

Our Experience in the Surgical Treatment of Adrenal Tumors

Ignatov V*, K. Ivanov*, K. Hristosov, N. Kolev*, M. Petrova, G. Ivanov*
First Clinic of Surgery*
Clinic of Endocrinology and Metabolic Diseases, MU - Varna

16,00 - 16,15 OO6C®b)KgaHe

16,15 - 16,35 Kagpe-nayza

3arna MOCKBA

16,35 - 17,45 Cecua 3aboAaaBaHua Ha HagObbOpeuHUMe XAe3u
Mogepamopu: lNpogp. Cabuna 3axapueBa, Aoy. 3gpabko KamenoB

IX HayuoHaAeH KoH2pec N0 eHgoOKpuHoAo2uA 15-17 anpua 2010 zoguHa
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16,35 - 16,5

Mamurua ¢ MHoxxecmBeHa EHgokpuHHa Heonaa3zua (MEH) mun 2 A
Xpucmo3o6 K., 'CugepoBa M., 'boagxxueBa M., ’AnzeroBa A., *AmaHacoBa M.,
'Apucp T., ‘Pageb P., ‘Henko6 P., *‘Bano6 K.
TKAuHuka no EHgokpuHoaozua u borecmu Ha ObmaHama; 2 Kamegpa no Neguampua u MeguuuHcka le-
Hemuka; 3KAuHuka no XenamozacmpoeHmepoaoaus; 4 KauHuka no IpbgHa Xupypaus; 5 MNMbpBa kAuHUKA no
Obwa u KopemHa Xupypaus

A Family with Multiple Endocrine Neoplasia type 2 A
'Hristozov K, 'Siderova M, 'Boyadzhieva M, Angelova L, *Atanasova M,
'Arif T, ‘Radev R, ‘Nenkov R, °lvanov K
1Clinic of Endocrinology and Metabolic diseases; 2 Clinic of Pediatrics and Medical Genetics; 3 Clinic of
Hepatogastroenterology; 4 Clinic of Thoracic surgery; 5 First Clinic of General and Abdominal Surgery

16,50 - 17,0

HoBa emuoaozua Ha AKTX-He3zaBucumume popmu Ha cuHgpoma Ha KywuHz - ugeHmudu-
yupaHe Ha abHOPMHU MembpaHHU XOPMOHAAHU peuenmopu
M. flneBa’, A. ErenkoBa’, I. KupunoB', A. Aakpoa?, C. 3axapueBa’

1 KauHuueH yeHmbp no EHgokupHoao2ua, MeguuuHcku YHuBepcumem, Codpua
2 KauHuka no EHgokpuHoaozug, YHuBepcumemcka 6oaHuua Hétel-Dieu, MoHpeaa, KaHaga

New etiology of ACTH-indepenant Cushning’s syndrome - identification of abnormal mem-
brane hormonal receptors

M. Yaneva', A. Elenkova’, G. Kirilov', A. Lacroix?, S. Zacharieva'
1 Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia
2 Department of Endocrinology, University Hospital Hétel-Dieu, Montreal, Canada

17,00 - 17,1

KAuHUYeH cayval - heoXpoMOUUMOM Ha NUKOYHUA Mexyp
Baagumup Bacuae6, Amanacka EaenkoBa, YaBgap CaaBo8, Cabuna 3axapueBa
KAuHUYEH ueHMBP NO eHgOKPUHOAO2UA U 2epoHmoaozun, MY - Codpusn

Urinary bladder pheochromocytoma - a case report
Vladimir Vasilev, Atanaska Elenkova, Chavdar Slavov, Sabina Zaharieva
Clinical centre of Endocrinology and Gerontology, Medical University - Sofia

17,10 - 17,2

KAuHuueH cayual-cbuemaHue Ha akpomezaaua ¢ nbpBuyeH argocmepoHU3bm
Moanna Mampo3o6a, Emua Haue6, leopau KupuaoB, Cabuna 3axapueBa
KAUHUYEH UEHMBP NO EHJOKPUHOAO2UA U 2epoHmoaozun, MY - Codpun
Case report- a unique association of acromegaly with primary aldosteronism
Joanna Matrozova, Emil Nachev, Georgi Kirilov, Sabina Zacharieva
Clinical centre of Endocrinology and Gerontology, Medical University - Sofia

BbAITAPCKO APYXXECTBO MO EHAOKPUHOAOTIUA
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17,20 - 17,3

KAuHuYeH cayual Ha AMpo2eHEH XUNePKOPMU30AU3bM
Fane6a M., Koncmanmuno8a M., Apwunko6a M., CaBo8a
P., KonpuBapo6a K., Muxaaro6a A.

Kamegpa no Aemcku 6orecmu, KauHuka no EHgokpuHoAaozug, Auabem u leHemuka,
KauHuka no PeBmamonozua u Kapguonozua, MY, CBAAAB, Cogua

A case of iatrogenic Cusning’s syndrome

Ganeva M., Konstantinova M., Arshinkova M., Koprivarova K.,

Savova R., Mihailova D
Department of Pediatrics, Clinic of Endocrinology, Diabetes and Genetics,
Clinic of Rheumatology and Cardiology, Medical University, Sofia

17,30 - 17,45 OO6cCbXxgaHe

3arna MOCKBA

18,00 - 19,30 CameAaumeH cumno3uym

CoBpemeHeH noz2aeqg Bbpxy mupeougeama
BERLIN-CHEMIE
Mogepamop: lNpog. AuHa-Mapua bopucoBa

19,30 - 19,4

3akpuBaHe Ha 9™ HayuoHaAeH KOH2pec N0 eHgOKPUHOoAO2UA
MNpod. AHHa-Mapua bopucoBa
[Npegcegamen Ha BAE

20,00 - Be »AoBuwxgaHe”

Cnoncop: BERLIN-CHEMIE

brazomBopumeaeH movpe 3a HabupaHe Ha cpegcmBa
3a geyama c guabem 6 Xaumu.

IX HayuoHaAeH KOH2peC no eHgOKpUHoAo2uA 15-17 anpua 2010 zoguHa
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@ 3aAa lapuk 16 anpua 2010 2oguna (nembk)

14,45 - 16,15 3axapeH guabem
Mogepamopu: Aoy. L6emaauna TaHkoBa, NMpogh. Apazomup KoeB

14,45 - 15,1
NMogueHeHama onacHocm: gecpuuum Ha KobaramuH npu BOAHU om 3axapeH guabem mun 2
Mpog. A. KoeB

BoeHHomeguuuHcka akagemua - MBAA BapHa

Underestimated danger: cobalamin deficiency in type 2 dibetes mellitus
Prof. D. Koev
Military Medical Academy, General Hospital, Varna

3anouBaHe Ha AedeHue C UHCYAUH u uHmeH3udpukauua: [NpoyuBanemo 4T u HezoBomo 3Ha-
yeHue 3a KAUHUYHama npakmuka
M. Ko3ro6cku

MexggHapogeH MegUUUHCKU gupekmop, HoBo HOngCK, AaHua

Insulin initiation and intensification: The 4T trial and its implications for clinical practice
P. Kozlovski
International Medical Director, Novo Nordisk, Denmark

CKpuHUH2 3a 3axapeH guabem cpeg Auua ¢ noBuweH puck
LL. Tanko6a, H. Yakwbpoba, A. Aako6cka, . AmanacoBa
KAuHuueH ueHmMbp No eHgokpuHoAo2us, MeguuuHcku yHuBepcumem, Cogusa

Screening for diabetes among high-risk subjects
T. Tankova, N. Chakarova, I. Atanassova, L. Dakovska
Clinical Centre of Endocrinology, Medical University, Sofia

OugHKa Ha CbpgeuHo-CbgoB puck npu npeguabemHu CbCMOAHUA - OnpegeAaHe Ha HAKOU
KAQCUYeCcKU U HempaguuuoHHU MapKepu
H. YakbpoBa, LI. TankoBa, A. AakoBcka, I'. Kupuro8, N. AmanacoBa

KAuHuueH ueHMbp No eHgokpuHoAo2us, MeguuuHcku yHuBepcumem, Cogpusa

Cardiovascular risk assessment in prediabetic states - evaluation of some nontraditional and
classical markers.
N. Chakarova, T. Tankova, L. Dakovska, I.Atanasova, G. Kirilov
Clinical Centre of Endocrinology, Medical University, Sofia

IX HayuoHaAeH KOH2peC N0 eHgOKpuHoAo2uA 15-17 anpua 2010 zoguHa
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16,05 - 16,1 Auckycus

16,15 - 16,45 Kagpe-nayza

16,45 - 17,45 Cecua 3axapeH guabem
Mogepamopu: Aoy. Li6emaauna TaHkoBa, Aoy. Baagumup Xpucmo6

16,45 - 17,0

CoBpemeHeH arzopumbm 32 KOHMPOA Ha 3axapeH guabem mun 2
Aou. BAagumup Xpucmo6

Contemporary algorithm for type 2 diabetes management
Assoc. Prof. Vladimir Christov

MemaboAaumHu ehekmu Ha CaMOKOHMPOAA Ha KpbBHama 2Al0K03a u npomaHama Ha cmuaa
Ha >kuBom npu nayueHmMu CbC 3axapeH guabem mun 2
M. NMemkoBa’, LI. Tanko6a’, C. NaHe6a’
1 KauHuka no BbmpewHru 6oaecmu, YMBAA ,C8. AnHa” Codpus

2 KAUHUYEH ueHMBP NO eHgokpuHoao2ua, MeguuuHcku yHuBepcumem, Codpun
3 KauHuka no eHgokpuHoaozus, YMBAA ,A-p . Cmpancku”, MNaeBeH

Effects of Self-monitoring of Blood Glucose and Lifestyle Modification in Patients with Type 2
Diabetes Mellitus
M. Petkova’', T. Tankova? S. Ganeva®
1 Clinic of Internal Diseases, University Hospital ,St. Anna”, Sofia, Bulgaria
2 Clinical Center of Endocrinology, Medical University, Sofia
3 Clinic of Endocrinology and Metabolic Diseases, University Hospital, Pleven, Bulgaria

17,20 - 17,3
HeaAkoxoAHa cmeamo3Ha boArecm Ha yepHuUa gpob nNpu >kKeHu CbC 3axapeH guabem mun 2
UAU memaboAumeH cuHgpom be3 3axapeH guabem

M. boano8', A. bakaro6’, I'. LLleunkoBa’', A. Be3enko6a’, I'. MpogaHo6a’, B. Xpucmo®'

1 KAUHUKA NO eHgOoKpUHOAO2UA

2 Exoepadpcku kabuHem - LleHmpaaHa koHcyamamuBHa noaukauHuka, YMBAA ,AaekcangpoBecka” EAA
Codpus

Non-alcoholic fatty liver disease (NAFLD) in women with type 2 diabetes or with the metabolic
syndrome but without diabetes

M. Boyanov', D. Bakalov', G. Sheinkova’, L. Vezenkova', G. Prodanova? V. Christov'
1 Endocrinology Clinic

2 Sonography unit - Central Consultation Policlinic University hospital ,Alexandrovska” Department Inter-
nal Medicine, Medical University Sofia

BbATAPCKO APYXECTBO INO EHAOKPUHOAOINUA
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17,35 =S Auckycua

goma
co 3aAa lNapuk 17 anpua 2010 zoguna (cb6oma)

14,45 - 16,15 Cecua 3axapeH guabem

Mogepamopu: Aoy. Maauna lNMemkoBa, Aoy. Xpuncume boxyeran

14,45 - 15,0

HoBoomkpumu 2aukemuyHU HapyweHua npu nayueHmu ¢ npoBegeHa nepkymaHHa Kopo-
HapHa aHeuonaacmuka (MKA) - Bpb3ka ¢ kpbBHama 3axap Npu NpuemaHe U 2AUKUpaHuA xe-
MO2A0DOUH

M. boagxueBa’, K. Xpucmo3o06', C. leopzuef? T. YepbenkoB°’, H. YweBa*

1 KauHuka no EHgokpuHoaoz2us, MBAA, ,C8. MapuHa®, BapHa

2 KauHuka no uHBa3uBHa kapguoaozuga, MBAA, ,,C8. MapuHa“, BapHa

3 Aabopamopua no KAUHUYHA umyHoAo2un, MBAA, ,,CB. MapuHa”, BapHa

4 Kamegpa no CouuarHa Meguuura u OpeaHu3auua Ha 3gpaBeonazBaHemo, MY, BapHa

Newly diagnosed glucose disturbances in patients with performed percutaneus coronary
angioplasty (PCA) -correlation with glycemia on admission and glycated hemoglobin

M. Boyadzhieva’, K. Hristozov’, S. Georgiev?, T. Chervenkov’, N. Usheva*
1 Clinic of Endocrinology, MHAT ,St. Marina”, Varna
2 Clinic of interventional cardiology, MHAT ,St. Marina“, Varna
3 Laboratory of clinic immunology, MHAT ,St. Marina“, Varna
4 Department of Social Medicine and Health Care Organization, MU, Varna

15,00 - 15,1

NMoBuweHu HuBa Ha ocmeonpomezepuH Npu mbxke ¢ HoBoomkpum T23A cbc uau be3 us-
BecmHa KopoHapHa apmepuaAHa boarecm
M. boagxueBa’, K. Xxpucmo3o06', C. leopzue6? T. YepBenko6®, H. YweBa*

1 KauHuka no EngokpuHoaozus, MBAA, ,CB8. MapuHa”,BapHa

2 KauHuka no uHBa3uBHa kapguoaozusa, MBAA, ,C8. MapuHna“,BapHa

3 Aabopamopua no KAUHU4YHa umyHoroz2us, MBAA, ,CB. MapuHa“, BapHa

4 Kamegpa no CouuarHa Meguuura u OpeaHu3auua Ha 3gpaBeonazBanemo, MY, BapHa

High osteoprotegerin levels in males with newly diagnosed type 2 diabetes with or without
known coronary artery disease

M. Boyadzhieva', K. Hristozov', S. Georgiev?, T. Chervenkov®, N. Usheva*
1 Clinic of Endocrinology, MHAT ,St. Marina”, Varna
2 Clinic of interventional cardiology, MHAT ,St. Marina”, Varna
3 Laboratory of clinic immunology, MHAT ,St. Marina”, Varna
4 Department of Social Medicine and Health Care Organization, MU, Varna

IX HauyuoHaneH KOH2pec no eHgOKpuHoAo2ua 15-17 anpua 2010 eoguHa
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15,15 - 15,3

AHMUBUOMUYHO AeyeHue npu BoAHU ¢ guabemHo cmbnaao
X. boxueasaH, K. Xpucmo308, K. boxko6a', M. Mempo6Ba, M. boagxueBa, M. CugepoBa

KAuHuka no eHgokpuHoaozus, T Aabopamopua no KAUHUYHA Mukpobuoao2ua u Bupycoaozus,
Meguuutcku YHuBepcumem, MBAA ,,C8. MapuHa“, BapHa

Antibiotic treatment in patients with diabetic foot

H. Bohchelian, K. Hristozov, K. Bojkova', M. Petrova, M. Boiadzhieva, M. Siderova
Clinic of endocrinology, 1. Laboratory for clinical microbiology and virology, Medical University,
Hospital for active treatment ,St. Marina”, Varna

15,30 - 15,4

AuabemHa pemuHonamua - yecmoma u puckoBu gakmopu
3. 3aamapo6a’?, K. Xpucmo3o6°, K. Aoko6a’
1 MY - BapHa, 2 YMBAA ,CB. MapuHa” - BapHa, 3 CBOBAA - BapHa

Diabetic Retinopathy - Prevalence and Risk Factors
Z. Zlatarova’, K. Hristozov?, K. Dokova'
1 Medical University of Varna, 2 Specialized Eye Hospital, Varna, 3 University Hospital ,St. Marina“, Varna

15,45 - 16,0

Xapakmepucmuka Ha nonyAaauua hayueHmu CbC 3axapeH guabem, xocnumaau3uparu 6 Kau-
Huka no EHgokpuHoAoz2ua npu YMBAA ,C8. l'eopau” B pamkume Ha 1 KareHgapHa 20guHa
A. TeopzaueB, IN. CmanueB, LL8. KameHapoBa, A. Xpucmo3o6a,
6. ArekcaHgpoBa, T. PanueBa, M. MumeBa, 0. KaBbpmoBa, M. Ma6roBa,
H. bomywaHno6, A. UrueB, M. OpbGeuoBa

KauHuka no EHgokpuHoAaoz2ua u 6boaecmu Ha obmaHama, YMBAA ,CB8. Teopau”, MY, INroBguB

Characteristics of diabetic patients hospitalized in the Clinic of Endocrinology of ,Sv. Georgy”
University Hospital for a period of one year
D. Georgiev, P. Stanchev, Tz. Kamenarova, A. Hristozova, I. Aleksandrova,

T. Rancheva, M. Miteva, ]J. Kavarmova, M. Pavlova, N. Botushanov, M. Orbetzova
Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital,
Medical University - Plovdiv

16,05 - 16,1 Auckycus

16,15 - 16,45 Kagpe-nayza

BbATAPCKO APYXXECTBO MO EHAOKPUHOAOIUA
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16,45 - 17,45 Cecua 3axapeH guabem
Mogepamopu: Aoy. U6an LuraukoB, lNMpogh. Augua KoeBa

16,45 - 17,0

HeunBa3zuBeH memog 3a oueHka Ha mMbkaHHUME KpalHU NPOGUYKMU Ha 2AUKUpaHe Npu na-
uueHmMu Cbc 3axapeH guabem
I. I'po3zeBa, LI. TankoBa, H. YaksvpoBa

KAuHuueH ueHmMbp No eHgokpuHoAo2us, MeguuuHcku yHuBepcumem, Cogpus

A noninvasive method for the assessment of advanced glycation end products in patients with
diabetes
G. Grozeva, T. Tankova, N. Chakarova
Clinical Centre of Endocrinology, Medical University, Sofia

17,00 - 17,1
CKpuHUHe 3a 2ecmauyuoHeH 3axapeH guabem B8 bvazapua - npegBapumeaHu pe3yamamu

M. boagxueBa’, 1. Amanaco6a’, B. Cmoiiko6a’, A. Mapko6?, B. AumumpoB8a?,

K. TogopoBa, LI. Tanko6a, C. 3axapueBa
1 KauHuueH LleHmbp no EHgokpuHoaoaua - YCBAAE , Akag./BaH MenueB” MY, Cocpun
2 CBAAAT ,MaluuH gom”, Cocpusa

Screening for gestational diabetes mellitus in Bulgaria - preliminary results
Boyadzhieva M.!, Atanasova l.’, Stoykova V.?, Markov D.?,
Dimitrova V.?, Tankova T.' Zacharieva S.'
1 Clinical Center of Endocrinology, MU Sofia
2 Clinical Center of Obstetrics and Gynecology - MU Sofia

17,15 - 17,3

MaluyuH pbcm u yecmoma Ha 2ecmayuoHeH guabem
. Kapamogopo6a’, K. Xpucmo3o6', b. Ll6emano6a’, 4. boueBa®, H. Ywe6a’
1 KauHuka no EHgokpuHoAao2ua u 6oarecmu Ha obmaHama, YMBAA ,,CB. Mapuna“, BapHa
2 LlenmpaaHa KaunuuHa Aabopamopus, YMBAA ,C8. MapuHa”, BapHa

3 Kamegpa no CouuaaHa MeguuuHa u OpezaHusauua Ha 3gpaBeonazBanemo, MeguuuHcku YHuBepcu-
mem, BapHa

Maternal height and prevalence of gestational diabetes mellitus

P. Karatodorova', K. Hristozov', B. Zvetanova', Y. Bocheva?, N. Usheva®
1 Department of Endocrinology and Metabolic diseases, UMHAT ,St. Marina”, Varna
2 Central Clinic Laboratory, UMHAT ,St. Marina”, Varna
3 Department of Social Medicine and Health Care Organization, Medical University, Varna

17,30 - 17,4 Auckycua

IX HayuoHaAeH KoH2pec N0 eHgOKPUHoAo2uA 15-17 anpua 2010 zoguHa
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@ 3aaa MAo6Bgub - 1 16 anpua 2010 2oguna (nemok)

14,45 - 16,15 Cecua 3aboaabaHua Ha wumoBugHama xae3a

Mogepamopu: lNpogp. boaH AozaHoB, Aoy. Kupua Xpucmo3o8,
Aoy. Tanbo CeyaHoB

14,45 - 15,0

Kpumepuu 3a mpadHa mepaneBmuuHa pemucua Ha mupeomokcuko3ama
Mpod. boan Ao3aHo6

Criteria for the long-term remission of thyrotoxicosis
Prof. Boyan Lozanov, DM, PhD

OcobeHocmu Ha npegonepamuBHama nogzomoBka u Xupyp2ud4HOmMo AedeHue Npu nayueH-
mu C Ba3ego6a boAaecm NOJAO>XEHU Ha gbA2020gUWHO mMupeoCmamu4yHO AeveHue
Ceuano6 T., Buguno6 K., Tabako8 A., Ekcapue6 T.
KauHuka no EHgokpuHHa Xupypaus, YCBAAE ,Akag. M6. MNenueB”, MY - Cogusa

Perticularities in the preoperative and operative management of patients with Greaves disease
and long term thyreostatic drug therapy
Sechanov T., Vidinov K,. Tabakov D., Eksariev T.,

Endocrine surgery clinic, USBALE ,Akad. Iv. Penchev”, Medical University - Sofia

15,20 - 15,3
MunuuHBa3zuBeH nogxog 6 mupeougHama xupypaua
Henko6 P, Page6 P.
KAuHuka no epbgHa xupypeaua, YMBAA ,CB. MapuHa", MY - BapHa

Minimally invasive approach in thyroid surgery
Nenkov R., Radev R.
Clinic of Thoracic Surgery UMHAT ,St. Marina”, Varna

15,35 - 15,4

YAmpacmpykmypHu ocobeHocmu Ha gpubpasHama cmpoma om wumoBugHama >Ae3a npu
nayueHmMu cbc Struma Nodosa
BuguHob K., FaHue6 I'.,, CmoiiHo6 10., NMyHue6 UNG.
KauHuka no EHgokpuHHa Xupypaua, YCBAAE ,Akag. U68. MNenueB”, MY - Cousa

Ultrastructural characteristics of the fibrilar stroma of the thyroid gland in patients with Struma
Nodosa
Viodinov K, Ganchev G., Stoinov U., Punchev IV.

Endocrine surgery clinic USBALE ,Akad. Iv. Penchev”, Medical University - Sofia

IX HayuoHaneH KOH2pec no eHgOKpuHoAo2ua 15-17 anpua 2010 2oguHa
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15,45 - 16,0

Kopeaauua mexxgy exozpadpcku beae3u 3a maAu2HEHOCM U UUMOMOPEOAO2UYHU Kame20-
puu npu TAB Ha mupeougHu 6b3Au
'CugepoBa M., Xpucmo3o86 K., ’KpacHaaueB WU., *Cocpmoba E.

1 KauHuka no EHgokpuHoAozus,
2 Kamegpa no Namoaozus, YHuBepcumemcka 6oaHuua ,C8ema MapuHa“, BapHa

Correlation between sonographic features predictive of malignancy and FNAB cytology results
of thyroid nodules

'Siderova M., 'Hristozov K., *Krasnaliev I., *Softova E.
1 Clinic of Endocrinology,
2 Department of Pathology, University hospital ,St. Marina“, Varna

16,00 - 16,1 Auckycus

16,15 - 16,35 Kagpe-nayza

3aaa lMNMrobgub - |

Cecua 3aboaaBaHua Ha wumoBugHama xAe3a

Mogepamopu: lNpog. boaH AozaHoB, Aoy. Kupua Xpucmo3o8,
Aoy. Xyauema lepenoBa

16,35 - 16,5

Tumpu Ha aHmMuMupeougHUMe aHmMumeAa npu navueHmu ¢ bazegoBa 6orecm cbe uau 6e3
mupeoug-acouuupaHa opmasmonamus

Muxaua boaHo6, Aenu3 bakano6, lNaauna LLleunkoBa
KAuHuka no eHgokpuHoaozus, Kamegpa BbmpewHu 6oaecmu
YMBAA , ArekcaHgpoBcka“, MeguuuHcku ynuBepcumem - Cogpus

Levels of Thyroid Autoantibodies in Patients with Graves’ Disease with and without Associat-
ed Graves’ Ophtalmopathy

Mihail Boyanov, Deniz Bakalov, Galina Sheinkova
Endocrinology Clinic, Department Internal Medicine, Alexandrovska University Hospital, Medical Universi-
ty Sofia, Bulgaria

16,50 - 17,0

KAuHuuHama xapakmepucmuka u mepaneBmuyeH U3xog Ha NAUUEHMU CbC CPEgHO MeXKKa
TAO
K. Xpucmo306', M. INempoBa’, M. CugepobBa’, A. Llyke6a’

1 KauHuka no EHgokpuHoao2ua u 6oaecmu Ha obmaHama; 2 KauHuka no HeBpoaozaua, MY - BapHa

Clinical characteristics and treatment outcome in patients with moderate Grave’s orbitopathy
K. Hristozov', M. Petrova', M. Siderova’', A. Zukeva’
1 Clinic of Endocrinology; 2 Clinic of Neurology; University Hospital ,St. Marina”, Varna, Bulgaria

BbATAPCKO APYXXECTBO IO EHAOKPMHOAOIUA
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17,05 - 17,1

Tupeougumu, UHgyuupaHu om uHmMepgepPoHU
b. HoHue®6', B. lopaHo6a’, A. Cmanue®’, A. TpeHoB8a*, I1. Ma6ro6’,
T. U6emko6a°®, M. Opb6euoBa’

1 KauHuka no EHgokpuHoAoz2ua u 6oaecmu Ha obmaHama; 2 KauHuka no xemamoaozus, 3 KauHuka no 2ac-

mpoernmepoaoaug, 4 Kaunuka no HeBpoaoaus; 5 LlenmpaaHa Kaunuuta Aabopamopua YMBAA ,C8. Feopau”,
MY - TMroBguB

Interferon induced thyroiditis

B. Nonchev', V. Goranova?, D. Stanchev?, A. Trenova*“, P. Pavlov °,
T. Tzvetkova®, M. Orbetzova'

1 Clinic of Endocrinology and metabolic diseases; 2 Clinic of Hematology, 3 Clinic of Gastroenterology, 4
Clinic of Neurology; 5 Central Clinical Laboratory ,Sv. Georgy” University Hospital, Medical University - Plovdiv

17,15 - 17,3

Cayuall Ha mupeomokcuyHa kapguomuonamua ¢ EKI npomeHu, HanogobaBawu ocmbp
KOpOHapeH CUHgPOM

Ao3aHoB b, XK. lepzeaueBa, A. Aumo6B, I Aazapo6Ba, WN. NawapoBa

KauHuka no kapguoaoezus, YHuBepcumemcka 6oaHuua ,Ao3eHeu”, Cocun

THYROTOXIC CARDIOMYOPATHY WITH EKG - CHANGES RESEMBLING ACUTE CORO-
NARY SYNDROME (case report)

Lozanov B, ). Gergelcheva, D. Dimov, G. Lazarova, I. Gasharova
Clinic of Cardiology, University Hospital ,Lozenetz”, Sofia

17,30 - 17,4 Auckycua

3aAa MAo6Bgub - 1 17 anpua 2010 2oguna (cbboma)

14,45 - 16,15 Cecua 3aboaaBaHua Ha wumoBugHama xae3a

Mogepamopu: lNpogp. Auna-Mapua bopucoBa, Aoy. Pycanka KoBayeBa,
Aouy. Kupua Xpucmo3zo8

14,45 - 15,0
ApmepuaAHa xunepmoHua npu 6OAHU C Xunomupeougu3bm )
bopucoBa A-M, LLlunko6 A, Ko6aueBa P, Amanaco6a U, Baaxo6 U,
AcaavoBa H, *Byko6 M.

YHuBepcumemcka 60AHUUA NO eHgoKpuHoAo2ua - MeguuuHcku yHuBepcumem, Codus
*HauuoHaaeH ueHMbpP 32 MeguuuHcKa uHgopmauua - MunucmepemBo Ha 3gpaBeonazBarHemo, Copusa

IX HayuoHareH KOH2peC N0 eHgOKpUuHoAo2uA 15-17 anpua 2010 zoguHa
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Arterial hypertension in the patients with hypothyroidism
Borissova A-M, Shinkov A, Kovatcheva R, Atanassova I, J. Vlahov,
Aslanova N, *Vukov M.

University Hospital of Endocrinology, Medical University - Sofia, Bulgaria
*National Centre of Medical Information, Ministry of Health - Sofia, Bulgaria

15,00 - 15,1

PagnpocmpaHeHue Ha GoggeduuumHume 3aboaaBaHua cpeg HaceAeHUEmMO U OueHKa Ha
epekmuBHocmma Ha GogHama npogouAakmuka - pe3yamamu om HauyuoHaAHO npoyuBate
2008
P. KoBaue6a', K. AnzeroBa ?, L. TumueBa‘®, M. BykoB8*
"KAUuHUKa no mupeougHu u mMemabdoAUMHU KOCMHU 3360/\963HU9, KAuHuueH Ll,eHmbp no EHgOKpUHO/\O-

2ua u FrepoHmoanozun, MY Codpusn; * HLIOO3; * Aupekuus ,ObwecmBero 3gpabe”, M3
*HauuoHaAeH ueHMbBbP 3a MeguUUHCKa UHgopmauua, M3

U3zcregoBamencku exun: A. LLlunkoB', P. b. MBaHoBa', I'. KapamogopoBa?,
O. Acnapyxo8a’, b. Xapu3zaHoBa*, E. MaageHo6°, B. MapuHoBa’®, E. MaHoBa® A. AuueBa®,

FO. MumeBa’, A. AeaueB®, C. AumumpoBa’, K. INapaaueB’, B. CumoBa™.
'Cocpusn, “BapHa, ‘TaeBeH, ‘brazoeBepag, *Bpaua, *CaubeH, Tlazapgxuk, ® AoBeu, “TpabBxa, "“INepHuK.

lodine-Deficient Diseases (IDD) and Effectiveness of lodine Supplementation in Bulgaria -
Results from 2008 National Study

R. Kovatcheva ', K. Angelova ?, T. Timcheva *, M. Vukov*
'Department of Thyroid and Metabolic Bone Diseases, Clinical Center of Endocrinology and Gerontology,
Medical University Sofia; ?NCPPH, Sofia; * Department of Public Health, Ministry of Health; *National Center for
Medical Information, Ministry of Health

Investigators: A. Shinkov', R. B. Ivanova', P. Karatodorova’,
O. Asparuhova’, B. Harizanova*, E. Mladenov’, V. Marinova®, E. Manova®, L. Dicheva®,
J. Miteva’, A. Delchev?, S. Dimitrova’®, K. Paralchev’, V. Simova'.

'Sofia, *Varna, *Pleven, *Blagoevgrad, *Vraza, Sliven, "Pazardjik, ® Lovech, °Trjavna, "°Pernik

15,15 - 15,3

NokazameAu Ha memaboAumeH CUHgPOM U (hyHKuua Ha wumoBugHama >»KAe3a npu Auua
6e3 3axapeH guabem
LLunkoB A, A-M. bopucoBa, . AmanacoBa, P. KoBaueBa, 1. Braxo6, H. AcranoBa,
A. AakoBcka, *M. Byko6

YHuBepcumemcka 6oAHUUa no eHgokpuHoAaozua, Codusn
* HayuoHareH ueHMbp 32 meguuuHcka uHpopmauus, M3

Elements of the metabolic syndrome and thyroid function in non-diabetic subjects
Shinkov A, A-M Borissova, | Atanassova, R Kovatcheva, ] Vlahov, N Aslanova,
L Dakovska, * M Vukov

University Hospital of Endocrinology, Medical University - Sofia, Bulgaria
* National Centre of Medical Information, Ministry of Health -- Sofia, Bulgaria

BbbAITAPCKO APYXECTBO MO EHAOKPUHOAOTI A
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15,30 - 15,4
MpocaegaBane HuBomo Ha TSH npu 3axapeH guabem

M. NMemkoBa, T. Pyceb, I'. PaanoBa, C. laHeBa
KauHuka no eHgokpuHoaozus, YMBAA ,A-p I. CmpaHcku”, 2p. MNaeBen

Follow up the level of TSH in patient with Diabetes Mellitus

M. Petkova, T. Russev, G. Rayanova, S. Ganeva
Clinic of Endocrinology, UMHAT ,,G. Stranski“, Pleven

15,45 - 16,0

3aBucumocm mexkgy mupokcuHemuama u HuBama Ha HAKOU Mapkepu Ha CbPgeyHO-Cbgo-
Bua puck
LLunkoB A, A-M. bopucoBa, . AmanacoBa, P. KoBaueBa, 1. Braxo6,
H. AcaanoBa, A. AakoBcka, *M. Byko6

YHuBepcumemcka 60AHUUA no eHgokpuHoAao2us, Codun
* HayuoHaneH ueHMbp 3a MeguuuHcka uHgopmauug, M3

A relationship between the thyroxinemia and some markers of cardiovascular risk
Shinkov A, A-M Borissova, | Atanassova, R Kovatcheva, ] Vlahov,

N Aslanova, L Dakovska, * M Vukov
University Hospital of Endocrinology, Medical University - Sofia, Bulgaria
*National Centre of Medical Information, Ministry of Health - Sofia, Bulgaria

16,00 - 16,1 Auckycus

16,15 - 16,35 Kagpe-nay3a

3aaa Mrobgub - |

16,35 - 17,45 Cecua 3aboaaBaHua Ha wumoBugHama xae3a
Mogepamopu: Aoy. Pycanka KoBayeBa, Aoy. Kupua Xpucmo3o6

16,35 - 16,5
VIMyHOXUCMOXUMUYHU Mapkepu npu gobpokadecmBeHu u 3aokadecmBeHu mupeougHu
B8b3Au - NbpBuU pezyamamu
'CugepoBa M., 'Xpucmo3o8 K., ’KpacHaaueB WU., *CocpmoBa E., *boebBa E.

1KAauHuka no EHgokpuHoAo2us,
2Kamegpa no Namoaozus, YHuBepcumemcka 6oaHuua ,C8ema MapuHa”, Bapra

Immunohistochemical markers in benign and malignant thyroid nodules - first results

'Siderova M., 'Hristozov K., *Krasnaliev I., *Softova E., Boeva E.
1 Clinic of Endocrinology,

2 Department of Pathology, University hospital ,St. Marina“, Varna

IX HayuoHaAeH KoHz2pecC ho eHgoKpuHoAo2ua 15-17 anpua 2010 zoguHa
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16,50 - 17,0

KAuHUYHA xapakmepucmuka Ha gugpepeHyupaHua mupeougeH KapuuHOM
X. F'epenoBa’, C. boe6a? A. lNeHkoBa*

1 Kamegpa lNponegeBmuka Ha BbmpewHu 6oaecmu/EHgokpuHoao2un, MeguuyuHcku Dakyamem, Tpa-
kulcku YHuBepcumem; 2 OmgeAeHue no HykaeapHa meguuuHa - MAO3, Cmapa 3azopa

Clinical evaluation of differentiated thyroid carcinoma

J. Gerenova’, S. Boeva?, D. Penkova*
1Depatment of Endocrinology, Medical Faculty, Trakia University;
2 Department of Nuclear Medicine, Stara Zagora, Bulgaria

17,05 - 17,2

MoBegeHue npu wumoBugHu mukpoBb3Au cbe cycnekmeH Y3 obpa3. 3agbakumeaHa AU e
mbHKOU2AeHama HGuoncua He3aBucumo om pazmepa um?
H. Paiiko6, K. Xpucmo3o06*, C. Buue6a**

MBAA ,,CBema AHHa”, BbmpewHo omgeaeHue, 2p BapHa
*MBAA ,CBema MapuHa” - KauHuka no EHgokpuHoAozus
**MAO3C ,Mapko MapkoB8” - OmgeaeHue N0 KAUHUYHA NamOoAO2UA

Management of thyroid micronodules with a suspicious ultrasound appearance.ls the fine nee-
dle biopsy obligatory regardless of their size?

N. Raikov, K. Hristozov*, S. Vicheva™*
,St.Anna-Varna” Hospital, Department of Internal Disease.
* ,St.Marina” Hospital - Varna; Clinic of Endocrinnology
** Marco Marcov” Dispensary for Oncogy - Varna; Department of clinical pathology

17,20 - 17,3

FDG-PET/CT 6 mupeougHama namoaAo2ua - poAa u 8b3moxkHocmu

M. boue6, A. KaucapoBa, K. Xpucmo3o68*
OmgeaeHue no HykaeapHa MeguuuHa, MBAA ,C6.MapuHa” BapHa
*KAUHUKa No eHgoKpuHoAo2ua u 6oaecmu Ha obmaHama, MBAA ,C6.MapuHa” BapHa

Applications of FDG-PET/CT in thyroid pathology

P. Bochev, A. Klisarova, K. Hristozov*
Nuclear Medicine Department, ,St.Marina Hospital” Varna
*Endocrinology Department, ,St.Marina Hospital” Varna

17,35 - 17,4 Auckycua

BbAITAPCKO APYXECTBO IO EHAOKPHOAOTIUA
31
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@ 3aAaa MaoBguB - 1l 16 anpua 2010 2oguna (nemok)

14,45 - 16,15 Cecua EHgokpuHOAO2UuA
Mogepamopu: Aoy. 3gpaBko Kameno8, Aoy. Maaruna lNemkoBa

14,45 - 15,0

MemaboAaumeH CUHgPOM NpuU CUHgPOM Ha hoAukucmo3Hu atyHuyu (PCOS)
Mapua Opb6euoBa

KauHuka no EHgokpuHoaozua u 6oaecmu Ha obmaHama, YMBAA ,C8. Teopau”, MY - NMaoBguB

Metabolic syndrome in polycystic ovary syndrome (PCOS)
Maria Orbetzova
Clinic of Endcrinology and metabolic diseases, ,Sv. Georgy” University Hospital, Medical University - Plovdiv

15,00 - 15,1

3HaveHue Ha 6bp3ua BeHozen AKTX-cmumyaayuoHeH mecm 3a gugpepeHuupaHe Ha Xxune-
paHgpo2eHHUMe CbCMOoAHUA NPU XKeHU
M. Ma6roBa, H. bomywaHoB, M. Opb6euoBa, A. NeopzueB, A. Tpoe6

KauHuka no EHgokpuHoaoz2ua u 6oaecmu Ha obmaHama, YMBAA ,CB. leopau”, MY - IMroBguB

The role of rapid ACTH stimulation test for differentiation of hyperandrogenic conditions in
women

M. Pavlova, N. Botushanov, M. Orbetzova, D. Georgiev, D. Troev
Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, MU - Plovdiv

15,10 - 15,2

MoAoBu pazauvuua npu 3axapeH guabem mun 2
3gpabko KameHo6, Pymana lNapanyHoBa
Kaunuka no EHgokpuHoao2ua, MeguuuHcku yHuBepcumem - Codpusa

Gender differences in diabetes type 2
Zdravko Kamenov, Rumyana Parapunova
Clinic of Endocrinology, Medical University - Sofia

15,25 - 15,4

AuemuyHa u megukameHmo3Ha mepanua npu 3amabcmaBaHe u CbpgeyHo-CbgoB puck
Aou. Maauna NMemkoBa
KauHuka no BbmpewHu borecmu, YMBAA ,CB8. AxnHa”, Cocpun

Nutritional and pharmacological therapy in patients with obesity and cardiovascular risk
Assoc. Prof. Malina Petkova
Clinic of Internal Diseases, UMBAL ,Sv. Anna“, Sofia

BbAITAPCKO APYXXECTBO MO EHAOKPUHOAOTIUA
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15,45 - 15,5
XpOHUYHA MaAHYMpPUUUA - KAUHUKO-guazHocmuyHo npoy4dBaHe u mepaneBmuuHo noBegeHue

A-p Pocuua MonoBa, Aou. A-p A. lNMonoBa

KAunuka no memaboaumHo-eHgokpuHHU 3aboaaBaHua u guememuka, YMBAA ,Llapuua VoanHa -
NCYA”, Cocpun

15,55 - 16,

AuabemHama HeBponamua kamo nokazamea 3a obwua 3gpaBeH puck Ha nayueHmMu CbC 3a-
xapeH guabem mun 2

3gpabko Kameno6, Pymana lNMapanyHoBa
KauHuka no EHgokpuHoaoz2ua, MeguuuHcku yHuBepcumem - Codpus

Diabetic neuropathy as an indicator for the global health risk of patients with type 2 diabetes
Zdravko Kamenov, Rumyana Parapunova
Clinic of Endocrinology, Medical University - Sofia

16,15 - 16,35 Kagpe-nayza

16,35 - 17,45 Cecua UHcyauHoBu nomnu

AeyeHue ¢ uHcyauHoBu nomnu npu geua u toHowu. Onum u pegyamamu 8 bbazapus.
Aoy. Maa KoncmanmuHoBa

NpegcmabBare Ha eguHcmBeHama uHcyauHoBa nomna ¢ uHMezpupaHa cucmema 3a NoCMo-
AHEH MOHUMOPUH2 Ha 2Al0KO3ama.

Bragumup Cme6ko6

3aaa NMaoBguB - Il 17 anpua 2010 2oguna (ce6oma)

14,45 - 16,15 Cecua 3axapeH guabem

Mogepamopu: lNpogp. Bareumuna LlaHe6a, Aoy. Kaaunka KonpuBapoBa,
Aouy. Maa KoHcmaumuHoBa

IX HayuoHaAeH KOH2peC no eHgOKpUHoAo2uA 15-17 anpua 2010 zoguHa
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14,45 - 15,0

HeoHnamaneH guabem

KoHcmanmuHo6a M, CaBo6a P, Hattersley A, Ellard S, Apwunko6a
M, Konpu6Bapo6a K, lanHe6a M.
Kamegpa no Aemcku 6oaecmu, KauHuka no EHgokpuHonozus, Auabem u Fenemuka, MY, CBAAAB, Cocpua
Neonatal diabetes

Konstantinova M., Savova R., Ellard S., Archinkova M., Koprivarova K., Ganeva M.
Department of Pediatrics, Clinic of Endocrinology, Diabetes and Genetics, Medical University, Sofia

15,00 - 15,1

MpomeHu B8 memaboaumHume u Bb3narumerHu mapkepu npu npegnybepmemHu geua C
abgomuHaAHO 3amabcmaBatqe

C. laaueBa’, B. MlomoBa', 1. Momo6?, b. Towkuna', ME Street’, C. Tanue6a’, E. Aanko6'
1 Meguuutcku YHuBepcumem - BapHa, Kamegpa no Neguampua u meguuuHcka 2eHemuka; 2 MeguuuH-

cku YHuBepcumem - BapHa, Kamegpa no BbmpewHu 6orecmu; 3 MeguuuHcku YHuBepcumem - [Mapma,
Mmanus, Kamegpa no lNeguampus

Changes in metabolic and inflammatory markers in prepubertal children with abdominal obesity
S. Galcheva’', V. lotova’, Y. YotoV?, B. Toshkina', ME Street®,

S. Tancheva’, E. Dyankov'
1Medical University - Varna, Dept. of Pediatrics and medical genetics
2 Medical University - Varna, Dept. of Internal medicine
3 Medical University - Parma, Italy, Dept. of Pediatrics

15,10 - 15,2

bazaa-60AycHO AeuveHue ¢ UHCYAUHOBU aHaAO3U U (pAEKCUBUAEH peXkKum npu geua C gua-
6em, gucnancepu3upaHu om ekuna no gemcka guabemonozusn 668 BapHa
B. MaageHno8, B. MlomoBa, B. boagxue8, B. LlaHeBa

Kamegpa no neguampua u meguuyuHcka 2eHemuka, MY, BapHa

Basal-bolus treatment with insulin analogues and flexible regiment in children with diabetes,
followed by Varna Pediatric Diabetes Team (2007-2008)

W. Mladenov, V. lotova, V. Boyadzhiev, V. Tzaneva
Dept. of Pediatrics and Medical Genetics, Medical University - Varna

15,20 - 15,3

[AUKeMUYEeH KOHMPOA, YCAOXKHEHUA U 2pUXKU 3a geuama CbC 3axapeH guabem, gucnaHce-
pu3uparu 6 Aemckua guabemen ueHmbp 666 Bapra (cpaBrumenen anaau3)
B. Llane6a, B. MaageHo6, B. boagxxue6, B. MlomoBa

Kamegpa no neguampua u meguuuHcka 2eHemuka, MY, BapHa

Glycemic control, complications and care for children with diabetes, followed by Varna pedi-
atric diabetes center (a comparative analysis)

V. Tzaneva, W. Mladenov, V. Boyadzhiev, V. lotova
Dept. of Pediatrics and Medical Genetics, Medical University - Varna

BbbAITAPCKO APYXECTBO MO EHAOKPUHOAOTI UA
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15,35 — 15,4

Xunepaaukemuu 6 gemcka u toHowecka Bb3pacm - xemepozeHHocm u npegu3Bukameacm-
Bo 6 exxegHeBHama npakmuka
B. boagxue6, B. Momo6Ba, B. MaageHo06

MeguuuHcku YHuBepcumem - BapHa

Hyperglycemia in children and adolescents - a heterogeneous everyday practice challenge

Veselin Boydzhiev, Violeta lotova, Wilhelm Mladenov
Medical University - Varna

15,45 - 15,5

Enuaencua napuyuaauc koHmuHya npu gebioma Ha mun 1 3axapeH guabem ¢ guabemHa Ke-
moauugo3a (AKA) npu geme Ha 1,5 20g. Bb3pacm
B. lomo6a, M. MockoBa, P. PaaueBa, M. XKeaeBa, B. Mramukano6’, b. bare6?,
B.Kupazo6', B. MaageHno6, B. boagxue6, U. Xpucmo6, A. ApabagxueBa.

Kamegpa no neguampuna u meguyuHcka 2eHemuka, Kamegpa no aHecme3uoaozua u peaHumauual,
Kamegpa no obpazHa guazHocmuka2, MeguuuHcku yHuBepcumem, BapHa

Eepilepsia partialis continua (EPC) at presentation of type 1 diabetes mellitus with diabetic
ketoacidosis (DKA) in A 1,5 years old child
V. lotova, M. Moskova, R. Ralcheva, M. Zheleva, V. Platikanov’, B. Balev?, V. Kiryazov', V.

Mladenov, V. Boyadzhiev, I.Hristov, D. Arabadzhieva.
Dept. of Pediatrics and Medical Genetics, Dept. of Anesthesiology and ReanimationT,
Dept. of imaging diagnostics2, Medical University - Varna

15,55 — 16,0

Ocmpa 6b6peuHa HegocmambuHocm B xoga Ha guabemHa kemoauugo3a 8 gemcka Bv3pacm
ApwuHkoBa M, Konpu6BapoBa K, Koncmaumuno6a M, CaBo8a P, laHe6a M

Kamegpa no Aemcku 6orecmu, KauHuka no EHgokpuHoao2us, Auabem u l'eHemuka, MY, CBAAAB, Cocpun

Acute renal insufficiency in the course of diabetic ketoacidosis in childhood

Archinkova M., Koprivarova K., Konstantinova M., Savova R., Ganeva M.
Department of Pediatrics, Clinic of Endocrinology, Diabetes and Genetics, Medical University, Sofia

16,05 - 16,1 Auckycua

16,15 - 16,35 Kagpe-nay3a

16,35 - 17,45 VYuebOHa cecus

[Tpakmuyecko npuAo>KeHue Ha MexxgyHapogHama npozpama 3a Npo2HO3a Ha hpakmypHuA
puck FRAX

Aexkmop: Mpod. AHHa-Mapua bopucoBa
AemoHcmpayuu Ha cayyau

A-p Arekcangop LLlunko6, A-p Mopgan BaaxoB, A-p FOAua ManoBa
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3aaa lNro6Bgub I



npozpama/program

3aaa Mao6BguB - 1l 16 anpua 2010 zoguna (nemwk)

14,45 - 16,15 Cecua 3aboAraBaHua Ha MUHepaAHUA U KOCmeH oOmeH

Mogepamopu: lNpogh. Auna-Mapua bopucoBa, Aoy. Pycanka KoBaveBa,
Aoy. Muxaua boano8

14,45 - 15,0

Aemcko kocmHo 3gpaBe. buoroz2ua u namoaoz2ua Ha pacmawama Kocm
Beceaun boagxue6, Buonema MomoBa

MeguuuHcku YHuBepcumem - BapHa

Children’s bone healt. Biology ans pathology of the growing bone
Veselin Boydzhiev, Violeta lotova

Medical University - Varna

Yecmoma Ha ocmeonopo3ama u opakmypeH puck npu 6ba2apcku >keHu Ha Bb3pacm 50 -
59 2ogquHu
A.-M. bopuco6a’, P. Pawko6?, M. boano8?, A. LLUunko8', I. NMonuBaHoB?,

H. TemeakoB8a®, U. Baaxo6', M. NaBpaunroBa*
3a ExkcnepmHama epyna no ocmeonopo3a 6 bvazapus: 1 KauHuueH ueHmbp no EHgokpuHoaozus, 2 YHu-
Bepcumemcka 6oaHuua ,CB. MBan Puacku”, 3 YHuBepcumemcka 60AHUUA ,ArekcaHgpoBcka”’ - MeguuuHcku
yHuBepcumem, Cogpug, 4 MunHucmepcmBo Ha 3gpaBeona3zBanemo Ha Penybauka bbazapus

Prevalence of osteoporosis and fracture risk in a cohort of Bulgarian women aged 50-59 years
Anna-Maria Borissova', Rasho Raskov?, Mihail Boyanov?, Alexander Shinkov’,

Plamen Popivanov?, Nataliya Temelkova’®, Jordan Vlahov', Masha Gavrailova*
for the Osteoporosis Study Group in Bulgaria: 1 University Hospital of Endocrinology - Medical University
Sofia; 2 University Hospital ,St. Ivan Rilski“ - Medical University Sofia; 3 University Hospital ,Alexandrovska” -
Medical University Sofia; 4 Ministry of Health of Republic Bulgaria

MpuaoxkeHue Ha FRAX 3a oueHka Ha ppakmypHua puck. Vima au npegumcmBa npeg Tscore?
bopucoBa A-M'. P. Pawko@?, A. LLlunko6', M. boano®?, I. NMonuBano®?,
H. Temeako6a’, 1. Baaxo68', M. FaBpuroba*

1 YHuBepcumemcka 6oAHUUA NO eHgoKpuHoAo2ua, MeguuuHcku yHuBepcumem, Codous; 2 YHuBepcumemcka
6oAHuua ,,CB. MBan Puacku”, MeguuuHcku yHuBepcumem, Cocpun; 3 YHuBepcumemcka 6oaHuua ,,ArekcaHgpoB-
cka”, Meguuutcku yHuBepcumem, Codgpus; 4 MuHucmepcmBo Ha 3gpaBeona3ztaBemo, Penybauka bvazapun

FRAX implementation in fracture risk assessment. Is it superior to Tscore alone?
Anna-Maria Borissova', Rasho Raskov?, Alexander Shinkov', Mihail Boyanov?,
Plamen Popivanov?, Nataliya Temelkova®, Jordan Vlahov', Masha Gavrailova*

for the Osteoporosis Study Group in Bulgaria: 1 University Hospital for Endocrinology - Medical University
Sofia; 2 University Hospital ,St. Ivan Rilski“ - Medical University Sofia; 3 University Hospital ,Alexandrovska” -
Medical University Sofia; 4 Ministry of Health of Republic Bulgaria
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15,40 - 15,5

(DapmMakOUKOHOMUYECKU aHAAU3 Ha AedeHuemo Ha ocmeonopo3ama 8 bbazapua’ 2007
A.-M. bopuco6a, M. boaHo6, C. 3axapueBa, P. KoBaueba, A. LUunkoB

(pabomHa epyna Ha bvaeapcko gpyskecmBo no eHgokpuHoAo2uA)
YCBAAE ,Akag. V8. MenueB” u YMBAA , ArekcaHgpoBcka” - MY Cogus

Pharmacoeconomic analysis of osteoporosis in Bulgaria 2007
A.-M. Borissova, M. Boyanov, S. Zacharieva, R. Kovacheva, A. Shinkov (BES group)

University hospitals ,Acad. Iv. Penchev” and ,Alexandrovska” - Medical University Sofia

15,55 — 16,0

Mpegu3zBukameacmBomo nceBgoxunonapamupeougu3om
NBaHnoBa P. b., M. AHzeroBa, . Baaxo6, HO. MaHo6a, A. LLIunko6, A-M. bopucoBa

KauHuka no TupeougHu u memaboAaumHu kocmHu 3a6oaaBaHus, KauHuueH ueHmbp no EHgokpuHoaoaus,
Meguuutcku YHuBepcumem, Cocpusa

16,05 - 16,1 Auckycus

16,15 - 16,35 Kagpe-nayza

3aaa NMaobgub - 111
16,35 - 17,45 Cecua 3aboAaaBaHua Ha MUHepaAHUA U KOCMeH 00MmeH

Mogepamopu: lpog. A. M. bopucoBa, Aoy. Pycanka KoBaqeBa,

lpog. Augua KoeBa
16,35 - 16,5
Cinacalcet npu 60AHU Ha XeMOguaAu3HO AedeHue ¢ BmopuueH xunepnapamupeougu3ibm
Cm. KpuBowue6', A-M. bopucoB8a? P. Ko6aue6a’ L|. barge6’,

AA Wunko6?, T. MuxainoB'.
1 MBAA ,Llapuua Moanna - ICYA”, OmgeaeHue no xemoguaau3a; 2 YCBAAE ,Akag. VBan MenueB”, Kau-
HUKa NO mupeougHu u memaboaum Hu KocmHu 3a6oaaBaHus.

Cinacalcet in patients on chronic hemodialysis treatment with SHPT
St. Krivoshiev', AM. Borisova? R. Kovacheva? Tz. Baldev',
Al. Shinkov?, G. Mihaylov'.

1 MBAL ,Queen Johana - ISUL”, Department of hemodilalysis; 2 USBALE , Acad. Ivan Penchev”, Depart-
ment of thyroid and metabolic bone diseases.

BbATAPCKO APYXXECTBO O EHAOKPUHOAOIUA
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16,50 — 17,0

EpexmuBHocm Ha AeueHuemo ¢ Bucoko-unmeH3uBeH pokycupaH yampazByk (BUDY) npu
nbpBuueH xunepnapamupeouguzbm - pe3yamamu npu dyemupu 60AHU
Pycanka KoBaueBa', MopgaH BaaxoB ', ArekcaHgop LLuHko6 °,

AHHa-Mapusa bopuco6a’, Francoise Arnaud’

1 KAuHUKa no mupeougHu u memaboAaumHu kocmHu 3aboaaBanHun, KauHuveH LleHmbp no EHgokpuHoao-
2ua u F'epoHmonozus, MY Codus; 2 Theraclion, Paris, France

Efficacy of high intensity focused ultrasound (HIFU) treatment in primary hyperparathyroidism:
report on four cases

Roussanka Kovatcheva’, Jordan Vlahov', Alexander Shinkov ’,

Anna-Maria Borissova', Francoise Arnaud?

1 Department of Thyroid and Bone Mineral Diseases, Clinical Center of Endocrinology, Medical University Sofia
2 Theraclion, Paris, France

17,05 - 17,2
OugeHka Ha BepmebparHume pakmypu

Maamen MonuBano6
OmgeaeHue no kocmHu memaboaumHu 3ab6oaaBaHun, YMBAA , AaekcaHgpoBcka” - Codpusn

VERTEBRAL FRACTURE assessment

Plamen Popivanov, MD
Unit of Metabolic Bone Diseases, UMBAL , Alexandrovska” - Sofia

17,20 - 17,3

HoBocmu 6 kauHuyHama geH3umomempus

Hamaaua TemeakoBa
OmgeaAeHue no kocmHu memaboaumtu 3aboaaBanun, YMBAA , ArekcaHgpoBcka” - Codpusn

Innovations in clinical densitometry

Nataliya Temelkova, MD
Unit of Metabolic Bone Diseases, UMBAL ,Alexandrovska” - Sofia

17,30 - 17,4 Auckycua

3aaa MNMao6Bgub - 1 17 anpua 2010 2oguna (cb6oma)

14,45 - 16,15 CECUS TIOCTEPU 3a ycmuHo npegcmaBabe
Kagpe 6 3arama

Mogepamopu: Aoy. Buoaema Mlomo@8a,
Aouy. Xyauema lepenoBa, Aoy. Mapua OpbeyoBa
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14,45 - 14,5

CpaBxerue Ha HuBama Ha mupeoz2robyauH B cepym u nyHkmam om AaumdgeH Bb3ea npu
cycnekmHa AumMgageHoMe2aAua — KAUHUYHU CAyYau
Xpucmo3o6 K., *Paiiko6 H., 'Cugepo6a M, *boueba 4, ‘KpacHarue8 U.

1 KauHuka no EHgokpuHoaozug, 2 MBAA ,CB8. AHHa” - OmgeaeHue no BbmpewHu 6oaecmu; 3 Kamegpa
No KAUHUYHa Aabopamopus; 4 Kamegpa no Namoaozus, YHuBepcumemcka 6oaHuua ,C8ema MapuHa“, BapHa

Comparison between thyroglobulin levels in serum and wash out afler FNAB of lymph nodes
in cases of suspicious lymphadenomegaly

'Hristozov K., Raikov N, 'Siderova M., *Bocheva Y. *Krasnaliev I.
1 Clinic of Endocrinology; 2 ,St. Anna” Hospital - Clinic of Internal Diseases; 3 Clinical Laboratory; 4
Department of Pathology, University Hospital ,St. Marina“, Varna

14,55 - 15,0

TupeomponuH cekpemupauw, ageHOM Ha xunodpu3zama

AeHu3 bakaro8, Muxaua boaHo6
KAauHuka no eHgokpuHoaozus, Kamegpa BbmpewHu 6oaecmu
YMBAA ,AnekcaHgpoBcka”, MeguuuHcku yHuBepcumem - Codpun

A thyrotropin-secreting pituitary adenoma

Deniz Bakalov, Mihail Boyanov
Endocrinology Clinic, Department Internal Medicine, Alexandrovska University Hospital, Medical Universi-
ty Sofia, Bulgaria

15,05 - 15,1

ABmoumyHeH mupeougum Ha Xawumomo U acouuupaHu AUNUGHU HapyuweHua
Xpucmo3o06 K., 'Cugepoba M., *ToweBa I'., *Cmoano6Ba C.

1 KauHuka no EHgokpuHoaozus, YHuBepcumemcka 6oaHuua ,CBema MapuHa”; 2 MeguuuHcku yHuBep-
cumem - BapHa

Autoimmune thyroiditis and associated lipid abnormalities
'Hristozov K, 'Siderova M, *Tosheva G, *Stoianova S.
1 Clinic of Endocrinology, University hospital ,St. Marina”; 2 Medical University - Varna

15,15 - 15,2

HauaaeH onum 6 uzcaegBaHemo Ha napamxopmoH 668 Washout/cmuB/ om  GuoncuuHume
u2Au 3a npegonepamuBHO AOKaAu3upaHe Ha xunepgyHKUuUoHUpawu napawumoBugHu Bb3au

H. Paiiko6, K. Xpucmo3o06*, Bazo6a**, Togopo6**, Buue6a***, CraBo6****
MBAA ,CBema AHHa”, BbmpewHo omgeaeHue; *MBAA ,CBema MapuHa” - KauHuka no EHgokpuHoAoz2us;
**KauHuuHa aabopamopua “Cmamyc”; **MAO3C ,Mapko Mapko8” - OmgeaeHue NO KAUHUYHA hamoAo2us;
% MBAA ,CBema AnHa”,OmgeaeHue no 2pbgHa Xupypaus (BapHa)

An initial experience of parathyroid hormone evaluation in a fine needle washout for the pre-
operative detection of hyperfunctioning parathyroid nodules

N. Raikov, K. Hristozov*, S. Vjagova**, S. Todorov**, S. Vicheva***, Slavov****
,St Anna-Varna“ Hospital, Department of Internal Diseases; *,St. Marina” Univercity Hospital; Clinic of Endocrin-
nology; **,Status” Clinical Laboratory; ***,Marco Marcov” Dispensary for Oncogy; Department of Clinical
Pathology; ****,St. Anna-Varna” Hospital, Department of Thoracic Surgery. (Varna)

BbATAPCKO APYXXECTBO MO EHAOKPUHOAOI A
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15,25 - 15,3
CkpuHuhe 3a Lleauakusa npu geua u toHowu ¢ mun 1 3axapeH guabem
B. MomoBa, B. MaageHo6, B. boagxueB, M. F'eopzueBa, B. LlaHeBa.

Kamegpa no neguampus u meguuuHcka 2eHemuka, MeguuuHcku yHuBepcumem - BapHa

Screening for Celiac disease in children and adolescents with type 1 diabetes mellitus
V. lotova, W. Mladenov, V. Boyadzhiev, M. Georgieva, V. Tzaneva
Dept. of Pediatrics and Medical Genetics, Medical University - Varna

15,35 - 15,4

Hawuam onum ¢ Humalog Mix 25 npu nayueHmu ¢ guabem mun 2 Ha npegwecmBawo Ae-
yeHue ¢ KoHBeHUUOHaAHU uHcyAuHoBU mukcmypu
A. MuHueBa'’, M. Opb6euo6a’

1 AuaezHocmuuHo-koHcyamamuBeH LieHmbp, MopBomal
2 KauHuka no EHgokpuHoAoz2ua u 6oaecmu Ha obmanama, YMBAA |, CB. leopau”, MY - TaoBguB

Our experience with Humalog Mix 25 in type 2 diabetic patients previously treated with con-
ventional insulin mixtures
L. Mincheva'?, M. Orbetzova®
1 Out-patients Clinic, Medical Center, Parvomay
2 Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital,
Medical University - Plovdiv

15,45 - 15,5

HeaakoxoaHama yepHogpobHa 6oaecm acouuupa ¢ noBuwenu HuBa Ha TNF-alpha npu na-
uueHmume ¢ memaboAumMeEH CUHGPOM U 3axapeH guabem mun 2

"’Kyauema l'epeHoBa, * Upena MaHoroBa, 'Xpucmo leopzueb, ' 3axapu Hukumo6
1 Kamegpa NponegeBmuka Ha BbmpewHu boaecmu/EHgokpuHoaozun, MeguuuHcku Dakyamem, Tpakudlc-
Ku YHuBepcumem; 2 Aabopamopua no KauHuuHa VimyHoaozus, YHuBepcumemcka boaHuua, Cmapa 3azopa

Non-alcoholic fatty liver disease is associated with increased levels of TNF-alpha in patients
with metabolic syndrome in type 2 diabetes mellitus

TJulieta Gerenova, 2 Irena Manolova, THristo Georgiev, 1 Zahari Nikitov
1 Department of Endocrinology, Medical Faculty, Trakia University; 2 Laboratory of Clinical Immunology,
University Hospital, Armeiska str. 11, Stara Zagora 6000, Bulgaria

15,55 - 16,0

YepHogpoObHU HapyweHUa Npu nauueHmMu CbC 3axapeH guabem mun 2

3. Hukumo@’, X. l'epenoBa’, A. Amanaco6a1, . MaHoAoBa*
1 Kamegpa lNMponegeBmuka Ha BbmpewHu 6oaecmu, MeguuuHcku Dakyamem, Cmapa 3azopa; 2 Aabo-
pamopusa no VimyHoaozun, YHuBepcumemcka boaHuua, Cmapa 3azopa
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Liver disturbances in type 2 diabetes mellitus patients

' Zahari Nikitov, "Julieta Gerenova, ' Donka Atanasova, ?Irena Manolova
1 Department of Endocrinology, Medical Faculty, Trakia University; 2 Laboratory of Clinical Immunology,
University Hospital, Stara Zagora

16,05 - 16,1
OnucaHue Ha KAUHUYeH cAydal ¢ MHo)kecmBeHa eHgoKpuHHa HeonAazua (MEH) mun 1

A. Tpoe6B, H. bomywano6, M. NMaBaro6a, M. Mumko6, A. FeopzueB, M. Op6euoBa

KauHuka no EHgokpuHoaoz2ua u 6oaecmu Ha obmaHama, YMBAA ,C8. Teopau”, MY lMaoBguB

Case report of a patient with multiple endocrine neoplasia (MEN) type 1

D. Troev, N. Botushanov, M. Pavlova, M. Mitkov, D. Georgiev, M. Orbetzova
Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, Medical University - Plovdiv

16,15 - 16,2
BpogeHa HagbbbpeuHokopoBa xunepnaazua - kaacuvecka popma ¢ npocma Bupuauzauua
- onucaHue Ha KAUHUYeH cAydal

M. Ma6roBa, IN. CmanueB, H. bomywaxno6, M. Op6Geyoba

KauHuka no EHgokpuHoAo2ua u 6oaecmu Ha obmaHama, YMBAA ,CB. Teopau”, MY - INaoBguB

Clinical case of classic congenital adrenal hyperplasia with simple virilization
M. Pavlova, P. Stanchev, N. Botushanov, M. Orbetzova
Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, Medical University - Plovdiv

16,25 - 16,3
Hawuam onum 8 AeuyeHuemo c Aclasta npu >xeHu ¢ nocmmeHonay3aaHa ocmeonopo3a
Xpucmo3o6 K., CugepoBa M.

KauHuka no EHgokpuHoaozus, YHuBepcumemcka 6oaHuua ,CBema MapuHa”, BapHa

Our experience with Aclasta in the treatment of postmenopausal osteporosis
Hristozov K, Siderova M
Clinic of Endocrinology, University hospital ,St. Marina”, Varna

16,35 - 16,4

CAtOHUeHU »kAe3u u MemaboAaumeH cuHgpom

M. XpucmoBa’, P. Amanaco6a?, C. Muxo6a’
1 ET ,AUTCMI1 - A-p. XpucmoBa“ - BapHa
2 Kamegpa no AHamomua, xucmoaozus u embpuoaoaua ,MeguuuHcku yHuBepcumem MaoBguB”
3 CvgebHa meguuuHa - obwuHcka 6oaHuua ,CB. AHHA” - BapHa

BbATAPCKO APYXXECTBO IO EHAOKPMHOAOIUA
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16,45 - 16,5

KopeaauuoHHa 3aBucumocm Ha cepymHume HuBa Ha 25 (OH) BumamuH A ¢ kocmHama
MUHEepaAHa NAbMHOCM NPU hauueHmu CbC 3axapeH guabem mun 1

Hukoaaii bomywano6, Mapua Op6euoBa, Ma6Gea MaBro6*, Mapua Ma6roBa
KAauHuka no EHgokpuHoAo2usa u 6oaecmu Ha obmaHama
*LlenmpanHa kauHuvHa Aabopamopua YMBAA ,CB. leopau” EAA- MY - TroBguB

Correlation between 25 (OH) vitamin D3 and bone mineral density in patients With type 1
diabetes mellitus
N. Botushanov, M. Orbetzova, P. Pavlov*, M. Pavlova

Clinic of Endocrinology
*Central laboratory, UMHAT ,Sv. Geogri” Medical University - Plovdiv

16,55 - 17,0

B3zaumoBpb3ka mexgy cepymeH meaamoHuH, Bb3pacm u meaecHO Me2A0 NPU KAUHUYHO
3gpabu Auua
A. Tep3ueBa’, H. MameBa*, M. Op6eyoBa’

1. LleHmpaaHa kAuHUYHa Aabopamopus,
2. Makyamem no obwecmBeHo 3gpabe,
3. KAuHUKa no eHgokpuHoAo2ua u 6orecmu Ha obmanama, YMBAA ,,C8. Feopau”, MY - INMaoBguB

Relationship between serum melatonin, age and body weight in clinically healthy individuals

D. Terzieva', N. Mateva?, M. Orbetzova*
1. Central Clinical laboratory.
2. Department of Health Management,
3. Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, MU - Plovdiv

17,05 - 17,1

Cayuald Ha memacma3za 8 wumoBugHama >kAe3a 0om MaAu2HEH MeAaHOM
AnzeroBa M, A. LLuHko6, P. MBaHoBa, A-M. bopucoBa

YHuBepcumemcka 60AHUUA NO eHgoKpuHOoAo2u8, MeguuuHcku yHuBepcumem - Cocpun

A case of a malignant melanoma metastasizing to the thyroid
Angelova M, A. Shinkov, R. Ivanova, AM. Borissova
University hospital of endocrinology, Medical university - Sofia

17,15 - 17,45 O6CwbXKgaHe
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Pezromema/Abstracts
3aboaaBaHua Ha xunogu3zHama >kAe3a

Adult growth hormone deficiency - diagnosis and treatment

Popovic Vera
Neuroendocrine Unit, Institute of Endocrinology, University Clinical Center, Serbia

Adult growth hormone deficiency (GHD) has a wide spectrum of clinical presentations
including abnormal body composition, increased blood pressure, increased body weight,
adverse lipid profiles, increased coagulability and increased markers of inflammation, all asso-
ciated with an increased cardiovascular morbidity and mortality. Detection of GHD is impor-
tant especially as successful GH replacement therapy improves the adult GHD syndrome (lipid
profile, body composition and blood pressure) and is accompanied by a significant increase in
quality of life (QolL- problems with socialising, tenseness, self-confidence, tiredness, memory
and concentration). Health authorities in many countries have approved the therapeutic use
of GH in adult hypopituitary patients in whom GHD has been identified. The identification of
adults with GHD remains challenging due to the episodic nature of GH secretion (pulsatile
secretion) and mulitple GH samples over 24h are not practical as diagnostic procedure. For
this reason in adults with known pituitary disease, diagnostic testing involves provocative tests
of GH secretion. Acquired GHD in adults is most commonly secondary to hypothalamic/pitu-
itary tumors who may present with hypopituitarism. Generally growth hormone (GH) is the
first hormone to be lost, followed by the gonatotrophins, adrenocorticotrophic hormone, and
thyroid-stimulating hormone. Data emerging after 2000 demonstrate the relevance of trau-
matic brain injury (TBI) and subarrachnoid hemorrhage (SAH) as the cause of GHD whereas
post-partum pituitary necrosis, lymphocytic hypophysitis, infections and neoplastic lesions in
the sella remain rarer diagnoses of AO-GHD. The insulin tolerance test (ITT) is regarded as the
"gold standard". Reproducibility, demanding surevillance during the test and safety issues under
some cicumstances may be of some concern. Other more powerful provocative tests like the
GH-releasing hormone (GHRH) + arginine and GHRH + GH-releasing hexapeptide 6 (GHRP-
6) have gained acceptance after being evaluated in a large series of patients and controls.
Glucagon test has yet to be evaluated in large series of patients and controls but has already
gained popularity particularly in the US after shortage of GHRH supplies. In adult patients with
known pituitary disease, the presence and severity of GHD are related to the number of addi-
tional pituitary hormone deficits so that in panhypopituitary patients GH stimulation tests is not
necessary. In that situation low IGF1 is a useful as diagnostic tool. Otherwise, considerable
overlap exists for IGF-1 levels between normal subjects and those with GHD. Therefore IGF-1
is not a reliable marker for diagnosis of GHD. When focused on childhood-onset GHD, these
young adults who had previously received GH replacement in childhood need to be re-evalu-
ated for GH status. GH therapy in adults will often be maintained for decades. Large databas-
es such as the Pfizer International Metabolic Database (KIMS) show that long term GH
replacement in adults is safe (no evidence of tumor regrowth or the risk of malignancies) and
that long-term monitoring is mandatory in terms of glucose metabolism, cardiovascular mor-
bidity and mortality (which may even improve.)
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Vera Popovic-Brkic, MD, PhD

Vera Popovic-Brkic, MD, PhD is professor of Medicine at Belgrade University
School of Medicine and was Head of Postgraduate Studies in Endocrinology at Bel-
grade University for 4 years. She is also Head of the Neuroendocrine Unit at the
Institute of Endocrinology, Diabetes and Metabolic Diseases in Belgrade, Serbia.
Professor Dr. Popovic was a member of the Standing Steering Committee on Con-
gresses of the European Federation of Endocrine Societies (EFES) and a member of
the Executive Committee of the European Neuroendocrine Association from 1990
to 1998. She was an organizer of the first Workshop on Pituitary Adenomas in Lis-
bon in 1993, was part of the program organizing committee (POC) for the EFES
congress in 2001 held in Torino and 2003 held in Lyon and is member of the POC
for the coming ESE congress Berlin 2008 and was organizer of the 1* European Soci-
ety of Endocrinology Postgraduate Course in Clinical Endocrinology in 2007. Since
1985 she has been Prinicipal investigator for the Research projects supported by
the Ministry of Science Serbia.

Professor Dr Popovic is a Fellow of the Royal College of Physiscians and is a
member of numerous other professional societies,including the European Neu-
roendocrine Association, the Growth Hormone Research Society and the Endocrine
Section of the Serbian Medical Association.She is ellected Fellow of the Academy
of Medical Sciences within the Serbian Medical Association. She has published
more than 100 papers in peer-reviewed journals.She is a reviewer for Clinical
Endocrinology, Journal of Clinical Endocrinology & Metabolism, European Journal of
Endocrinology, Hormone Metabolic Research etc. is associate Editor for Hormones
(the International Journal of the Hellenic Endocrine Society) and is memeber of the
editorial board for Expert Review Endocrinology & Metabolism.

PagwupeH pecucmbp U KAUHUYHU 0a3zu gaHHU 3a nayueH-
MU C éHgOKPUHHU mymopu

YapovkyueB A.", X. Aumumpo8’, C. 3axapueBa’, M. Mapuro@'’, C. BbugeBa’,
B. BacunreB’, M. SlneBa’, A. EanenkoBa’, E. Haye8', I. KupuroB', 1. Amanaco6a’,
P. UBaHoBa’

1 KAuHUYEeH ueHMBP NO eHgOKpUuHOAO2UA U 2epoHmoaozun, MY, Codus
2 Makpocopm OOA

3epageHa e cmaHgapmu3upaHa cucmema 3a peaucmpupaHe Ha Bcuvuku Heobxogumu
gemozpapcku, meguko-agmuHucmpamuBHU, KAUHUYHU U AabopamopHu (BKA. 2eHemuvHuU)
nokazameau, KaKmo U gaHHU om obpa3zHama gua2zHOCMuKa U AedeHuemo 3a nauueHmu c
eHgokpuHHU mymopu. INpu ocbwecmBaBaHemo Ha cucmemama ce npoaBu npomuBopeuue
Ha uzuckBaHemo 3a cb3gaBaHe Ha obxBamHa cucmema 3a pecucmpupaHe Ha 3HavumeAeH
6pol npomeHAuBu ¢ Heobxogumocmma, BaaugHa npu u32parkgaHe Ha Bceku peaucmbp, ga
ce Brkatouam BaxkHu nokazameau ¢ o6xBam He3zampygHaBaw, maxHama peaucmpauusa. [lo-
KazameAHo e, ye bpoam npomeHAuBu onpegeaeH Npu 00CbXKgaHe ¢ KAUHUUUCMUMe eHgOK-
PUHOAO3U HapacHa Ha 882. BHegpaBaHemo u ekcnaoamauuama Ha Npo2pamHua NPOgykm
goka3a Bb3moxkHoCcmma 3a PyHKUUOHUPAHEMO Ha NOJOOHU CAOXHU Hay4HU 6a3u gaHHu B
cneuuaau3upaHu yHuBepcumemcku KAuHuuHU ueHmpoBe (KLIEN). PagpabomeH e cbwo on-
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pocmeH WEB 6a3upaH BapuaHm Ha peaucmbpa Ha eHgoKpuHHUmMe mymopu. M3noa3BaHe-
mo Ha eBponelickua cmaHgapm 3a eaekmpoHeH 3gpaBex 3anuc CEN EN13606 npu u3epak-
gaHemo Ha MOQUAU Ha peaucmbpa, gaBa Bb3M0KHOCM 3a OUEHKA Ha KAUHUYHOMO 3Haye-
HUe Ha peaucmpupaHume noka3ameau 6 koHmekcma Ha u3zcaegBarHemo um. Cucmemama e
u3epageHa ¢ ocHoBeH mogya u Bb3mMOXKHOCM 3a pe2ucmpayusa Ha goONbAHUMEAHA UHMOp-
mauusa cnopeg cheuudukama Ha mymopa.

Enhanced Register and Clinical Data Bases for Patients
with Endocrine Tumors

Tcharaktchiev D'., H. Dimitrov?, S. Zacharieva’, M. Marinov', S. Vandeva’, V. Vasilev',

M. Yaneva', A. Elenkova’, E. Natchev', G. Kirilov', I. Atanasova’, R. Ivanova’
1 Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia
2 Macrosoft Ltd.

A standardized system for registration of all necessary demographic, medico-administrative,
clinical and laboratory (incl. genetic) data, as well as imaging and therapy data for patients with
endocrine tumors was build. An evident contradiction between the requirements for set up of
comprehensive system for registration of important number of variables and the necessity,
valid for every register, to include only limited important parameters was revealed during the
realization of the system. A significant fact is that the number of variables pricised together
with the endocrinologists increased to 882. The set up and the exploitation of the system
demonstrated the possibility of functioning of complex data bases for research purposes in
specialized university clinical centers (CCEG). A simplified WEB based version of the register
of endocrine tumors was also developed. The use of the European standard for Electronic
Health Record Communication CEN EN 13606 during the building of register makes possible
to assess the clinical significance of registered symptoms in the context of their examination.
The system contains a main module and gives the possibility to register further information
concerning the specificity of the tumor.

PagwupeHa 6a3a gaHHU 32 eHgOKpUHHUMe 3aboaaBanusn -
enugemMuoAO2UYHU gaHHU 3a aKpomezaAuAa

C. BvHgeBa, C. 3axapueBa, M. AngpeeBa, M. OpbeyoBa’, A. Yapwvkyueb,
I'. KupunroB, A. EaeHkoBa, E. HaueB, M. ueBa, @. KymanoB, A. TomoBa, K. KaauHo 8,
M. MapuHo®’, 3. KameHno8*, N6. LuuaukoB’, K. Xpucmo3o6°, X. lepeHoBa’

YCBAAE ,Akag. MBaH MenueB” Meguuyutcku YHuBepcumem - Codpusa

1. YMBAA ,,CBemu leopau”, KAuHUKa no eHgokpuHoAo2ua u 6oaecmu Ha obmaHama, [MaoBguB

2. HoB bwbacapcku YHuBepcumem, Codpun

3. YMBAA ,C8. MBan Puacku”, KauHuka no HeBpoxupypaua, Cocua

4. YruBepcumemcka 6oaHuua ,ArekcaHgpoBcka”, KAuHuka no eHgoKpUHOAO2UA CbC CEKMOP NO
ocmeonopo3a, Cogun

5. YMBAA , A-p Teopau CmpaHcku”, KAuHUKa no eHgoKpuHoAo2ua u memaboaumHu 3a6o0aa8aHus, MaeBer
6. MeguuuHcku YHuBepcumem - BapHa, KauHuka no eHgokpuHoAo2ua u boarecmu Ha obmaHama.

7. MBAA ,Cmapa 3azopa” Kamegpa no BbmpewHu 6oAecmu u KAUHUYHA Aabopamopusa - omgeAeHue
No eHgOKpPUHOAO2UA.
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AKpomezaauama e pagko XPoHU4HO 3aboraBaHe, koemo ocBeH ¢ npomeHume 668 BbH-
wHua Bug, ce xapakmepu3upa ¢ noBuweHa cMbpmHocm 6 peyamam Ha CbpegeyHo-Cbgo-
Bu 3aboA98aHun, pecnupamopHu ycAoxkHeHUA u 3aokadecmBeru 3aboaaBaHua. (Dakmopu-
me, onpegeAawu ma3u HecamuBHa kapmuHa, Mo2am ga bbgam ycmaHoBeHu upe3 cucmem-
Ha ougHKa Ha xoga Ha 3aboaaBaHemo camo npu aHaAu3zupaHe Ha 20Aam 6pol nayueHmu. Ta-
kaBa uHopmauua moxke ga 6vbge uzBaeveHa om Ha3a gaHHU 3a hayueHmMu C akpome2aAus.
Lleama Ha Hacmoawomo npoyuBaHe bewe ga ce cb3gage eguHHa Da3za gaHHU 3a akpome-
2aaua u ga b6bgam BkaloueHu Bcuuku nauueHMu ¢ guazHo3a akpoMe2aAus, NPeMUuHaAu npes
HAaKoU om nemme yHuBepcumemcku eHgOKPUHOAO2UUHU ueHmbpa 8 cmpaHama. 13noa3Ba-
Ha Oewe HaAuYHama meguuyuHcka gokymeHmauua. Ob6xB8aHam 6e nepuog om noBeve om 50
20guHu u bewe cvbpaHa uHgopmauua 3a Hag 500 nayueHmu ¢ akpomezaaua. bazama gan-
Hu no3BoaAaBa ga ce onpegeaam enugemuoAO2UMHUME Xapakmepucmuka Ha 3aboaaBaHemo,
6orecmHocm, 3aboaaBaemocm u cmbpmHocm, noroBo u Bb3zpacmoBo paznpegeaeHu, Cb-
nbmcmBawu 3aboaaBaHun u ycroxkHeHua. Bb3moxkHo e ga ce HanpaBu oueHka Ha edpekmuB-
HOCMMa Ha pa3AudHUME MeMOgu Ha AedeHue, koemo e npegnocmaBka 3a uzpabomBaHe Ha
npenopbku 3a nogobpaBaHe Ha guazHOoCcMuKama, AedeHuemo u kayecmBomo Ha >kuBom Ha
3acezHamume. Kbm Kpaa Ha 2009 20g., b3 ocHoBa Ha npegBapumeaHu gaHHu om 450 Bb-
BegeHu B pecucmbpa nayueHma ¢ akpomezaaug, ce ycmaHoBu 3aboaaBaemocm om 0,45 Ha
MUAUOH 3a 20guHa 3a gecemuAaemuemo 1971-1980; 1,4 Ha muauoH 3a 1981-1990; 1,9 Ha mu-
AUOH 3a 1991-2000; 1,5 Ha muAuoH 3a 2001-2009. O6womo NpoueHMHO pa3znpegeAeHue no
noA noka3Ba npeobragaBare Ha keHume (67,31%) cnpamo mbxkeme ( 32,69%). CpegHama
Bb3pacm npu nocmabaHe Ha guazHo3a e 48+11,87 6Ge3 3HauyuMa pa3zAuka mexkgy noroBeme
(p=0.16).

Database of endocrine tumors - epidemiological data for
acromegaly

S. Vandeva, S. Zacharieva, M. Andreeva, M. Orbetsova’, D. Charakchiev, G. Kirilov,
A. Elenkova, E. Nachev, M. Yaneva, Ph. Kumanov, A. Tomova, K. Kalinov’,
M. Marinov’, Z. KamenoV*, I. Tsinlikov’, K. Hristozov*, J. Gerenova’

UHEG ,Akad. Iv. Penchev” Medical University - Sofia

. Medical University - Plovdiv, Clinic of Endocrinology and metabolic diseases

. New Bulgarian University, Sofia

. University Hospital ,St. lvan Rilski” - Sofia, Department of Neurosurgery

. University Hospital ,Alexandrovska” - Clinic of Endocrinology

. Clinic of Endocrinology, UMHAT ” Dr. G. Stranski” - Pleven

. University Hospital ,Sv. Marina”, Medical University - Varna, Endocrinology Sector
. Tracian University - Stara Zagora, Medical Faculty, Department of Endocrinology

NOUThA WN =

Acromegaly is a rare, chronic disease with a serious impact on patients’ appearance, mor-
bidity and mortality due to cardiovascular diseases, respiratory complications and neoplasms.
Only systemic analysis of acromegaly characteristics, based on a big enough cohort of patients,
could point out the factors determining the disease’s social burden. Such kind of information
could be derived from a database for acromegaly.

BbAITAPCKO APYXXECTBO MO EHAOKPUHOAOIUA

49



Pezromema/Abstracts

The aim of the present study was to create a unified database for acromegaly including
all patients with eligible medical data, diagnosed and followed-up in one of the 5 university
endocrinology centres in the country. The thorough follow-up period was spanned over 50
years and information for more than 500 patients overall was gathered. Analysis of the data
would give us an insight on epidemiological characteristics of acromegaly such as incidence,
prevalence, mortality, age and sex distribution. We could determine the most significant con-
comitant diseases and complications, as well as evaluate the effectiveness of different thera-
peutic approaches. Furthermore, all these observations could serve as a base for elaborating
recommendations in regard to diagnosis, treatment and quality of life of patients with
acromegaly. Up to the end of 2009, preliminary data based on 450 patients in the database
showed an incidence of 0,45 cases per million for an year for the decade 1971-1980; 1,4 per
million for 1981-1990; 1,9 per million for 1991-2000; 1,5 per million for 2001-2009. Overall sex
distribution showed increased prevalence of females (67,31%) vs. males ( 32,69%). Mean age
at diagnosis was 48+11,87 without significant difference between men and women (p=0.16).

CvbpemeHeH npozpec 6 HeBpoxupypzuyHOomo AeuyeHue
Ha xunocuzHumMme ageHomu

lpogp. M. MapuroB
KauHuka u Kamegpa no HeBpoxupypaus, Yb ,C8. 16. Puacku Codua”, MY - Codpua

B gHewHu gHu, xupypauama ocmaBa nbpBa AUHUA Ha AeveHue Npu Hecekpemupauwume
XUNOGU3HU ageHoMU, akpomezaauama, borecmma Ha KywuHz2 u dpapmMakoAO2UUYHO pe3uc-
meHmMHume Popmu Ha NpoAakmMuHomu. V3A0xKeHa e kpamka pempocnekuua Ha eBoaouus-
ma 6 xupypauyHume Memogu 3a AeYeHUe Ha ageHOMUME Ha Xunodu3Hama >Ae3a npe3 20gu-
Hume. Om no3uyuama Ha gbA2o2oguweH cobcmBer onum aBmopbm npaBu cpaBHumenaeH
aHaAu3 MeXkgy KAacudeckama Xunogu3Ha eHgoCKONCKU acucmupaHa MUKpoXupypaua u no-Ho-
Bume aamepHamuBHU memogu, kakBumo ca U3uAAO EHgOCKONCKUME eHJOHA3aAHU MEXHUKU.
NpegumcmBama u Hegocmambuume Ha g8eme memoguku ca pa3aaexkgam 68 cBemauHama
Ha HaU-Ba>kHua Kpumepul - mAaxHama OHKOAO2UYHA U EHJOKPUHOAO2UYHA epukacHOC.,

Contemporary progress in pituitary adenoma surgery

Prof. M. Marinov
Department of Neurosurgery, University Hospital ,Sv. Iv. Rilsky”, Medical University - Sofia

Nowadays, surgery remains the first line of treatment in non-functioning pituitary adeno-
mas, as well as in acromegaly, Morbus Cushing and some pharmaco-resistant prolactinomas.
A concise overview of the evolution of neurosurgical techniques in pituitary tumor treatment
over the years is presented. Bases on his extensive single-surgeon expertise the author com-
pares the outcomes after either traditional endonasal microsurgical or entirely endoscopic
tumor resection.

The advantages and drawbacks of both methods of surgical approach are discussed in the
face of the most relevant criterion - their oncological and endocrinological efficacy.
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Exokapguozpadcka oueHka Ha CbpgeuyHama KAanHa Mop-
poAro2ua U (pYHKUUA NPU NAUUEHMU C NPOAAKMUHOM Ha
NPOgbLAKUMEAHO AeuyeHue ¢ gonamuHoBu azoHucmu

A. ErenkoBa, P. LLlabaHu, C. 3axapueBa

KAUHUYEH ueHMBP NO eHgOKpUHOAO2UA U 2epoHmMonozua MY - Codpusa

YBog: INpogbakumeArHomMo AeveHue ¢ gonamuHoBu azoHucmu (AA) ce cmama 3a me-
panua Ha nbpBu u360p npu nporakmuHom. Cnopeg cbBpemeHHUME NPenNopPbKU AeUYeHUe-
mo C gonamuHoB azoHUCM moXke ga 6bge npeycmaHoBeHo npu nauueHMu ¢ HezamuBHa
Haxogka om MPT Ha xunodgu3Ha o6Aracm u mpaliHO HopmaAu3upaHu npoAakmuHoBu HuBa
Npu noHe Mpu 20guwHO npocaegaBarHe. Om gpyza cmpaxa, HoBu npoyuBaaHua nokazaxa
noBuweH puck 3a KAanHa CbpgeyHa namoAo2ua Npu nauueHmMu ¢ 6oaecm Ha [1apKUHCOH,
AekyBaHu ¢ Bucoku go3u Kabep2oAuH. Lleama Ha Hacmoawomo npoyuBaHe bGewe ga ce
ougeHU Yyecmomama Ha KAanHuUme Ae3uu Npu nauueHmMu ¢ npoAakmuHom, AekyBaHu ¢ gBa
pa3AudHU gonamuHoBu azoHucmu (Bromocriptine u Cabergoline).

AuzauH: N3B8bpwuxme exokapguozpadpcko npouBaHe Bbpxy 5 2pynu Auua: 2pyna | -
nauueHmu, AekyBaHu c Cabergoline 3a nepuog go 3 2oguHu (om 6 go 36 meceua); 2pyna
[l - nayueHmu Ha npogbAakumeaHo AedeHue ¢ Cabergoline (om 40 go 84 meceua); 2pyna
[l - nauueHmu Ha AevyeHue ¢ Bromocriptine; epyna IV - HoBoomkpumu nauueHmu ¢ npo-
AAKMUHOM; 2pyna V - cbomBemHu no Bv3pacm 3gpaBu koHmpoau. Auuama ¢ uzBecmuu
XPOHUYHU CbpgedHu 3aboaaBaHua baxa u3zkAloueHu om npoyuBaHemo. Texkecmma Ha
KAanHa peaypeumauun bewe kamezopu3upaHa kamo: auncBawa (cm. 0); caega (cm. 1);
Aeka (cm. 2); ymepeHa (cm. 3) u mexka (cm. 4).

Pezyrmamu: He ycmarnoBuxme cuz2HugukaHmMHu pa3Auku B8 yecmomama Ha mumpaa-
Ha U mpukycnugaAHa peaypaumauua 6 uzcaegBaHume 2pynu. Humo egHo om u3caegBa-
HUMe AUUA He NoKa3a 3acaz2aHe Ha NYAMOHaAHama kaana. ['pu nayueHmume Ha NPOgbLAXKU-
meAHOo AeveHue ¢ Cabergoline ce ycmanoBu HecuzHudukaHmHo no-Bucoka vecmoma
CNPAMO OCMaHaAume 2pynu Ha Aeka, XeMOguHaMUYHO He3Havyuma aopmHa pea2ypaumauus.
KAUHUYHO 3HaYuma KAanHa pez2ypeumauun (ymepeHa uAu mexka, cm. 3 uau 4) He Oewe
HabAlogaBaHa. M36ogu: 3a pazauka om xpoHuyHOomMo AeveHue ¢ Bucoku go3u Caber-
goline npu nayueHmu ¢ 6orecm Ha NapKUHCOH, HUCKO gO3UPaHOMO NPOJHLAXKUMEAHO Ae-
yeHue NpuU hauueHMu C NPOAAKMUHOM u32AeXkga He e cBbp3aHo ¢ noBuweH puck om cbp-
gevHU KAanHU Ae3uu.

Karo4oBu gymu: nporakmuHOM; KAANHO CbpgeyHo 3aboaaBaHe; gonamuHoBu azoHUCmuU

Echocardiographic assessment of cardiac valves morpholo-
gy and function in Eatlents with prolactinomas under long-
term treatment with dopamine agonists

A. Elenkova, R. Shabani, S. Zacharieva

Clinical centre of Endocrinology and Gerontology, Medical University - Sofia
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Introduction: Long-term treatment with dopamine agonists (DAs) is considered to be the
first-choice therapy for prolactinomas. According to current guidelines DAs can be safely with-
drawn in patients with negative pituitary MRI and stable normalization of prolactin levels for
at least 3 years. On the other hand, recent studies have shown an increased risk for valvular
heart disease in patients with Parkinson’s disease treated with high doses of cabergoline. The
aim of this study was to assess the prevalence of valvular lesions among prolactinoma patients
treated with 2 different DAs (Bromocriptine and Cabergoline).

Design: We performed an echocardiographic study in subjects divided into 5 groups:
group | - patients treated with Cabergoline for up to 3 years (treatment duration 6-36 months);
group Il - pts under long-term Cabergoline treatment (treatment duration 40-84 months);
group lll - pts on Bromocriptine; group IV - newly diagnosed with prolactinoma and group V
- age-matched healthy subjects. Subjects with chronic heart disease were excluded from the
trial. Severity of valve regurgitation was categorized as none (grade 0); trace (1); mild (2); mod-
erate (3) and severe (grade 4).

Results: We did not find significant differences in the prevalence of mild mitral regurgita-
tion and mild tricuspid regurgitation. None of investigated subjects presented with pulmonary
valve lesions. A non significant increase in the prevalence of mild aortic regurgitation was reg-
istered in patients under long-term treatment with cabergoline. Clinically important valve regur-
gitation (moderate or severe, grade 3 and 4) was not observed.

Conclusions: In contrast to chronic treatment with high doses cabergoline in patients with
Parkinson’s disease the low-dose long-term therapy in prolactinoma patients appears not to be
associated with an increased risk of valvular heart disease.

Key words: prolactinoma; valvular heart disease; dopamine agonists

Yecmoma Ha apmepuarHama xunepmoHuAa npu akpome-
2aAua u xymopaAHu dgpakmopu, yyacmbawu 6 HellHama
2eHe3a

E. Haue6', I. KupuroB', U. Mampo3zoBa’, IO. AugpeeBa’, K. Kaauno8’, C. 3axapueBa’
1 KAUHUYEH ueHMBP NO eHgOKpPUHOAO2UA U 2epoHmoaozua MY - Codpun
2 HoB bbazapcku YHuBepcumem - Codpus

Akpomezaruama ce cbuyemaBa ¢ Bucoka yecmoma Ha apmepuaaHa xunepmonus (AX). B
namozeHe3zama Ha AX npu AKkpomez2aaua yyacmBam pa3AuvHU mexaHu3mu, 20AAMa Yacm om
KOUMO He ca gobpe npoyyeHu.

Llea. Aa ce ycmarHoBu yecmomama Ha AX npu 60AHU ¢ AKpomezaaun; ga ce u3caegBa
Bpb3kama mexxgy akmuBHocmma Ha Akpomezaauama u AX, kKakmo u mexkgy gaBHocmma
Ha Akpomezaauama u AX; ga ce nokaxke edpekma Ha noHuykaBaHe Ha xunepcomamomponus-
ma Bopxy AX; ga ce ycmaHoBam npomeHu 68 HAKOU XymopaaHu gpakmopu yyacmBawu 6 na-
mozeHe3ama Ha AX /naazmeHa peHuHoBa akmuBHocm (IMTPA/, AxAgocmepoH).

IX HauuoHaAeH koH2pec N0 eHgOKPUHoAo2uA 15-17 anpua 2010 2oguka
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[MayueHmu u memogu. B npoyuBaHemo 6axa BkaloueHu 55 BoAHU ¢ AKpomezaaun, pa3-
geaeHu B 3 2pynu /akmuBHa 6e3 aeuyeHue - 20, akmuBHa c AeyeHue - 15, HeakmuBHa -
20/, cpaBHeHu ¢ 2pynu om 20 3gpabu koHMpoAu u 20 KOHMPOAU C eceHuUaAHa Xunepmo-
Hua (EX). PacmexxHuam xopmoH bewe u3mepeH uype3 hAyopoumyHoro2uyeH memog, a IGF-
I- upe3z umyHopaguomempuyeH memog. ArxgocmepoH u [TPA 6axa uamepeHu no paguoumy-
HOAO2UYEH Memodg.

Pezyrmamu. YcmanoBuxme Bucoka yecmoma Ha AX npu 00AHU € Akpomezaaus-
63,64%. He Hamepuxme Bpb3ka mexkgy akmuBHocmma u gaBHocma Ha AKkpomezaauama u
AX. MNoHuxxaBaHemo Ha xunepcomamomponu3ma He ce acoyuupa € No- HUCKa Yyecmoma Ha
AX. Hamepuxme 3aBucumocm mexkgy cmouHocmume Ha IGF-l u cucmoaHomo apmepuaaHo
HaAf2aHe, HO pe3yamamume ca mMpygHo uHmMepnpemupyemu. YcmaHoBuxme 3Ha4umo no-
Bucoku HuBa Ha INPA u no-Hucko cbomHoweHue ArgocmepoH/TTPA npu 3gpaBume KoHm-
poau, cpaBHeHu ¢ 6oaHume ¢ Akpomezaaua. YcmaHoBuxme no- Bucoka NMPA npu 60AHU ¢
akmuBHa Akpomezaaua 6e3 reyeHue cnpamo akmuBHa ¢ AeveHue. He ce ycmanoBuxa gpy-
2U CU2HUGPUKAHMHU pPa3AUKU NO mMe3u nokazameAu mexxgy pazaudHume cpaBHaBaHu 2py-
nu. ToBa 206opu 3a omHocumeaHo akmuBupaHe Ha peHUH- aHeuomeH3uH-aAgocmepoHoBa-
ma cucmema (PAAC) B8 ycroBua Ha xunepBoaemua npu 6oAHUME ¢ AKpomez2aAus.

M3B8ogu. Akpomezaausma ce acouuupa ¢ Bucoka yvecmoma Ha AX. Hama 3aBucumocm
mexkgy akmuBHocmma u gaBHocmma Ha Akpomezaauama u AX. PAAC e omHOCUMEAHO ak-
muBupaHa cnpamo xunepBoremuama u Had- BepoamHo cbydacmBa 6 namozeHezama Ha
AX npu AKpomezaAus.

KaroyoBo gymu: akpomezanus, apmepuasHa xunepmonus, PAAC

Prevalence of hypertension in acromegaly and humoral
factors, playing role in its pathogenesis

E. Natchev', G. Kirilov', ]. Matrozova', I. Andreeva’, K. Kalinov’, S. Zacharieva’
1 Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia;
2 New Bulgarian University, Sofia

A high prevalence of hypertension (HTN) in acromegaly has been reported. Different
mechanisms, which have not been yet clearly elucidated, participate in the pathogenesis of
HTN in acromegalic patients.

Aim. To determine the prevalence of HTN in acromegalic patients; to investigate the rela-
tionship between the disease activity in acromegaly and HTN, as well as between the dura-
tion of acromegaly and HTN; to demonstrate the effect of attenuation of hypersomatotro-
pism on HTN; to investigate the changes in some humoral factors, playing role in the patho-
genesis of HTN /plasma renin activity (PRA), aldosterone/.

Patients and methods. The study population consisted of 55 patients with acromegaly,
divided into 3 groups /untreated patients with active acromegaly- 20, treated patients with

BbATAPCKO APYXECTBO INO EHAOKPUHOAOINUA
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active acromegaly- 15, acromegalic patients in remission- 20/, compared with 20 healthy con-
trols and 20 controls with essential hypertension (EX). Growth hormone was measured by flu-
orometric assay and serum IGF-l - by an immunoradiometric assay. PRA and aldosterone were
measured by radioimmunoassay.

Results. A high prevalence of HTN was found in acromegalic patients- 63,64%. There was
no statistically significant relationship between the activity or the duration of acromegaly and
HTN. The attenuation of hypersomatotropism is not associated with a lower prevalence of
HTN. We found a correlation between the levels of IGF-I and systolic blood pressure, but
results are difficult to interpret. PRA was higher and the aldosterone -to renin- ratio wase lower
in healthy controls, compared to acromegalic patients. PRA was higher in untreated patients
with active acromegaly compared with treated patients with active acromegaly. There were no
other significant differences in the investigated parameters in the other groups. This is in favour
of a relative activation of the renin-angiotensin-aldosterone system (RAAS) in relation to the
state of hypervolemia in the patients with acromegaly.

Conclusions. Acromegaly is associated with a higher prevalence of HTN. There is no sig-
nificant relationship between the activity or the duration of acromegaly and HTN. RAAS is rel-
atively activated in relation to hypervolemia and possibly participates in the pathogenesis of
HTN in acromegaly.

Key words: acromegaly, hypertension, RAAS

MaKponpO/\aKmUHEMUHI KOZa ga AeKyBame?
A. EaenkoBa, I'. KupunroB, C. 3axapueBa

KAUuHUYeH ueHMbBbp NO eHgokpuHoAozua U 2epoHmoao2ua MY - Codcpun

Mpu Auya c xunepnpoAakmuHemua moz2am ga 6bgam ycmaHoBeHu 3 pa3AuvHU UUPKY-
AUPaWU U30POPMU Ha CEPYMHUA NPOAAKMUH: MOHOMEPHA (POPMA C MOAEKYAHO me2A0 23
kDa; ,big” PRL c meano 40-60 kDa u BucokomoaekyaHa ¢popma ¢ meaao Hag 100 kDa, usz-
BecmHa kamo ,big big” PRL. MakponpoAakmuHemuama e CbCmoAaHue Ha XunepnpoAakmu-
Hemun, gbAXkawa ce NpegumMHo UAU eguHCcmBeHo Ha HaAauvyuemo Ha BucoKOmMOAeKyAHama
¢popma ,big big” nporakmuH. Bbnpeku yue MHO20 om nauueHMuUMe ¢ MakponpoAaKmMuHemua
He uzaBaBam munuuyHume 3a xunepnpoAakMuHeMuaAmMa CUMNMOMU, gaHHume, cBbp3aHu ¢
buoaoz2uvHama akmuBHocm Ha makponpoAakmuHa ca npomuBopeuuBu. Hat-8axkHuam Bon-
poc, cBbp3aH ¢ makponporakmuHemuama, e kakBo ga 6bge noBegeHuemo npu me3u nauu-
eHmu. Nogxogbm mpabBa ga 6bge uHguBugyaauzupaH ko2amo ce B3ema peweHue 3a 3a-
nouBaHe Ha AeveHue. [pu acuMnmMoOMamuyHU hauueHmMu NogobHO AedeHue He ce HaAaza. B
onpegeAeHU CAyYau, NPU HAaAUYHA KAUHUYHA CUMNMOMamukKa, e noka3aHa mepanusa C gona-
MuHOBuU azoHucmu. OnpegeaaHemo Ha ,big big” PRL ce ocbwecmBaBa no gBa ocHoBHU me-
moga. lea-gpuampauuoHHama xpomamoezpadpua (GFH) e ,30ameH cmaHgapm” 3a onpegeas-
He Ha MaKpoNnpoAAKMuH, HO memogukama e Bpeme-omHemawa, ckbna u He ce u3znoa3Ba 6
pymuHHama AabopamopHa npakmuka. [NMpeuunumauuama ¢ NOAUEMUAEH 2AU-
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koA (PEG) e omHocumeaHo npocm u eBmuH AabopamopeH mecm. [MpegcmaBame npegBa-
pumMeAHU gaHHU Oom onpegeAaHe Ha cepymHU HuBa Ha MakponpoAakmuH Ha 6a3zama Ha PEG
npeuunumauvuoHeH memog npu gBe 2pynu nayueHmu ¢ nporakmuHom (HoBoguazHocmuuu-
paHu U npogbAXkumeaHo AekyBaHu ¢ gonamuHoBu azoHucmu) cpaBHeHu cbc cbomBemHu
no noA u Bb3pacm 3gpabu KOHMpoAU.

KAaro4oBu gymu: npoAaKmuH; MakpoONPOAAKMUHEMUS; XUNEPNPOAAKMUHEMUS; 2eA-(PUA-
mpauuoHHa xpomamoepadua (GFH); npeyunumauua ¢ noauemuaeH2aukoa (PEG)

Macroprolactinemia: when to treat?

A. Elenkova, G. Kirilov, S. Zacharieva
Clinical centre of Endocrinology and Gerontology, Medical University - Sofia

Three different isoforms of prolactin (PRL) can be detected in circulation in hyperpro-
lactinemic subjects: a monomeric form with a molecular weight of 23 kDa; a 50-kDa form that
is termed ,big” PRL and another species with a molecular weight of greater than 100 kDa,
which is termed ,big big” PRL. Macroprolactinaemia is a state of hyperprolactinaemia with a
predominant or sole presence of ,big big” prolactin isoform. Although many patients with
macroprolactinemia lack typical symptoms of an elevated PRL, the data concerning the bio-
logical activity of macroprolactin are controversial. The most important question concerning
macroprolactinemia is how patients should be managed. As regards the therapeutic interven-
tion, the final choice of treatment in cases of macroprolactinemia should be individualized. In
asymptomatic patients no treatment is required. In certain cases, especially when symptoms
are present, dopamine agonist therapy is indicated. There are two major methods for detec-
tion of macroprolactinemia. Gel filtration chromatography (GFH) is considered to be the
,gold standard” for the measurement of ,big big” PRL, but this method is time consuming,
expensive, and not used in clinical laboratories. Polyethylene glycol (PEG) precipitation is a
relatively simple and inexpensive laboratory test. We present preliminary data of serum
macroprolactin measurement based on PEG precipitation in two groups patients with pro-
lactinomas (newly diagnosed pts and long-term treated with dopamine agonists) compared to
sex- and age-matched healthy controls.

Key words: prolactin; macroprolactinemia; hyperprolactinaemia; gel filtration chro-
matography (GFH); polyethylene glycol precipitation (PEG)
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DamuaHu popmu Ha xunouzHU ageHOMU: (PAMUAHU U30-
AupaHu xunocu3zHu ageHomu (FIPA)

M. AueBa’, A. EaneHkoBa’, M.TuxomupoBa’, A. Aaaw’, A. bekepc®, C. 3axapueBa’

1 KauHuueH ueHmbp no EHgokupHoaozus, Meguuutcku YHuBepcumem, Codpus
2 KauHuka no EHgokpuHoaozus, YHuBepcumemcku 6oaHuveH ueHmbp, Auex, beazua

Xunou3zHume ageHoOMU Mmo2am ga ca U30AUpPaHU UAU ga ca CbYyemaHu C gpya2u eHgok-
PUHHU MYMOPU UAU EHJOKPUHHA namoaAo2ua B pamkume Ha MHOXkecmBeHama eHgOKpUHHa
HeonAazua mun 1 (MEH mun 1), mHo)kecmBeHama eHgokpuHHa HeonAa3ua mun 4 (MEH
mun 4) u komnaekcbm Ha Carney (CNC). Xunogu3zHume ageHomu moz2am ga Bb3HukHam
cnopaguyHo uAu pamurHo. DamuaHUMe u3zoAupaHu xunodgu3zHu ageHomu (FIPA) ca maaka
yacm om pamuAHUMeE POPMU Ha Xunou3zHU mymopu u BkaouBam cayyau Ha akpomeza-
AUS, CUHgPOM Ha KywuHe, nporakmuHomu u gp. 8 pazauuHu npegcmaBumeau Ha egHO ce-
metcmBo. Taka Hanpumep amuAHUME U30AUpPaHU comamomponuHumu npegcmaBaaBam
KAUHUYHa eguHuua, BkatouBawa noBeue om gBa cayyas Ha akpomezaaus UAU 2U2aHMU3bM
8 egHo cemelicmBo, HecamuBHu 3a mymauuume Ha MEH mun 1 u CNC.

Yecmomama Ha (pamuAHUMeE hopMU Ha XUNOU3HU ageHomu e maaka (nog 10%). NMamo-
2eHe3ama Ha me3u PopMu e U3ACHeHa YaCmuyHO: Mymauyua Ha menin 2eHa npu MEH mun 1
(80%), Ha CDKN 1b 2eHa npu MEH mun 4, Ha PRKRTA 2eHa npu CNC (50%) u Ha AIP 2eHa
B 15 % om FIPA (8 50% om cayyaume Ha FIPA ¢ xomoz2eHeH comamomponeH peHomun).

(DamuaHUME Xunogu3HU ageHomu ce pa3audaBam om cnopaguyHume POpmu NO MAX-
Hama 2eHemuka, enugemuoAO2Ua U KAUHUYHU Xapakmepucmuku (me ca ¢ no-azpecuBen
X0g, No-4yecmu ca makpoageHomume u Bb3pacma Ha nposaBama um e no-maaga). CoomBem-
HOo u3zuckBam no-pazauveH Nogxog npu AeveHue, npocaegaBaHe u 0COOEHO NPU CKPUHUH2.

B Hacmoawama npe3zeHmauusa npegcmaBame pezyamamume om ckpuHupaHemo 3a AlP
mymauun 8 cayvau Ha pamuAHU POPMU Ha XUNOU3HU ageEHOMU U ChopaguyHuU ageHomu
npu Bv3pacm Ha uzaBa Ha 3aboraB8aHemo nog 30 2 u npu MAagu nayueHmu ¢ azpecuBeH xa-
pakmep Ha mymopa.

Familial pituitary adenomas: familial isolated pituitary ade-
nomas (FIPA)

M. Yaneva', A. Elenkova’, M. Tichomirova2, A. Daly’, A. Beckers?, S. Zacharieva’

1 Clinical Centre of Endocrinology, Medical University, Sofia
2 Department of Endocrinology, CHU, Liege, Belgium

Pituitary adenomas can be isolated or appear together with other endocrine tumors or
endocrine pathology in the context of multiple endocrine neoplasia type 1 (NEM 1), multiple
endocrine neoplasia type 4 (NEM4) and the Carney complex (CNC). Pituitary tumors can be
sporadic or familial. Familial isolated pituitary adenomas (FIPA) are a small part of the familial
forms of pituitary adenomas and include cases of acromegaly, Cushing’s syndrome, prolactin-
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omas etc. in different siblings of one family. For example, familial isolated somatotropinomas
(FIS) represent more that 2 cases of acromegaly or gigantism in a family, negative for mutations
for NEM1 and CNC.

Familial pituitary adenomas are rare (<10%). Its pathogenesis is known in part: mutations
of the menin gene in NEM 1 (80%), of the CDKN1b gene in NEM4, PRKRTA
gene in CNC (50%) and AIP gene in 15 % of FIPA (50% of the FIPA cases with a homogenous
somatotropic phenotype).

Familial pituitary adenomas differ from the sporadic forms in their genetics, epidemiology
and clinical characteristics (more aggressive course, macroadenomas are more frequent,
younger age at diagnosis). They require a different management: treatment, follow up and
especially screening.

Here we present the results of screening for AIP mutation in cases of familial forms of pitu-
itary adenomas, sporadic forms of pituitary adenomas with age at diagnosis <30 years and
young patients with aggressive pituitary adenomas.

OueHka Ha kauecmBomo Ha >xku6om npu nayueHmu ¢ ak-
pomezaAaus

CurBua BvugeBa, Emua HaueB, Moanna Mampo3zo6a, Kpacumup Kaauno6*,
CabuHa 3axapueBa

KAUuHUYEH ueHMbP N0 eHgOKPUHOAO2UA U 2epoHMoAo2un ,Akag. NBaH MeHyeB”,
MeguuuHcku YHuBepcumem - Codpun
*HoB bbazapcku YHUBepcumem

BvBegeHue: Akpomezarusma e XpOHUYHO 3aboaaBaHe, xapakmepu3upawo ce C
noBuweHa 3aboraBaemocm, cmbpmHocm, kakmo u ¢ BAroweHo kayecmBo Ha >xuBom 6
cpaBHeHue cbe 3gpaBama nonyayua. B nocaegHume 2oguHu e pazpabomeH cneuyuduyeH 3a
3aboaaBaHemo BbnpocHuk (AcroQol), oueHaBaw, kauecmBomo Ha >xuBom npu nauueHmu c
akpomezaaua. Lleama Ha Hacmoawomo npoyuBatre e ga ce cpaBHu kauecmBomo Ha >kuBom
npu navueHmMu ¢ akpomezaaua B pemucua u akmuBHocm Ha 3aboaaBaHemo, uznoazBadku
AcroQol.

[NayueHmu u memogu: MNMpoBegeHo bewe npocnekMuBHO KpPOC-CEKUUOHHO npoyuBaHe.
3a nepuoga 2007-gekemBpu 2008 20g. b6axa cvbpaHu 163 BbnpocHuka om nauvueHmu ¢
akpomez2aAun, NpemuHaAu npe3 omgeAaeHuemo no xunodu3Hu 3aboaaBaHua Ha KLIET ,Akag.
BaH lMNeHueB”.

MayueHmume Oaxa pa3geaeHu Ha gBe 2pynu: 6 akmuBHocm (n=87, Bb3pcm -
48,33£12,72) u 6 pemucua cnopeg KOHCeHCycHume kpumepuu (n=76, mean age
51,51£11,75).

Pe3zyrmamu: YcmanoBuxa ce Hucku ckopoBe 666 Bcuvuku ckaau u nogckaAu Ha
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BbnpocHuka, koemo 2068opu 3a 3HaUUMeAHo BAroweHo kauecmBo Ha »kuBom npu nauueHmu
c akpomezaaua. CAeg cmamucmuyecku aHaAu3 Ha gaHHume obave, He Oe ycmaHoBeHa
3HaYuMa pa3zAuka mexkgy ckopoBeme Ha nauueHmume 6 pemucua u akmuBHocm Ha
ocHoBHomo 3aboaaBaHe: cpegeH obw, ckop 44,59+22,91 vs. 50,45£25,94 ( p=0,131), cpegeH
cKop 3a puzuveckama ckara 38,16x23,03 vs. 43,89+26,18 (p=0,143), cpegeH ckop 3a
cybckana BvHweH Bug 43,85+23,91 vs. 49+27,69 (p=0,209), cpegeH ckop 3a cybckara AUYHU
B83aumoomHoweHua 52,80+26,93 vs. 59,21+27,95 (p=0,14).

VM3B6ogu: NMocmuzanemo Ha pemucus, gepuHupaHa chopeg BUOXUMUYHU Kpumepuu, He
Bogu go nogobpaBaHe Ha kauecmBomo Ha >xuBom npu nayueHmu ¢ akpomezaaua. Peguua
pakmopu buxa Mo2AU ga obacHAM noAyvyeHume pe3yamamu: KbCHO nocmaBaHe Ha
guazHo3a, KbCHO nhocmuzaHe Ha pemucus, dYecmu peuyuguBu Ha 3aboaaBaHemo,
HeagekBamHo AeueHue Ha ocHoBHomo 3aboaaBaHe, npugpyxaBawume 3aboaaBaHusa u
mexHUmMe yYCAOXKHeHUA. VImeHHO me3u dhakmopu onpegearasm u Obgewume Hacoku 3a
pazBumue u nocmuzaHe Ha no-gobpo obepukBaHe Ha nauueHMuUMe C akpomezaAus.

Evaluation of quality of life in patients with acromegaly

Silvia Vandeva, Emil Nachev, Joanna Matrozova, Krasimir Kalinov* and
Sabina Zacharieva

Department of Endocrinology, USHATE , Akad. Iv. Panchev” Medical University - Sofia, Sofia, Bulgaria
* New Bulgarian University, Sofia, Bulgaria

Introduction: Acromegaly is a chronic disease with a serious impact on patients’ morbidi-
ty, mortality and health-related quality of life (HRQOL). Recently a disease-specific question-
naire assessing HRQOL in acromegaly was developed (AcroQol). Using this tool we have
compared Qol in patients with controlled vs. uncontrolled acromegaly.

Patients and Methods: It was a prospective, cross-sectional study. We’ve used the Bulgar-
ian version of the original AcroQol.For the period 2007-december 2008 one hundred and
sixty questionnaires were collected from acromegalic patients that were followed-up in the
endocrinology department of USHATE, ,Akad. Iv. Penchev”. They were divided into two
groups: patients with active acromegaly (n=87, mean age 48,33+12,72) and patients in remis-
sion according to the consensus criteria (=76, mean age 51,51£11,75 ).

Results: A marked impairment of the patients’ QoL was observed in all scales. However,
no statistically significant difference was found between controlled vs. the uncontrolled group.
Mean total score was 44,59+£22,91 vs. 50,45+25,94 ( p=0,131), mean physical scale score was
38,16+23,03 vs. 43,89+26,18 (p=0,143), mean appearance subscale score was 43,85+23,91
vs. 49£27,69 and mean personal relations score was 52,80£26,93 vs. 59,21£27,95 (p=0,14) in
patients in remission and active disease respectively.

Conslusion: Remission status, defined by biochemical criteria, does not ameliorate QoL in
patients with acromegaly. There could be several factors influencing impaired QoL and giving
directions for further improvement: delayed diagnosis and achievement of remission, relapses
of the disease, inadequate approach to the concomitant diseases and complications.
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ABa cayuaa ¢ peHomunHa uzaba Ha cuHgpoma Ha cenmo-
ONMuYHa gucnAazua

M. boagxueBa’, K. Xpucmo3zo8', I1. KapamogopoBa’', M. KoncmanmuHoBa®,
A. AumumpoBa’

1. Kaunuka no EHgokpuHoaozaua, MBAA ,,CB. MapuHa”, BapHa
2. Kamegpa no neguampua u MmeguuuHcKka 2eHemuka

BvBegeHue: CenmoonmuyHama gucnaa3zuau (cuHgpom Ha de Morsier) e pagbk BpogeH
CUHgpPOM, KOUMO Ce xapakmepu3upa C guchAa3ua Ha onmuyHua HepB, Aunca Ha cenmym
neAyuugym U XunomaAamo-Xunou3apHU €eHJOKPUHHU HapyweHUA Kamo UHCunugeH
guabem u gecpuuum Ha pacmexeH xopmoH.DeHomunHama u3zaBa Bapupa wupoko u
KAUHUYHama KapmuHa MoXe ga e no-Aeka UAU u3BbHpegHO mexka.

MpegcmaBame gBa cayuaa ¢ peHOMuUNHa Xapakmepucmuka Ha CUHgPOMA.

KaunuuyeH cayvad 1(2002e.): »xeHa Ha 21 20g. C NpONOPUUOHAAHO HUCBK pbcm 140 cm,
BpogeH gBycmpaHeH cmpabu3zbm U HacMazbm, guczeHe3ua Ha onmuyHua HepB, muonua u
uHcunugeH guabem om gemcmBomo.

KauHuueH cayvad 2 (2009e.): mbx Ha 21 20g. C NPONOPUUOHAAHO HUCBK pbecm 145 cm,
BpogeH koHBepeeHmeH cmpabu3bm, AUNCAa Ha cenmym NeAyuyugym U MmeXXbk
uUHMeAekmyaaeH geduuyum.

3akaodeHue: Bovnpeku HenbAHama KAUHUYHa u3zaBa Ha cuHgpoma npu gBama cayuas
npuexme, 4ye ce Kacae 3a CeNmMO-ONMuYHa gucnAa3usa.

Two case reports with phenotype of septo-optic dysplasia
syndrome

M. Boyadzhieva', K. Hristozov', D. Dimitrova’, P. Karatodorova', M. Konstantinova®

Clinic of Endocrinology, MHAT ,St. Marina“, Varna
Department of medical genetics, MHAT ,,St. Marina”, Varna

Introduction: Septo-optic dysplasia (de Morsier syndrome) is a rare congenital syndrome
characterized by optic nerve dysplasia, an absent septum pellucidum and pituitary-hypothala-
mic endocrine disorders such as diabetes insipidus and growth hormone deficiency. The phe-
notype is highly variable and the clinical presentation may be mild or extremely severe.

We present two cases with clinical characteristics of the syndrome.

Case report 1(2002 ): Twenty-one years old female with proportional short stature of 140
cm, congenital bilateral strabismus and nystagmus, dysgenesia of the optic nerve, myopia and
diabetes insipidus since childhood.

Case report 2(2009): Twenty-one years old male with proportional short stature of 145 cm,
congenital convergent strabismus, an absent of septum pellucidum and severe intellectual defi-
ciency.

We consider both cases are consistent with septo-optic dysplasia syndrome despite incomplete
clinical presentation.
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Medical treatment of Cushing’s disease

Prof. Annamaria Colao

The first line treatment of Cushing’s disease is the surgical removal of the pituitary tumor;
however, pituitary surgery is associated with an initial remission rate between 60% and 80%
but with a relapse rate of up to 20% during the 10 years after surgery. Medical therapy has a
minor role in the management of Cushing’s disease. Two different categories of drugs are used
in the management of the disease: the adrenal-blocking drugs, which act directly at the adren-
al level, and the neuromodulatory drugs, which act at the pituitary level. Among the adrenal-
blocking drugs ketoconazole is the most commonly used agent, which has a rapid onset of
action, but it is frequently associated with loss of control of hypercortisolism, a phenomenon
known as escape, due to ACTH oversecretion, and it is also affected by gastrointestinal side-
effects, including a liver dysfunction, which rarely induce a severe hepatitis with acute liver fail-
ure. The neuromodulatory drugs include a long series of agents which during several past
decades have been tested as potentially inhibitor of the ACTH secretion from the corticotroph
pituitary tumor. However, no single agent have ever demonstrated a great effectiveness to be
routinely used in the management of Cushing’s disease. The only neuromodulatory agent that
demonstrated such an effectiveness to be suggested as possible agent for treatment of Cush-
ing’s disease, was the dopamine agonist bromocriptine. However, despite bromocriptine
demonstrated an effectiveness in more than one third of patients after short-term treatment,
the results on long-term period was also disappointed. In the recent years, the possible role of
dopamine agonists has been reconsidered due to the demonstration of disease remission in
different cases with silent or active corticotroph tumors following the administration of the
potent dopamine agonist cabergoline, and the demonstration of the expression of dopamine
receptors in corticotroph tumors. Indeed, short-term treatment with cabergoline at a dose of
1-3 mg per week was demonstrated to decrease cortisol secretion in 60% and to normalize
cortisol secretion in 40% of patients with Cushing’s disease. Moreover, long-term treatment
suggested that more than one third of patients is controlled by cabergoline administration at
dose ranging from 1 to 7 mg/week. The employment of the somatostatin analog octreotide in
the past gave disappointed results, being effective only in a minority of cases tested for a short
period of time. The possible role of somatostatin analogs has been also re-evaluated in the
treatment of Cushing’s disease as a newer somatostatin analogue, pasireotide has been
demonstrated to reduce ACTH secretion in cell culture of corticotroph tumour. A preliminary
experience on very short-term treatment look encouraging. These data on the effectiveness of
specific dopamine agonists and somatostatin analogs, suggest that their combination or the
use of the novel somatostatin-dopamine chimeric molecules may also be a possible therapeu-
tic approach for Cushing’s disease.
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Xapakmepucmuka Ha yecmomama u ¢popmume Ha nbpbu-
YeH aAgoCmepoHuU3bM cpeg 60AHU C apmepuaAHa xunep-
MoHuA

Hoanna Mampo3zoBa, leopzu KupuaoB, Muxaua boano6', Baagumup Xpucmo®',
CabuHa 3axapueBa

KauHuueH Llenmwbp no EHgokpuHoaozua u FepoHmonozun ,Akag. MBax MNMeHueB”
1 KauHuka no EHgokpuHoaozus, AaekcaHgpoBcka 6oAHUUA

BvBegeHue. B npogbakeHue Ha HAKOAKO gecemuAaemua NbpBuyHUAM aAgocmepoHU3bM
(MA) ce cuumawe 3a egHa om pegkume OpPMU Ha apmepuaAHa xunepmoHua (AX), Ho 6
nocaegHume 15 2oguHu 6ewe gokaagBaHa noBuweHa yecmoma Ha 3aboraBaHemo.  Aoceea
HAMa gaHHU 3a pa3npocmpaHeHuemo Ha [MA u omgeaHume my noggopmu B bbazapus.

Llea. Lleama Ha Hacmoawemo npoyuBaHe OGewe ga ce onpegeAu yecmomama Ha [A
cpeg 2pyna xunepmoHuuU, KaKmo U Yyecmomama U xapakmepucmukama Ha omgeAHume
dopmu Ha [A.

Memogu. Kamo ckpuHuH208 memog 3a nocmaBaHe Ha guacHo3ama [1A bGewe
u3znoazBaHo cbomHoweHuemo aagocmepoH/peHuH (A/P) >750 (pmol/l)/(ng/ml/h). TMpu
nauueHmu ¢ noBuweHo cbomHoweHue A/P u angocmepor>416 pmol/l 3a nomBbprkgaBaHe Ha
guazHo3ama bewe u3znoa3BaH KanmonpuaoB mecm. 3a gudpepeHuupaHe Ha aAgOCMEPOH-
npogyuupauw, ageHom (AlNA- ageHom Ha KoH) u uguonamuueH xunepargocmepoHu3zbm (MXA)
6axa uznoa3BaHu obpazHu memogu (KT Ha HagbbbpeuHume >kAe3u), kKamo guazHo3ama bewe
nomBbpgeHa XucmoAao2udHo caegonepamuBHo npu nauueHmume c AlA.

Pesyamamu. B npoyuBanemo 6axa BkatoueHu 472 60AHU ¢ AX, cpeg koumo 96 cayyan
C HagbbOpeuHuU uHYUgeHmaaomu. AuazHozama A 6ewe nocmaBeHa npu 38 6oaHuU (8,05%)
cpeg obwama 2pyna navueHmu ¢ AX u npu 12 cayuaa (12,5%) cpeg xunepmoHuuume c
HagbbOpeueH uHuugeHmaaom. Cpeg 6oaHume ¢ A npu 15 cayuaa (39,5%) ce ycmanoBu
AlA, a npu 23 cayuaa (60,5%) - WXA. baxa cpaBHeHue ocHOBHUME KAUHUYHU U
buoxumuyHu nokazameau mexxkgy AlA u XA, kamo He ce ycmaHoBu cmamucmuyecku
3HaYuma pa3Auka No OMHoweHUe Ha HUMoO eguH om u3caegBaHume napamempu.

M36ogu. MoBuweHama uyecmoma Ha [1A, ycmaHoBeHa 6 Hawemo npoyuBaHe,
nogkpena npenopbkume 3a akmuBHO mbpceHe u paHHO guazHocmuuupaHe Ha A ocobeHo
cpeg xunepmoHuuu ¢ HagbbbpeuHu uHuugeHmaaomu. He ce ycmanoBaBam pazauku mexgy
ATTA u IXA no omHoweHue Ha ocHOBHUME KAUHUYHU U BUOXUMUYHU NOKa3ameau.

Characteristics of the Erevalence and subtypes of primary
aldosteronism among hypertensive patients

Joanna Matrozova, Georgi Kirilov, Mihail Boyanov', Vladimir Hristov', Sabina Zacharieva

Clinical Center of Endocrinology and Gerontology ,Akad. Ivan Penchev”
1 Department of Enodcrinology, Aleksandrovska hospital

Background. Primary aldosteronism (PA) has long been considered a rare cause of hyper-
tension, but a higher prevalence was suggested in the last 15 years. Until now there are no-
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data on the prevalence of PA in Bulgaria and the characteristic of its subtypes.

Objective. The aim of this study was to evaluate the prevalence of PA in a group of con-
secutive hypertensive patients, as well as the prevalence and characteristic features of its main
subtypes.

Methods. The aldosterone to renin ratio (ARR)>750 (pmol/l)/(ng/ml/h) was used as a pos-
itive screening test. In patients with an elevated ARR together with aldosterone >416 pmol/I
the Captopril test was performed to confirm the diagnosis of PA. Adrenal CT scan was used to
differentiate between the two main subtypes of PA- aldosterone-producing adenoma (APA)
and idiopathic hyperaldosteronism (IHA) and the diagnosis of APA was retrospectively con-
firmed after surgery.

Results. We investigated a total of 472 consecutive hypertensive patients, among them 96
patients with adrenal incidentalomas. Final diagnosis of PA was reached in 38 patients (8,05%)
in the entire hypertensive population and in 12 patients (12,5%) among hypertensive patients
with adrenal incidentalomas. In the group of PA 15 patients (39,5%) were diagnosed with APA
and 23 patients (60,5%) had an IHA. We compared the principal clinical and biochemical para-
meters of APA and IHA which did not differ between the two groups.

Conclusion. Our findings of a relatively high prevalence of PA support an early screening
and diagnosis of this potentially curable disease and especially in hypertensive patients with
adrenal incidentalomas. There was no significant difference between the main clinical and bio-
chemical parameters of APA and IHA.

TpatiHo y6pexgaHe Ha kauecmBomo Ha >xu6om npu nayu-
€éHMu CbC CuHgpom Ha KywuHe

M. SlueBa, C. BbHgeBa, K. KaaunoB', C. 3axapueBa

KauHuueH LleHmbp no EHgokpuHoaozua u l'epoHmonozua, MeguuuHcku YHuBepcumem, Codpus;
1 HoB bbacapcku YHuBepcumem, Codpusn

XpoHuUuHUAM Xunepkopmu3oAu3bm ce ompa3aBa kakmo Ha 3gpaBocaoBHomo
cbcmoAaHue, maka u Ha BbHwHuUA Bug Ha nauueHmume cbC cuHgpom Ha Kywune (CK),
Koemo e om 3HadeHue 3a obwomo um bAazocbCcmoaHUe U 3a mAaxHama uHmezpauus 6
obwecmBomo. 3acezHamo e Kakmo (PuU3UYecKomo, maka u NCUXU4YHOMO UM CbCMOAHUE.
[NpomeHa ce He camo NPOgbAXKUMEAHOCMMA, HO U KauyecmBomo Ha »kuBom.

NMpegcmaBame pezyamamume om npocnekmuBHo npoyuBaHe, npoBegeHo 8 KauHuka
NO XUNOMAAOMO-XUnou3apHU-HagbbbpeuHu u 2oHagHuU 3ab6o0aaBaHua Kbm KauHuueH
ueHmbp no EHgokpuHAo2uga, MeguuuHcku YHuBepcumem, 2p. Coduq, npe3 nepuoga 2007-
2009 2. HanpaBeH 6e aHaau3 Ha kavecmBomo Ha »kuBom Ha navueHmume CK 8 pa3AauuHu
¢a3u Ha 3aboaaBaHemo (akmuBHOCM, pemMucua-XunoKOPMUKOUQGHO CbCMOAHUE, pemucus-
eykopmukougHo cbcmosaHue). 3noa3zBaH 6e cneuuduuer BbnpocHuk, pazpabomen 3a CK
(1). Pesyamamume om npoyuBaHemo pa3zkpuBam mpalHo yBperkgaHe Ha kauecmBomo Ha
>kuBom Ha nauueHmume cbc CK. [TocmuzaHemo Ha kpumepuume 3a u3aekyBaHe He BuHazu
e cBbp3aHo c nogobpaBaHe Ha kauecmBomo Ha >xuBom.

1 S. Webb et al. Evaluation of health-related quality of life in patients with Cushing’s syn-
drome with a new questionnaire. European Journal of Endocrinology 2008, 158, 623-630
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Long-lasting Impairment of Quality of Life in Patients with
Cushing’s Syndrome

M. Yaneva, S. Vandeva, K. Kalinov', S. Zacharieva

Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia
1 New Bulgarian University, Sofia

Chronic hypercortisolism affects both physical and psychological state of patients with
Cushing’s syndrome (CS) with a significant impact on their welfare and social integration. The
duration and the quality of life are impaired.

Here we present the results of a prospective study held in the Clinic of hypothalamo-pitu-
itary-adrenal and gonadal diseases, Clinical Centre of Endocrinology, Medical University, Sofia
in the period 2007-2009. An analysis of the health-related quality of life of patients with CS in
different phases of the disease (active disease, remission-hypocortisolism, remission-eucorti-
solism) was made. We used a specific disease-generated questionnairel. Results from the
study reveal a long-asting impairment of quality of life of patients with CS. Achievement of the
criteria for cure of CS is not always related to self perceived improvement of health.

1 S. Webb et al. Evaluation of health-related quality of life in patients with Cushing’s syn-
drome with a new questionnaire. European Journal of Endocrinology 2008, 158, 623-630

XpomozpaHuH A npu nayueHmu C XOpMOHOHeceKpemupa-
wu HagbbObpeuHu ageHoMu U nayueHmMu ¢ PeoOXpPoOMoUu-
mom

Bragumup BacureB, Amanacka ErenkoBa, loanna Mampo3zo8a, leopau KupuaoB,
CabuHa 3axapueBa
KauHuueH ueHmobp no EHgokpuHoaozus u FepoHmonoeua ,Akag. V6. MenueB”

XpomoepaHuH A npegcmaBaaBa Kucea 2aukonpomeuH, Kolmo ce ckaagupa 6
ceKpemopHUme 2paHyAu Ha HeBpoeHgOKpUHHUME KAEMKU U Ce OomgeAa 3aegHO CbC
cbomBemHume XOpMOHU OM MHOXKeCmBO EeHJOKPUHHU MUMOpU Kamo (eoXpOMOUUMOM,
napamupeougeH ageHOM, MegyAaapeH mupeougeH KapuuHom. 1o ma3u npuduHa ce
HampynBam Bce noBeue gaHHU 3a HagexkgHOCMMa Ha onpegeAaHemo Ha XpomozpaHuH A 6
KpbBma kamo mapkep 3a gua2HOCMuUUUpaHemMo Ha me3u mymopu u ocobeHo 3a
dpeoxpomouumoma. Hakou om nocaegHume npoyuBaHua nokazBam u noBuweHu cmoliHocmu
NPU nNayueHmMu C enumeAHU Mmymopu. 3aceea HAMA gOCMamMbyHO gaHHU 3a HuBama Ha
XPOMO2PaHUH A Npu XOpMOHOHeceKpemupawume HagbbOpeUHU KOPMUKAAHU ageHOMU.

Llea Ha npoy4yBaHemo: Aa ce cpaBHam cmolHOoCmMuUMe Ha XpOMoz2paHuH A Npu NauueHmMu
C XOpMOHOHecekpemupawu HagobbpeuHu Mymopu, nauueHmMu C (PEOXPOMOUUMOMU U
3gpaBu KoHMpoAu.
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[MayueHmu u memogu: B npoyuBaHemo Oaxa OBkaouyeHu 49 nayueHmu cC
HedyHKUUOHUpawu HagbvbpeuHu ageHomu, 10 nauyueHmu C eoxpomouumomu u 36
3gpaBu KoHMpoAau. XpomozpaHuH A (8 HMOA/A) Be onpegeAeH Ype3 paguoumMyHeH memog.

Pesyamamu: TlauueHmume C PEOXpoOMOUUMOMU U XOMPMOHOHecekpemupauwu
HagbvbbpeuHu mymopu umaxa no-Bucoku HuBa Ha xpomozpaHuH A B cpaBHeHue cbC
3gpaBume koHmpoau (cbomBemuo 11,05 vs. 5,27 vs. 4,16 HMOA/A, p<0,001). INauueHmume
C HagbvbOpeuHu Mymopu umaxa HopmaAaHu HuBa Ha naazmeH u ypuHeH kopmu3oa, AKTX,
nAazmeHa peHuHoBa akmuBHocm u aAgoCmepoH, MemaHempPUHU U CEPYMEH KPeamuHUH.

ObcvxkgaHe: Kakmo ouakBaxme npu nayueHmume ¢ gpeoxpomouumom HuBama Ha
XpoMoz2paHuH A baxa 3HavumeaHo no-Bucoku B cpaBrHeHue ¢ gBeme 2pynu. Hawume gaHHu
nokazBam cbwo u noBuweHu cmoUHOCMU Ha XpomozpaHuH A npu nayueHmume C
XOpPMOHOHecekpemupawu HagbbbpeuHu ageHomu B cpaBHeHue cbe 3gpaBume KOHMPOAU.
Tl Kamo me3u Mymopu umam enwumeAeH NPou3xog, a He HeBpPoeHJOKPUHEH, He e ACHO
gaAu ma3u xunepcekpeuua ce gbAXKU Ha MbKaHma Ha ageHoma. Bb3mMoXKHO e XpomozpaHuH
A ga e 6ua nvpBuuHo noBuweH nog BauaHue Ha gpyau AaKMoOpu, Pa3zAUYHU OM
HagbbbpeuHua ageHOM, Koemo HaAa2a gonbAHUMEAHU npoy4BaHus.

Chromogranin A in patients with non-functioning benign
adrenal tumours and patients with pheochromocytoma

Vladimir Vasilev, Atanaska Elenkova, Joanna Matrozova,
Georgi Kirilov, Sabina Zacharieva
Clinical Centre of Endocrinology and Gerontology

Chromogranin A is an acid glycoprotein that is co-stored in dense core granules of neu-
roendocrine cells and is co-secreted with relevant hormones by a great variety of endocrine neo-
plasms such as pheochromocytoma, parathyroid adenoma, medullary thyroid carcinoma. For this
reason growing evidence suggests the usefulness of blood chromogranin A measurement for the
diagnosis of such tumours, especially pheochromocytoma. Some recent studies, however, have
reported increased levels in patients with tumours of epithelial origin. Until now there are limit-
ed data available on chromogranin A levels in non-functioning cortical adrenal tumours.

Aim. The aim of this study was to compare chromogranin levels between patients with
non-functioning benign adrenal masses, patients with pheochromocytoma and healthy con-
trols.

Patients and metbods. The study population consisted of 49 patients with non-function-
ing benign adrenal adenomas, 10 patients with pheochromocytoma and 36 healthy subjects.
Chromogranin (nmol/l) was measured in peripheral blood by radioimmunoassay.

BbAITAPCKO APYXXECTBO MO EHAOKPUHOAOIUA
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Results. Patients with pheochromocytoma and non-functioning adrenal tumors had high-
er levels of chromogranin A than healthy subjects (11,05 vs. 5,27 vs. 4,16 nmol/l, respective-
ley, p<0,001). Patients with adrenal tumors had normal levels of urinary and plasma cortisol,
plasma adrenocorticotropin, plasma renin activity and aldosterone, metanephrines and serum
creatinine.

Conclusions. As we expected patients with pheochoromocytoma exhibit highly elevated
levels of chromogranin A compared to both groups. Our data show also elevated chromo-
granin A levels in hypertensive patients with non-functioning adrenal tumours compared to
healthy controls. As these adrenal masses have an epithelial origin, but not a neuroendocrine
one, it remains unclear whether this hypersecretion is due to the tumour tissue. It is possible
that chromogranin A could have been primarily elevated due to causes other than the adren-
al adenoma which warrants further investigation.

Meoxpomoyumom - npogbrkabaw, guazHocmuueH u xu-
pyp2uyeH npobrem

lranye6 I, Buguno@ K., IMynyeB UB., CmoinoB I0.
KauHuka no EHgokpuHHa xupypaua, YCBAAE ,Akag. V6. MNeHueB”, MY - Codua

(Deoxpomouumoma e pagko cpewaHo 3aboraBaHe Ha megyaapHama yacm Ha Hagbbo-
peyHume >Ae3u, Koemo e onucaHo 3a nbpBu nbm npe3 1886 2 om Frankel npu aymoncusa
Ha nauueHm. EgBa npe3 1926 2. ce u3zBopwBa nbpBomo ycnewHo omcmpanaBaHe Ha (e-
oxpomouumom om Mayo 8 Mayo Clinic u om Roux 6 LLIBetuapua. Hecmomama Ha nosBa-
ma Ha peoxpomouumoma e egBa om 2 go 8 cayyan Ha MUAUOH HaceAeHue 20guwHo. [Mopa-
gu pa3zHoobOpa3zHama KAUHUYHAmMa KapmuHa eoxpomouumombm e HapeyeH ,[oremuam
umumamop”. MNMauueHmume ¢ Yecmu enu3ogu Ha choHMaHHO noBuweHo, HecmabuAHO UAU
mpygHo noBauaBawo ce om megukameHmo3Ha mepanua apmepuasHO HaAf2aHe, u C Ho-
Bomkpuma xunepmoHua y bpemeHHU nogaexkam Ha GuoxumuuyHo u3zcaegBaHe 3a Haauvue
Ha dpeoxpomouumom. HezaBucumo om npogwbakaBawume 8 Aumepamypama cnopoBe om-
HOCHO onMuMaAHama KombuHauua om 6uoxumuyHu mecmoBe, Hue uznoazBame HaAOXKUAO-
mo ce ¢ 20guHume 244acoBomo ypyunHo uzcaregBare 3a memaHempuHU U (PPaKUUOHUPAHU
kamexoAramuHu. HezaBucumo om 2oremun Hanpegbk B8 guaecHocmukama, npegonepamubBHa-
ma nogz2omoBka u onepamuBHOMO My AedeHuemo eoxpomouumoma npogwvakaBa ga
npegcmaBaaBa cepuo3zeH npobrem, ocobeHo B gudepeHyuarHOgUAZHOCMUYHO OMHOWe-
Hue. NpegcmabeH e kpambk AumepamypeH 0630p No Npobaema.

KaroyoBu gymu: Deoxpomouyumom, guazHocmuka, onepamuBHo AedeHue

IX HayuoHaAeH KOH2peC no eHgOKpUHoAo2uA 15-17 anpua 2010 zoguHa
66



3aboaaBaHua Ha HagbvbpeYyHUMe >KAe3u

Pheochromocytoma - a persistent diagnostic and surgical
problem

Ganchev G., Vidinov K., Punchev lv., Stoinov U.
Endocrine surgery clinic USBALE ,Akad. Iv. Penchev”, Medical University - Sofia

The pheochromocytoma is a rare disease which forms from the medulla of the adrenal
glands. It was first described by Frankel in 1886 at autopsy. Not until 1926 did Mayo at the
Mayo clinic and Roux in Switzerland successfully remove these adrenal tumors. Pheochro-
mocytoma has an incidence of 2 to 8 cases per million persons annually. Due to its wide vari-
ety of clinical manifestation the pheochromocytoma is often named ,The Great Imitator”.
Patient with frequent episodes of hypertension, unstable and not influenced by medical ther-
apy blood pressure or new hypertension in pregnant patients are subjects of biochemical test-
ing for pheochromocytoma. Even though some controversy may exist regarding the optimal
single test to establish diagnosis, we have long relied on 24-hour urine collection for
metanephrines and fractioned cateholamines. In spite of the great progress in establishing
diagnosis, preoperative and surgical management the pheochromocytoma tends to be an
immense ongoing problem, especially in relation to the differential diagnosis. Authors present
you with a small medical survey.

Key terms: Pheochromocytoma, Diagnosis, Surgical management

Hawuam onum 6 onepamuBHomo AeuyeHue Ha Hag6BO-
peyHu mymopu

Uznamo6 B*, K. UBano6* K. Xpucmo3o6, H. KoaeB6*, M. [NempoBa, I. UBano6*
MbpBa KAuHUKA NO Xupypaua*®
KAauHuka no EHgokpuHoAo2ua u boaecmu Ha obmaHama, MY - BapHa

B nocregHume 20guHU Aanapockonckama agpeHaAekmomun e Wupoko u3noa3BaH me-
MOQg Ha XUpYp2u4yHOMO AevyeHue Ha HagbbbpeuyHume mymopu.

Llea: pempocnekmuBeH aHaAu3 Ha pe3yamamume om onepamuBHOMO AevyeHue Ha
60AHU onepupaHu 3a HBT 8 MBAA CBema MapuHa - BapHa.

Mamepuaa u memogu: 3a nepuoga 2006-2009 ca BkaoueHu 8 npoyuBaHemo 12 60A-
HU, 3a KOUMO pa3noAazame C NbAHA goKymeHmauusa, omzoBapawa Ha Kpumepuu 3a BKAlOU-
BaHe B npoyuBaHemo. ToBa ca 6 mbyke u 6 eHu Ha Bb3pacm om 27 go 76 2oguHu. Xuc-
moaAo2udHUmMe BapuaHmu Ha HagbbOpPeUHUMe MyYMOopU ca: PeoXpoMOUUMOM - 2 CAyYan
C MaAuz2HeH u 4 ¢ gobpokavecmBeHn Bapuarm; BucokogupepeHuupaH KapuuHom - 1; mak-
poHOgyAapHa xunepnaa3ua - 2 u cmeceH BapuaHm Ha HagbbbpeuHokopoBa xunepnaazun
- 3. AA2opumbmM BM 3a guazHoCcmMuka u npegonepamuBHa nogzomoBka BkaouBawe -
aHamHe3a 3a pe3ucmeHMHa Ha MegukamMeHMO3HO AedyeHue apmepuaAHa XunepmoHus,
nAa3meH kopmu3oa u cepymeH AKTX, obpa3Hu u3caegBaHua Ha HagbbOpeuHume >kae3u
(KAT, AMP, TIET/KT), uumozeHemuuHu u3jcAaegBarua 3a MEH -2-B. INpegonepamuBHama
nogzomoBka BkaouBa npuroykeHue Ha arpabaokep 3a Kopekuua Ha apmepuasHama xu-
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nepmoHusn. M36bpweru ca 5 omBopeHu ¢ mpaHcnepumoHeaaeH gocmbn U 7 AanapockKonc-
Ku (4-PU nopma) agpeHareKkmomuu.

Pe3zyamamu: He ca HabaogaBaHu cepuo3Hu caegonepamuBHU XUpyp2uyHU YCAOXKHEHUS.
ViHmpaonepamuBHu xunepmoHUYHU Kpu3u cbc cmoliHocm Ha AH go 300/120 HabAlogaBax-
me npu 2 nayueHmu. Aanapockonckume agpeHaaekmomuu uzuckBam HamareHu
HY>Kgu om nocmonepamuBHa aHaAzemuyHa Megukauua, NoYmMu 2 NbmMu No-kKpambk HBOAHU-
yeH npecmoU u no-6bp3a aganmauun u Bb3cmaHoBaBaHe Ha nauueHma.

3akatoyeHue: CBoeBpemeHHama guazHocmuKa u HacouyBaHe 3a XupypaudHo AedyeHue e
eguHcmBeHama mepaneBmuuHa Bb3moxkHocm Ha nauueHmumec HBT. Aanapockonckama
agpeHarekmomua mpabBa Bce noBeue ga ce cuuma kamo memog Ha u3zbop. EHykaeayuama
Ha HagbbOpeyHUMe ageHOMU CbC CbXpaHeHUe Ha ocmambueH (PUHKUUOHAAEH NapeHXum
npegomBpamaBa Hy>kgama om goxkuBomHa 2AlKOKOpMUKougHa mepanus.

Our Experience in the Surgical Treatment of Adrenal
Tumors

Ignatov V*, K. Ivanov*, K. Hristosov, N. Kolev*, M. Petrova, G. Ivanov*
First Clinic of Surgery*
Clinic of Endocrinology and Metabolic Diseases, MU - Varna

In the last few years laparoscopic adrenalectomy is widely used method of surgical treat-
ment of adrenal tumors.

AIM: retrospective analysis of the results from surgical treatment on patients treated for
adrenal tumors.

MATERIALS AND METHODS: For the period 2006-2009 12 patients were included in the
study with full documentation, corresponding to the criteria of the study - six men and six
women aged from 27 to 76. The histology variants were: pheochromocytoma- two malignant
cases and four benign; well differentiated - one; macronodular hyperplasia - two and mixed
variant of adrenal cortex hyperplasia - three. The algorithm for diagnostics and preoperative
care included - anamnesis of hypertension resistant to medical treatment, plasma cortisol and
serum ACTC, image diagnostics of the adrenal gland (CT, MRI, PET/CT), cytogenetic tests for
MEN-2-B, application of alpha-blocker. Five open adrenalectomy operations with transperi-
toneal approach and seven laparoscopic (four-port) adrenalectomy operations were per-
formed.

RESULTS: no serious postoperative complications were observed. Intraoperative hyper-
tension crisis with rise of the blood pressure up to 300/200 mmHg were observed in two
patients. Laparoscopic adrenalectomy operations require minimal less postoperative analgesia,
almost two times shorter hospitals stay and faster adaptation and recovery of the patient.

CONCLUSION: The only possible treatment of patients with adrenal tumors is in-time diag-
nostics and surgical treatment. The laparoscopic adrenalectomy has to be considered as a
method of choice. The enucleation of adrenal adenoma with conservation of functional
parenchyma avoids the need of life-long glucocorticoid treatment.
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Mamurua ¢ MHoxxecmBeHa EHgokpuHHa Heonaazua
(MEH) mun 2 A

'Xpucmo3zo6 K., 'CugepoBa M., 'boagxueBa M., ’AHzeroBa A., ’AmanacoBa M.,
'Apucp T, “‘PageB P., ‘Henko@8 P., *NBanob K.

1 KauHuka no EHgokpuHoAao2usa u boaecmu Ha ObmaHama;
2 Kamegpa no lNeguampua u MeguuuHcka leHemuka;

3 KAuHuka no XenamozacmpoeHmepoAo2us;

4 KauHuka no 'pbgHa Xupypeus;

5 MNMwbpBa kauHuka no Ob6wa u KopemHa Xupypaua

NpegcmaBame mpu nokoAeHua Ha damuaua ¢ MEH 2A, xapakmepusupawa ce c
aBmo3omHO gomuHaHmHo yHacAegaBaHe u 6aAu3zo 100% neHempaHmHoOCM Ha
2eHemuyHama mymauus.

[NMpobaHgbm, 35 2oguwieH MbXK, € guacHOCMUUUpPaH U onepupaH 3a heoxpomouumom
Ha gacHama HagbbOpeyHa »kAe3a u megyaapeH mupeougeH kapuuHom (MTK) ¢ memacmasu
8 wulHume AumgHu Bb3Au npe3 2009. Oka3Ba ce, ye malka my e bBura onepupaHa 3a
gBycmpaHHu geoxpomouumomu Ha 47 2oguwHa Bb3pacm, KakKmo U 4e e umaAa
mupeougeH Bb3ea. NMovuHara e Ha 51 20guHu, BepoamHo om memacmamuyHa Goaecm.
Hau-zonemuam om mpume U cuHa, 42 2oguweH bpam Ha npobaHga, 6e acumnmomamuyeH.
AabopamopHume u3caegBaHua paszkpuxa Bucok naazmeH memaHegpuH, HopmemaHempPUH
u kaauumoHuH. KT nozumuBupa gBycmpaHHu agpeHaAHU MUMOpPU, XUCMOAO2UYHO
BepuguuyupaHu Kamo geoxpomMoyumom caeg xupypaudHomo omcmpaHaBare. Y3
uzcaegBaHe Ha wuama ycmaHoBu Bv3au B8 wumoBugHama >kAe3a, C yumoAo2uYeH
pe3yamam caeg TAB megyrapeH KapuuHom, Kakmo u memacma3su 6 wulHu AumdHu Bb3AU
CbC Cbwama uumoaozua. [lpegcmou mupeougekmomua. CpegHuam 6pam, cez2a 40
20guweH, e ¢ omcmpaHeHa wumoBugHa »kAe3a Ha 28 2oguwHa Bb3pacm nopagu MTK ¢
wudHU AuMcbHU Memacmaszu. Hawume u3cegBaHua noka3axa, ye mol cbwo uma Bucoku
nAa3meHu HuBa Ha mMemaHepuH U HopmemaHedpuH u KT-gaHHU 3a OuAamepasHu
agpeHaAHU Ae3uu, C XUCmoAo2ua Ha heoxpomouumom caeg nocaegBaromo onepamuBHo
omcmpaHaBaHe.

leHemuuyHomo u3caegBaHe Ha mpumama 6pama pa3kpu RET mymauua 6 kogoH 634,
goBeaa go MTK ¢ AumdHU mMemacmasu npu mpumama, kakmo u go gBycmpaHHu
peoxpomouumomu npu gBama om max u egHocmpaHeH npu Had-maagua. [aazmeHume um
HuBa Ha napamxopmoH 6axa HopmaAHu u He ce ycmaHoBuxa yBeauueHu napawumoBugHu
»KAe3u.

NMpoBegoxme 2eHemuueH CKpUHUH2 Ha MexHume geua, 16-2oguweH cuH Ha Bmopusn
bpam u 7-2oguwHa gbwepa Ha Hal-mAagua, Koumo 6axa acumnmomamuyHu. Te ce oka3axa
HOCUMeEeAU Ha Cbuama mymauua u nopagu Bucokua puck om pa3zBumue Ha azpecuBer MTK
we 6bgam NOgAO>XKEHU Ha NPOPUAAKMUYHA MUPEoUgeKmMomuA.
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A Family with Multiple Endocrine Neoplasia type 2 A

"Hristozov K, 'Siderova M, 'Boyadzhieva M, *Angelova L, *Atanasova M, 'Arif T,

‘Radev R, “‘Nenkov R, *Ilvanov K

1 Clinic of Endocrinology and Metabolic diseases;
2 Clinic of Pediatrics and Medical Genetics;

3 Clinic of Hepatogastroenterology;

4 Clinic of Thoracic surgery;

5 First Clinic of General and Abdominal Surgery

We report three generations of a family with MEN-2 A characterized by autosomal dom-
inant inheritance and virtually 100 % penetrance.

The proband, 35-year-old man, was diagnosed and operated for pheochromocytoma of
the right adrenal gland and medullary thyroid carcinoma (MTC) with lymph node metastasis in
2009. His mother turned out to be operated for bilateral pheochromocytoma at the age of 47
(in 1994) and had had a thyroid nodule. She died at the age of 51 probably of metastatic dis-
ease. The oldest of her three sons, 42 years old brother of the proband, was asymptomatic
with negative medical history. Laboratory data showed high plasma metanephrine,
normetanephrine and calcitonin. CT revealed bilateral adrenal tumors, histologically verified as
pheochromocytoma after surgery. Neck US examination detected thyroid nodules with FNAB
of medullary carcinoma and cervical lymph node metastasis with the same cytology and he
will be soon operated. The second brother, now 40 years old, had had thyroidectomy at the
age of 28 because of MTC with lymph node metastasis. Our investigations showed high plas-
ma levels of metanephrine and normetanephrine and CT detected bilateral masses, pheochro-
mocytoma on histology after the operation.

The genetic examination of the three brothers revealed RET mutation at codon 634,
responsible for the MTC with lymph node metastasis in all of them, as well as bilateral
pheochromocytomas in two of the brothers and unilateral in the youngest. Their plasma
parathormone was normal and US and CT did not discover any enlarged parathyroid glands.
Their asymptomatic children, a 16-year-old son of the second brother, and a 7-year-old daugh-
ter of the youngest brother, were also screened and turned out to be gene carriers of the same
mutation. A total prophylactic thyroidectomy will be performed because of the high risk of
developing aggressive MTC
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Ho6a emuoaozua Ha AKTX-He3aBucumume ¢popmu Ha cuh-
gpoma Ha KywuHz - ugeHmuduuupaHe Ha aOHOpMHU
MemOpaHHU XOPMOHAAHU peuenmopu

M. SlueBa’, A. EanenkoBa’, I. KupuroB', A. Aakpoad’, C. 3axapueBa’

1 KAauHuveH ueHmbp no EHgokupHoAaozua, MeguuuHcku YHuBepcumem, Codpusn
2 KauHuka no EHgokpuHoaozus, YHuBepcumemcka 6oaHuua Hotel-Dieu, MoHpeana, KaHaga

AKTX-He3aBucumume cpopmu Ha cuHgopma Ha KywuHe (CK) npegcmaBaaBam 15-20 %
om Bcuuku cAyvYau Ha eHgoz2eHeH Xunepkopmu3oAu3bM. MexaHu3zmume Ha cekpeuua Ha
KOpMUu30A Npu me3u popmu gockopo baxa HeuzBecmHu u ce npuemawe, ye cmaBa Bbnpoc
3a ,aBmonomHa’ cekpeuus. In vivo u in vitro npoyuBaHuama Ha peguua koArekmuBu
pazkpuBam, uye egHa yacm om HagbvbOpeuHume mymopu U Xunepnaa3uu, KOUMo
npou3Bexkgam KOpMU30A UAU gpyau CmMepougu, ca NOg KOHMpPOAA Ha eKMONUYHU U/UAU
abHOPMHO  (PUHKUUOHUpPAWU eymonuyvyHu MemMOpaHHU XOPMOHAAHU peuenmopu
(peuenmopu 3a GIP, B-agpeHepauuHu peuenmopu, 3a LH/hCG, AVP, cepomuHuH u gp.).

MpegcmaBame Bu peyamamume om in vivo npomokoa, npoBegeH npu 10 nayueHmu
¢ nbpBuyHo HagbbOpeuHa popma Ha CK (HagbbOpeuHu ageHomu (n=7) u AKTX-He3aBucuma
MakpoHogyAepHa xunepnaa3usa (n=3). YcmaHoBu ce, ye npu Bcuuku nauyueHmu c AKTX-
He3aBucuma makpoHOgyAepHa XunepnaAa3ua ca Ha Auue abepeHmHu peuenmopu (3a
BazonpecuH, LH/hCG, B-agpeHepauuHu peuenmopu, cepomoHuH). B cayyaume Ha
egHoCmMpaHHU HagbbbpeuHUu ageHomMu yecmomama Ha ekchpecusa Ha me3u abHOPMHU
peuenmopu e no-maAka.

New etiology of ACTH-indepenant Cushning’s syndrome -
identification of abnormal membrane hormonal receptors

M. Yaneva, A. Elenkova, G. Kirilov, A. Lacroix’, S. Zacharieva

Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia
1 Department of Endocrinology, University Hospital Hoétel-Dieu, Montreal, Canada

ACTH-indepenant forms of Cushing’s syndrome (CS) represent 15-20% of all cases of
endogenous hypercortisolism. Mechanisms of cortisol secretion of these forms were not well
elucidated, it was generally accepted as ,,an autonomous” secretion. In vivo and in vitro stud-
ies of several authors reveal that a part of adrenal tumors and hyperplasia, secreting cortisol
or other steroids, are regulated by ectopic and/or eutopic membrane hormonal receptors with
abnormal function (for vasopressinp LH/hCG, B-adrenergic receptors, serotonin, etc.). Here,
we present the results of in vivo protocol, held in 10 patients with primary adrenal CS (adren-
al adenomas (n=7) and ACTH-independent macronodular hyperplasia (n=3). We found that all
patients with ACTH-independent macronodular hyperplasia are positive for aberrant receptors
(for vasopressin, LH/hCG, B-adrenergic receptors, serotonin). In cases of unilateral adrenal
adenomas the expression of abnormal receptors is less frequent.
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KAuHuueH cayuat - Deoxpomouyumom Ha NUKOYHUA mexyp

Bragumup BacuraeB, Amanacka EanenkoBa, YaBgap CraBo6, CabuHa 3axapuebBa
KAUHUYEH ueHMBP N0 eHgoKPUHOAO2UA U 2epoHmoaozua ,Akag. MBax MNerHueB”

DeoxpomMouumMoMbM Ha NUKOYHUA MEXYP € PAGHK MYMOpP, NPOU3AU3aW, OM XPOMAPUH-
Hama mbkaH Ha cumnamukoBama HepBHa cucmema B8 cmeHama Ha nuko4HUA mexyp. Aoce-
ea B Aumepamypama ca onucaHu camo okoAo 220 cayyas. ToBa 3aboanaBaHe 3aema okoAO
0,06% om Bcuuku MYmMopu Ha NUKOYHUA MexXyp u no-mMaako om 1% om Bcuuku cAayyau Ha
dpeoxpomouumom. Cpewa ce Hal-yecmo mexkgy Bmopomo u yuemBbpmomo gecemuaemue.
AuazHo3ama ce nocmabsa 6b3 ocHoBa Ha KAuHUYMHUME cumnmomu, cBbp3aHu ¢ KamexoAamu-
HoBama cBpbxcekpeuun. XucmoaoauuHama kapmuHa Ha gobpokauecmBeHume u 3A0Kavec-
mBeHume mymopu ce npunokpuBa u Ha mo3u eman Bce owe AuncBam acHuU mapkepu 3a ma-
Au2HeHocm. Bbnpeku moBa npoz2Ho3ama e no-gobpa npu nayueHmu ¢ NoBbpXHOCMHU My-
mopu B cpaBHeHue ¢ uHBazuBHume Ae3uu, Koumo 3aemam 5-10% om cayvaume. AeveHue-
mo Ha nbpBu uzbop e xupypauveckomo omcmpanaBaHe Ha mymopa. MNpegcmaBame cayuall
Ha 23 2oguweH nayueHm C aHamHe3a 3a NpucmbnHa xunepmoHua no Bpeme Ha mukuuA, He-
noBauaBawa ce om anmuxunepmen3zuBra mepanua. buoxumuuHomo u3zcaegBaHe nokaza
cuaHo noBuweHu cmoldHocmu Ha KamexoAamuHume B ypuHama, a Komniombp momozpad-
ckomo u3caegBaHe u nocaegBawama cuuHmuepadpua ¢ MIBG Bu3zyaauzupaxa gpopmauun 6
cmeHama Ha nukouyHua mexyp. Caeg npegonepamuBHa nogzomoBka cbc cenekmuBeH aa-
¢pal-agpeHopeuenmopeH aHmazoHucm u noBuweH npuem Ha NaCl nauueHmbm 6e HacoueH
KbM YpPOAO2UYHA KAUHUKA 33 XUPYP2UUYHO A€YEHUE.

3akaodeHue: (DeoxpomMouUuMOMbM Ha NUKOYHUA MEXYP UMa XapakmepHa KAUHUYHA
cumnmomamuka. NMogozpumeaHume cumnmomu no Bpeme Ha mukuyua mpabBa ga Hacovam
Aekapa 3a nocmaBaHe Ha npaBuaHama guazHo3a.

Urinary blader pheochromocytoma - a case report

Vladimir Vasilev, Atanaska Elenkova, Chavdar Slavov, Sabina Zaharieva
Clinical Centre of Endocrinology and Gerontology ,Akad. Ivan Penchev”

Pheochromocytoma of the urinary bladder is a rare neoplasm of the chromaffin tissue of
the sympathetic nervous system within the layers of the bladder wall. Approximately 220 cases
have been reported in literature. It accounts for less than 0,06% of all urinary bladder tumors
and less than 1% of all pheochromocytomas. This entity is more common between the second
to fourth decades of life. The diagnosis is strongly based on the clinical symptoms related to
catecholamine hypersecretion. The histological features of benign and malignant tumors over-
lap and thus there are no reliable features of malignancy. Nevertheless the prognosis seems to
be better for patients with superficial tumors compared to patients with invasive tumors, foundin
5-10% of cases. In the majority of cases the treatment of choice is surgical resection. We pre-
sent a 23-years old patient who was referred to our clinic with history of paroxysmal hyperten-
sion during voiding, resistant to antihypertensive therapy. The biochemical testing detected
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highly elevated levels of urinary catecholamines and CT imaging and subsequent MIBG scintig-
raphy revealed a bladder tumour. After preoperative treatment with selective alpha-antago-
nists and adequate salt intake the patient was transferred to urology clinic for surgery.

Conclusions: Pheochromocytoma of the urinary bladder has unique characteristics. A high
index of suspicion should be present in patients who present with suggestive symptoms asso-
ciated with voiding.

KAuHUueH Cquaﬁ-CqumaHue Ha akKpomeezaAua C nbp6u-
YEH aAAJOCMEPOHUZIBM

Noanna Mampo3zoBa, Emua HaueB, I'eopzu KupuroB, Cabuna 3axapueBa
KauHuuen Llenmbp no EHgokpuHoaozusa u feponmonoeua ,Akag. MBan MNeHueB”

Ao momeHma B8 Aumepamypama He e gokaagBaHO CbuyemaHue Ha akpomezaAua C Nbp-
BuueH aagocmeporu3zbm. [MpegcmaBame cayual Ha 57-20guwiHa nauueHmMka, Npu Koamo e
ycmanoBeHa kombuHauua om comMamonpoAaKMuUHOM U ageHom Ha KoH. Ipu nayueHmkama
ca ocbwecmBeHu gBe mpaHcdeHougaaHu, gBe mpaHCKpaHUaAHU ageHOMEKMOMUU U meAe-
2amamepanua no noBog akpomezaausma. Nopagu nepcucmupawga akmuBHocm Ha 3a6oAa-
BaHemo kbm MmomeHma ce npoBexkga AeueHue ¢ gonamuHoB azoHUCM, Kamo Ha MO3u (POH
e HaAuue gobbp KOHMpoA. BbB Bpb3ka c apmepuasHa XunepmoHua U XunokaAuemua npu na-
uueHmkama ca ycmaHoB8eHu nomucHama naa3meHa peHuHoBa akmuBHocm, napagokcaaHa
peakuua Ha aagocmepoH B xoga Ha KanmonpuaoB mecm u ageHom Ha AaBa HagOb6peuHa
)ae3a ¢ pazmep 35mm. OcbwecmBeHa e Aanapockoncka agpeHaAeKmomua ¢ XuCmoAo2uveH
pe3yamam - HagbbOpeuHo-kopoB mymop, uzepageH om cBemau KAemku, Kamo caegonepa-
muBHo ce HabAlbgaBa HamaAeHuUe Ha cmoUHOCMUME Ha apMEPUAAHOMO HaAfA2aHe U pegy-
uupaH 6pod aHmuxunepmeH3uBHU MegukameHMU, KaKmo U HOPMaAu3upaHe Ha KaAua u Ha
HuBama Ha aaAgocmepoH.

Case report — a unique association of acromegaly with pri-
mary aldosteronism

Joanna Matrozova, Emil Nachev, Georgi Kirilov, Sabina Zacharieva
Clinical Center of Endocrinology ,Akad. lvan Penchev”

Until now no cases of acromegaly associated with primary aldosteronism were reported
in the literature. We present a case of a 57- years old female patient harboring the combina-
tion of somatoprolactinoma and Conn‘s adenoma. Two transsphenoidal and two transcranial
adenomectomies were performed to treat acromegaly, but persistent disease activity was con-
firmed. At present the patient is treated with Cabergoline and an adequate control of the dis-
ease is achieved. An association of hypertension and hypokalemia were found and subse-
quently suppressed plasma renin activity, paradoxical reaction of aldosterone in the course of
Captopril test and a left adrenocortical adenoma of 35 mm were diagnosed. A laparoscopic
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left adrenalectomy was performed and the histology was compatible with a clear cells adreno-
cortical tumor. Postoperatively a reduction of blood pressure levels and of the number of anti-
hypertensive medications were found, as well as normalization of potassium and of aldos-
terone levels.

KAuHUYeH cAyuali HA AMpo2eHeH Xunepkopmu30Au3bm

rane6a M., KoncmaumunoBa M., ApwunkoBa M., CaBoBa P., KonpuBapoBa K.,

MuxatnroBa A.
Kamegpa no Aemcku 6orecmu, KauHuka no EHgokpuHoao2us, Auabem u l'eHemuka,
KauHuka no PeBmamonoeua u Kapguonozua, MY, CBAAAB, Cogusa

Ouwe c omkpuBaHemo Ha nomeHuyuaaHua npomuBoBb3narumeaeH u umyHocynpecuBen
epekm Ha kopmukocmepougume om Duaun XeHx npe3 1940 u cuHme3ama Ha Kopmu3oHa
om Egyapg KeHgaa u Tageyc PelxwalH, 2atokokopmukocmepougume (IKC) uepasam
katouoBa poaa B8 AeveHuemo Ha peguua aBmoumyHHu u Bvb3znasumenrHu 3aboasBaHus.
HezaBucumo om npuHoca 8 mepanuama Ha 20Aam 6pol 3ab60Aa8aHuUA, NPU NPOgBAXKUMEAHA
ynompeba 'KC umam 3HayumeAHU cmpaHUYyHU epekmu - HAaKou om koumo Bb3HukBam
CKOpPO CA€Qg HaAuyaAOmo Ha AevyeHUemo, gpyau - CAeg HAKOAKO Meceua UAU 20gUHU.
CmpaHuuHume egpekmu ca 8 3aBucumocm om NpogbAXKUMEAHOCMMA Ha mepanuama u
go3zama.

MpegcmaBame cayual Ha geme Ha 8209uwHa Bv3zpacm, npoBexkgawo NPogbAXKUMEAHA
kopmukocmepougHa (KC) mepanua no noBog Ha guazHocmuyupaHa cucmemHa popma Ha
IOXA. lpu gememo ce HabaogaBam KAUHUYHU Oeae3u Ha XUunepkopMu3OAU3bBM -
NPeguUAEKUUOHHO OMAa2aHe Ha NOgKOXKHa macmHa mbkaH - AyHoBugeH chauuec, macmHa
2bpbuua, uzerageHu cynpakaaBukyrapHu amku; 3amabecmaBaHe - BMI 26 kg/m? (>97P);
gudy3Ha xunepmpuxo3a; akmuBHu cmpuu no Kkopema u goaHume KpadHuuu. Ha 6azama Ha
Huckume cmouHocmu Ha AKTX - <0,13 pmol/l (Hopma 0,22-12,2 pmol/l) 8 cvuemanue c
Hucko HuBo Ha cBobogeH kopmu3oa B 24-yacoBa ypuHa - 21,4 nmol/l/24h (Hopma 38-
275nmol/l) ce uzkatouu eHgoz2eHeH NPOU3X0g Ha XUNEPKOPMU30AU3MA.

MNpegBug Bb3moxkHocmma 3a HacmbnBaHe Ha ycaoXkHeHuUa npu npogbaxkumeaHa KC
mepanua e Heobxogumo BHumameAHo npocaegaBaHe Ha CbCMOAHUEMO Ha hayueHma, Kamo
NPU HAAUYHU YCAOXKHEHUA € HYXKHa U npeueHka Ha Heobxogumocmma om nocmeneHHo
cnupaHe Ha mepanuama u/uau 3amecmBaHe C nogxogaw, npenapam om gpyea
chapmakoAo2UYUHa 2pyna.

A case of iatrogenic Cushing’s syndrome

Ganeva M., Konstantinova M., Arshinkova M., Koprivarova K., Savova R., Mihailova D

Department of Pediatrics, Clinic of Endocrinology, Diabetes and Genetics,
Clinic of Rheumatology and Cardiology, Medical University, Sofia
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Since the discovery of the potential anti-inflammatory and immunosuppresive effects of
corticosteroids by Philip Hench in 1940 and the synthesis of cortisole by Edward Kendall and
Tadeus Reichstein, glucocorticosteroids have played a fundamental role in the treatment of a
number of autoimmune and inflammatory conditions. Regardless of the contribution in the
treatment of numerous conditions, regular use of glucocorticosteroids has various side-effects.
Some side-effects occur in the beginning of the treatment, while others within months or years.
Side-effects depend on the duration of the treatment and the dose of the drugs.

This paper demonstrates a case of an eight-year old child on a chronic corticosteroid ther-
apy. The treatment has been prescribed after she has been diagnosed with a systemic form of
Juvenile Chronic Arthritis. The child showed clinical signs of hypercortisolism - typical increase
of subcutaneous adipose tissue - ,moon face”, buffalo hump, supraclavicular fat pads, obesi-
ty - BMI 26kg/m?* (>97P); diffuse hypertrichosis; abdominal and lower limb striae. An endoge-
nous origin of the hypercortisolism has been ruled out on the basis of the observed low levels
of ACTH - <0,13 pmol/I (reference range 0,22-12,2 pmol/l), in combination with the low lev-
els of free cortisole in 24h urine - 21,4 nmol/l/24h (reference range 38-275 nmol/I).

Considering the possible complications that follow a prolonged corticosteroid therapy,
the patient's condition must be carefully followed up. When complications occur, an assess-
ment has to be made whether to gradually cancel the therapy and/or change the drug with a
more appropriate one from another pharmacological group.
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Thyroid cancer: incidence, main clinical and statistical
features

Prof. Laurence Leenhardt
Endocrinologist in the Department of Nuclear Medicine, Petié Salpétriére Hospital, Paris, France

Although thyroid cancer is relatively rare, accounting for around 1,5% of all cancers, its

incidence has sharply increased over the past 30 years throughout the world. This rise in inci-
dence has been extensively reported in the USA, Ontario, as well as European countries. In
Europe, the highest incidence occurs in Iceland, followed by Finland, while relatively low inci-
dence characterizes the United Kingdom and Denmark Moreover, a recent French study sug-
gests that the rise in thyroid cancer incidence is now abating.
The rise in incidence is associated with a change in the distribution of histological type, name-
ly an increase in papillary cancers, accounting for more than 80% of all thyroid cancers. The
major part of the increase in papillary thyroid cancer incidence has been related to small
tumors less than 2 cm in diameter, and in recent series micropapillary cancers represent 40%
of cases. The current hypothesis is that the increase in thyroid cancer incidence is mainly due
to the use of more effcient diagnostic tools, particularly that of ultrasonography (US) and fine
needle aspiration biopsy (FNAB), leading to an increased detection of small subclinical tumors.
Additional studies are needed to explain the rise in PTC incidence and to search for potential
risk factors that are currently unrecognized.

The aim of the talk is to provide an overview of the main clinical and epidemological fea-
tures of thyroid cancer in the world, to analyze changes in thyroid cancer presentation, inci-
dence and to investigate the relationship between the incidence rates, trends in tumor size and
thyroid surgery. Regarding the presentation of thyroid cancer, the impact of the revised UICC
classification will be analysed. Indeed, new definitions have emerged such as new pT1 tumors
and micro pT3 carcinomas and so, some data concerning presentation and prognosis of such
tumors will also be discussed.

Laurence Leenhardt mD, PhD

Laurence Leenhardt, MD, PhD is Professor of Endocrinology in the Department
of Nuclear Medicine at Pitié Salpétriére Hospital, Paris France. She is certified to
practice Endocrinology and Nuclear medicine. She is in charge of the Thyroid Cen-
ter at the Pitié Salpétriere Hospital, Paris, France. This center in collaboration with
biochemistry and pathology provides medical management, imaging, FNA and [’
therapy for patients with thyroid cancer. She was given the unique opportunity of
inheriting the follow up of Pr JC Savoie’s cohort (started in 1958) of patients pre-
senting with thyroid cancer (approximately 7000 patients to this day). Pr Leenhardt
oversees a yearly average of 2700 sonographic examinations, 600 scintigraphic
evaluations and 800 ultrasound guided aspirations for cytology. She manages a
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yearly average of 320 new cases of thyroid cancer (initial treatment, radioiodine
ablation and follow up). She has conducted phase Il clinical trials on high intensity
focused ultrasound treatment of thyroid nodules.

In addition to her clinical responsibility, she is an active teacher in Endocrinol-
ogy and imaging. She is director of the thyroid ultrasound curriculum of the
,Dipléme National Inter Universitaire d’Echographie”.

She is also involved at a national level in public health and epidemiology. At the

request of the French Department of Health and the French Public Health Agency,
Pr Leenhardt has chaired a multidisciplinary Thyroid Cancer Committee from 2000
to 2003 and in 2003 published guidelines for a national epidemiological surveil-
lance system of thyroid cancer in France.
She has chaired several Thyroid Sessions at the Société Francgaise d’Endocrinologie
conferences, and was invited to lead sessions «Meet the Expert» at the European
Congress of Endocrinology, 2005 and the American Thyroid Association, 2006 and
at the European Thyroid Association Congress in Lisbon this year.

L. Leenhardt is a member of the European Thyroid Association, of the French
Endocrine Society, of the French Thyroid Research Group, of the American Associ-
ation of Clinical Endocrinologists and of the Endocrine Society.

She has published several articles in the Journal of Endocrinology and Metabo-
lism, the European Journal of Endocrinology and Thyroid and written chapters in
several books on Endocrinology or Imaging. She is a reviewer of various articles in
the Journal of Endocrinology and Metabolism, the European Journal of Endocrinol-
ogy, the European Journal of Cancer and Thyroid.

ApmepuaAHa XunepmoHuA npu 60AHU C Xunomupeougu3bm

bopucoBa A-M, LllunkoB A, KoBayeBa P, AmanacoBa U, BaaxoB U, AcaanoBa H,
*Byko6 M.

YHuBepcumemcka 60AHUUA NO eHgoKpuHoAo2ua - MeguuuHcku yHuBepcumem, Codpun
*HauuoHaaeH ueHmbp 3a meguuyuHcka uHgopmauua - MuHucmepcmBo Ha 3gpaBeonazBanemo

Xunomupeougu3mbm e egHa Om NpuyuHUMe 3a xunepmoHua. Yecmomama Ha ma3zu
BmopuuHa xunepmoHua Bapupa 6 pazauuHume uzcaegBaHua - om 0 go 50%. Lleama Ha Hac-
moawomo npoyuBaHe e ga ce uzcregBa yecmomama Ha xunepmoHuama cpeg OOAHU C XU-
nomupeougu3bm, KaKmo u HellHama xapakmepucmuka 866 Bpb3ka ¢ noaa u Bb3pacmma.

Mamepuan: V13caegBaru ca 2415 Auua >20-20guwHa Bb3pacm - 1348 (55,8%) xxeHu u
1067 (44,2%) moxe, NS. YuacmHuuume ca pa3gereHu 6 mpu Bv3pacmoBu 2pynu - maagu
(>20-44 2), cpegHa Bvb3pacm (45-59 2) u Bv3zpacmHu (260 2).

Memogu: KpbBHomo HarazaHe e u3zmepeHo Ha Bceku yyacmHuk ¢ >kuBaveH maHome-
mbp B8 cegHaro noAoXKeHUe Ha gacHa pbka caeg 5 muHymu nokol. CepymHuam ultrasensitive
hTSH e u3caegBan cveaacHo lNpenopbkume Ha ATA u BMCKAN.
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Pezyrmamu: Yecmomama Ha xunomupeougu3ma 6 Hacmoawomo u3caegBare e 6,33%
(152/2404) - 120/1348 »eHu (8,91%) u 32/1058 mbixke (3,02%), NS. C HanpegBaHe Ha Bb3-
pacmma mpukpamHo HapacmBa yecmomama Ha xunomupeougu3ma - om 3,93% (42/1069)
npu maagume (=20-44 2) go 10,88% (53/487) npu 260-2zoguwHume, p<0,01. YBeauueHuemo
e pa3zauuHo B gBama noaa - okoAo mpukpamuo 3a >xeHume (om 4,3% go 12,1%, NS) u 7-
KpamHo 3a mbxxeme (om 1,4% go 8,8%, NS). Hecmomama Ha xunepmoHuama 6 moBa npo-
yuBaHe e 43,8% (1056/2412) -40,4% (545/1348) npu »keHume u 47,6% (506/1064) npu mb-
>xeme, NS. XunepmoHuama e HaAuue npu 39,5% (814/2059) om He-guabemuuume c HoOp-
MaAHa mupeougHa yHkuua u npu 53,9% (82/152) om xunomupeougHo 60AHUMe, p<0,02.
Yecmomama Ha xunepmoHuama HapacmBa ¢ 8b3pacmma npu He-guabemuuyume C HoOpMaa-
Ha mupeougHa ¢yHkuua - 18,6% (187/1008) npu maagume cpewy 72,4% (239/330) npu
Bb3pacmHume, p<0,001, kakmo u npu BoAHUMe ¢ xunomupeougu3bm - 16,7% (7/42) cpe-
wy 71,7% (38/53), p<0,01. YcmaHnoBuxme npu 5,69% (60/1056) om xunepmoHuyume u Xu-
nomupeougu3bm cpewy 3,9% (53/1356) npu auyama 6 HopmomoHua, NS. Yecmomama Ha
Xunomupeougu3ma npu xunepmoHuuume HapacmBa ¢ HanpegBaHe Ha Bb3pacmma - om
3,39% (7/206) B maagama 2pyna, 5,14% (24/478) 6 cpegHama Bb3pacmoBa 2pyna u gocmu-
2a 8,1% (29/367) npu Bb3pacmuHume, NS. [Tpu mb>xeme xunepmoHuyu Yyecmomama Ha Xu-
nomupeougu3ma e 3,95% (20/506), Ho gBa nbmu no-zoaama e yecmomama My Npu >KeHu-
me ¢ xunepmoHua - 7,3% (40/545), NS.

3akaoveHue: Bb3zpacmma e cBbp3aHa ¢ yBeauueHue B8 vecmomama Ha HAKOU OCHOBHU
cbpgeyHo-cbgoBu puckoBu hakmopu - Xunomupeougu3ibm U apmepuasHa XunepmoHus.

Arterial hypertension in the patients with hypothyroidism

Borissova AM, Shinkov A Kovatcheva R, Atanassova I, J. Vlahov, Aslanova N,
*Vukov M.

University Hospital of Endocrinology, Medical University - Sofia, Bulgaria
*National Centre of Medical Information, Ministry of Health - Sofia, Bulgaria

Hypothyroidism is listed as a cause of secondary hypertension in some textbooks of hyper-
tension. Although it has been shown that arterial hypertension accompanies hypothyroidism,
its prevalence remains to be established since wide-ranging rates from 0 to 50% have been
reported.

The aim of this study was to show the prevalence of secondary hypertension in subjects
with hypothyroidism and to describe their features in relation to gender and age.

Material: Two thousand four hundred and fifteen participants over 20 years of age - 1348
(55,8%) female (mean age 48,68+t14,4 y) and 1067 (44,2%) male (mean age 46,51+14,5 y)
were included in the study, NS. The participants were divided into three age groups - young
age (20-44 y), middle age (45-59 y) and elderly (= 60 vy).

Methods: Blood pressure were measured in all participants with mercury manometer in
the sitting position at the right arm after a 5 min rest. Serum ultrasensitive hTSH was measured
according to the guidelines of the ATA and the BMSCLI.

Results: The observed frequency of increased TSH (24,2 mlU/I) in this study was 6,33%
(152/2404) - 120/1348 women (8,91%) and 32/1058 men (3,02%), NS). The total prevalence
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of hypothyroidism increased three-fold with age - from 3,93% (42/1069) in the young (=20-
44 y) to 10,88% (53/487) in the 260 year old, p<0.01. The increase differed between the gen-
ders - about three-fold in the female (from 4,3% to 12,1%, NS) and 7-fold in the male (from
1,4% to 8,8%, NS).

The observed prevalence of hypertension in our study was 43,8% (1056/2412) - 40,4%
(545/1348) in the women and 47,6% (506/1064) in the men, NS. Hypertension was found in
39,5% of the non-diabetics with normal thyroid function (814/2059) and in 53,9% (82/152) of
the hypothyroid patients p<0,02).

The prevalence of hypertension increase with age in the euthyroid non-diabetic subjects-
18,6% (187/1008) in the yound vs. 72,4% (239/330) in the elderly, p<0,001 and in the
hypothyroid subjects - 16,7% (7/42) vs. 71,7% (38/53), p<0,01.

Hypothyroidism was observed in 5,69% (60/1056) of the hypertensive subjects but in
only 3,9% (53/1356) of the normotensive ones, NS. The prevalence of hypothyroidism in the
hypertensive adults increased with age. It was 3,39% (7/206) in the young group (220-44 vy),
5,14% (24/478) in the middle-aged group (45-59 y) and 8,1% (29/367) in the elderly (260 vy)
(NS). In the male hypertensive subjects the prevalence of hypothyroidism was 3,95% (20/506),
but twice as high in the female hypertensive subjects - 7,3% (40/545), NS.

Conclusion. We found that age was related to an increase in the prevalence of some major
cardiovascular risk factors - hypothyroidism and arterial hypertension.

PagnpocmpaHeHue Ha toggecguuumHume 3aboraBaHusn
Cpeg HaceAeHUemo u oueHka Ha edekmubHocmma Ha
uogHama npodguAakmuka - pe3yamamu Oom HaAUUOHAAHO
npoyu6Bane 2008

P. KoBayeBa’', K. AHzeroBa > L. TumyeBa®, M. BykoB *
1 KauHuka no mupeougHu u memaboaumHu kocmHu 3aboaaBanusg, KaunuueH LleHmbp no
EHgokpuHoAo2ua u TepoHmonozus, MY Cocpuna; 2 HLIOO3; 3 Aupekuua ,ObwecmBero 3gpabe”,
MunucmepcmBo Ha 3gpaBeonazBanemo; 4 HauuoHareH ueHMbP 3a MeguuuHcka uHopmauua, M3
U3zcregoBamencku exun: A. LllunkoB', P. b. MBanoBa', I'l. KapamogopoBa? O.
AcnapyxoBa’, b. Xapu3aHoBa*, E. MaageHo6°, B. MapuHoB8a’®, E. MaHoB8a®%, A. AuueBa®, tO.
MumeBa’, A. AeaueB?, C. AumumpoBa’, K. Napaaue8’, B. CumoBa'’.
"Codpus, 2BapHa, *IaeBeH, * baazoeBepag, °Bpaua, ® CauBeH, " Mazapgrkuk, * AoBeuy, ° TpaBHa, " INepHuk.

YemupuHagecem 2oguHu caeg BbBexkgaHe Ha 3agbakumeAHama GogHa NpoguAakmMu-
Ka, HauuoHaAHOMoO npoyyBaHe Ha GogHUA CMamyc Ha HaceAeHuUemo, Kakmo u Yecmomama
U paznpocmpaHeHuemo Ha toggeduuumHume 3aboaaBaHua uma 3a ueA ga HanpaBu akmy-
aAHa oueHKa Ha HeGHama ecpekmuBHocm.

Mamepuas u memogu: N3caegBanume 2pynu BkatouBaxa: 1) 1775 yueHuuyu (7 go 11 2.
Bb3pacm, 49,5% momuema u 50,5% momuuyema) om 10 ob6aacmu (8 ¢ npegwecmBaw, GogeH
gecpuuum, 2 - 6e3 gokazaH makb8); 2) 275 bpemeHHu eHu Bv06 1IPU u MU mpumecmbp;
3) 143 3gpabu »xeHu B gemepogHa Bvb3pacm. Ha Bcako 5M° geme u Ha Bcaka 2-P2 GpemeHHa
»KeHa u 3gpaBa koHmpoaa 6axa uzBbpweHu exozpadpua Ha wumoBugHama xae3a,
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onpegeAaHe Ha dogypuama, kakmo u Ha TSH u ATPO 8 cepyma.

Pezyamamu: lNpu yyeHuyume yecmomama Ha naanamopHo ycmaHoBeHa cmpyma e
cpegHo 13% npu gBama noaa, kamo HapacmBa ¢ Bb3pacmma. CpegHuam exozpadpcku
obem e 3,8 + 1,9 ma 3a uarama 2pyna, kamo 2,8 % om yyeHuuume ca c exo2pagpCcku gaHHU
3a eywa. CpegHama cmotHocm Ha TCX npu yveHuuume e 2,83 + 1,72 mlU/L, kamo He ce
ycmaHoBaBa cmamucmuyecku 3Havuma pa3auka 3a gBama noaa. [Npu 45 geua (12,64 %)
TCX e Hag 2opHama pedepeHmHa cmolHocm. He ca ycmaHoBeHu geua ¢ nomucHam TCX.
ATPO 6 uaaama 2pyna (9,5 + 30,07 U/L) u npu gBama noaa (10,2 + 38,78 U/L npu momuema
u 8,8 + 17,77 U/L npu momuuema) ca 8 epaHuyume Ha Hopmama.

Mpu 6pemeHHUMe >eHu ¢ naanauua ce ycmaroBaBa 2ywa 6 22,5% cpewy 16,2% npu
3gpabu >keHu. CpegHuam exozpadpcku obem Ha wumoBugHama xae3a e 11,66 + 4,67 ml, a
npu 3gpaBume koHmpoau - 10,2 + 4,05 ml, 6e3 cmamucmuyecku 3Ha4YUMa pa3AuKa Mexgy
gBeme 2pynu. Exoepadcku gaHHU 3a cmpyma ce ycmanoBuxa 8 2,7 % om bpemeHHume u
3gpaBume >xeHu.

CpegHume cmouHocmu Ha TCX npu 6pemenHu ca 1,74 + 1,01 mlU/L. bpemeHHume ¢
TCX Hag 2,5 mIU/L ca 20 (13,3%), a ¢ TCX Hag 3,0 mIU/L - 13 (8,7%). Npu 3gpaBume
KOHMpoAU cpegHama cmouHocm 3a TCX e 1,65 + 1,14 mlIU/L, kamo camo 3 (4,1%) >xeHu ca
8 cybkauHuueH xunomupeougu3ivbm. HuBomo Ha ATPO npu bpemeHHUME >KeHU e cpegHOo
19,71 + 49,3 U/L (7,27 - 40,72 U/L).

Mogypuama npu yueHuuu u 6pemeHHuU e B HOpMaAHU 2paHUUU, HO C MEHgeHUUA KbM
NO-HUCKU cpegHU cmouHocmu, kakmo u 3aBuwaBaHe uvecmomama Ha pa3AuvHUME
cmeneHu Ha UogeH geduuum.

B 3akaro4yeHue, om KAUHUYHOMO u3cAegBaHe u exozpadpckomo onpegeaaHe Ha obema
Ha wumoBugHama »Ae3a npu ydeHuuu u bpemeHHU, He ce ycmaHoBaBa HapacmBaHe Ha
yecmomama Ha cmpymama cnpamo 2003 2. Om aHaAu3a Ha xopmoHaaHOMoO u3caegBaHe ce
ycmaHoBaBa 3 nbmu no-Bucoka yecmoma Ha CYOKAUHUYEH XunoMupPeougu3bm npu
ydeHuuume, omkoakomo B obwama nonyaayua. Cvobpa3zHo Hal-HoBume npenopbku 3a
noBegeHue npu mupeougHa gucyHKuuA Npu OpemeHHU, Yecmoma Ha CcYOKAUHUYHUA
xunomupeougu3zbm e 2 - 3 nbmu no-Bucoka, omkoAkomo 6 obwama nonyaauus.

lodine-deficient diseases (IDD) and effectiveness of iodine
supplementation in Bulgaria - results from 2008 nationalstudy

R. Kovatcheva', K. Angelova® T. Timcheva®, M. Vukov*

1 Department of Thyroid and Metabolic Bone Diseases, Clinical Center of Endocrinology and Gerontol-
ogy, Medical University Sofia; 2 NCPPH, Sofia; 3 Department of Public Health, Ministry of Health; 4 National
Center for Medical Information, Ministry of Health

Investigators: A. Shinkov', R.B. lvanova', P. Karatodorova?, O. Asparuhova’, B. Harizanova®,
E. Mladenov®, V. Marinova’, E. Manova®, L. Dicheva®, . Miteva’, A. DelcheVv?, S. Dimitrova’,

K. Paralchev’, V. Simova'.
'Sofia, ?Varna, * Pleven, *Blagoevgrad, °Vraza, ®Sliven, ” Pazardjik, ® Lovech, ° Trjavna, ' Pernik.

A national study of iodine status and frequency of IDD was performed 14 years after the
implementation of Universal Salt lodization in Bulgaria. The aim was to investigate the effect
of iodine supplementation in the country.
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Material and methods: We collected data from thyroid palpation of 3 subject groups:

1) 1775 schoolchildren (7-11 years old, 49,5 % boys and 50,5% girls) from 10 regions (8
with precedent iodine deficiency, 2 - without iodine deficiency);

2) 275 pregnant women in second and third trimester;

3) 143 healthy nonmenopausal women. Ultrasound of the thyroid gland, serum TSH and
antiTPO, and iodine excretion were done in every fifth child and every second pregnant or
healthy woman.

Results: The mean frequency of palpable goiter in schoolchildren was 13% for the two
sexes and increased with age. As estimated by ultrasonography, the goiter frequency was 2,8
%, with mean thyroid volume of 3,8 + 1,9 ml. Mean TSH in schoolchildren was 2,83+1,72
mIU/L, without significant sex differences. Forty five (12,64 %) children were with increased
TSH above the upper normal limit and no one with suppressed TSH. AntiTPO antibodies were
normal in the whole group and in two sexes.

22,5 % of pregnant women and 16,2% of healthy women were with palpable goiter. The
mean thyroid volume on ultrasonography was 11,66+4,67 ml and 10,2+4,05 ml, without sig-
nificant difference and frequency of goiter - 2,7 % in the two groups. In pregnant women
mean TSH was 1,74+1,01 mIU/L. Twenty (13,3%) of them were with TSH above 2,5 mIU/L
and 13 (8,7%) - above 3,0 mlU/L. The healthy controls were with mean value of TSH
1,65+1,14mlU/L and only 3 (4,1%) of them were in subclinical hypothyroidism. The mean val-
ues of antiTPO antibodies in pregnant and in controls were normal.

The iodine excretion in all groups was normal with a tendency of lower mean excretion and
an increase of percentage of iodine deficiency, compared to 2003.

In conclusion, the goiter frequency, estimated by palpation and ultrasound determination
of thyroid volume, did not increase from 2003. In schoolchildren, the hormonal analysis
showed higher frequency of subclinical hypothyroidism than in the general population.
According to the new guidelines for thyroid dysfunction in pregnancy, the subclinical hypothy-
roidism in pregnant women was also 2-3 times higher than in the general population.

lNMokazameAu Ha mMemaboAUMeEH CUHgPOM U (PUHKUUA Ha
wumobBugHama >xae3a npu Auua 6e3 3axapeH guabem

LluukoB A, A-M. bopucoBa, U. AmanacoBa, P. KoBaueBa, V. BaaxoB, H. AcaaHoBa,
A. AakoBcka, *M. Byko6

YHuBepcumemcka 60AHUUA no eHgokpuHoAao2us, Coun
* HauyuoHaneH ueHMBbp 3a MeguuuHcKa uHopmauus, M3

Llea: Aa ce u3zcaegBa 3aBucumocmma Ha HAKOU eAeMeHmu Ha memaboAumeH CUHgPOM
(MC) kamo abgomuHaaHo 3amabecmaBaHe, HOMAI, HDL-c, mpuzauuepugu om ¢gpyHKuuama
Ha wumoBugHama >Ae3a npu Heguabemuuu.

Mamepuas u memogu: uzmepu ce obukoaka Ha maaua (OT), meaecHa maca u pbcm u ce
uzcaegBaxa TSH, FT4, cepymHu aunugu, IRl u 6ewe uzuucaeH HOMA npu 178 Heguabemu-
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uu (130 >xeHu u 48 mbxKe): ¢ xunomupeougu3zbm (N=83), xunepmupeougu3zovm (n=41), ey-
mupeougHu (n=54).

Pesyamamu: YcmanoBu ce 3Hauuma HezamuBHa kopeaauua mexgy HOMAI u FT,, 6
obwama (Spearman r=-0,171, p=0,032) u xunomupeouHama 2pyna (r=-0,294, p=0,007).
CpegHume HOMAI, PV u OT 68 gBama noaa He ce pa3zaudaBaxa 3HauuMo mexxgy 2pynu-
me (p>0,1). 11 8 mpume 2pynu HOMAI 6ewe no-Bucok npu auuama c yBeauuena OT (Bcuu-
Ku p<0,05). HOMA kopeaupawe nozumuBHo ¢ OT npu eymupeougHume muxxe (r=0,747,
p=0,033). HDL-c 6axa no-Bucoku npu xunomupeougHume Mb>ke, OMKOAKOMO Npu Xunep-
mupeougHume (1,45£041 cpewy 1,16£0.28mmol/l). YcmanoBu HezamuBHa Koperauus Ha
HOMA c HDL-c (r=-0,390, p=0,004) npu eymupeougHUmMe AuUa U NOAO>XKUMEAHa C mpue-
Auuepugume npu eymupeougHume (r=0,444, p=0,001) u npu xunepmupeougHume
(r=0,362, p=0,020). HOMAI kopeaupawe c WTM npu xunepmupeougHume (r=0.386,
p=0.013) u npu eymupeougHume Auua (r=0,359, p=0,008), HO He U npu XunoMupeougHu-
me (r=0,086, p=0,445).

3akaouerHue: MyHkuuama Ha wumoBugHama »ae3a Bause Bbpxy eaemeHmMumMe Ha me-
maboAumHua cuHgpom. Egdpekmbm He e egHonocouveH u BepoamHo noBauaBa obwua cop-
gevyHocbgoB puck.

Elements of the metabolic syndrome and thyroid function
in non-diabetic subjects

Shinkov A AM Borissova, | Atanassova, R Kovatcheva, | Vlahov, N Aslanova,
L Dakovska, * M Vukov

University Hospital of Endocrinology, Medical University - Sofia, Bulgaria
*National Centre of Medical Information, Ministry of Health -- Sofia, Bulgaria

Aim: The aim of the study was to explore the relationship of certain elements of the meta-
bolic syndrome to the thyroid function.

Material and methods: Waist circumference (WC), body height and weight, serum TSH,
FT,, lipids, IRl were measured and BMI and HOMAI were calculated in 178 nondiabetic
adults (130 female and 48 male): hypothyroid (n=83), hyperthyroid (n=41), euthyroid (n=54).

Results: HOMAI was negatively correlated to FT4 in the whole group (Spearman r=-
0,171, p=0,032) and the hypothyroid group (r=-0,294, p=0,007). Mean HOMA., IRl and WC
did not differ among the groups (p>0,1). HOMAI was higher in the subjects with increased
WC in each of the three groups (all p<0,05). HOMA was correlated positively to WC in the
euthyroid males (r=0,747, p=0,033). HDL-c were higher in the hypothyroid males, than in the
hyperthyroid males (1,45£041 vs. 1,16£0,28mmol/l). A negative correlation between HOMA
and HDL-c (r=-0,390, p=0,004) was found in the euthyroid subjects and a positive between
HOMAI and triglycerides in the euthyroid (r=0,444, p=0,001) and hyperthyroid (r=0,362,
p=0,020). HOMAI was correlated with BMI in the hyperthyroid (r=0,386, p=0,013) and euthy-
roid subjects (r=0,359, p=0,008), but not in the hypothyroid (r=0,086, p=0,445).

Conclusions: Thyroid function influences the various elements of the metabolic syn-
drome. The effect is however complex and probably affects the total cardiovascular risk.
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NMpocaregaBane HUBomo Ha TSH npu 3axapeH guabem
M. lNMemkoBa, T. PyceB, I. PaaHoBa, C. laneBa

KAuHuka no eHgokpuHoaozus, YMBAA ,A-p I. Cmpancku”, 2p. [NaeBen

Llea Ha Hacmoawemo npoyuBaHe e pempocnekmuBHo npocaegaBaHe cepymHomo HUBo
Ha mupeomponHua xopmoH (TSH) u onpegeasaHe yecmomama Ha MmupeougHume
3aboAa6aHun (T3), cBbp3aHu ¢ npomeHume B TSH npu 3axapeH guabem (3A).
NpoyuBaHemo ob6xBawa 98 cayualHo nogbpaHu nauvueHmu cbe 3A (61 >xeHu u 37
mbxKe), AekyBaHu 6 KauHukama no eHgokpuHoaoz2ua npe3 2006-2008 2. 6e3 aHamHecmuyHU
U KAUHUYHU gaHHu 3a T3. Om npocaegeHume Auua 32 ca cbc 3A munl u 66- cbc 3A mun 2.
N3caegBaHu ca: TSH, kpbBHa 2Al0KO3a Ha 2AagHO U NOCMNpPAHgUaAHO, 2AUKUPaH
xemoz2n06uH HbA, ., AunugeH npocur. OmkaoHeHua 8 cepymHomo HuBo Ha TSH ce gokasa
npu 17 om nauueHmume (17,3%). NoBuwena cmouHocm ce ycmanoBu npu 15 (15,3%) om
uzcaegBaHume, om koumo 3 ¢bc 3A munT u 12 cve 3A mun 2. HuBo Ha TSH nog goaHama
peepeHmHa 2paHuua ce ycmaHoBu npu 2 nauueHma cbc 3A mun 2. [NoAyuveHume
pe3yamamu noka3zBam noBuweHa yecmoma Ha HeguazHOCMUUUPaAH XUNOMUPEOUJU3bM.
NpoBeskgaHemo Ha ckpuHuH2 3a T3 npu 3A 6u goBeao go paHHo omkpuBaHe u agekBamHo
AeUYeHUe Ha CYOKAUHUYHUME (POPMU, KOEMO We gonpuHece 3a hocmuz2aHe Ha ONMUMaAEH
2AUKEMUYEH KOHMPOA NpU Me3u nayueHmu.

KarouoBu gymu: TSH, 3axapeH guabem, mupeougHo 3aboaraBaHe

Follow up the level of TSH in patient with Diabetes Mellitus

M. Petkova, T. Russev, G. Rayanova, S. Ganeva
Clinic of Endocrinology, UMHAT ,G. Stranski”, Pleven

The aim of the study was retrospective analysis of the serum level of thyro-stimulating hor-
mone (TSH) and determining the frequency of thyroid dysfunction (TD) relating to change in
TSH in patients with diabetes mellitus (DM).

Ninthly-eight non-selected patients with DM (61 women and 37 men), admitted to the

Clinic of endocrinology in 2006- 2008 without clinical symptoms of TD were included in the
study. Thirty-two of them have DM type1l and 66- type 2.
The levels of TSH, fasting and postprandial blood glucose, HbA;. and lipids were measured.
The TSH was out of normal limits in 17 (17,3%) of the patients. The increased level of TSH
were determined in 15 (15,3%) of the examined, 3 of them with DM typel and 12 with DM
type 2. Two patients with DM type 2 had TSH under normal limit. Our results showed
increased frequency of undiagnosed hypothyroidism. Organization the screening programmer
for TD in DM will contribute to early diagnose and correct treatment of subclinical forms that
make reach good glycaemic control in diabetic patients.

Key words: TSH, diabetes mellitus, thyroid dysfunction
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3abucumocm mexxgy mupokcuHemuama u Hu6ama Ha
HAKOU MapkKepu Ha cbpgeuyHo-cbgobua puck

LllunkoB A, A-M. bopucoBa, U. AmanacoBa, P. KoBaueBa, V. BraxoB,
H. AcraHoBa, A. Aako6cka, *M. BykoB

YHuBepcumemcka 6oAHUUa no eHgokpuHoAoz2us, Codpun
* HauyuoHaneH ueHM®bp 3a MeguuuHcka uHopmauus, M3

CKopowHU gaHHU gemoHcmpupam Bpb3ka mexxgy memaboAu3ma Ha Kocmma om eg-
Ha cmpaHa u eHepeulHama obmaHa u cbpgeuHocbgoBua puck om gpyea. Obwu 36eHa
MeXXgy max ca AenmuHbm, cumnamukycoBama HepBHa cucmema, ocmeonpomezepuHbm u
ocmeokaAuuHbm. Kamo katouoB opeaH 8 obmaHama wumoBugHama >ae3za BepoamHo
noBauaBa KoMnNAEKCHO me3u npouecu.

Llea: Lleama HanpoyuBaHemo 6ewe ga ce uzcaegBa 3aBucumocmma mexkgy yHKuua-
ma Ha wumoBugHama »Ae3a u ocmeokaAuuH, ocmeonpomezepuH u HOMA uHgekc kamo
nokazameaAu Ha cbpgedHocbgoBua puck.

Mamepuaau u memogu: INpu 174 auua Ha cpegHa Bv3pacm 52,7 2 (128 xeHu u 46 Mb-
Xe) ce uzmepu obukoakaHa maausma (OT) u ce u3caegBaxa cepymeH TSH, FT,, ocmeonpo-
mezepuH, ocmeokaAuuH, VIPV u ce uzudyucau HOMAI.

Pesyamamu: YcmaHoBu ce 3Hauuma noaoxkumeaHa kopeaauus Ha FT, ¢ ocmeokaAuuH
npu gBama noaa (p<0,05) u ¢ HOMAIi u OT npu xeHume. M npu gBama noara OT bewe
Hal-HuUcka npu Auuama ¢ nomucHam TCX u Hat-Bucoka npu me3u ¢ noBuwen (p>0,05). O06-
pamHama meHgeHuua ce HabatogaBa npu OK. OIl bewe Hal-HUCHK Npu eymupeougHume
u Hal-Bucok npu xunomupeougHume Auua u 8 gBama noaa (p<0,05), Ho 6e3 pa3zAuKu mex-
gy max (Bcuuku p>0,05).

3akatoyeHue: YcmaHoBuxme u3pazeHa 3aBucumocm mexxgy HuBama Ha FT, u TSH u u3-
caegBaHume cbpgevHocbgoBu nokazameau, omzoBapawa Ha HapacmBaHe Ha puckoBume
cpakmopu ¢ noHukaBaHe u B no-maaka cmeneH noBuwaBaHe Ha pyHkuuama Ha wumoBug-
Hama >Ae3a.

A relationship between the thyroxinemia and some
markers of cardiovascular risk

Shinkov A AM Borissova, I Atanassova, R Kovatcheva, | Vlahov, N Aslanova,
L Dakovska, * M Vukov

University Hospital of Endocrinology, Medical University - Sofia, Bulgaria
*National Centre of Medical Information, Ministry of Health - Sofia, Bulgaria

Recent data demonstrated an association between bone turnover on the one side and
energy metabolism and cardiovascular risk on the other. The common factors seem to be the
leptin, the sympathetic nervous system, osteocalcin and osteoprotegerin. The thyroid may act
as a key and complex regulator of these processes.

BbATAPCKO APYXECTBO INO EHAOKPUHOAOINUA
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Aim: The aim of the study was to explore the relationship between thyroid function and
the serum levels of osteocalcin, osteoprotegerin and the HOMAI as markers of cardiovascular
risk.

Materials and methods: Waist circumference (WC) and serum TSH, FT,, osteoprotegerin,
osteocalcin and IRl were measured andHOMAI calculated in 174 adults, 52,7+14,04 y (128
female and 46 male).

Results: A significant positive correlation of FT, was found with osteocalcin in both gen-
ders (p<0,05) and with HOMAIi and WC in the females. In both genders WC was the lowest
in the group with suppressed TSH and highest in that with elevated TSH (p>0,05). An oppo-
site trend was observed with osteocalcin. The osteoprotegerin levels were highest in the
hypothyroid subjects and lowest in the euthyroid in both genders (p<0,05). No difference was
found however between the genders in neither of the thyroid function groups (all p>0,05).

Conclusion: We found a definite relationship between the studied markers and the TSH
and FT, levels. It could be associated with an increase in the risk factors with the decrease and
to a lesser degree with the increase in the thyroid function.

MMyHoxucmoxumuyHu mapkepu npu gobpokayecmbenu u
3A0kauecmbeHu mupeougHu 6b3Au - Nbp6Bu pezyrmamu

"CugepoBa M., 'Xpucmo3zo6 K., °’KpacHaaueB U., *Co¢pmoBa E., °boeBa E.

1 KauHuka no EHgokpuHoAozus,
2 Kamegpa no Namoaozug, YHuBepcumemcka 6oaHuua ,CBema MapuHa”, BapHa

Lleama Ha npoyuBaHemo Ge ga ce uzcaegBa ekcnpecuama Ha Galectin-3, Fibronectin-1,
Cytokeratin-19 u HBME; 8 gobpokauecm8BeHu u 3r0kavecmBeru wumoBugHu Bb3Au U ga
ce oueHU mAaxHama guazHocmu4Ha cmoUHocm npu pa3epaHudaBaHemo Ha GeHuz2HeHua UAU
MaAUZHEH Xapakmep Ha pa3AudHUMeE MupeougHU Ae3uu.

Memogu: MimyHoxucmoxumuueH aHaau3 6e npoBegen Bbpxy 59 dpukcupaHu 86 dop-
MaAuH u BkatoueHu B napadgpuH onepamuBHo omcmpaHeHu mupeougHu 8b3au, BkarouBawu
34 kapuuHoma (12 kaacuuyecku nanuAapHu kapuuHoma, 2 tall cell” Bapuanm, 3 memacmasu
om nanuAapeH kKapuuHom 8 AB, 5 cayuaa Ha poAukyrapeH BapuaHm Ha nanuAapeH Kapuu-
Hom (DBIK), 3 aHanAacmuyHu, 5 poaukyaapHu kapuuHoma (DK) u 4 Hirthle kaembuHu Kap-
uuHoma), kakmo u 25 beHuzHeHu Ae3uu (10 oaukyrapHu ageHoma, 4 Hirthle kaembuHu
ageHoma u 11 cayyaa Ha HOgo3Ha CMpyYma U OKOAHamMa HOpMaAHa MupeougHa MbkKaH).

Pesyamamu: Galectin-3 noka3a cuAHa u gudpy3Ha ekcnpecua 666 Bcuuku masuzHeHU
Bb3AU, € uzkAoueHue Ha eguH caydad MBIIK u equH cayyad MOK. HopmarHama mupeougHa
MbkaH U No-20AaMa vacm om gobpokauecmBeHume Ae3uu ca HezamuBHU 3a yemupume
mapkepa. M3kaoueHuama nokazBam caabo uzpazeHo pokarHo ouBemaBane 3a Cytokeratin-
19 u Galectin-3, oepaHuueHo camo 8 yyacmbuume Ha KUCMUYHa gez2eHepayua U XPOHUYHO
Bb3nareHue.

Cmamucmuveckuam aHaAu3 Ha Bceku om moaekyaapHume mapkepu, uznoa3BaH 3a pas-
epaHuvaBaHe mexxgy maauz2HeHu u beHuzHeHu Bb3AU nokasa, ve Galectin-3 e Had-uyBcmBu-
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meneH (94%), caegBaH om Cytokeratin-19 (88%). Fibronectin-1 u HBME, ce oka3axa no-maa-
ko uyBcmBumeaHu (cbomB. 56% u 68%), HO ¢ no-2o0Aama cneuudpudHocm (92%). Koekcn-
pecuama Ha 2 u noBeue mapkepa ce cpewa 6 noumu Bcuuku KapuuHomu (30 om 34), goka-
MO Auncama Ha eknpecus Ha 2 u noBeue mapkepa e xapakmepHa 3a 6eHu2HeHUMe Ae3uu
(23 om 25 gobpokauecmBeHu Bb3au). CpaBHaBalku umyHonozumuBHocmma npu POAUKY-
AapHUME HeonAa3mu (poAUKYAapeH KapuuHom cpewy ageHom) nocmuzHaxme 80% uyBem-
Bumeanocm 3a Galectin-3 u 100% cneuucuuHocm 3a HBME;. 3a AA Ha oHKouumHume Ae-
3uu (Hurthle cell kapyuHom cpewy ageHom) Fibronectin-1 ce okaza no-uyBcmBumeaeH om
Galectin-3 u Cytokeratin-19.

M3B8ogu: Pesyamamume nokazBam, ye umyHoxucmoxumudeH naHer om Galectin-3,
cytokeratin-19 u HBME; moxe ga gonpuHece 3a gugepeHuuarHama guazHo3a Mexxgy 3A0-
kauecmBeHu u gobpokayecmBeHu mupeougHu Bb3AU, BKAIOYUMEAHO Me3U C POAUKYAAPHA
cmpykmypa.

Immunohistochemical markers in benign and malignant
thyroid nodules - first results

'Siderova M., 'Hristozov K., *Krasnaliev I., *Softova E., Boeva E.

1 Clinic of Endocrinology,
2 Department of Pathology, University hospital ,St. Marina“, Varna

Aim: To evaluate the expression of Galectin-3, Fibronectin-1, Cytokeratin-19 and HBME;
in benign and malignant thyroid nodules, and to assess their diagnostic value in determining
the benign or malignant nature of various lesions.

Methods: Immunohistochemical analysis was performed on 59 formalin-fixed paraffin-
embedded thyroid tissues, including 34 carcinomas (12 papillary, 2 tall cell variants, 3 lymph
node metastases from papillary carcinoma, 5 follicular variants of papillary carcinoma, 3
anaplastic carcinomas, 5 follicular carcinomas, 4 Hurthle cell carcinomas), as well as 25 benign
lesions (10 follicular adenomas, 4 Hurthle cell adenomas, 11 nodular goiters in connection
with normal thyroid tissue).

Results: The expression of Galectin-3 was strong and diffuse in all malignant lesions with
the exception of one case of FVPTC and one follicular carcinoma. Normal thyrocytes and the
majority of the benign lesions were negative for all markers. The exceptions showed only focal
and weak staining (for Galectin-3 and Cytokeratin-19), predominantly in areas of cystic degen-
eration and chronic inflammation. Statistical analysis of each protein, used as a single marker
in malignant versus benign nodules, confirmed that Galectin-3 and Cytokeratin-19 were the
most sensitive (sensitivity 94% and 88%, respectively). Fibronectin-1 and HBME; proved to be
less sensitive (56% and 68%, respectively), but more specific (92% specificity for each of
them). Coexpression of two or more proteins was restricted to carcinomas (30 of 34 cases of
malignant nodules), while their concurrent absence was highly specific for benign lesions (23
of 25 benign nodules). Comparing the immunopositivity in follicular carcinoma versus ade-
noma we achieved 80% sensitivity for Galectin-3 and 100% specificity for HBME;. For distin-
guishing the oncocytic lesions (Hirthle cell carcinoma from adenoma) Fibronectin-1 turned
out to be more sensitive than Galectin-3 and Cytokeratin-19.
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Conclusion: Our findings suggest that immunohistochemical panel consisting of Galectin-
3, Cytokeratin-19 and HBME; might contribute to differential diagnosis between malignant and
benign thyroid nodules, including those with follicular architecture.

KAuHUYHA Xxapakmepucmuka Ha gudepeHyupaHua mupe-
OUgEeH KapUUuHOM

X. l'epenoBa ', C. boeBa > A. lNenkoBa *

1 Kamegpa lNponegeBmuka Ha BbmpewHu 6oaecmu/EHgokpuHonozug, MeguuuHcku Dakyamem,
Tpakutcku YHuBepcumem;
2 OmgeaeHue no HYykAaeapHa meguuuHa - MAO3, Cmapa 3azopa

AHaAu3uUpaxme KAUHUYHUME XapakmepucmuKku u xoga Ha 3aboaaBaHemo npu 100 nauu-
eHma c gugepeHyupaH mupeougeH KapuuHom (73 nanuaapHu; 27 gpoAuKyaapHu); 75 xeHu
(75%) u 25 mbxe (25%), cpegHa Bbv3pacm 46x14 2oguHu (om 15 go 79 2oguHu). NMayueH-
mume 6axa npocregeHu om 1 go 31 2oguHu (cpegHo 12,5 + 7,7 2oguHu). AuazHo3ama e bu-
Aa nocmaBeHa no noBog Haauyue Ha coaumapeH ,cmygeH” npu 57 nauueHma (57%), noAu-
Hogo3Ha cmpyma npu 30 cayyasa (30%), xunepmupeougu3zbm npu 11 (11%), wulHa Aumda-
geHonamusa npu 6 (6%), u nopagu gpyau npuduHuU - npu 3™Ma (3%). beare3zu Ha kKomnpecua ca
ycmanoBeHu npu 30 nauueHma (30%). Npu 88 (88%) om 6oAHUME e u3BbpweHa momaaHa
mupeougekmomus, nocregBaHa om abAauua Ha MupeougHUMe ocmambuu ¢ paguoakmuBeH
dog. Hal-uecmo ca npuaazaHu abaamuBHu go3u 1311 mexkgy 50 u 120 m Ci. Bcuuku nayueHmu
0axa AekyBaHu c L-Thyroxine. [MauueHmume 06axa pa3geAaeHu Ha 4 cmagua cnopeg The Ameri-
can Joint Committee on Cancer, Chicago, lllinois, 2002. AokopezauoHaAaHu peuuguBu u gareyHu
memacmasu 6axa ycmaHoBeHu npu 27% om nauueHmume. Caeg npoBegeHomo AeveHue npu
89 % om max He ce ycmaHoBaBa akmuBHa mupeougHa mbkaH u npexkuBaemocmma e 97%.

Mpu aHaAu3zupaHume om Hac boaHu Bb3pacmma Ha nauueHma, cmagua Ha 3aboaaBaHe-
mo no Bpeme Ha nocmaBaHe Ha guazHO3ama U HaAUYUEMO Ha MUPEOMOKCUKO3a C NAANUPY-
em ,cmygeH” Bb3ea ca Hal-BaxkHume npomeHAuBu 3a Haauvue Ha peuuguBu. Hawume pe-
3yAmamu Nogkpenam 3HayeHuemo Ha momaaHama mupeougekmomus, nocaegBaHa om ab-
AauuAa Ha MupeougHume ocmambuu ¢ 31| 3a gobpama npoz2Ho3a Ha 3aboaaBaHemo.

Clinical evaluation of differentiated thyroid carcinoma

J. Gerenova’, S. Boeva >, D. Penkova *

1 Depatment of Endocrinology, Medical Faculty, Trakia University;
2 Department of Nuclear Medicine, Stara Zagora, Bulgaria

We have analyzed the course of differentiated thyroid carcinoma in 100 patients (73 pap-
illary; 27 follicular). There were 75 female (75%) and 25 male (25%), mean age 46 +14 years
(range 15-79 years). Patients were followed for 1 to 31 yrs (mean follow up 12,5 £ 7,7 yrs).
The presenting symptoms or signs were single cold nodule 57 (57%),multinodular goiter 30
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(30%), hyperthyroidism 11 (11%), cervical lymphadenopathy 6 (6%), and other reasons 3
(3%). Compressive symptoms were present in 30 (30%) pts. 88 (88%) patients have under-
gone total thyroidectomy followed by radioiodine ablation of thyroid remnants. Ablative dose
were mostly from 50 to 120 mCi 1311. All patients were treated with LT4. Patients were divid-
ed in 4 stages according The American Joint Committee on Cancer, Chicago, lllinois, 2002. The
locoregional recurrence and distant metastases were found in 27% of patients. After treatment
89% of patients were free from disease and survival was 97%.

Conclusion: The patient’s age, tumor stage of the time of diagnosis and the presence of
thyrotoxicosis with palpable cold nodules are the most important variables predicting the out-
come in our study. Our results support the importance of total thyroidectomy as well as post
operative radioactive 131l ablation of thyroid remnanat tissue.

Key words: thyroid carcinoma, clinical features, treatment, prognosis.

NMob6egeHue npu wumobBugHu Mukpobb3Aau cbe cycnek-
meH Y3 o0pa3. 3agbAKumeAHa AU € mbHKOu2AeHama 6u-
oncua Hezabucumo om pazmepa um?

H. PaikoB, K.Xpucmo3zo6*, C. BuyeBa™*

MBAA ,CBema AHHa”, BbmpewHo omgeaeHue, 2p BapHa
*MBAA ,,CB8ema MapuHa” - KauHuka no EHgokpuHoAo2us
**MAO3C ,Mapko Mapko8” - OmgeaeHue NO KAUHUYHA namoAoz2un

PaHHama guazHo3a Ha 3a0kavecmBeHume mymopu e BaxkHa 3a pagukaAHOMO UM Aede-
Hue. MuHUMaAHUMe pa3zmepu Ha wumoBugHume mukpoBb3au (guamembp nog 10mm) 2u
npaBam KAuHU4YHO HegoroBumu. ToHKOU2AEHamMa buoncua nog exoz2papcku KOHMPOA € OC-
HoBeH memog B guazHo3zama Ha wumoBugHua mukpokapuuHom. PaznozHaBaHemo Ha exoe-
pagpckume Kpumepuu Nogo3pumeAHu 3a MaAu2HOM nomaza B ceaekuusma Ha Bb3Aume
nogAexkawu Ha UUmoAO2UYHO u3jcaegBaHe.

Llea: YcmaHoBaBaHe yecmoma Ha wumoBugHua MUKPOKapUUHOM C guamembp NO-mMa-
AbK om 5mMm, cpaBHeHa € ma3u Ha maAau2HOMUME C NO-20AeMU pa3mepu.

Mamepuaa u memogu: 3a nepuoga 2005 - gekemBpu 2009 2. ca npoBegeHu 680 MbH-
Kou2aeHu O6uoncuu Ha wumoBugHu B8b3Au Nog Y3 KOHMpPOA.

Pesyamamu: om xucmoaozuuHo BepuduuupaHume 44 kapuuHoma, 12 ca ¢ guamembp

nog 5mm; 15 ¢ guamemdbp 5-10Mm u 17 ¢ guamembp > 10mMm.
YcmaHoBeHama om Hac yecmoma Ha maauzHeHUme mymopu 8 mukpoBb3aume e 1,6 nbmu
no-20Aama, 8 cpaBHeHue ¢ ma3u Ha makpoBb3aume. MukpokapuuHomume ca 61% om Bcuu-
KU XUCMOAO2UYHO goka3aHu wumoBugHu KapuuHOMU; MUKPOKapUuuHOMUMeE C guamembp <
5mMm cbemaBaaBam 27%.

M36ogu: Hawume pesyamamu ycmanoBaBam Bucoka yuecmoma Ha wumoBugHua muk-
POKapUUHOM C guamembp Nog 5mm - 27% 6 cpaBHeHue ¢ ma3zu Ha Bcuvuku wumoBugHu He-
onaa3uu. ToBa onpegeaa Heobxogumocmma om az2pecuBHoO guazHocmu4yHO noBegeHue Kbm
MUKpoBb3Aume CbC cycnekmHu exozpadpcku Kpumepuu He3aBucumo om mexHume pazmepu.
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Management of thyroid micronodules with a suspicious
ultrasound appearance. Is the fine needle biopsy obligato-
ry regardless of their size?

N. Raikov, K. Hristozov*, S. Vicheva™*

,St. Anna-Varna“, Hospital, Department of Internal Disease.
* ,St.Marina”, Hospital - Varna; Clinic of Endocrinnology
** Marco Marcov”, Dispensary for Oncogy - Varna; Department of clinical pathology

The early diagnose of the malignant tumors is important for their radical treatment.The
minimal dimensions of the thyroid micronodules/with a diameter, less than 10mm/ make them
clinically undetactable. The fine needle biopsy under ultrasound guidance is a basic tool in the
diagnosis of the thyroid microcarcinoma. The knowledge of the suspicious for malignancy US
signs helps in the selection of the thyroid nodules, that should be evaluated cytologically.

Aim: The detection of the high rate of the thyroid microcarcinoma with a diameter, less
than 5mm, compared to the rate of the carcinomas with larger dimensions.

Materials and methods: Our team performed 680 fine needle biopses under US guidance
on thyroid nodules for the period of 2005-2009year.

Results: We have a data at our disposal for 44 histologically verified thyroid carcinomas:
12 with a diameter, less than 5mm; 15 with a diameter ,between 10-15mm and 17 with a diam-
eter, greater than 15mm.

The determined rate of malignancy in the micronodules is 1,6 times, greater than that in the
macronodules. The microcarcinomas comprise 61% of all histologically verified thyroid carci-
nomas; the microcarcinomas with a diameter, less than 5mm, are 27% of all.

Conclusions: Our results reveal the high rate of the thyroid microcarcinoma with a diam-
eter, less than 5mm,wich are 27% of all thyoid malignances.

This data rules out the necessity of more agressive diagnostic behaviour to the thyroid nodules
with suspicious for malignancy US signs, regardless of their size.

FDG-PET/CT 6 mupeougHama namoAoz2ua - poAa u
6b3Mmo0kHOCMU

1. boyeB, A. KaucapoBa, K. Xpucmo3o6*

OmgeaeHue no HykaeapHa Meguuura, MBAA ,,C8. MapuHa“, BapHa
*KAuHUKa no eHgoKpuHoAo2ua u 6boarecmu Ha obmaHama, MBAA ,,CB. MapuHa“, BapHa

Mo3umpoHHo EmucuoHama Tomozpadpua (PET) e HykaeapHO-meguUUHCKU 0Opa3zeH me-
MOQg C WUPOKO NpuAo>KeHUe npegumHo B obaacmma Ha oHkoAoz2uama. Om u3noa3zBaHume
3a PET paguogapmaueBmuuu ¢ Hal-wupoko npuroxkeHue e 18F-FDG. O6pa3za om FDG-PET
e (pyHKyuoHareH u ompa3aBa memaboaumHama akmuBHocm 6e3 kame2opuyHU aHaMoOMUY-
HU pedepeHuuu. 3a npeogoaaBaHe Ha mo3u npobaem B npakmukama nonyaapHOCM NpuUgo-
6uBam uHmezpupaHume anapamu, cbdemaBawu PET u komniombpeH momoezpadp- PET/CT.
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Mo omHoweHue Ha mupeougHume 3ab6oaaB8aHua FGG-PET npegcmaBaaBa uimepec 6
gBe Hacoku - NpUAOKEHUEMO KOMO guazHocmuyeH memog 8 obaacmma Ha mupeougHama
OHKOAO2UA U cpaBHUMeAHO yecmume cAyvau Ha HecheuuuyHu MmemaboAumHu npomeHu 6
wumoBugHama »Ae3a Koumo Haaazam KOHCYAM C eHgUKPUHOAO2 U NO-HamambWHO ymou-
HaBaHe.

He3zaBucumo om cpaBHumeaHo HUCKama Yecmoma Ha mupeougHua KapuuHOM, NPUAO-
»keHuemo Ha INET npu He20 e u3KAIUYUMEAHO WUPOKO NpoydeHo. MNpegBug cneyudukume
Ha gudgpepeHyupaHua mupeougeH KapuuHom, KOUmo ce xapakmepu3upa C HUCKa ymuAu3a-
uua Ha FDG, memoga e Henogxogauw, 3a nbpBuyHa guazHoCMuUKa U 3a PYMUHHO NPOCAEga-
BaHe Ha nayueHmume c ATK. IMoHacmoawem KAuHU4YHOmMO npuArokeHue Ha FDG-PET npu
mupeougeH KapuuHOM e o2paHuYeHo go mbpceHe Ha peuuguBu u memacmasu npu Tg-
no3umuBHu, 131l HecamuBHu nauueHmu.

M36bH uHgukayuume B8 mupeougHama oHKOAO2US, Yecmo ce HabAatogaBam npomeHu 6
wumoBugHama »aAe3a u npu nhauueHmu, uzcaegBaHu no noBog gpy2o oHKOAO2UYHO 3a00-
AaBaHe: gugpy3Ho noBuweHama akmuBHocm Ha FDG 6 wumoBugHama aAe3a e yecma Ha-
xogka npu mupeougum Ha Xawumomo, bazegoBa 6orecm, cybakymeH mupeougum. Apyea
ocHoBHa Haxogka ca memaboaumHo akmuBHume Bb3Au, Koumo obave He mozam ga 6bgam
oxapakmepu3upaHu N0 omHoweHue Ha eBeHmyaAeH maauzHumem camo om [ET o6pa3a -
Bucoka memaboaumHa akmuBHocm ce HabatogaBa kakmo npu gobpokauecmBeHu, maka u
npu 3r0kavecmBeru Bb3Au. Npu Becuuku cayuau nogobHu npomeHu B wumoBugHama >ae-
3a ce aBaBam gonbAHUMEAHU HaxogKku u3B8bH ocHoBHama guazHocmMuYHa Hacoka u caegBa
ga ce ymoyHaBam 6 cayuaume, koeamo pa3zBumuemo Ha ocHoBHomo 3aboaaBaHe no360-
AaBa moBa.

Applications of FDG-PET/CT in thyroid pathology

P. Bochev, A. Klisarova, K. Hristozov*

Nuclear Medicine Department, ,St.Marina Hospital” - Varna
* Endocrinology Department, ,St.Marina Hospital” - Varna

Positron Emission Tomography(PET) is a nuclear medicine imaging method with extensive
use, predominantly in oncology. The most widely used radiopharmaceutical for PET is 18F-FDG.
The image obtained with FDG - PET is basically functional and lacks sufficient anatomic refer-
ences. Overcoming this problem is obtained with the introduction of hybrid multimodality
equipment, combining PET and CT - PET/CT.

Regarding thyroid pathology FDG-PET is of interest in two directions - as a dedicated

oncology tool in patients with thyroid cancer and, on other hand with the frequently observed
nonspecific metabolic changes of the thyroid which implement further workup.
Despite the infrequent incidence of thyroid carcinoma, the role of FGD-PET is widely evaluat-
ed in this particular pathology. Taking in concern the specificity of thyroid carcinoma, which is
in general non-FDG avid, the method is not accepted as a general tool for initial diagnosis and
routine follow up. By now the use of FDG-PET in thyroid oncology is restricted only for the
management of Tg-positive, iodine negative patients.
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Apart from the indications in thyroid oncology, nonspecific changes of the thyroid in
patients, referred for PET for other malignancies are frequently observed. Diffuse high thyroid
uptake is generally connected with Hashimoto thyroiditis, Graves disease, subacute thyroidi-
tis. Another frequent finding are metabolic active thyroid nodules, which unfortunately cannot
be assesses for being benign or malignant, based only on FDG accumulation pattern. All these
changes are additional findings regarding the primary indication, but need further workup and
consultation with endocrinologist, whenever the state of the primary malignancy allows it.

Kpumepuu 3a mpaiiHa mepanebmuuHa pemucua Ha mupeo
MOoKCuKo3ama

lpogp. boan AozaHoB

TupeocmamuuHomo AevyeHue Ha aBmoumyHHua xunepmupeougu3ibm (bazegoBa 60-
Aecm, XawumoKCUKO3a) € WUpoKOo NpuAazaH memog, Yuumo mpalHu egpekmu ca 8 3aBucu-
MOCm om MH020 pakmopu. Yecmomama Ha peuuguBume caeg cnupaHe Ha AeveHuemo 6
Hal-2oArama cmeneH 3aBucu om noBauaBaHemo Ha peayaamopHumMe mupeougHu Hapyuwe-
Hua, obycroBeHu om abHopmHama aBmoumyHHa cmumyaauua u maxHama eBoaouun. Co-
wiama e peyamam om uHmepgepeHuuama mexgy 2eHemuvHu u BbHwWHU ¢akopu, B8 m.u.
cmpecoBu makuBa, Hakou HympueHmMu (U0g,ceAeH), mMMIOHONYWeEHEMO, a CbW,o OM go-
3upoBkama u npogbA)KUMeAHOCMMa Ha mepaneBmuyHuAa Kypc.

[Npo2HO3upaHemo Ha mpalHuAa U3Xog oM MUPEeOCMamu4YHOMOo AeYeHuUe uma Cbuwecms-
BeHO 3HaYeHUe OMHOCHO peweHuemo 3a npegnpuemaHe Ha gecpuHumuBeH (“pagukareH”)
AevebeH Memog Ha OMHOCUMEAHO No-paHeH eman u u3zbaeBaHe Ha Bb3MOXKHUME YCAOXKHE-
Hua Ha ocHoBHomMo 3aboAaBaHe. To3u Bbnpoc e npegmem Ha gbA2020gUWHU gUCKYCUU, NO
koumo Bce owe Hama eguHHo cmaHoBuwe. [MpeobragaBam mHeHuama, ye npoz2Ho3ama
mpabBa ga ce ocHoBaBa Ha KOMnAeKkcHa oueHka Ha KOHKpemHume KAUHUYHU U Aabopamop-
HU noKa3ameau.

Had-2onamo BHumaHue ce obpbwa Bbpxy Npo2HOCMUYHOMO 3HaYeHuUe Ha CbBpemeHHuU-
me Memogu 3a onpegeAaHe Ha UupKyAupawume mupeomponuH-peuenmopHU aHmumeaa
(TRAB) no Bpeme u creg npekpamaBare Ha AedeHuemo. OB6CbKga ce omHocuMeAHama po-
A Ha cmumyAupawume u baokupawume mupeougHama gpyHkuua TRAB. AaBa ce oueHka u
Ha gpyau nokazameAu Ha mupeougHua XymopaseH umyHumem, moBa Ha HAKOU KAacuvecku
pe2yramopHuU paguou3zomonHu mecmoBe, Kakmo u exozpagpckume Xapakmepucmuku npu
gonaep coHozpacpua. AaHHUME Ha peguua uzcregoBameAcku 2pynu Yecmo NbMu ca pazHo-
NOCOYHU NO pa3AuYHUME acnekmu Ha npobaema.

Bce owge Hama (a u egBa Au Bu M0O2A0 ga uma) eguH eguHCMBeH, gOCMaMbUYHO HagedK-
geH Kpumepul 3a npo2HO3a Ha mpalHuMme ehekmu om MupPeocmamuyHOmo AeyeHue Ha
mupeomokcuko3zama. Om 20AaMo 3HadyeHue e B KoHKpemHume cAaydau ga 6bgam omueme-
HU Bcuuku ocobeHocmu Ha 3aboaaBaHemo, BkatouumeaHo obema u xapakmepucmukama Ha
cmpymama, HaAu4uemo Ha mupeoug-acouuupaHa opbumonamusa uAu gpyau aBmoumyHHu
CUHgpOMU, a cbwo Bb3zpacmma u pamuaHama aHamHe3a. Om 20AAMO 3Ha4YeHUe ca onumbmM
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Ha cheuyuaAucmume-eHgOKPUHOAO3U, Npeyu3Hama gua2Ho3a C o2Aeg u3katouBaHe Ha oe-
HUWHA UAU MyamugokasHa aBmoHomHocm nocpegcmBom exoepadpcko u cuuHmu2pagCcko
u3caegBaHe (ocobeHo npu TRAB-HezamuBHumMe cayyau) u 0COGEHO CUCMEMHOMO NPOCAE-
gaBaHe Ha 6boaHumMe B xoga Ha npoBexkgaHomo AedeHue U npe3 NbpBume mpu 20guHU cAeg
npekpamaBaHemo my.

Criteria for the long-term remission of thyrotoxicosis
Prof. Boyan Lozanov, DM, PhD

Antithyroid drugs are worldwide method of treatment of the autoimmune thyrotoxicosis
as Graves'disease and Hashitoxicosis but their long-term effects are variable. The frequency of
relapses is influenced by evolution of regulatory disturbances due to the abnormal autoim-
mune stimulation which is a result of interference between variety genetic and environmental
factors including stress, some nutrients (lodine, Selenium), tobacco-smoking, as well as the
dosage and extension of antityroid therapy.

The prediction of the outcome of disease has a great importance in respect to definite
treatment undertaken in time before discontinuing of therapy and to avoid of complications. It
is a matter in hand for many years ago which remains without any satisfactory solution. The
most investigators consider the predictive significance of circulating thyrotropin receptor anti-
bodies (TRAB) under and after a full course of antithyroid therapy which may be analysed by
different methods employing porcine or humane TSH receptors. In consideration are also the
relative significance of stimulating and blocking TRAB, some others immunological parameters,
the direct regulatory indices as radionuclide tests, the predictive value of color Doppler sonog-
raphy of thyroid. The data obtained in many studies are not identical and show discrepancy of
results. There is not yet only one parameter as most reliable criterion for prediction of perma-
nent remission (if it might be possible at all). In any case it should be rendered in account the
main characteristics of disease particularly the volume and structure of thyroid gland, presence
of thyroid associated ophthalmopathy or others autoimmune disorders, the age of patient and
family history. The experience of endocrinologists is of great importance as well as the precise
diagnosis in respect to establish nodular or multifocal autonomy (especially in TRAB negative
results). The crucial role has also the systemic observation of patients under treatment and fol-
lowing three years after stopping of antithyroid drugs.
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OcobeHocmu Ha npegonepamubHama nogzomo6ka u xu-
pyp2uvHOmMoO AeyeHue npu nayueHmu c bazego6a 6orecm
NOGAOXKEHU Ha JbA2020gUWHO MUPEOCMAMUYHO AeYeHue

CeyvanoB T., BugunoB K., Tabako8B A., Excapue@ T.
Kaunuka no EHgokpuHHa Xupypaua, YCBAAE ,Akag. M16. MeHueB”, MY - Codusa

bazegoBama 6orecm e aBmoumyHHO 3ab60A98aHe, pa3zBuBawo ce y eeHemuyHO npeg-
pa3znoAoxkeHu Auua. Had-uecmo Bb3HukBa y xeHu Ha Bb3pacm mexxgy 30 u 50 2oguHu. AB-
mopume onucBam mpu cayuana Ha nayueHmu ¢ 6azegoBa Gorecm, NOGAOXKEHU Ha gbA2020-
guUWHO Mupeocmamu4Ho AeveHue. Lleama Ha aBmopume e ga npegcmaBam pezyamamume
om npegonepamuBHama nogzomoBka u caegonepamuBHumMe YycAoXKHeHUA npu me3u 6OoA-
Hu. O6ekm Ha npoyuBaHemo ca gBe >KeHu U eguH MbXK CbC CpegHa NPOGbAXKUMEAHOCM Ha
mupeocmamu4Homo AedeHue 10 20guHu, HaAuvue Ha Bucoko cmeneHHU gudy3HU CMpyYmu
u arepaua kbm Bcuuku mupeocmamuuu. Caeg wameaHo uzcaegBarHe ycmaHoBuxme ue He-
3aBucumo om aAepauama Ha nayueHmume KbM NepopasHU mMupeocmamuuu, me He nokasz-
Bam HenoHocumocm Kbm uHmpaBeHo3zHume um aHaao3u (Favastin). imeHHO no ma3u npu-
yuHa npegnoyemoxme uHmpaBeHo3zeH mupeocmamuk 3a npegonepamuBHa nogzomobBka.
CaegonepamuBHo ce ycmaroBu ycaoxkHeHua kamo Aeka gpe3zaBocm u uzmpbnBaHe Ha
KpadHuuume npu gBama om nauueHmume, Kamo Npu eguH om max onaakBaHuama uzue3Ha-
xa Ha nbpBua mecey, om onepayuama. ABmopume npenopbuBam no paHHomo npoBexkgaHe
Ha XUpYpa2uyHO AeveHue Npu hayueHmu ¢ bazegoBa 6oarecm (caeg 2-3 20guHa om guazHOC-
muuupaHemo) ¢ ueA npeBeHuyua Ha arepa2uYHUME peakuuu u caegonepamuBHuU YycAo>KHeHUA.

KaroyoBu gymu: bazegoBa 6orecm, mupeocmamuyHO AedYeHue, XUPYpP2UuuHU YCAOXKHEHU

Perticularities in the preoperative and operative manage-
ment of patients with Greaves disease and long term thyre-
ostatic drug therapy

Sechanov T., Vidinov K,. Tabakov D., Eksariev T.
Endocrine surgery clinic, USBALE ,Akad. Iv. Penchev”, Medical University - Sofia

Greaves disease is an autoimmune disorder which manifests in genetically predisposed
people. It usually affects female patients between 30 and 50 years old. The authors describe
three cases of Greaves disease with long term thyreostatic drugs therapy. The goal is to pre-
sent particularities in the preoperative management and post operative complications in these
cases. Subjects of this presentation are two female and one male patient who were threated
with thyreostatic drugs not less than 10 years. They had a diffuse goiter grade Ill and where
allergic to all thyreostatic drugs administered orally. After thorough examination we found out
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that although they were allergic to orally administered thyreostatic drugs, they were not aller-
gic to i.v. thyreostatic drugs (Favastin). Postoperative we diagnosed complications such as mild
hoarseness and tingling sensations in the extremities in two of the cases. One month after the
operation one of the patients with complications had a full recovery. The authors recom-
mended an early surgical management of patients with Greaves disease (2-3 year after diag-
nosis) because thus it will limit the allergic reactions of the patients and the frequency of the
postoperative complications.

Key terms: Graves disease, thyreostatic drug therapy, surgical complications

MuHuuH6a3ubeH nogxog 6 mupeougHama xupypauan

HeHko6 P, Page6 P.
KauHuka no 2pbgHa xupypaua, YMBAA ,,CB. MapuHa“, MY - Bapha

Mpe3 nocaegHumMe 20guHU B xupypaudeckomo AeveHue Ha wumoBugHama namoaAo2us
HaBAa30xa kakmo HoBu muHuuHBa3zuBHU Memogu, maka u cbBpemeHHU pe3eKUUOHHU cpeg-
cmBa.

Llea: Aa ce npegcmaBam Bb3MmoXkKHOCMUME Ha pazAuvHume muHuuHBa3zuBHu memogu,
Kakmo U Hawua onum om NPUAOXKEHUEMO Ha HAKOU Om max.

[MayueHmu u memogu: 3a nepuoga om 1. 01. 2003 2. go oHu 2009 20guHa B8 KAUHUKa-
ma ca onepupaHu 1121 BOAHU UYpe3 MUuHUMaAeH omKpum gocmbn Ha Bb3pacm om 6 go 68
2oguHu. Pe3ekuuama e u3zBopweHa c koHBeHyUoOHaAHU UHCMpYmeHmMu npu 684 60AHU, C ap-
20H NAA3mMeH Koazyaamop npu 142 GOAHU, C XapMoHUYeH ckaanea npu 238 6oAHu u ¢ Buge-
oacucmupaH cnocob npu 57 6oAHu.

M3cregBaHu ca: obem Ha pe3ekuun, uznoa3zBaHe Ha XxemMoCmMamuyHU UHCMpPYmMeHMuU U
gpeHaxku, onepamuBHo Bpeme, uHmpa- u caegonepamuBHuU ycaoxkHeHUs, caegonepamuBen
npecmodu.

Pezyrmamu: ToanemuHama Ha pa3pe3a e Bapupara om 1,5 go 3,0 cm 6 3a6ucumocm om
obema Ha wumoBugHama »xAe3a, 20AemuHama Ha gomuHaHmHua 6b3eA u uznoa3zBaHemo Ha
XapMOHUYEH cKaAneA. B 2pynama ¢ xapmoHuueH ckaanea pe3ekuyuama e u3zBopweHa 6e3 u3z-
noa3BaHe Ha Au2UpawWU UHCMPYMEHMU U KOHUU. Bcuuku nauueHmu ca uznucBaHu go 24 yac
cAeg onepauusama.

3akatoveHue: TlpuaoxkeHuemo Ha muHuuHBa3zuBHua gocmbn 6 mupeougHa xupypeaus
HegBycmucaeHo noka3Ba npeBb3xogHu peyamamu no omHoweHue agekBamHocm Ha mu-
peougHama pe3ekuua U Komgopma Ha hayueHmMa, Npu ckbceH BOAHUYEeH npecmoU U ampak-
muBeH Ko3memuueH pe3yamam.
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Minimaly invasive approach in thyroid surgery

Nenkov R., Radev R.
Clinic of Thoracic Surgery, UMHAT ,St. Marina”, Varna

New minimally invasive techniques as well as modern devices for tissue resection have
been successfully introduced in the surgical treatment of thyroid diseases last decade.

Aim: To present the possibilities of the different minimally invasive techniques as well as
our experience with the application of some of these techniques.

Patients and methods: For the period from 01 January 2003 to 31 Jun 2009, 1121 patients
underwent thyroid surgery in our institution using minimally invasive open approach (from 6
to 68 years old). Thyroid resections were performed with conventional equipment in 684
patients, using argon plasma coagulator in 142 patients and with harmonic scalpel in 238
patients, using video-assisted technique in 57 of them. The extent of resection, needs of hemo-
static instruments and draining, operative time length, intra- and postoperative complications
rates and the length of the hospital stay have been examined.

Results: The operative incision length ranged from 1,5 to 3,0 cm, depending on the thy-
roid volume, the dominant thyroid nodule size and the use of harmonic scalpel. In the har-
monic scalpel group the resection was performed without need of ligature instruments and
stitches. All patients have been discharged from the hospital until the 24th postoperative hour.

Conclusions: The application of minimally invasive approach in thyroid surgery undoubt-
edly demonstrates exceeding results when compared with conventional techniques in terms of
adequate thyroid resection, improved patient's comfort, shortened hospital stay and accept-
able cosmetic results.

YAmpacmpykmypHu ocobeHocmu Ha cubpurapHama
cmpoma om wumobBugHama XAe3a npu nayueHmMu CbC
struma nodosa

BuguHoB K., anyeB I, CmoiirHo8 0., lNMynye6 UB.
KauHuka no EHgokpuHHa Xupypaus, YCBAAE ,Akag. M16. INenueB”, MY - Cogpusa

CpaBHumeaHo 20Aamama no obem napeHxumamo3Ha vacm Ha wumoBugHama >kAe3a u
HeUHUAM (pYHKUUOHAAEH hpuopumem ca NpuyuHa cmpomama Ha »KAe3ama ga 6bge maAko
npoyueHa. YaAmpacmpykmypHume ocobeHocmu Ha (poAUKYAapHUME enumeAHU KAemKU ca
HabAtogaBaHu MHO20 NO-4eCMO OMKOAKOMO CbeguHumeAHombkaHHUMe eaemeHmu. Emo
3awo Hue cu hocmaBuxme 3agaya ga cpaBHUM eAeKMPOHHO MUKPOCKONCKama kKapmuHa Ha
mupeougHama cmpoma npu nayueHmu om pa3zaudHa Bb3pacm. 3a ueama uznoazBaxme one-
pamuBeH mamepuar om 6oAHU cbe Struma nodosa Ha Bb3pacm om 20 go 69 2oguHu. Mpu-
eomBaxa ce npenapamu 3a cBemAuHHO Mukpockoncko u3zcaegBaHe ouBemeHu ¢ Xemamok-
CUAUH-€03UH U No Masson. 3a yampacmpykmypHo HabalogeHue ce uznoa3zBawe koHBeHuuU-
OHaAHa MPaHCMUCUOHHA eAeKMpPOHHA MUKPOCKONUA, KakKmo U XUCMOXUMUYHO u3cAaegBaHe
3a npomeozAukaHu cbce Safranin O.

IX HauuoHareH KoH2pec N0 eHgOKPUHoAo2uA 15-17 anpua 2010 2oguHa

96



3aboaaBaHua Ha wumobBugHama >kAe3a

Pesyamamume om u3caegBaHuama noka3axa, ve Hapeg C u3meHeHuama HacmbnBawu
8 mupeouumume (xunepmpocdpus, HamaraBaHe 6poa Ha uuAuymume u npomeHu B maxHama
cmpykmypa, noaBa Ha KAembyHU MUKpOguAameHmu) HacmbvnBam npomeru 6 gebeauHama
U yampacmpykmypama Ha 0a3aaHama AamuHa U CbeguHUMEeAHOMbKaHHama 4acm Ha
cmpomama. Kaemkume ce xapakmepu3upam ¢ noBuweHue Ha pubpouumHama cbecmabka,
3a cmemka Ha cpubpobracmuama. B cowomo Bpeme npu Bb3pacmHume uHguBugu no-yec-
mo ce HabalgaBam kaemku ¢ gezeHepamuBHU NpomeHu-pazwupeHu yucmepHu Ha TEP,
pa3gymu u pazkbCcaHu MUMOXOHJPUU, NUKHOMUYHU agpa. B mexkgykaembuHua mampukc ce
yBeauuaBa koauvecmBomo Ha korazeHHUmMe BaakHa mun |, 2pynupaHu 8 cHonuema. YBeau-
yaBa ce koaudvecmBomo Ha npomeoz2aukaHoBume komnaekcu 6 uHMepmepumopuaAHuA
mampuc u no-pagko ce HabaogaBa pyHkuuoHaAHa KoHueHmpauua 8 mepumopuaaHus.

Auckymupam ce pejyamamume 6668 Bpb3ka ¢ BauaHuemo Ha Bb3pacmoBo npomeHe-
Hama cbeguHumeAaHa mbkaH Bbpxy B3aumoomHoweHUAMA U C POAUKYAAPHUA enumea,
KpbBoHOCHUME U AUMPHU CcbgoBe.

KaroyoBu gymu: OubpurapHa cmpoma, LLlumoBugHa >kae3a, Cmpyma Hogo3a

Ultrastructural characteristics of the fibrilar stroma of the
thyroid gland in patients with Struma Nodosa

Vidinov K, Ganchev G., Stoinov U., Punchev IV.
Endocrine surgery clinic USBALE , Akad. Iv. Penchev”, Medical University - Sofia

The stroma of the thyroid gland is seldom examined mainly because of the larger volume of
the parenchyma part and it functional activity. The ultrastructural characteristics of the epithelial
cells are much more commonly examined than the connective tissue elements of the gland. This
was the reason why we decided to compare the thyroid stroma in patients of different age using
electron microscopy. For this purpose we used materials obtained during surgical operations for
Struma Nodosa in patients from 20 to 69 years of age. The materials were prepared for light
microscopy with Hematoxilin-eosin and Masson staining. For ultrastructural examination we
used transmission electron microscopy and histochemical examination with Safranin O.

The results of our examination showed that although there are some changes in the thy-
rocites (hypertrophy, decrease in the number of cilli and change in their structure, the appear-
ance of microcilli) there are changes in the thickness and ultrastructure of the basal lamina and
the connective tissue elements of the stroma as well. The cells are characterized by an
increase in the fibrocytic component. In the same time in older patients there is an increase
of degenerative cells. In the intracellular matrix there is an increase in collagen type |, aligned
in bundles. There is an increase in the proteglycan complexes in the interteritorial matrix and
there is less functional consecration in the territorial.

The results are discussed in relation to the influence of age related change of the connective tis-
sue of the gland and it relationship to the follicular epithelial cells, blood vessels and lymph nodes.

Key terms: Fibrilar stroma, Thyroid gland, Struma Nodosa.
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Koperauyua mexxgy exozpagpcku 6ere3u 3a maAuZHeHOCM
u yumomopgoro2uyHu kamezopuu npu TAb Ha mupeoug-
Hu 6b3Au

"CugepoBa M., 'Xpucmo3zo06 K., ’KpacHaaueB U., *CogpmoBa E.

1 KauHuka no EHgokpuHoAo2us,
2 Kamegpa no Namoaozua, YHuBepcumemcka 6oaHuua ,CB8ema MapuHa”, BapHa

Llenma Ha uzcaegBaHemo bewe ga ce ycmaHoBu Bpb3kama mexgy exozpagpckume xa-
pakmepucmuku Ha mupeougHu Bb3AU U LUMOAO2UYHUA pe3yamam caeg npoBegeHa mMbH-
Koua2AaeHa acnupauuoHHa buoncus (TAB) nog Y3 koHmpoa. 507 nocaegoBameaHu nayueHma
c Bb3recma 2ywa 6axa oueHeHu ¢ B-mode Y3 9 MHz, uBemen Aonaep u TAB. 55 cayuan
(10,8%) baxa HeagekBamHu Npobu Nopagu HegocmMambyeH mamepuaA u baxa U3KAKYEHU
om aHaau3a. AobpokavecmBeHume 6b3Au (309 cases, 60,9%) O6axa npocaegeHu, a 58 om
maAx onepupaHu. XupypauuyHo AedeHue 6e npenopbyaHo Ha BCcuyku hayueHmMuU CbC CAegHU-
me yumomopoAo2u4HU Kamezopuu cAreqg TAB: HegemepmuHupaHu Ae3uu (107Tcayuas,
19,9%), cycnekmHu (21 cayyuas, 4,1%) u maauzHeHu (22 6b3eaa, 4,3%). lMocmonepamuBHo-
MO XUCMOAO2UYHO u3caegBaHe nomBbpgu Haauvuemo Ha KapuuHom 6 33 cayuaa (vecmo-
ma Ha mupeougHua pak cpeg Bcuuku buoncupaHu Bb3Au 6,51%).

Y3 u3zcaegBane ycmaHnoBu npu maarueHeHUMe Bb3AU NO-Y4eCMO OMKOAKOMO Npu HeHue-
HEeHUMe COoAUgHa XunoexozeHHa cmpykmypa (66,6% vs. 42,7%), HepaBHu ouyepmanun
(78,8% vs. 8,4%), mukpokaauudgukamu (66,6% vs. 11,7%), uHmpaHogyaepeH KpbBomok
(24,2% vs. 4,5%) u yBeauveHu wulHuU AumcpHU Bb3AU (45,5% vs. 1,9%). PagnpocmpaHeHu-
€mo Ha KapuuHoma cpeg coaumapHume B8b3Aau (6,6%) 6e cxogHo ¢ moBa npu MHO208b3-
Aecma 2ywa (6,4%). be3z Humo eguH om u36poeHuUMe exozpadpcku beae3u 3a maAru2HeHoOCm
6axa 6,1% om kapuyuHomume, moAkoBa, KOAKOMo u me3u camo ¢ equH Y3 beaea (6,1%). Ha-
Audue Ha gBe cycnekmuu Y3 xapakmepucmuku bewe peaucmpupaHo npu 15,2%, a mpu
(HaG-uecmo KOMbDUHAUUA OM XUnoexozeHHa cMmpykmypa, HepaBHu 2paHUUU U MUKPOKaAUU-
cdpukamu) npu 72,7% om maauzHeHume Bb3Au.

Pezyamamume Hu noka3Bam, ye npucbcmBuemo Ha gBa Y3 kpumepua 3a 3a0Kavecm-
BeHocm ygBoabBa BepoamHocmma 3a noayuaBaHe Ha MaAu2HEH UUMOAO2UYEH pe3yamam
careg TAB, a kombuHauuama om mpu noBuwaba pucka 3a kapuuHom go 72,7%. ToBa e oco-
O6eHO noAe3HO npu ceaekuuama 3a buoncua Ha maaku Bb3Au ¢ pazmepu nog 0,8 cm, mbl Ka-
mo noBeuemo pbkoBogcmBa He npenopbuBam TAB npu Hogyau ¢ makuBa pa3zmepu.

Correlation between sonographic features predictive of
malignancy and FNAB cytology results of thyroid nodules

'Siderova M., 'Hristozov K., *Krasnaliev 1., *Softova E.
1 Clinic of Endocrinology,
2 Department of Pathology, University hospital ,St. Marina”, Varna

The aim of this study was to correlate the sonographic features of thyroid nodules with
the results of US-guided FNAB. 507 consecutive patients with nodular thyroid disease were
evaluated by B-mode ultrasound (US) 9 MHz, color-Doppler and fine needle aspiration biop-
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sy (FNAB). 55 cases (10,8%) were inadequate samples and were excluded from the analysis.
The benign nodules (309 cases, 60,9%) were followed up, of them 58 operated. Surgery was
recommended to all patients with indeterminate (101 cases, 19,9%), suspicious (21 cases,
4,1%) and malignant cytology (22 nodules, 4,3%). Their histological examination confirmed
carcinomas in 33 cases (overall frequency of thyroid cancer among all nodules 6,51%).

On US malignant nodules presented more frequently than did benign lesions a solid
hypoechoic structure (66,6% vs. 42,7%), irregular margins (78,8% vs. 8,4%), microcalcifica-
tions (66,6% vs. 11,7%), intranodular vascular pattern (24,2% vs. 4,5%) and enlarged neck
lymph nodes (45,5% vs. 1,9%). Cancer prevalence was similar in solitary (6,6%) and in
multinodular goiter (6,4%). Without any US feature predictive of malignancy were 6,1% of
carcinomas, as many as those with only one feature (6,1%), two US suspicious findings were
registered in 15,2% and three (most common combination of hypoechoic structure, irregular
margins and microcalcifications) in 72,7% of malignant nodules.

Our study results indicate that the concurrent presence of two US criteria doubles the
probability to obtain malignant cytology after FNAB, while a combination of three raises the
risk for cancer to 72,7%. The latest is especially useful in selection of small nodules with size
below 0,8 cm for biopsy taking into consideration that most guidelines do not recommend
FNAB for nodules with this size.

Tumpu Ha aHmMumupeougHUMe aHMumeAa npu nauueH-
mu ¢ bagegoba 6orecm cbc uau 6€3 mupeoug-acoyuupa-
Ha opmaamonamua

Muxaua boaHoB, Aenu3 bakaroB, laaruna LlleunkoBa

KAauHuka no eHgokpuHoaozua, Kamegpa BbmpewHu 6oaecmu
YMBAA , AarekcaHgpoBcka”, MeguuuHcku yHuBepcumem - Codpua

B nocregHume gecemuaemun 6axa ugeHmudpuyupaHu nopeguua om aBmoaHmuzeHu,
cBbp3Bawu ouHoMo 3acazaHe u wumoBugHama »KAe3a npu Mupeoug-acoyuupaHa ogpman-
monamusa (TAO). NMpoyuBaHuama Bbpxy nauueHmMu ¢ egHoBpemeHHO HaAaudue Ha ba3zego-
Ba 6oaecm (bb) u TAO ce gpokycupam ocHoBHO Bbpxy mumpume Ha aHmMumMeAama cpe-
wy peuenmopa 3a TCX (TPAT), gokamo me3u Ha aHmunepokcuga3zHume aHmumeaa (TPO-
Am) u aHmumupeo2ro06yauHoBume (TG-Am) ca no-caabo npoyyeHu.

Mamepuas u memogu: INpoyuBaHemo e pa3pe3zHo, obcepBauuoHHo. YuacmBaxa 98 na-
uueHmu ¢ bb - 76 xeHu Ha cpegHa Bb3pacm 49,7 £ 10,6 20g. u 22 mb>Ke Ha Bb3pacm 42,7
* 11,6 20g. 46 nauueHmu baxa c HoBoomkpum Xxunepmupeougu3bm, ocmaHaaume 52 npu-
emaxa Beue mupeocmamuuu. AaBHocmma Ha bb 6e cpegHo 2,4%+2,6 20g. npu hauueHmu-
me ¢ gobaBero TAO u 1,4%4,7 - npu me3u 6e3 TAO. Ob6embm Ha wumoBugHama >xAe3a
0e uzmepeH exozpadpcku. HuBama Ha TCX u cBobogHua T4 6axa uzmepeHu C Xemu-Aymu-
HecueHmMeH memog; mumpume Ha TPO-Am u TG-Am - ¢ eAeKMpoO- XeMUAYMUHECUEHMeH
memog; a me3u Ha TPAT - ¢ eH3umHo-cybcmpameH memog - ELISA.
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Pe3zyamamu: 39 nauueHnmu umaxa uzaBena TAO: 28 xeHu (36,8 % om >keHume) u 11 mb-
e (50 %). 25 nayueHma ¢ TAO umaxa ckop 3a kauHuuHa akmuBHocm (CAS) Hag 4; cpegHu-
am ckop 3a usrama 2pyna ¢ TAO 6e 4,8 £ 1,2. Hacmoawo miomioHonyweHe ce ycmaHoBu
no-yecmo cpeg hauueHmume ¢ TAO, omkoakomo cpeg me3u 6e3 TAO. CpegHume HuBa Ha
TCX u cBobogeH T4 npu navueHmume ¢ TAO baxa 0,039+0,062 U/l u 37,7+£20,3 pmol/I
cnpamo 0,122£0,480 1U/Il and 26,6+6,21pmol/l npu me3u 6e3 TAO (p<0,05 3a CT4). Haauuu-
emo Ha TAO ce acouuupawe ¢ no-Bucoku mumpu Ha TPAT (20,2+£20,2 cnpamo 12,5£15,5
IU/L) u TG-Am - (432,5£300,3 cnpamo 221,4+£222,8 IU/l), kakmo u ¢ no-Hucku Ha TPO-Am
(404,8£400,4 vs. 710,5£879,9 IU/I) - p<0,05. YcmaHoBuxme caaba noAokumeAHa kopeAaauua
mexxgy mumpume Ha TPAT u TG-Am u ckopa CAS (Spearman’s p=0,2 p=0,03) u cnaba ompu-
uameaHa - mexkxgy CAS u mumpume Ha TPAT (Spearman’s p=0,15 p=0,04).

M3Bogu: Bucokume mumpu Ha TPAT u TG-Am u Huckume Ha TPO-Am npu nayueHmu c
bb cregBa ga ce pazeaexkgam kamo puckoBu 3a pazBumue Ha TAO u Harazam NO-4eCMO MO-
HUMOpUpaHe Ha me3u nauueHmu.

KaoyoBu gymu: bazegoBa 6orecm; Tupeoug-acouuupaHa opmaamonamus; TupeougeH
aBmoumyHumem, TPAT, TG-Am, TPO-Am

Levels of Thyroid Autoantibodies in Patients with Graves’ Dis-
ease with and without Associated Graves’ Ophtalmopathy

Mihail Boyanov, Deniz Bakalov, Galina Sheinkova

Endocrinology Clinic, Department Internal Medicine, Alexandrovska University Hospital, Medical Uni-
versity Sofia, Bulgaria

A number of auto-antigens linking the thyroid and the eye have been identified in Graves’
ophtalmopathy (GO). Most research in patients with Graves’ disease (GD) and GO has until
now focused on the levels of TSH-receptor antibodies (TRAb), whereas levels of thyroid per-
oxidase (TPOADb) and thyroglobulin antibodies (TGAb) have been far less studied.

Materials and Methods: This is a cross-sectional observational study. 98 patients with
Graves’ disease (GD) were included - 76 women (mean age 49,7 £ 10,6 years) and 22 men
(mean age 42,7 £ 11,6 years). 46 patients had newly discovered hyperthyroidism; the other
fifty-two patients were already taking antithyroid drugs. Mean GD duration was 2,4+2,6 years
in GO+ patients and 1,4%4,7 years in GO- patients. The thyroid volume was measured by ultra-
sound. Serum levels of thyroid stimulating hormone (TSH) and free thyroxine (fT4) were mea-
sured by a hemi-luminescent method; TPOAb andd TGAb were measured by an electro-hemi-
luminescent method, and TRAb were measured by an enzymatic-substrate method - ELISA.

Results: Thirthy-nine patients had manifested GO: 28 women (36,8 % of all women) and
11 men (50%). 25 patients with GO (64,1 %) had a CAS score above 4; the mean CAS score
for the GO group as a whole was 4,8 £ 1,2. Smoking was more common in patients with GD
and GO than in those without GO. Mean serum levels of TSH and fT4 were 0,039£0,062 1U/I
and 37,7£20,3 pmol/l in GO+ versus 0,122+0,480 IU/I and 26,6£6,21pmol/l in GO- patients
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(p<0,05 for fT4). The presence of GO was associated with higher levels of TRAb (20,2£20,2
versus 12,5£15,5 IU/L), and TGAb (432,5£300,3 vs. 221,4+222,8 1U/l), and lower levels of
TPOAD (404,8+400,4 vs. 710,5£879,9 1U/l) - p<0,05. We found a weak positive correlation
between levels of TRAb and TGAb and the CAS (Spearman’s p=0,2 p=0,03) and a negative
one for TPOADb levels (Spearman’s p=0,15 p=0,04).

Conclusions: In GD patients the higher levels of TGAb, the lower levels of TPOAb, and
higher TRAb might be regarded as a risk factor for the development of GO and might be used
as an indication for close monitoring of such patients.

Keywords: Graves’ disease; Graves’ ophtalmopathy; Thyroid autoimmunity, TSH-receptor
antibody, Thyroglobulin antibody, Thyroid-peroxidase antibody

KAuHuyHama xapakmepucmuka u mepanebmuueHn u3xog
Ha nayueHMu CcbC cpegHo mexka TAO

K. Xpucmo3o06, M. [lempoBa, M. CugepoBa, A. LjykeBa*

KAauHuka no EHgokpuHoAoz2ua u 6oaecmu Ha obmaHama
KauHuka no HeBpoaozua*, MY - BapHa

Llea: pempocnekmuBeH aHaAu3 Ha KAUHUYHamMa xapakmepucmuka u mepaneBmuueH
U3X0Qg Ha hauueHmu CbC cpegHo mexkka TAO

Mamepuar u memogu: 64 pauueHmu (38 >xeHu u 26 mbxke) ¢ TAO- NOSPECS - kaac 3
u 4, CAS 3/7; Ha Bb3pacm 21-74 2oguHu ca AekyBaHu 68 kauHukama no EHgokpuHoaozua 6
nepuoga 2006-2008 20g. Bcuuku nayueHmu ca ¢ xunepmupeougu3bm - bazegoBa 6oaecm
uAau Tupeougum Ha Xawumomo ¢ gaBHocm 167 meceua: TCX - 0,96+0,25 mU/I; DT4 29.2
t4,1pmol/l; DT3 8.02+£1.02 pmol/l; TMNO- Abs-112 £34 1U/I / normal <12/; TPAK >2.6 /nor-
mal <0.9/. 28 om nauueHmume ca ¢ npugpyrkaBawu 3aboraBaHua - 3axapeH guabem mun
1-11, Bumuau20o-6 , capkougo3a- 1. Bcuuku nauueHmu ca nywauu - Hag 10 uuzapu gHeBHo.
Cnopeg NpuAO>KEHOMO AeveHue me ca pajgeAeHu Ha 3 2pynu: 2p A/aekyBaHu ¢ BeHo3zHa
UHy3ua Ha 2AtoKokopmukougu 300£125 me - 3 gHu cegmu4yHO go kymyaamuBHa go3a
2500 mex800; 2/pa 2pyna - 11 nauueHmMu - NEPOPAAHO NPUAOXKEHUE HA 2AIOKOKOPMUKO-
ugu 6 go3a 30 m2 gHeBHo-kymyramuBHa go3a 2700 me u 3/ma 2pyna - 9 nayueHmu Aeky-
BaHu ¢ Azathrioprin 150 m2 gHeBHo B8 npogbAXkeHUe Ha 6 Meceua go 2 20gUHU.

Pe3zyrmamu: KauHu4YHa u uMyHoAo2u4vHa pemucua BcaegcmBue Ha mupeocmamuyHo-
Mo u umyHocynpecuBHo AeveHue ca nocmuzHaAu 14 nayueHmu (22%), onepamuBHo Aeve-
Hue Ha wumoBugHama >xAe3a e npoBegeHo npu - 50 nayueHmu (78%)

B 3akaoveHue, HezaBucumo om nogobpeHuemo Ha cumnmomume Ha TAO om mupe-
oCmamuyHOMoO U UMyHocynpecuBHO AedeHue, 3a 3agbprkaHe Ha mepaneBmuuHua ecpekm
e Heobxogumo pagukarHO onepamuBHoO AeveHue Ha wumoBugHama >ae3a.
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Clinical characteristics and treatment outcome in patients
with moderate Grave’s orbitopathy

K. Hristozov', M. Petrova’, M. Siderova’, A. Zukeva?

1 Clinic of Endocrinology
2 Clinic of Neurology
University Hospital ,St. Marina”, Varna, Bulgaria

The aim of the study was to perform a retrospective analysis of clinical features and treat-
ment outcome in patients with moderate Grave’s orbitopathy (GO).

Materials and methods: 64 patients / 38 women and 26 men/ with moderate severity of
GO - NOSPECS - class 3 u 4, with mean CAS 3/7, from 21 to 74 years of age, were admitted
to the clinic of Endocrinology for the period of 3 years (2006-2008).

Results: All the patients were hyperthyroid due to Graves’ disease or Hashimoto’s thy-
roiditis, with mean duration of thyrotoxicosis 16+£7 months: TSH- 0,96+0,25 mU/| ; FT4 29,2
14,1pmol/l; FT3 8.02+1.02 pmol/l; TPO- Abs 112 £34 1U/I / normal <12/; TRAK >2.6 /normal
<0,9/. 28 of the patients have concomitant autoimmune disease - type 1 diabetes mellitus
(11), vitiligo (6), sarcoidosis (1). All the patients were tobacco smokers (>10 cigarretes daily).
According to the treatment the participants were divided in 3 groups: group A - treated with
intravenous infusion of glucocorticoids 300125 mg - 3 days weekly up to cumulative dose
2500 mg £800; group B - 11 patients - with oral administration of steroids 30 mg daily up to
cumulative dose of 2700 mg and group C - 9 patients treated with Azathrioprin 150 mg per
day for a period of 6 months to 2 years.

We observed clinical and immune remission of the thyroid disease and GO in 14 patients
(22%) due to thyrostatics and immunosupression. 50 patients (78%) required surgery for the
hyperthyroidism in order to control the GO.

Conclusions: Despite the alleviation of symptoms of Graves’ orbitopathy due to thyrosta-
tic and immunosuppressive treatment, radical surgical treatment of thyroid gland is needed to
retain the treatment outcome

Tupeougumu, UHgYUUpPaHU oM uHmMepgepoHu

b. HonueB', B. lopaHoBa’, A. Cmanye6’, A. TpenoBa’, I1. [Ma6ro6’,
T. L{Bemko6Ba’, M. OpbeyoBa’

1 KauHuka no EHgokpuHoAo2ua u 6oarecmu Ha obmaHama; 2 KauHuka no xemamoaozus, 3 KAuHuka no
2acmpoeHmepoaoeaus, 4 KauHuka no HeBpoaoaus; 5 LlenmpaaHa KaunuuHa Aabopamopus, YMBAA ,CB.
leopau”, MY - MaoBguB

BBbBEAEHVIE: TloHacmoawem uimepdepoHume ce aBaBam ocHoBHuU AeuebHuU cpegcm-
Ba 3a 3HauumeAeH 6pol 3a0kavecmBeHu u HezarokauecmBeHu 6oaecmu. B yacm om Aeky-
BaHume ¢ uHmepgepoH boaHu ce pa3zBuBam mupeougHu yBpeskgaHusa, Yyuemo paznpocm-
paHeHue Bapupa om 1% go 35%.

LIEA: Aa ce uzcaegBa mupeougHama pyHKuua, mopgoao2ua u aBmoumyHumem npu na-
uueHmu Ha uHmepdgepoHoBo AeyeHue u ga ce oueHu Yecmomama u Buga Ha mupeougHu-
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me OMKAOHeHUA npu me3u DOAHU.

MALIVIEHTI 1 METOAM: Ao momeHma ca u3zcaegBaHu 24 BOAHU C XPOHUYHU Xenamu-
mu (2p. A; n=10), 3a0kauecmBeHu xemonamuu (ep. B; n=11), u mHoXxecmBeHa ckaepo3a (2p.
C; n=3): mbxxe (n=15), >xeHu (n=9), Ha Bb3pacm om 19 go 64 2., AekyBaHu ¢ uHMepepoHo-
Bu npenapamu - aadpa-uHmepgepoH (n=21), bema-uHmepgepoH (n=3). N3caregBaHu ca:
TCX, CT3, CT4, TAT, TIIOAm (xemuaymuHcueHmen aHaau3); TPAm (EAA3A), exozpadpua Ha
wumoBugHa »kae3a - anapam SIUI Apogee 3500. M3noaBaHu ce geckpunmuBHu cmamuc-
muyecku memogu - BapuauuoHeH u aamepHamuBeH aHaAus.

PE3YATATU: Tpu 16,67% om u3caegBanHume nauyueHmu (n=4) ce ycmaHoBuxa exoe-
pagpcku u umyHoro2uuHu (TITOAmM/+/ u/uau TAT/+/) gaHHu 3a aBmoumyHeH mupeougum -
ep. B (n=3), ep. A (n=1). He ce ycmaHoBuxa no3umuBHu mumpu Ha TPAm. TupeougHa guc-
pyHKUUa (Xunomupeougu3ibvm) ce ycmaHoBu npu 2 6oAHU.

3AKAIOYEHWIE: Bvnpeku Hezoremua 6pol eguHUUU Ha HabAlogeHue, BkAlOUeHU Ha Hac-
moawua eman 68 npoyuBanemo, ce ycmaHoBaBa noBuweHa yecmoma Ha aBmoumyHHume
MupeougHU OMKAOHEHUA npu 6oAHUMe AekyBaHu ¢ uHmMepgepoH. OueHkama Ha cneuu-
dpuuHomo BauaHue Ha Buga Ha npenapama, NPOgbAXKUMEAHOCMMA U go3ama Ha AeveHue-
Mo, Kakmo u 3HaveHuemo Ha ocHoBHomo 3aboAaaBaHe 3a pazBumuemo Ha mupeougHu y6-
peXkgaHua nogAexku Ha gemadAHu u3caegBaHua npu pa3wupeH KOHMUH2eHmM GOAHU.

Karo4yoBu gymu: uHmepgepoHu - mupeougumu - mupeougHa gucyHKUUA.

Interferon induced thyroiditis

B. Nonchev', V. Goranova > D. Stanchev?, A. Trenova*, P. Pavlov’,
T. Tzvetkova®, M. Orbetzova'’

1 Clinic of Endocrinology and metabolic diseases; 2 Clinic of Hematology, 3 Clinic of Gastroenterology,
4 Clinic of Neurology; 5 Central Clinical Laboratory, ,Sv. Georgy” University Hospital, Medical Univer-
sity - Plovdiv

INTRODUCTION: Currently, interferons are fundamental remedy for a significant number
of malignant and benign diseases. Some of interferon-treated patients develop thyroid disor-
ders which prevalence ranges from 1% to 35%.

OBJECTIVE: This study is aimed at examining thyroid function, morphology and autoim-
munity and assessing the frequency and type of thyroid abnormalities in patients on interfer-
on therapy.

PATIENTS AND METHODS: This preliminary report comprises of 24 patients with chronic
hepatitis (gr. A; n=10), malignant hematological diseases (gr. B; n=11) and multiple sclerosis
(gr. C; n=3): men (n=15), women (n=9), aged from 19 to 64 ys, treated with interferons -
alpha-interferon (n=21), and beta-interferon (n=3). The following tests have been performed:
TSH, FT3, FT4; TGADb, TPOADb (chemiluminescent analysis), TSHRAb (ELISA); ultrasound of thy-
roid gland (SIUI Apogee 3500). Descriptive statistical methods (alternative and variation analy-
ses) have been used.

RESULTS: In 16,67% (n=4) of the studied up till now patients we found ultrasound and
immunological (TPOAt / + / and/or TAT / + /) features of autoimmune thyroiditis - gr. B (n=3),
gr. A (n=1). Thyroid dysfunction (hypothyroidism) is found in 2 patients.

BbATAPCKO APYXXECTBO MO EHAOKPUHOAOIUA
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CONCLUSION: Although at present the number of observational units included in the study
is still small, we observed a higher incidence of autoimmune thyroid abnormalities in patients
treated with interferons. The assessment of specific influence of the type of preparation, dosage
and duration of treatment and the importance of the underlying disease to the development of
thyroid damage requires further detailed investigation in larger patients’ population.

Keywords: interferon - thyroiditis - thyroid dysfunction.

CAyyau Ha mupeomokcuyHa kapguomuonamua c¢ EKI
npomeHu, Hanogob6aB6awu ocmbp KOpOHapeH CUHgpPoOMm

Ao3aHoB b, X. lepzeayeBa, A. AumoB, I AazapoBa, U. lawapoBa

KauHuka no kapguoaozus, YHuBepcumemcka 6oaHuua ,Ao3eHey”, Cocpua

TupeomokcuvHama kapguomuonamua e egHo om meykkume, >xuBomo3acmpawaBawu
YCAOXKHEHUA Ha mupeomokcuko3ama. B u3zaBama G ocHoBHa poaa umam gupekmHume
epekmu Ha mupeougHume XopmoHu Bbpxy muokapga u noBauaBaHemo Ha agpeHep2uyHa-
ma kapguocmumyaauus, Bogewu go gucmpoduuHu Ae3uu ¢ npoaBu Ha cbpgeyHa Hegocma-
MbYHOCM NPU HanpegHaAume POpPMuU.

Cayuaam, koimo onucBame, ce omHaca 3a 52 2. XXena ¢ goka3zaHa bazegoBa 6oaecm,
Ha MUPeocmamuyHoO AedeHue om 6 20guUHU, KOHMpPOAUpPaAHa HECUCMEMHO, Ha HUCKa go3a
mupeocmamuk (Tm. memu3oa gH). BbB Bpb3ka ¢ pazko BAowaBaHe Ha cbcmoaHuemo Xoc-
numaau3upaHa no cnewHocm c¢ npoaBu Ha ocmpa 3acmoliHa CbpgevHa HegocmambyHOCM.
EKT nokaza BucokogppexBenmua cuHycoBa maxukapgusa, AeBokamepHo obpemeHaBaHe u gu-
HamMU4YHU NpPoOMeHU, kKoumo HanogobaBam ocmbp KOpOHapeH CUHGPOM, HAAOXKUAU U3Bbpu-
BaHe Ha cenekmuBHa KopoHapozpacpua B8 cneweH nopaguk. He 6axa ycmarnoBeHu gaHHu 3a
HAaCMbNUA OCMbP KOPOHapeH uHuugeHm (MuokapgeH uHdgapkm). Caeg BrkaouBanemo Ha
Bucoka go3za mupeocmamuk (mupo3oa 9 m. 8 kombuHauua ¢ Nebivolol 5 mg| gHeBHo) EKT
npomeHume npemwbpnaxa obpamHo pazBumue ycnopegHo ¢ oBaagaBaHe npoaBume Ha
CbpgeyHa HegocmamubyHoCm 3a nepuog 10-15 gHu.

brazonpuamHomo noBauaBane Ha EKI u kAuHuuHume npoaBu 3a OMHOCUMEAHO KbC
cpok Hu gaBam ocHoBaHue ga npuemem, ye Bogewu pakmopu B8 cayyaa ca npoBokupaHu-
me Oom XOPMOHaAHUA ekcuec npomeHu B kopoHapHomo opocaBaHe u 6 nocmpeuenmopHu-
me mexaHu3mu cBbp3aHu ¢ muokapgua KoHmpakmuAumem, umawu peBep3ubaeH xapak-
mep. NogobHu EKI npomeHu, amunuvyHu 3a mupeomokcuko3ama, buxa Mo2Au ga nocmatBam
Cepuo3HU gudepeHuUarHO-guazHOCMUYHU 3ampygHeHus, Koumo u3uckBam cnewHu u
agekBamHu peweHus.

Thyrotoxic cardiomyopathy with EKG - changes resem-
bling acute coronary syndrome (case report)

Lozanov B, J. Gergelcheva, D. Dimov, G. Lazarova, I. Gasharova

Clinic of Cardiology, University Hospital ,Lozenetz”, Sofia
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Thyrotoxic cardiomyopathy is a severe, life-threatening complication of thyrotoxicosis. The
mechanism involved in its expression are the direct effects of thyroid hormones on myocardi-
um and beta-adrenergic cardiostimulation as causal factors for the development of distrophic
lesions and consecutive heart failure which may occur mainly in cases with longstanding or
advanced thyrotoxicosis.

The case which we describe here is an women aging of 52 yr with a history of Graves’ dis-
ease which was diagnosed 6 years ago and was treated by low doses methimazole, not cor-
rectly controlled. For the reason of rapid worsening of clinical state she was admitted to our
Hospital in emergency with symptoms and signs of congestive heart failure. EKG showed high-
frequent sinus tachycardia, left-ventricular inconvenience and dynamic voltage resembling
acute coronary syndrome (ACS) which was excluded by the selective coronarography under-
taken in emergency. After administration of methimazole in dose 45 mg and Nebivolol 5
mg/24h EKG and features of heart failure improved within 10-15 days and the patient was dis-
charged in a good condition with normal EKG characteristics. We assumed that the consider-
ably shortterm effects may be explained by the reversible coronary flow and the beneficial
postreceptor mechanisms involved in myocardial contractility which were realized by an ade-
quate antithyroid treatment. Similar EKG images resembling ACS are rare and not typical for thy-
rotoxicosis. These might be difficult for correct diagnosis requiring an adequate therapy in term.

BbATAPCKO APYXXECTBO MO EHAOKPUHOAOI A
105



Al_)stracts

PUWIWOIE HOWQO HAWD0X N BnHvedaHnw

PH bnHegvsvogeg




Pezromema/Abstracts

3aboaaBaHua Ha MUHEpaAHUA U KOCMeH obmeH

FGF23 and disorders of phosphate metabolism

Seiji Fukumoto

Division of Nephrology & Endocrinology, Department of Internal Medicine, University of Tokyo Hospi-
tal, Japan

Fibroblast growth factor 23 (FGF23) was identified as the last member of FGF family.
FGF23 gene encodes a protein with 251 amino acids. A part of FGF23 protein is proteolyti-
cally cleaved between 179Arg and 1809Ser by subtilicin-like proteases. FGF23 has FGF homolo-
gy region in the N-terminal portion of this processing site. FGF23 is produced by bone and
works in kidney through FGF receptor 1c-Klotho complex. FGF23 reduces serum phosphate
level by suppressing proximal tubular phosphate reabsorption and also by inhibiting intestinal
phosphate absorption through reducing serum 1,25-dihydroxyvitamin D [1,25(OH),D] level.

It has been shown that excess actions of FGF23 result in several hypophosphatemic dis-
eases including tumor-induced rickets/osteomalacia (TIO), X-linked hypophosphatemic rickets
osteomalacia (XLH), autosomal dominant hypophosphatemic rickets/osteomalacia (ADHR)
and autosomal recessive hypophosphatemic rickets/osteomalacia (ARHR). These diseases are
characterized by hypophosphatemia with impaired proximal tubular phosphate reabsorption
and rather low serum 1,25(OH),D. In contrast, deficient actions of FGF23 cause familial hyper-
phosphatemic tumoral calcinosis with enhanced tubular phosphate reabsorption and high
1,25(0H),D.

We have established enzyme-linked immunosorbent assay for FGF23 using two kinds of
monoclonal antibodies that recognize N-terminal and C-terminal portion of the processing site
of FGF23. FGF23 measurement by this assay indicated that circulatory FGF23 is high in
hypophosphatemic diseases caused by excess actions of FGF23 like TIO and XLH. In contrast,
FGF23 is rather low in other hypophosphatemic diseases such as vitamin D deficiency and Fan-
coni syndrome. These results suggest that the measurement of FGF23 is useful for the differ-
ential diagnosis of hypophosphatemic diseases, and also that production and circulatory level
of FGF23 are regulated by serum phosphate or other accompanying metabolic changes.

Anti-FGF23 antibodies are tested for their abilities to affect actions of FGF23. Some of
these antibodies inhibited FGF23 signaling in in vitro experiment. In addition, these antibodies
increased serum phosphate and 1,25(OH),D levels in wild-type mice when injected. Together
with phenotypes of hyperphosphatemia and high 1,25(OH),D level in FGF23-null mice, these
results indicate that FGF23 is a physiological humoral factor regulating serum phosphate and
1,25(0OH),D levels. Finally, FGF23 antibodies corrected hypophosphatemia, low 1,25(OH),D
level and rachitic changes of bone in model mice of XLH, Hyp mice. Collectively, FGF23 is a
hormone regulating phosphate and vitamin D metabolism, and several diseases with aberrant
actions of FGF23 can be viewed as endocrine diseases. FGF23-Klotho pathway might be a new
therapeutic target for diseases with abnormal phosphate and vitamin D metabolism.
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KoAko muna paxum uma?
Tpogp. AuHa-Mapua bopucoBa

KAuHuueH ueHmbp no eHgokpuHoAoz2us, MeguuuHcku yHuBepcumem - Codpua

MuHepaauzauyuama Ha HoBodgopmupawua ce op2aHUYeH MampPUKC Ha KOCMa € KOMNAEK-
CceH U cmpoz20 nogpegeH npougec. 3a omkaouBaHe Ha HOpmMaAHama MuHepaau3auua e Heob-
XOgUMO HaAuvue Ha Nogxogauwa ekcmpaueAyAapHa KoHUeHmpauua Ha Kaauul, gpocdop u
HOPMAAHO (PYHKUUOHUpawu ocmeobaacmu.

AedpekmHama KoCmHa MmampuKkCHa MUHepaAu3auua moxke ga 6bge npudyuHeHa om:

1) kaayueB gepuuum (pagko xpaHUmMeAeH gepuuum Ha Kaauul UAU no-dyecmo KaauueB
gedpuuum om HapyweHua memaboau3zbm Ha BumamuH D) - m.e. XunokaAuemuueH paxum
u/UAU oCmeomarauus;

2) gecbuuum Ha gpocgpop (noBuweH 6bOpeueH hocdameH KAUPBHC Kamo npu X-cBbp-
3aHama xunogpocgamemun) - m.e. XunogpocgamemudeH paxum Uu/UAu ocmeomasauua c
HOpPMaAHa MUHepaAHa Xxomeocmasa.

CepymHume HuBa Ha Kaauus, dpocopa, iPTH, mapkepume Ha kocmHua mbpHoBep u 24-
yacoBama kaauyuypua we no3zBoram ga ce omgugepeHuupam pazauduama 8 nbpBuuHume
HapyweHua, Koumo npuduHaBam gepekm 6 KocmHama MampukCcHa MuHepaAu3auuA.
BuoxumuuHu napamempu Ha MUHepaAHUA U KocmeH memaboAu3bm npu OOAHU C paxum
U/UAU OCMeoMaAauua cNnopeg emuoAo2uama.

emuoAo2un KaAuuu gocop iPTH KOCMHa 24-yacoBa
Cn((le)quq)uqHa KaAuuypus
A

XunokaauemuueH HUCBK HUCBK noBuweH | noBuweHa HUCKa
Bumamux D gO HUCKO-

gecouyum HOPMaAeH

Xunopochamemu- | HOPMAAEH | HUCBK HopmaAeH | noBuweHa HUCKa go
yeH gO HUCKO- noBuweHa
X-cBbp3aHa HOPMAaA€eH

Xunogocgamemun

How many types rickets there are?

Prof. Anna-Maria Borissova
Clinical Centre of Endocrinology, Medical Unioversity - Sofia

Mineralization of the newly formed organic matrix of bone is a complex and highly
ordered process. The essential components for normal mineralization include appropriate
extracellular concentrations of calcium, phosphorous and normal functions of the bone form-
ing cells. Disturbances in any of these components will lead to a stereotypic response of dis-
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turbed mineralization. Thus, defective bone matrix mineralization can be caused by: a) calci-
um deficiency (a rare nutritional deficiency of the element or the more common form of cal-
cium deficiency secondary to disorders of vitamin D metabolism) - i.e. hypocalcemic rickets
and/or osteomalacia; b) phosphorous deficiency (increased renal phosphate clearance as in X-
linked hypophosphatemia - i.e. hypophosphatemic rickets and/or osteomalacia; c) primary
defects in local bone processes (e.g. hypophosphatasia) i.e. rickets and/or osteomalacia with
normal mineral homeostasis. Serum concentrations of calcium, phosphorous, iPTH, biochemi-
cal markers of bone turnover and 24 hour urinary calcium excretion will differentiate among
the different primary disturbances leading to defective bone matrix mineralization.
Biochemical parameters of mineral and bone metabolism in patients with rickets and/or osteo-
malacia, by etiology.

Etiology Calcium Phosphorous iPTH Bone 24h urinary
specific alk. calcium
phos excretion

Hypocalcemic Low to Low Elevated Elevated Low

e.g. vitamin low normal

D deficiency

Hypophosphatemic Normal Low Normal to Elevated Low to

low normal elevated

X-linked

hypophosphatemia

Aemcko kocmHo 3gpa6be. buoAroz2ua u namoaozua Ha
pacmawama Kocm

Beceaun boagxueB, Buorema MlomoBa
MeguuuHcku YHuBepcumem - BapHa

Aemckomo kocmHo 3gpaBe e HoBa u 6bp30 pazBuBawa ce obaacm Ha cbBpemeHHama
KAUHUYHa neguampus. [1pe3 nocaegHUmMe 20guUHU Ce pa3kpuxa 20AAMa Yacm om 2eHemuu-
HUME U MOAEKYAAPHU MexaHu3mu omez2oBopHU 3@ HOPMAAHOMO NpomMuYyaHe Ha OCMeo2eHe-
3ama-ycmanHoBuxa ce gBama ocHoBHU muna Kocmoobpa3zyBaHe: eHgoxoHgparHOMO BKoc-
maBaHe, xapakmepHo 3a obpa3zyBaHemo Ha gbAzume KOCmMu U uHmMpamembpaHo3Ho Bkoc-
maBaHe Heob6XoguMO 3a ocudpulyupaHemo Ha naockume kocmu. O2pomeH e Hanpegbkbm 6
pa3zbupaHemo Ha npouecume npomuyawu 8 enuguzapHume pacmexxHU NAOYKU U maxHama
peayAauun, Kamo ce YmouHU poAama Ha MHoXKecmBo XOPMOHAAHU U AOKAAHU pacmeskHU
¢pakmopu u cueHaau. Om pyHgameHmManHo 3HaveHue ca pazkpumume BauaHua Ha HepBHa-
ma cucmema u agunoyumHu hakmopu kamo AenmuH Bbpxy KocmHama xomeocmasa, a om-
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kpuBaHemo Ha omgeaaHua om ocmeobAacmMumMe 0CMeOKaAUUH, Ype3 Koumo ce Mogyaupa
2Al0KO3Hama obmaHa, gokaza memaboAumHama poAa Ha Kocmma u HanbAHO onpoBepea
HedlHaMa UHepmMHa npupoga.

AemcmBomo e ocHoBHuam nepuog om yoBewkua xxuBom, npe3 Kolmo pacmawuam
gemcku ckeaem HampynBa HeobOxogumama my kocmHa maca. Hapywenuama 6 kocmuua
pacmexx U HegocmuezaHemo Ha agekBamHa kocmHa nAbmHocm ca npegnocmabka 3a noBu-
weH puck om pa3Bumue Ha ocmeonopo3a, hpakmypu u uHBaauguzauua B 3para Bb3zpacm.
HacaegcmBenHocmma, Haauduemo Ha cbnbmemBawu 3aboaaBaHua u ynompebama Ha me-
guKameHmu, Ha4yuHbM Ha xpaHeHe, kaauueBuam BHoc, HuBama Ha BumamuH A, gBucamen-
Hama akmuBHocm, o6e3umema ca cpeg 2aaBHume gemepmuHUpawu gpakmopu.

OcHoBeH 06ekm 3a u3zcaegBaHua u AedeHue ca CbCmMoAHUAMA Xapakmepu3upawu ce C
HapyweHa KoCmHa NAbMHOCM - peguua XpoHuU4YHU 3aboaaBaHua ¢ gokazaHo yBpexkgawo
BAauaHue Bbpxy npaBuaHOMO u32parkgaHe Ha pacmAawume gemcku Kocmu, cpeg koumo Hau-
Beue peBmamougHu, OHKOAOUYHU, 2acmpouHmecmuHaAHu, 6bbpeuHu u eHgokpuHHu. Om
BpogeHume gpopmu Ha ocmeonopo3a 3acaykaBam BHumaHue nayueHmMumMe C oCMeozeHe-
3uc umnepdpekma, koumo Bce owe ocmaBam Hal-yecmo HeguazHOCMUUUPAHU UAU Ce AeKY-
Bam HeagekBamHo.

Children‘s bone healt. Biology and pathology of the
growing bone.

Veselin Boydzhiev, Violeta lotova
Medical University - Varna

Children's bone health is a new and quickly developing field of modern Clinical Pediatrics.
In recent years a great number of genetic and molecular mechanisms responsible for the nor-
mal skeletal development have been discovered. The two major types of osteogenesis have
been defined: endochondral ossification needed for the long trabecular bones growth and
intramembranous ossification characteristic for the maturation of the flat bones. There is a sig-
nificant advantage in understanding the processes taking place in the epiphyseal growth plates
and their regulation where a number of hormones and locally derived growth factors are
involved. Of fundamental importance are the discoveries that nerve system and adipocyte-
derived factors like leptin could regulate bone homeostasis, as well as the founding that osteo-
calcin produced by the osteoblasts could modulate glucose metabolism.

Childhood is the main period of human life when the growing skeleton is achieving the
neseccary amount of bone mass. The disorders of growing skeleton and the inability of reach-
ing adequate bone density are associated with high risk of developing osteoporosis, fractures
and disabilities in adulthood. Family history, morbidity, drug use, diet, calcium and vitamin D
intake, physical activity and obesity are among the major determing factors.

The main indications for bone health investigations and treatment include a variety of
chronic disorders, mostly oncologic, rheumatoid, gastrointestinal, renal and endocrine, that are
proven to be devastated for the growing children's skeleton. Among the congenital forms of
osteoporosis, patients with osteogenesis imperfecta deserve a special attention because they
often remain undiagnosed or are treated inappropriately.
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HYecmoma Ha ocmeonopo3ama u (ppakmypeH puck npu
O0bA2apcku XxeHu Ha 6b3pacm 50-59 2oguHu

A.-M. bopucoBa’, P. PawkoB’, M. boaro&’, A. LLlunkoB', I. lNonuBaHo6’,
H. TemeakoBa®, U. BaaxoB', M. laBpaunoBa’

3a EkcnepmHama epyna no ocmeonopo3a 6 bvazapua

1 KauHuyeH ueHmbp no EHgokpuHoAO2uS,

2 YHuBepcumemcka 6oAHuua ,C8. MBan Puacku”,

3 YHuBepcumemcka 6o0AHUUa ,ArekcaHgpoBcka” - MeguuuHcku yHuBepcumem, Codpus,
4 MuHucmepcmBo Ha 3gpaBeonazBaHemo Ha Penybauka bbazapua

BwvBegeHue: YHecmomama Ha ocmeonopo3ama cpeg >KeHu, U3npameHu 3a 0CMeogeH3u-
momempua Bapupa mexgy 14 % Ha begpomo go 20-25 % Ha 2pbbOHaka u npegmuwHUUA-
ma. T6bpge maako e uzBecmHo omHocHO puckoBume akmopu u opakmypHUA PUCK.

Llea Ha npoy4yBaHemo: ga ce oueHU Yyecmomama Ha ocmeonopo3ama Ha AymbaaHume
NpewAeHU cpeg maagu NepumeHonay3aAHu >KeHu, Kakmo u pa3znpegeaeHuemo Ha puckoBu-
me pakmopu u opakmypHuUA puck.

MayueHmu u memogu: yyacmBaxa 436 >xeHu. CpegHama um Bb3pacm 6e 54,7+2,8 20g.
(50-59), cpegeH BMI - 27,0£5,4 kg/m*. KocmHama muHepaaHa naAbmuocm (KMIT) Ha aymban-
Hume npewAeHu bewe u3zmepeHa ¢ gBoluHo-eHepauliHa peHmMezeHoBa abcopbuuomempus Ha
anapamu Hologic QDR u Lunar DPX. Bcuuku >keHu nonbAHuxa BbnpocHuk, npeBegeH Ha
6bA2apcku no npozpama FRAX. M3uucau ce 10-2coguwiHuam cppakmypeH puck, b6e3 ga ce 6b-
Bexkgam gaHHu 3a KMI1. Cmamucmuueckuam aHaau3 ce u3Bbpwu ¢ npoepama SPSS 13,0
(Chicago, IL).

Pesyamamu: 20,6 % om >eHume umaxa ocmeonopo3a Ha AymbaaHua 2pbOHak, 42,2%
umaxa noHuxkeHa KMI'T u 37,2% umaxa HopmaaHa KMI'1. 15% om >xeHume cbobwuxa 3a npeg-
wecmBawu ppakmypu, 37,3% 6axa nywauku, 4,2% ca npuemasu 2AuKokopmukougu, 8,3% -
aAKoxoA, 19,6% umaxa gpyau eHgokpuHHU 3aboaaBaHus. 52,5% He ynpaxkHaBaxa HukakBa du-
3uvecka akmuBHocm u 13,7% 0axa ce cmaauau Ha pbem ¢ > 3 cm. CpegHusm 10-20guweH
pucK 3a 20Aemu cppakmypu be 7,8% (1,6 - 76,0%), a 3a begpeHu ppakmypu - 0,6 % (0,1 -
3,9%). MpakmypHume puckoBe B 2pynume ¢ HopmaaHa, Hucka KMIT u ocmeonopo3a b6axa
0,61, 0,78 u 0,96% 3a begpeHu ppakmypu; u 7,6, 7,45 u 8,59% 3a 2oremu ppakmypu.

Obcwokgare: V3caegBaHume »keHu noka3zaxa no-8ucoka yecmoma Ha ocmeonopo3ama
Ha 2pbbHaka B cpaBHeHue ¢ begpomo. BkaouBaHemo Ha gaHHume 3a AymbasHama KMIT
cregoBamearo we yBeauyu bpoa Ha >keHume ¢ ocmeonopo3a. [pu nogobHU »keHu npozpa-
mama FRAX nogueHaBa ppakmypHua puck, ocobeHo ko2zamo ce noazBa 6e3 KMI.

M360g: MNMpozpamama FRAX He e gocmambuHo uHopmamuBHa Npu MAagu NepPUMEHO-
nay3aAHU >KeHuU.

KaroyoBu gymu: ocmeonopo3sa; puckoBu dpakmopu; FRAX; enugemuonoaus

To6a npoyuBane e cnouncopupano om MunucmepcmBo Ha 3gpaBeonazBanemo 6 pamkume Ha
HayuonarHama npozpama 3a b6opba ¢ ocmeonopo3zama y Hac 2005-2010. 3a Exkcnepmuama zpyna no
ocmeonopo3a 6 bwvazapua: AHHa-Mapua bopucoBa, Pawo Pawko8, AaekcaHgop LLIuHkoB, Muxaua
boaHoB, Maamen MonuBarnoB, Hamaaua TemerkoBa, Mopgan BaaxoB, Mawa laBpunroBa, CuaBua
XeneBa, 3uHauga BeakoBa, Hegko BeakoB, Mapeapuma BeakoBa, CuaBusa LlBemkoBa, PoguHa
HecmopoBa, bolko Tep3udcku, MauaHa ArekcaHgpoBa.
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Prevalence of osteoporosis and fracture risk in a cohort of
Bulgarian women aged 50-59 years

Anna-Maria Borissova’', Rasho Raskov’, Mihail Boyanov’, Alexander Shinkov’,
Plamen Popivanov’, Nataliya Temelkova®’, Jordan Vlahov', Masha Gavrailova*
for the Osteoporosis Study Group in Bulgaria

1 University Hospital of Endocrinology - Medical University Sofia

2 University Hospital ,St. lvan Rilski” - Medical University Sofia

3 University Hospital ,Alexandrovska” - Medical University Sofia
4 Ministry of Health of Republic Bulgaria

Background: Osteoporosis and low-trauma fractures are a leading cause for morbidity and
mortality in the elderly population. Large-scale prevention programs should be based on epi-
demiological data of high quality. The prevalence of osteoporosis in the Bulgarian population
has until now been studied in subjects referred for bone densitometry and might range from
around 14% at the hip site to 20-25% at the lumbar spine or proximal forearm. Very little is
known about the distribution of major risk factors and fracture risk in the general Bulgarian
population.

Aim of the study: to estimate the prevalence of osteoporosis at the lumbar spine and the
distribution of risk factors and fracture risk in a subgroup of young peri-menopausal women
referred in 2009 for an epidemiologic survey of osteoporosis.

Patients and methods: Four hundred thirty six women participated in this study. Their
mean age was 54,7 £ 2,8 years (range 50-59), their mean weight - 70,67 + 14,7 kg and their
body mass index - 27,0 £ 5,4 kg/m2. Mean age at menopause was 47,9 = 5,9 years. Lumbar
spine bone mineral density (BMD) was measured by dual-energy X-ray absorptiometry on
Hologic QDR and Lunar DPX bone densitometers. T-scores were automatically calculated
according to the international database for white Caucasian women. In addition all women
completed a questionnaire adapted in Bulgarian from the FRAX calculation tool. The data
were then put in the FRAX calculation tool and ten-year fracture risk for major and hip frac-
tures was calculated without BMD. Statistical analysis was performed on a SPSS 13,0 package
(SPSS, Chicago, IL) and included descriptive statistics, frequency and ANOVA tables.

Results: 20,6% of all women had osteoporosis at the lumbar spine, 42,2% had low BMD
and 37,2% had normal BMD. 15% of all women reported previous fractures, 37,3% were
smokers, 4,2% reported ever use of glucocorticoids, 8,3% - alcohol overuse, 19,6 % had
other endocrine diseases affecting the bone. 52,5% had no physical activity at all and 13,7%
had lost > 3 cm of their height. Mean ten-year risk for major fractures was 7,8 % (range 1,6 -
76,0 %) and for hip fractures - 0,6% (range 0,1 - 3,9%). Fracture risks stratified according to
T-scores (normal BMD, osteopenia, osteoporosis) were 0,61, 0,78 and 0,96% for hip fractures
and 7,6, ,45 and 8,59% for major fractures. Inter-group differences reached significance only
for hip fracture risk (normal BMD versus osteoporosis, p<0,001).

Discussion: Although relatively young the studied women showed a higher prevalence of
lumbar spine osteoporosis when compared to data for the femoral neck from the same epi-
demiologic survey (20,6 versus 16,1%). Inclusion of lumbar spine BMD in epidemiological
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studies would therefore increase the number of women with osteoporosis by approximately
one fourth. Our data indicate that even in women with osteoporosis aged 50-59 the ten-year
fracture risks are well below the thresholds of 3,0 (for hip) and 20% (for major fractures). One
must however keep in mind that the FRAX tool might underestimate fracture risk in younger
women and that we calculated fracture risk without including BMD data.

Conclusion: The prevalence of lumbar spine osteoporosis in the general Bulgarian popu-
lation is supposed to be similar to that reported for other European countries. The present
study shows an application of the FRAX calculation tool in younger peri-menopausal women
without BMD data.

Key words: osteoporosis; risk factors; FRAX; epidemiology

This work was sponsored by the Ministry of Health as part of the National Osteoporosis
Program in Bulgaria 2005-2010.

The Osteoporosis Study Group in Bulgaria: Anna-Maria Borissova, Rasho Raskov, Alexan-
der Shinkov, Mihail Boyanov, Plamen Popivanov, Nataliya Temelkova, Jordan Vlahov, Masha
Gavrailova, Silvia Jeleva, Zinaida Velkova, Nedko Velkov, Margarita Velkova, Silvya Tsvetkova,
Rodina Nestorova, Boiko Terziyski, lliana Alexandrova.

[NpuroxeHue Ha FRAX 3a oueHka Ha (ppakmypHuUA pucK.
Mma Au npegumcm6Ba npeg Tscore?

bopucoBa A-M'. P. Pawko®’, A. LUuHko8', M. boano®’, I1. lNonuBaro6’, H. Temea-
koBa’, . BraxoB', M. aBpunroBa’

1 YHuBepcumemcka 6oaHuua no eHgokpuHoaozun, MeguuuHcku yHuBepcumem, Codpusa

2 YHuBepcumemcka 6oaHuua ,CB. MBan Puacku”, MeguuuHcku ynuBepcumem, Cocpun

3 YHuBepcumemcka 6oaHuua ,ArekcaHgpoBeka”, MeguuuHcku yHuBepcumem, Cocpun

4 MunucmepcmBo Ha 3gpaBeonazHaBemo, Pb

OcHoBHama 3agava npu 60AHUME C ocmeonopo3a € ga ce onpegeAu pakmypHuUa
puck u ga ce nogbepe cbomBemHo AeveHue. FRAX e pazpabomeH kamo uHCmMpymeHm 3a
oueHKa Ha ppakmypHua puck. [pu uzuyucaaBaHemo my ce uznoa3zBam Tscore u pa3zAuyHU
puckoBu pakmopu ¢ npe3ymuuam, ye gaBa no-nbAHa uHpopmauua om Tscore u no3BoaaBa
no-gobpo omkpuBaHe Ha Auuama ¢ noBuweH puck om cuynBarua. Lleama Ha Hacmoawomo
npoyuBaHe bewe ga ce uzcaegBam KMIT u 10-20guwHuam ghpnakmypeH puck, U34UCAeH NoC-
pegcmBom FRAX ¢ u ga ce cpaBHu KopeAauuama um C HAMaAeHUEMO Ha MeAeCHUA PbCm Ka-
MO Noka3zamea 3a NPeWAeHHU gepopmumemu.

Mamepuaau u memogu: 6axa uzcaegBaru 1332 nocmmeHonay3aaHu »eHu, Ha Bb3pacm
50-89 2 u pazgeAaeHu Ha 2pynu no gecemuremus. M3caegBaHume nonvaHuxa BbnpocHuUK
BraouBaw, puckoBu pakmopu u bewe uzmepeHa KMIT Ha GegpeHa wulika Ha anapamu
Hologic QDR u Lunar DPX. C nomowma Ha npozpamama FRAX Gewe u3uucreH 10-20guw-
HuAam puck 3a begpeHu u 2oaemu (ppakmypu. M3caegBaHume Auua 6axa pazgeaeHu Ha gBe
epynu cnopeg moBa gaau cbobwaBam HamareHue Ha pbcma C >3 Cm.

Pezyamamu: ocmeonopo3a bewe ycmaHoBeHa npu 214/1277 auua (16,8%) - 9,1%
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cpeg 50-59 2oguwHume, 12% cpeg 60-69 u 32,1% cpeg =270 2oguwHume. CpegHume
cmouHocmu Ha T-score u Ha U34ucAeHua hpakmypeH puck ca gageHu 6 Tabauua 1.

Bv3pacmoBa 2pyna Puck 3a l'oaemu Puck 3a dppakmypa
T-score ppakmypu Ha DegpeHa wuulka

50-59 -.8799+1,15 8,847+6,45 0,9998+1,54

60-69 -1,2424+1,06 13,115%£7,33 1,7284+2,79

70+ -1,8678%1,15 19,584+10,65 6,4830+8,93

10-20guwHUAM PpaKmMypeH puck 3a 20Aemu U 3a begpeHu hpakmypu bewe 3HAYUMO NO-
Bucok npu Auuama, koumo cvbobwaBam pegykuyua Ha pbcma (4,52+6,90 u 17,36+10,19
cpewy 1,98+3,81 u 11,47£7,98 cbomBemHo, p<0,001), a Tscore Hewe NO-HUCHK NPU Masu
epyna (-1,72+1,09 cpewy -1,07£1,18, p<0,001). NMrowma nog kpuBama npu ROC aHaau3a
bewe 0,722 (0,639-0,750) 3a 20Aemu cppakmypu, 0,708 (0,679-0,738) 3a begpeHu ppakmy-
pu u 0,345 (0,314-0,376) 3a Tscore.

3akatoveHue: Kakmo ce ouvakBawe, u gBama u3uucAaeHu pucka HapacmBaxa cbC chaga-
Hemo Ha Tscore. Te obaue nokazaxa no-cmpbmHO HapacmBaHe ¢ Bb3pacmma, 0MKOAKOMO
ce oyakBawe om npomaHama Ha T-score u noka3zBam no-Bucoka npegukmuBHa cmolHocm
3a HamaAeHue Ha pbcma om Tscore. B pesyamam FRAX mo>ke ga gonpuHece 3a onmumu-
3upaHe Ha mepaneBmuuHua nogxog. 3a 3amBbprkgaBaHe Ha me3u HabAlogeHuUA ca HY>KHU
gonbAHUMEAHU u3cAaegBaHua.

Karo4o6u gymu: ocmeonopo3sa, Tscore, ppakmypeH puck, FRAX, enugemuonozun

[Npoy4yBaHemo e cnoHcopupaHo om MuHucmepcmBo Ha 3gpaBeonazBaHemo 6 pamku-

me Ha HayuoHarHama npoepama 3a oepaHudaBaHe Ha ocmeonopo3ama 2005-2010.

3a Excnepmnama 2pyna no ocmeonopo3a 6 bwvazapua: AHHa-Mapua bopucoBa, Pawo PawkoB,
Anekcangbp LLunkoB, Muxaun BoanoB, Maamen [MonuBanoB, Hamaaua TemeakoBa, Mopgaw
BraxoB, Mawa laBpunroBa, CuaBua XeaeBa, 3unauga BeakoBa, Hegko BeakoB, Mapezapuma
BeakoBa, CuaBua LIBemkoBa, PoguHa HecmopoBa, botiko Tep3ulcku, MauaHa ArekcaHgpoOBa.

BbbAITAPCKO APYXECTBO MO EHAOKPUHOAOTI UA
115




Pezromema/Abstracts

FRAX implementation in fracture risk assessment.
Is it superior to Tscore alone?

Anna-Maria Borissova’, Rasho Raskov’, Alexander Shinkov', Mihail Boyanov’,
Plamen Popivanov’, Nataliya Temelkova’, Jordan Vlahov', Masha Gavrailova*

for the Osteoporosis Study Group in Bulgaria

1 University Hospital for Endocrinology - Medical University Sofia
2 University Hospital ,St. lvan Rilski” - Medical University Sofia
3 University Hospital ,Alexandrovska” - Medical University Sofia
4 Ministry of Health of Republic Bulgaria

The primary goal of osteoporosis management is to assess fracture risk and target treatment
accordingly. The FRAX was developed as a tool for fracture risk assessment. It incorporates BMD
and various risk factors and is expected to be superior to BMD measurement alone and to per-
mit a better identification of subjects with osteoporosis (OP). The aim of the current study was
to explore and compare the association of FRAX-calculated 10 year risk and BMD with height
reduction as a measurement of vertebral deterioration.

Material and methods: A random sample of 1332 postmenopausal women 50-89 years of
age was included in the study, further divided into 10vear age groups. All subjects filled and
questionnaire concerning a number of risk factors and femoral neck BMD was measured by
DXA on Hologic QDR and Lunar DPX units. Further 10 year major fracture and hip fracture
risk were calculated by the FRAX tool. The subjects were divided into two groups according
to height reduction of >3 cm.

Results: OP was found in 214/1277 subjects (16,8%) - 9,1% in the 50-59, 12% in the 60-
69 and 32,1% in the >70 y olds. Mean T-scores and mean hip and major fracture risk are pre-
sented in Table 1. The primary goal of osteoporosis management is to assess fracture risk and
target treatment accordingly. The FRAX was developed as a tool for fracture risk assessment.
It incorporates BMD and various risk factors and is expected to be superior to BMD mea-
surement alone and to permit a better identification of subjects with osteoporosis (OP). The
aim of the current study was to explore and compare the association of FRAX-calculated 10
year risk and BMD with height reduction as a measurement of vertebral deterioration.

Material and methods: A random sample of 1332 postmenopausal women 50-89 years of
age was included in the study, further divided into 10-year age groups. All subjects filled and
guestionnaire concerning a number of risk factors and femoral neck BMD was measured by
DXA on Hologic QDR and Lunar DPX units. Further 10 year major fracture and hip fracture
risk were calculated by the FRAX tool. The subjects were divided into two groups according
to height reduction of >3 cm.

Results: OP was found in 214/1277 subjects (16,8%) - 9,1% in the 50-59, 12% in the 60-
69 and 32,1% in the >70 y olds. Mean T-scores and mean hip and major fracture risk are pre-
sented in Table 1.
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Age Group T-score Major Hip

50-59 -8799+1,15 8,847+6,45 0,9998+1,54
60-69 -1,2424+1,06 13,115+£7,33 1,7284+2,79
70+ -1,8678+1,15 19,584+10,65 6,4830+8,93

The hip and major FRAX were higher in the subjects with a height reduction (4,52+6,90
and 17,36£10,19 vs. 1,98+3,81 and 11,47+7,98 respectively, both p<0,001) and Tscore was
lower (-1,72£1,09 vs. -1,07£1,18, p<0,001). The ROC curve AUCs predicting height reduction
were: for major fracture risk - 0,722 (0,639-0,750), for hip fracture risk - 0,708 (0,679-0,738)
and for Tscore - 0,345 (0,314-0,376).

Conclusion: As expected, both calculated fracture risks increases with the decrease in
Tscore. They however increase more steeply with age, than is the reduction of the Tscore and
seem to have a better predictive power for height reduction than Tscore alone. Thus FRAX cal-
culation may help optimize treatment decisions. Further studies may add more conclusive
results.

Key words: osteoporosis; Tscore risk factors; FRAX; epidemiology
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(DapMaKOUKOHOMU‘-IECKU dHAAU3 Ha A€4eHUEemMoO Ha
ocmeonopo3ama 6 bvAzapua‘2007
A.-M. bopucoBa, M. boaHo8, C. 3axapueBa, P. Ko6ayebBa, A. Lllunko6

(pabomHa epyna Ha bvrzapcko gpyxkecmBo no eHgokpuHoAo2UA)
YCBAAE ,Akag. M6. MNenueB” u YMBAA , ArekcangpoBcka” - MY Codpusa

Llea Ha aHaau3a: ga ce onpegeAu Hal-u320gHOMO guazHOCMUYHO U mepaneBmuyHo
noBegeHue npu 2puxkama 3a 6oAHUMe om ocmeonopo3a.

Mamepuaa u memogu: INpu npoBexkgaHe Ha HacCMoAWUA (PaPMAKOUKOHOMUYECKU aHa-
AU3 ce umaxa npegBug ueHama Ha ocmeonopo3ama u ppakmypume, HaAUYHUMeE Meguka-
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MeHMU 3a npopurakmuka u AedeHue (ecpekmuBHocm, npodua Ha He3onacHOCM U NOHOCU-
MOCM, UeHa U UKOHomuvecka epekmuBHocm, npugbprkaHe KbM Ae4eHUemMo U KOMNAAUbHC)
u npoBegeHume om MeXXgyHapogHU UHCMUMYUUU (PapMaKo-UKOHOMUYECKU aHaAu3u (no
muna ,cost-effectiveness”, ,cost-utility”, u , cost benefit”).

Pesyamamu u obcwvrkgare: INpu HaauuHume B bbvacapua okoao 300 000 >xeHu >50-20-
guwHa Bb3pacm c ocmeonopo3a (20,45%), npu 3aboreBaemocm om ppakmypu Ha NPOKCU-
maneH gpemyp 1,47/1000, ce npaBam npeku u Henpeku MeguuuHCKU pa3xogu 3a 1 ocmeo-
nopo3Ha pakmypa Ha npokcumarHua pemyp 68 pamkume Ha 10 2oguHu npexxuBaemocm
cAeg ppakmypama Hag 35 000 AeBa; a 3a 1 ocmeonopo3Ha hpakmypa Ha NPewAeH — NOoY-
mu 20 000 aeBa. Npu mexkgyHapogHo npuema ueHa cnopeg bBI1/2raBa HaceaeHue Ha 1
QALY u npupaBHeHo kbm 6ba2apckua bBI/2aaBa om HaceaeHuemo ueHama Ha pa3ymHama
uHmepBeHuua e < 12 000 reBa. Ha ma3u 6a3a u caeg cobcmBeHu npoyuBaHua no muna Ha
,cost-effectiveness” u ,cost-utility” moezam ga ce npenopbuyam:

1. NpegBapumeaHo omcetBaHe ¢ DXA Ha nogxogawume 3a AedeHue, Koemo we Hama-
AU ueHama Ha 1 cneuyeaeHo QALY mpukpamHo.

2. Mogbop Ha nonyaauua cnopeg cmolHocmume Ha T-score, nog koumo cmaBa u3eog-
HO AeveHuemo ¢ aHmuocmeonopo3Hu cpegcmBa, koemo B HbA2apckama npakmuka e npu:

+ JKeHu Ha Bb3pacm go 64 20guHu npu T-score <-3,0SD Ha AymbaAHU NpewAeHU UAU
b6egpeHa wulka;

- )KeHu caeg 65-2oguwHa Bb3pacm npu T-score <-2,55D Ha AymbaAHU NpewAeHU UAU
begpeHa wulka;

« [Npu HaAuvyuemo Ha npegxorkgawa NpewAeHHa UAU begpeHa (ppakmypa mo3u npae
ce noBuwaba c 0,55D (HamaraBa no abcoaromHa cmolHocm).

KarwuoBu gymu: ocmeonopo3sa, papmako-UKOHOMUKA, Ua2HOCMUKa, AedyeHue

Pharmacoeconomic analysis of osteoporosis in
Bulgaria 2007

A.-M. Borissova, M. Boyanov, S. Zacharieva, R. Kovacheva, A. Shinkov (BES group)

University hospitals ,Acad. Iv. Penchev” and , Alexandrovska” - Medical University Sofia

Aim: to determine the most beneficial diagnostic and therapeutic approach in osteoporo-
sis care.

Materials and methods: The present pharmaco-economic analysis included the osteo-
porosis fractures and treatment cost, the available drugs (their efficacy, safety, cost and eco-
nomic efficiency, adherence to treatment and compliance), the published international ,cost-
effectiveness”, , cost-utility”, and ”“cost benefit” analyses.

Results and discussion: In Bulgaria the women with osteoporosis 250 years are about 300
000 (20,45%); proximal hip fracture incidence is about 1,47/1000. The ten-year direct and
indirect costs after a hip fracture are above 35 000 BGL; and after a vertebral fracture - > 20
000 BGL.
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As the intervention threshold is set for T QALY and taking into account the GDP/per person
in Bulgaria, a plausible intervention should be < 12 000 BGL. Based on this and on our ,cost-
effectiveness” and ,cost-utility” analyses the following recommendations could be made:
1. The DXA screening before treatment initiation could reduce thrice the cost of T QALY
gained.
2. Osteoporosis treatment becomes very cost-effective when the T-score is as follows:
- Women aged < 64 years - lumbar spine and hip T-score <-3,0SD;
« Women aged 65 and over - lumbar spine and hip T-score <-2,55D;
- In case of prevalent vertebral or proximal femur fracture the T-score cutoff should be
set higher by 0-5SD.

Key words: osteoporosis, pharmaco-economics, diagnosis, treatment

MNMpegu3zbukameacm6Bomo ncebgoxunonapamupeougu3ibm
NBanoBa P. b., M. AnzeroBa, U. BraxoB, FO. ManoBa, A. LllunkoB8, A-M. bopucoBa

KauHuka no TupeougHu u memaboAaumHu KocmHu 3aboaaBaHus,
KAuHuueH ueHmbp no EHgokpuHoaozus, MeguuuHcku YHuBepcumem, Codpua

NMceBgoxunonapamupeougu3imbm (PHP) e xemepozeHHa 2pyna xemepo3u2omHu, Hac-
AegcmBeHu 3a60AaB8aHuUA Xxapakmepu3upawu ce ¢ XunokaAyuemus, Xxunepgocgamemusn, No-
BuweHa cepymHa KoHUeHmMpauua Ha napamxopmoH(PTH) u peucmeHmHocm Kbm Guoao-
2uyHo akmuBeH (PTH). MlgenmuduuupaHu ca pa3zauuHu BapuaHmu Ha PHP ¢ Hal-gobpe
npoyueH PHP munTa- morekyaapeH gedpekm Ha (GNDS 1). 3aboaaBaHuama umam pas3auy-
Ha neHempaHmMHocm u BapuabuaHa eknpecuBHOCmM Ha 2eHa, hopagu KOEMO (PEHOMUNHO ce
u3pazaBam c pazHoobpazue 6 cumnmomamukama u pazAuvHa mexxecm.

NMpegcmaBame yemupu cayvaa Ha nauueHmu mexxkgy 22 u 50 2. Bb3pacm npemuHaau 6
nocaegBume cegem 20guHu npe3 KAuHUKama, npu KOUMO guazHo3ama e ymouyHeHa 3a Nbp-
Bu nbom. lNpocaegaBam ce XpOHOAO2UYHO cumMnmomume, GUOXUMUYHUME U XOPMOHAAHU
OMKAOHeHus, peHomunHume npoaBu, peHmzeHoBume npomeHu, Kakmo u mepaneBmudvHo-
mo noBegeHue go u creg nocmaBeHama guaz2Ho3a.

CINACALCET npu 00AHU Ha XeMOQUAAU3HO AeuyeHue C
6mopuuyeH xunepnapamupeougu3bm

KpuBowueB Cm.", A. M. bopuco6a’, P. KoBa4yeBa>, L|. barge6', A LLlunko®B?,

I'. MuxainroB'.

1 MBAA ,Llapuua Moanna - MICYA”, OmgeAeHue no xemoguaau3a;
2 YCBAAE ,Akag. MBan MeHueB”, KauHuka no mupeougHu u memaboAumHu KocmHu 3aboanaBaHun

Hawama ueA npu AedeHuemo Ha BmopuyHua Xunepnapamupeougu3bm ¢ cinacalcet e noc-
mueaHe Ha npenopbyBaHume om K/DOQ)I Clinical Practice Guidelines for Bone Metabolism and
Disease in Chronic Kidney Disease cmotnocmu Ha PTH <300 pg/ml, poccpop <1,78 mmol/l u npo-

BbbATAPCKO APYXXECTBO MO EHAOKPUHOAOIUA

119



Pezromema/Abstracts

uzBegeHue CaXP <4,4 mmol2/I2, kakmo u npocaegaBaHe Ha KOCMHamMa MUHepaAHa NAbMHoOCM.

Mamepuan: AekyBaru c Cinacalcet ca 9 60AHU - 6 XeHU u 3 Mbxke Ha Bb3pacm om 38
go 63 20gUHU, C NPOGBAXKUMEAHOCM Ha guaAu3zHOMO AedeHue om 25 go 194 meceua. Aab-
HOCMMa Ha XpoHuyHama 6bbpeuHa HegocmambuHocm npu Bcuukume e Hag 10 20guHuU.
CmouHocmma Ha PTH 8 Hauaaromo Ha AeyeHuemo e om 580 pg/ml go 2953 pg/ml kamo ca-
8o npu gBama 60AHU He ce Bu3zyaauzupaxa [MLLPK. LLlecm om me3u 60AHU ca Ha AeveHue C
Cinacalcet 15 meceua.

Pezyarmamu: CpegHama cmouHocm Ha PTH npu 6oAHume 8 Hayarnomo Ha AeyeHuemo
e 1069,3+375,2 pg/ml. Ha 6mU mecey, PTH e 289,3+234,8 pg/ml (p=0,0016), a Ha 15M4 me-
cey - 271,2167£113,839 pg/ml (p=0,0008). Ha 6mu mecey, gBama 6oAHuU ca ¢ PTH Hag 300
pg/ml, a Ha 15MU mecey, - eguH, HO U npu He2o PTH cnaga om 1566 pg/ml Ha 496,2 pg/ml.
CmolHocmume Ha cepymHua Kaauul ocmaBam npakmuyecku HenpomeHeHu - 2,28%0,16
mmol/l cpewy 2,22+0,19 mmol/I (n.s.). B Hauanomo Ha AeyeHuemo npu 4 GOAHU He e nNpo-
Be>kgaHo cucmemHo AeueHue c calcitriol nopagu uzpazeHa xunepgocpamemun. CpegHama
dpocpamemua B Hauaromo e 2,5+0,8 mmol/l, a Ha 15MU mecey, - 1,7+0,3 mmol/l (p=0,04).
ToBa no3BoAu ga ce 3anoyHe U AeveHue C Hucka go3a calcitriol. HabaiogaBa ce omuemau-
Bo HamaraBaHe Ha cmoUHOCmume Ha mapkepa 3a kocmHa pe3opbuus B-CrossLaps om
3,9£1,0 ng/l Ha 2,5%1,7 ng/l (p=0,021). CmolHOoCcmume Ha Mapkepa 3a KOCMHO popmupaHe
- KOCmHama aAkaAHa pochamasza ocmaHa npakmuyecku HENPOMEHEH, Kamo Mo3uU hoka-
3ameA u3xogHo e Aeko noBuweH. KocmHama muHepaAHa nAbmHocm Ha begpeHama wulika
ce noBuwabBa npu 5 60AHU, Kamo cpegHomo noBuweHue e ¢ 4,2% - om 0,715£0,134 g/cm?
Ha 0,779+0,152 g/cm’ (p=0,039). Camo npu egHa 60AHa uma HamaAaeHue ¢ 2,3%. KocmHama
MUHEepaAHa NABMHOCM NPU AamepaAHO CKeHupaHe Ha AymbaAHu npewAeHu ce noBuwaBa
om 0,444+0,132 g/cm* Ha 0,507£0,165 g/cm?’ (p=0,027). KocmHama muHepaAHa NAbmHOCM
NpU Ca2umaAHO CKeHupaHe Ha AymbaaHu npewAreHu ocmaBa HenpomeHeHa, BepoamHo no-
pagu HaAUYUEHO Ha a0PMHU KaAuugpukamu.

Caeg wecm meceua AedeHue ¢ cinacalcet HabalogaBaxme nogobpeHue Ha peHaAHama
aHemuna - cpegHuam Erythropoietin Resistance Index cnaga om 10,4+5,0 Ha 7,1+4,2 U/w per
kg per g/dl (p=0,019).

3akaouerue: Cinacalcet (a2oHucm Ha kaauueBua peuenmop) HamaaaBa 3Havumo HuBo-
mo Ha PTH, mapkepa 3a kocmHa pe3opbuua B-CrossLaps, cpegHuam Erythropoietin Resis-
tance Index u nogo6paBa kocmHama MuHepaAHa NABMHOCM NPU DOAHU Ha XeMOQUAAU3HO
AedeHue ¢ BmopuyeH xunepnapamupeougu3bm.
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CINACALCET in patients on chronic hemodialysis treat-
ment with SHPT

St. Krivoshiev', A. M. Borisova®, R. Kovacheva?®, Tz. Baldev', Al. Shinkov’, G. Mihaylov'.

1 MBAL ,Queen Johana - ISUL”, Department of hemodilalysis
2 USBALE ,Acad. Ivan Penchev”, Department of thyroid and metabolic bone diseases.

Our goal during the treatment of SHPT with Cinacalcet is achievement of recommended
by K/DOQ)I Clinical Practice Guidelines for Bone Metabolism and Disease in Chronic Kidney
Disease target value for PTH <300 pg/ml, Phosphorus <1,78 mmol/l and product CaXP <4,4
mmol2/12, so and following the bone mineral density.

Material: We treated with 9 patients Cinacalcet - 6 women and 3 men at an age between
38 up to 63 years. Duration of chronic dialysis treatment was from 25 to 194 months. For all
the patients CKD lasts over 10 years. Baseline PTH was from 580 pg/ml to 2953 pg/ml. Six
patients received Cinacalcet 15 months.

Results: Average value of the baseline PTH was 1069, 3+375,2 pg/ml. On the 6th month
PHT was 289, 31234, 8 pg/ml (p=0, 0016), on the 15t month - 271, 2167+113,839 pg/ml
(p=0, 0008). On the 6th month 2 patients has PTH over 300 pg/ml, but on the 15th month -
only one of the two, but in this patient PTH decreased from 1566 pg/ml to 496, 2 pg/ml. The
values of serum Ca remain practically unchanged - respectively 2, 28+0, 16 mmol/l and 2,
220, 19 mmol/l (n.s.). At the beginning, no systematic treatment was conducted on 4 patients
with calcitriol due to market hyperP. Average hyperP baseline was 2,5+0, 8 mmol/l. On the
15th month it is 1,7£0, 3 mmol/I (p=0, 4). That allowed the beginning of treatment with low
dose calcitriol. It has been observed distinct decrease of the values of the marker for the bone
resorbtion - B-CrossLaps - from 3, 9+1, 0 ng/l to 2,5£1,7 ng/l (p=0,021). The value of the
bone formation marker - bone AP remained practically unchanged, regardless that the indi-
cator was slightly increased in the baseline for the group as a whole. Bone mineral density of
the femur increases in 5 patients, as average increase is with 4, 2% - from 0,715+0,134 g/cm?
to 0,779%0,152 g/cm?* (p=0,039). Only one female patient has lessening with 2, 3%. Bone min-
eral density with lateral scan of the lumbar vertebra increased from 0,444+0,132 g/cm’ to
0,507+0,165 g/cm? (p=0,027). Bone mineral density in sagital scan of the lumbar vertebra
remained unchanged, most probably due to availability of an aorta calcification.

After the 6th month of the treatment we observed improvement of the renal anemia -aver-
age Erythropoietin Resistance Index fall after 6 month treatment with Cinacalcet from 10,4£5,0
to 7,1+4,2 U/w per kg per g/dl (p=0,019).

Conclusion: Cinacalcet (agonist of calcium receptor) decreares significantly the level of
PTH, marker of bone resorption B-CrossLaps, mean Erythropoietin Resistance Index and
improves bone mineral density in patients on chronic haemodialysis with secondary hyoer-
parathyroidism.
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EchekmubHocm Ha AeueHuemo ¢ Bucoko-unmeH3ubeH ¢o-
KycupaH yampazbyk (BUDY) npu nbpbuueH xunepnapa-
mupeougu3ibm — peyamamu npu yemupu 60AHU

Pycanka KoBaueBa', Mopgan BraxoB', Arekcangwp Lllunko8',

AHHa-Mapusa bopuco6a’, FranGoise Arnaud *

1 KauHuKa no mupeougHu u memaboAaumHu kocmHu 3a6oaaBaHun, KauHuded LleHmbp no
EHgokpuHoaozua u 'epoHmoaozus, MY Cocpun

2 Theraclion, Paris, France

Peguua 6oAHU ¢ nbpBuueH xunepnapamupeougu3zbm (MMXIMT) omkazBam uau umam
npomuBonoka3zaHua 3a Xupypau4Ho AedeHue. Bv3moxkHocmume 3a aamepHamuBHo Aeve-
HUe ca O2paHuUYeHU — MegukameHMO3HO UAU CKAepo3upaHe ¢ abCOAIOMEH aAKOXOA.

Llea Ha moBa nunomHo npoyuBaHe e ga ce ycmaHoBam Bb3moXkHOCMuUME 3a NPUAOXKE-
Hue, bezonacHocmma u ecpekmuBHocmma Ha HoB, HeuHBazuBeH memog - Bucoko - MiHme-
3uBen DokycupaH YampazByk (BMDY) - 3a HexupypauuHo AeveHue Ha MXTIT.

Mamepuar u memogu: TpemupaHu ca 4 nocmmeHoNnay3aAHU >XeHU C BUOXUMUYHU, eX02-
pagpcku u uyumoao2udHu gaHHu 3a [NXIT. AeyeHuemo ¢ BUDY e npoBegero 6 gBe cecuu,
uznoa3Badku anapam Thyros-1 (THERACLION, Paris, France), nog exozpadpcku KOHMPOA U
bygHa aHecme3ua. Obembm U (pyHKUUAMA HA hapamupeougHua ageHOM ca npocAaegeHu B
npogbAXkeHue Ha 12 meceua caeg Bmopomo BNDY aeueHue.

Pe3zyrmamu: CepymHuam napamxopmoH ce noHuxkaBa npu Bcuuku 60AHU U ce HOpma-
Au3zupa 6 pamkume Ha 1 - 8 meceua caeg Bmopomo AeveHue npu 2 60AHU. CepymHUAM KaA-
uul HamaaaBa npu Bcuuku 6OAHU U ce HopmaAu3upa npu 3 om max. Tpu om Yemupume na-
pamupeougHu ageHoma HamaaaBam pazmepume cu ¢ 11 %, 43 % u 79 % cbomBemto 12
meceua caeg Bmopomo BUMDY aeueHue. CBbp3aHume ¢ memoga cmpaHu4yHU epekmu ca
NnpexogeH AeK MEKOMbKaHeH egem Npu 3 nauueHmMKuU u HamaAaeHa nogBukHoCm Ha 2AacHa-
ma Bpb3ka om cmpaHama Ha MaHunyAauuama npu egHa om max, om3Byuasa careg 40 gHu.

M36ogu: BUDY e obewabBaw, mepaneBmuueH memog 3a 6oaHu ¢ MXIT u moxxe ga ce
npeBbpHe B8 aamepHamuBa Ha xupypa2udHomo AedeHue npu Bb3pacmHu BOAHU C Npugpy-
*aBawu 3aboaaBaHua uau npu 6ecumnmomHo npomudaw, MXMT.

Efficacy of high intensity focused ultrasound (HIFU) treat-
ment in primary hyperparathyroidism: report on four cases

Roussanka Kovatcheva’, Jordan Vlahov', Alexander Shinkov’,

Anna-Maria Borissova ', Francoise Arnaud *
1 Department of Thyroid and Bone Mineral Diseases, Clinical Center of Endocrinology,
Medical University Sofia; 2 Theraclion, Paris, France

Many patients with primary hyperparathyroidism (PHPT) either decline or are not candi-
dates for surgical parathyroidectomy. There are drawbacks to medical therapy as well as per-
cutaneous ethanol injection as alternative therapies for PHPT. Therefore, in this pilot study, our
aim was to test the feasibility, safety, and efficacy of a newly developed non invasive High
Intensity Focused Ultrasound (HIFU) technique for non-surgical management of PHPT.
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Methods: We treated four menopausal females with biochemical, ultrasonographic, and
cytological evidence of benign PHPT. HIFU treatment was performed in two sessions using TH-
One (THERACLION, Paris, France) under ultrasonographic guidance and conscious sedation.
Parathyroid volume and function were evaluated at baseline and repeatedly until 12 months
after the second HIFU session.

Results: Serum parathyroid hormone (PTH) decreased in all four patients and normalized
1 and 8 months after the second HIFU session in two patients. Serum calcium decreased in all
and normalized in three patients. Three of four parathyroid tumors decreased in size by 11 %,
43 %, and 79 %, respectively, 12 months after the second HIFU. HIFU related adverse events,
all transient, consisted of mild subcutaneous edema in three patients and impaired vocal cord
mobility in one patient that resolved 40 days later.

Conclusions: HIFU is a promising procedure for patients with PHPT. HIFU may become an
alternative to established options, especially in the elderly with comorbidities, or in those who
decline surgery.

Ho6ocmu 6 kAuHuuHama geH3umomempua

Hamanua TemeakoBa
OmgeaeHue no kKocmHu MmemaboaumHu 3aboaaBaHus
YMBAA , ArekcaHgpoBcka” - Codpusn

ABouHo-eHepauliHama peHnmezeHoBa abcopbuuomempun (AXA) e ,3AamHua cmaHgapm”
3a uzmepBaHe Ha KOCMHamMa MUHepaAHa NABMHOCM U 3a guazHOCMuKama Ha 0CmMeonopo-
3ama. B nocaegHume 20guHu ycvBopweHcmBaHemo Ha ma3u mexHuka goBege go pazkpu-
BaHemo Ha HOBu guazHocmuuHu Bb3MOXKHOCMU.

Llea Ha Hacmoawama npe3eHmauun e ga pazaaega HoBocmume u akueHmyupa B8bpxy
BvBexkgaHemo Ha me3u memogu B KAUHUYHAMa Npakmuka.

TouHomo onpegeAaHe Ha meAecHUa cbecmaB gaBa Bb3moxkHocm 3a ugeHMuguUUpaHe
Ha puckoBume nayueHmMu U uma He3ameHUm npuHoc B guazHocmukama Ha 3amabcmabaHe-
Mo, aHopeKkcuama, u capkoneHuama npu 8b3pacmHume xopa. M3mepBaHemo Ha macmHa-
ma MbkKaH, MUCKyAHama maca U KOCmHOMO Cbgbp>KUMO e obekm Ha uHmepec 6 guazHoc-
muKama u 3a npocaegaBaHemo Ha me3u CbCMOoAHUA, KAKMO U 3a epekma om npoBexkgaHo-
mo AeudeHue. CapkoneHuama u ocmeoneHuama ca HezaBucumu, Ho u gBeme obycraBam no-
BuweH puck om 3aboaaBaHe u cmbpmHocm npu Bb3pacmHume xopa. HamaraBaHemo Ha
MUCKUYAHama maca Cu2HUgUKaHMHO KopeAupa CbC 3a2ybama Ha KocmHa maca Ha HuBomo
Ha begpeHama wulka. 3a OKOAO MPU MUHYMU C He3zHavyumeAHo AbueBo HamoBapBaHe mo-
e ga 6bge noAayyeH gemadlaeH pe3yamam, koemo npaBu DXA u3zcaregBaHemo ,3aameH
cmaHgapm®” U Ha aHaAu3a Ha meAecHua cbcmab B KAUHUYHAMa meguuuHa U KAUHUYHUME
npoyuBaHua.

KocmHama mukpoapxumekmypa e napamembp Ha kauecmBomo Ha kocmma - ma cBubp-
368a kKocmHama nAbmHocm u kocmHama 3gpaBuHa. INpu HoBama mexHuka - Trabecular Bone
Structure (TBS) - aBmomamuuHo caeg obpabomBaHe Ha noaAydeHua npu DXA u3caegBaHe
o6pa3 moxe ga bbge KaakyaupaH mo3u napamembp u moBa ga gonpuHece 3a oueHka Ha
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3gpaBuHama Ha kocmma.

KocmHama 2eomempun uma cbwecmBeHa poaa 3a 3gpaBuHama Ha kocmma. Apyea
Bb3mokHocm Ha DXA u3caegBaHemo e ycmaHoBaBaHe Ha cmpykmypama Ha 6egpeHama
wutka - Hip Structural Analisis (HAS). ToBa HecbmHeHO uma 20Aam npuHoc B oueHkama Ha
pucka om hpakmypume Ha GegpeHa wulka - egHO om Hal-meykkume nocaegcmBua om
ocmeonopo3ama.

M3noa3zBaHemo Ha DXA B neguampuyHama npakmuka e u3kAlouumeAHo Ba>kHo u uma
MHO20 cneuuguyHu ocobeHocmu, 3awomo ,Aeuama He ca maaku Bb3pacmuu”. Mpu max
uzmepBaHemo Ha KOCMHama NAbMHOCM U meAecHUa cbemaB ca noguuHeHU Ha gpyau npa-
Buaa u mpabBa uzkAlYUMEAHO Npeuu3Ho ga 6bgam uHMepnpemupaHu CbobpazHO KaAeH-
gapHama Bb3pacm, kocmHama 6v3pacm, nybepmemuomo pazBumue (no Tanner), pbcma,
MeAeCHOMO Me2A0, HaAudue Ha (bpakmypu u gpyau.

[Llupokomo HaBau3zaHe Ha 20Aam Bpol anapamu u memoguku 3a uzmepBaHe Ha Kocm-
Hama nAbmHocm He Bogu aBmomamuuHo go nogobpaBaHe Ha pabomama. ToBa e egHa
2orama omezoBopHocm u kakmo Bceku memog 68 meguuuHama u3uckBa uzkAlOUUMEAHU NO3-
HaHUA U MHO20 gobpa kBaAudpukauua 3a ga MoXke me3u memogu ga Hamepam nogobaBa-
womo cu macmo B KAUHUYHaAmMa npakmuka.

Innovations in clinical densitometry

Nataliya Temelkova, MD
Unit of Metabolic Bone Diseases, UMBAL ,Alexandrovska” - Sofia

Dual energy X-ray absorptiometry (DXA) is the ,gold standard” in the measurement of
bone mineral density and diagnostics of osteoporosis. During recent years the improvement of
this technique has revealed new diagnostic opportunities.

The purpose of this presentation is to make a preview of the innovations and put a focus
on the implementation of these methods in clinical practice.

The precise determination of body composition enables the identification of patients at
risk and makes a unique contribution to the diagnostics of obesity, anorexia and sarcopenia in
elderly persons. Measurement of fatty tissues, muscle mass and bone content is an issue of
interest in diagnostics and regarding the follow-up of these conditions, as well as the effects of
conducted treatment. Sarcopenia and osteopenia are mutually independent, but they both pre-
determine an increased risk incidence of diseases and mortality in elderly persons. The
decrease in muscle mass significantly correlates with the loss of bone mass at the level of the
hip neck. For a time of about three minutes and with an insignificant radiation load a detailed
result may be obtained, thus making the DXA the ,gold standard” also in the body composi-
tion analysis in clinical medicine and clinical studies.

The bone microarchitecture is a parameter of bone quality - it links bone density to bone
strength. Using the new technique- Trabecular Bone Structure (TBS) - automatically after the
processing of the image acquired from the DXA, this parameter may be calculated and thus
facilitate the bone strength assessment.
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The bone geometry plays a significant role for the bone strength. Another capability of the
DXA is the identification of the structure of the hip neck - Hip Structural Analisis (HAS). This
is, beyond any doubt, a big contribution to the risk assessment of hip neck fractures - one of
the most severe consequences of osteoporosis.

The use of DXA in pediatric practice is extremely important and has a variety of specific
features, because ,Children are not little adults”. Measurement of bone density and body com-
position in children follow different rules and must be interpreted rather precisely depending
on calendar age, bone age, puberty development (acc. to Tanner), height, body weight, pres-
ence of fractures, etc.

The wide use of a large number of machines and methodologies for measurement of bone
density does not automatically result in work improvement. This is a great responsibility and as
with any medical method it requires exceptional knowledge and very good qualification so that
these methods could find their appropriate place in clinical practice.

OueHka Ha 6epmebOparHUMe hpakmypu

IMramen MonuBaroB
OmgeaeHue no kocmHu memaboaumtu 3a6oaaBarus, YMBAA ,,ArekcaHgpoBcka” - Codgus

Ocmeonopo3zama e ocHoBHama npuuyuHa 3a BepmebpasHume pakmypu. bpoam um
KopeAupa ¢ noBuweHa cmbpmHocm Npu me3u nayueHmu. PaHHOMO um ugeHmuduuupaHe
u maxHomo agekBamHo AeveHue e om u3kAlouumeaHa BaxkHocm 3a npogbAXKUMEAHOCMMa
u kauecmBomo Ha >xuBoma. MHo20 yecmo go 40% om BepmebparHume ppakmypu ocma-
Bam HeguazHOoCcmMuuupaHu. Pecucmpupam ce obukHoBeHo mexkkume cuynBaHua, m.H. KAU-
HUYHU ppakmypu, a gpyaume ce ycmaHoBaBam npu cayyalHu uzmepBaHua uAu npu Haco-
4eHO mbpceHe.

PenmezeHoBama BepmebpasHa mopdomempua e ocHoBeH guazHocmuyeH memog B
exxegHeBHama npakmuka. Ta aHaAu3upa meAama Ha npewAeHume Npu NPogUAHA peHmeae-
Hoz2papua Ha MopakaAHUA U AymbaaHua 2pbbHak. CBbp3aHa e cbe 3HavumeAHo AbyeBo Ha-
moBapBaHe Ha nauueHmume u uzBecmHa cybekmuBHocm npu omuyumaHemo.

B nocregHume 2oguHuU ¢ nomowma Ha cbBpemeHHUMe geH3umomempuyHU anapamu
be cv3gageHa Bb3moXkHOCM 3a 6bP30, NPEUU3HO U NPU MUHUMAAHO AbyeBo HamoBapBaHe
ycmaHoBaBaHe Ha BepmebparHume ppakmypu, egHoBpemeHHO ¢ uzmepBaHemo Ha Kocm-
Hama MuHepaAHa nAbmHocm. ToBa npaBu guaeHocmukama Ha ocmeonopo3ama u 0cmeo-
NoOpo3HUMeE Ppakmypu MHO20 NO-A€CHa U KOMNAEKCHA.

VFA /Vertebral fracture assessment - oueHka Ha BepmebparHume hpakmypu/ e geH3u-
momempuvHa obpa3zHa mexHuka 3a uzcaegBaHe Ha npewaAeHume. 13noa36a ce 3a mopakaa-
Hume u AymbaaHumMe npewAeHU, Koumo Hal-4ecmo ce 3acazam Oom OCMeonopoO3HU Ppak-
mypu. Memogbm e 6bp3, MoUeH, C MUHUMaAHO, (Hag 200 nbmu) no-Hucko AbyeBo Hamo-
BapBaHe B8 cpaBHeHue c koHBeHUUOHaAHUME peHM2eHo2padhuu Ha Mme3u omgeAu Ha 2pb0-
HayHUA CMbAD.
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OcHoBHama npuyuHa 3a CMbPM NPU XXEHUMEe cAeg MeHonay3a e CbpgedHo-cbgoBama
namoaoz2ua. MHo20 vyecmo Hama npegwecmBawu cumnmomu u 3amoBa ce mbpcam HoBu
ckpuHuH20Bu Memogu 3a paHHO ugeHmuduuupaHe Ha nauueHmume ¢ noBuweH cbpgeyHo-
cbgoB puck npegu nbpBua uHUUgeHm.

Memogbm Ha VFA gaBa Bb3moxkHocm 3a paHHO KoAudecmBeHO guazHoCMuUUuUpaHe Ha KaA-
uugoukamu Ha KopemHama aopma, koumo ca gocmoBepeH mapkep 3a noBuweH CbpgeyHo-
cbgoB puck.

MNo3zHaBanemo u noa3zBaHemo Ha DXA - VFA gaBa HoBu, no-2onemu gua2HOCMUYHU
Bb3moxxkHocmu B obaacmume Ha KOCMHUME U CbpgeyHo-CbgoBume memaboAumHu 3ab60-
AaBaHua.

VERTEBRAL FRACTURE assessment

Plamen Popivanov, MD
Unit of Metabolic Bone Diseases, UMBAL ,Alexandrovska” - Sofia

Osteoporosis is the primary reason for vertebral fractures. Their number correlates with
increased mortality rate in affected patients. Early identification and adequate treatment is of
extreme importance for the duration and quality of life. Very often up to 40% of vertebral frac-
tures remain non-diagnosed. Usually severe fractures are registered; the so-called clinical frac-
tures while others are identified during incidental measurements or purposeful search.

X-ray vertebral morphometry is a main diagnostic method in everyday practice. It analyses the
vertebra bodies in profile radiography of the thoracic and lumbar spine. It is related to signifi-
cant radiation load for patients and certain subjectivity of reading.

During recent years the use of modern densitometry machines enabled the fast, precise
and minimum radiation load-related establishment of vertebral fractures with simultaneous
measurement of bone mineral density. Thus, osteoporosis and osteoporotic fractures diagnos-
tics becomes much easier and more complex.

VFA (Vertebral fracture assessment) is a densitometry imaging technique for vertebral
measurment. It is used for thoracic and lumbar vertebrae which are most often affected by
osteoporotic fractures. The method is fast, accurate and with minimum, (over 200 times) lower
radiation load as compared to conventional radiography of these spinal sections.

The main cause of death in post-menopausal women is cardiovascular pathology. Absence
of preceding symptoms is very often the case and therefore new screening methods are sought
for in view of the early identification of the patients with increased cardiovascular risk before
occurrence of the first accident.

The VFA enables the early quantitative diagnostics of calcifications of the abdominal aorta
which are a reliable marker for increased cardiovascular risk.

Understanding and use of DXA - VFA provide new and bigger diagnostic possibilities in the
fields of bone and cardiovascular metabolic diseases.
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The Double Insulin Resistance
Prof. Alain Golay

Service for therapeutic education for chronic diseases, University Hospitals of Geneva, Switzerland

Metabolic insulin resistance is very common in obesity and diabetes. The basic metabolic
disorder of insulin resistance is characterized by a high lipid oxidation and consequently a
decrease of glucose oxidation.

Diabetologists are facing several real problems:

1. Treating insulin resistance by decreasing lipid oxidation leads to patients gaining body
weight.

2. Giving insulin doses result in most diabetic patients putting some body weight on.

3. Most patients have ,psychological” insulin resistance to start the insulin treatment.
many negative representations and fears are noticed among the patients but also among the
physicians.

In conclusion, diabetologists are confronted with a double insulin resistance which is meta-
bolic and psychological and with several real problems of body weight gain.

3anoufaHe Ha AeyeHue C UHCYAUH U UHmMeH3udukayua:
NMpoyu6aHemo 4T u Hecobomo 3HaueHuUe 3a KAUHUYHaAMA
npaKkmuka

I1. Ko3roBcku
MexxgyHapogeH meguuuHcku gupekmop, HoBo Hopguck, AaHua

3axapeH guabem mun 2 ce xapakmepu3upa ¢ uHcyauHoBa pezucmeHmHoCcm u npozpe-
cuBHo BrowaBaHe Ha B-kaembuHama pyHkuua. HauaaHomo AeveHue npu nocmaBaHe Ha gu-
a2Ho3ama, BkatouBawo npomaHa B HauuHa Ha >xuBom u nepopaaHo AedeHue, mpabBa ga ce
nocaegBa om HaBpemeHHo 3anouBaHe u uHMEH3UUYUPaHe C UHCYAUH, 32 ga ce hocmue-
Ham uHguBugyaAHUME 2AUKEMUYHU UeAU, Koumo ga npegomBpamam uAu 3abaBam pa3Bu-
Muemo Ha KbCHUME YCAOXKHeHUA Ha guabema. [MpoyuBanemo 4T e eguHcmBeHomo goce-
2a paHgoOMU3uUpaHoO KoHMpoAupaHo npoydBaHe, koemo cpaBHaBa gba2ocpoUyHUAM edrekm
Ha Mpu pa3AuYHU cmpameauu 3a 3ano4yBaHe u uHMeH3uguUUpaHe Ha uHCYyauHoBo AeveHue.

EgHa 2oguHa caeg 3anouBaHe Ha AedeHuemo ¢ uHcyAauH, NovoRapid® npuaazaH npu Bca-
Ko xpaHeHe (mpu nbmu gHeBHo) u NovoMix®30 gBa nbmu gHeBHO ca no-ecpekmuBHu, HO
ca cBbp3aHu ¢ no-Bucok puck 3a xunoz2aukemua u HaggaBaHe Ha meaecHo meaao B cpaBHe-
Hue ¢ Levemir® egux nbm gHeBHo. MNpu HegocmueaHe Ha npuueAHua HbA, ., uHcyaunoBuam
pexkum ce uHmeH3uguuupa: 2pynume Ha AedeHue ¢ NovoRapid® uau Levemir® npemuHaBam
Kbm 6azaaHo-60AyceH pexxum, gokamo Ha nauueHmume Ha NovoMix® 30 ce gobaBa
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gonbAHUMeAHa uHxkekuyua NovoRapid® npeqgu obaga. B kpaa Ha mpemama 2oguHa, u mpu-
me pexkuma gocmuzam cxogeH HbA;.: 6,8% npu NovoRapid® + Levemir® (epyna 3anouHa-
Aa ¢ NR ); 6,9% 3a Levemir® + NovoRapid® (2pyna 3anouHasa ¢ Lev) u 7,1% 3a NovoMix®
30 (epyna 3anoyHara ¢ NM). Okonro 2/5u /5 o0m nauuenmume gocmuzam npuueaHua HbA, .
cbomBemHo 6 epynume Ha 6a3zarHo-60AyceH u npegBapumenHo cmeceH pexkum. Yecmoma-
ma Ha xunozaukemua no Bpeme Ha yaromo npoyuBaHe e Hucka, kamo Had-Bucokama uvec-
moma e 6 2pynama 3anouHara ¢ NR (5,5 enu3zoga/nayueHm/2oguHa); Hama pa3auka B vec-
momama Ha Xunoz2Aukemua npe3 mpemama 2oguHa Ha npoydBaHemo. HaggaBaHemo Ha
meAecHO mez2Ao e Hal-Hucko 8 2pynama 3anouHasa ¢ Lev. pynama 3anouHara ¢ NM e ¢
Hal-Hucka uHcyauHoBama go3a u Hal-MaAKO hauueHmu ca HanycHaau npoy4BaHemo 6
cpaBHeHue ¢ gpyeume gBe 2pynu.

3akaoueHue: ViHmeH3uduuupaHemo Ha uHcyauHoBuam pexkum e Heobxoguma cmbnka
HezaBucumo om Buga UHCYAUH, C KOUMO NauueHmMbM e 3anoyHaA AedeHuemo cu. VMiHguBuguy-
aAHUME XapakmepucmuKu U HY>xkgu Ha nauueHmume mpab6Ba ga ca onpegeaawu 3a uzbopsbm
Ha UHUUUUpaHe U npoz2pecupaHe KbM NO-CAOXKHUA Ba3aAHO-D0AYCEH peXkum, UAU KbM NO-Aec-
Hua 3a cregBaHe, HO cbw edpekmuBeH u 6e3onaceH npegBapumeAHO CMeCEH PEXKUM.

Insulin initiation and intensification: The 4T trial and its
implications for clinical practice

P. Kozlovski

International Medical Director, NovoNordisk, Denmark

Type 2 diabetes is characterised by insulin resistance and progressive decline in beta-cell
function. Initial intervention at diagnosis, including lifestyle modifications and OADs, should
be followed by timely initiation and intensification of insulin to achieve the individual gly-
caemic target which will prevent or delay the long-term diabetes complications. The 4T trial is
the only insulin trial to-date which compares the long-term effect of three different insulin ini-
tiation and intensification strategies. One year after insulin initiation, NovoRapid® given at
each meal (TID) and twice-daily NovoMix® were more effective, but were associated with
higher risk of hypoglycaemia and weight gain than once-daily (OD) Levemir®. If not reaching
target HbA,, the insulin regimen was intensified: The NovoRapid® and the Levemir® arms
were further intensified to a basal-bolus regimen, while the patients on NovoMix® 30 were
offered an additional injection of NovoRapid® before lunch. At the end of year 3, the three
regimens reached similar HbA;.: 6,8% for NovoRapid® + Levemir® (NR initiation group);
6,9% for Levemir® + NovoRapid® (Lev initiation group) and 7,1% for NovoMix®30 (NM
group). Around 2/; and /5 of the patients reached target HbA,. in the basal-bolus and pre-
mixed groups, respectively. 3-year hypoglycaemia rates were low with the highest rate in the
NR initiation group (5,5 events/pt/year); there was no difference in hypoglycaemia in the third
study year. Weight gain was lowest in the Lev initiation group. The lowest number of patients
who withdrew from the trial and the lowest insulin dose were in the NM group.

Conclusion: Intensification of the insulin regimen is required independent on what insulin
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type the patient has been initiated. The individual patient characteristics and needs should
determine the choice of initiation and progression to a more complex basal-bolus regimen, or
to the less resource demanding, simpler, but still effective and safe premix insulin regimen.

CKpuHUHZ2 3a 3axapeH guabem cpeg Auua ¢ nobuweH puck

L. TaukoBa, H. YakvpoBa, 1. AmanacoBa, A. AakoBcka

KAuHuueH ueHmMbp no eHgokpuHoAoaun, MeguuyuHcku yHuBepcumem, Codpun

Llea Ha Hacmoawomo u3zcaegBaHe e ga ce pazpabomu cmpameauq 3a CKPUHUH2 3a 3a-
xapeH guabem cpeg Auua ¢ noBuweH puck om pazBumue Ha 3a60Aa8aHemo, Kakmo u ga ce
aHaAu3upa yecmomama Ha guabem u npeguabem cpeg Bucoko-puckoBu Auua.

Mamepuar u memogu: 2109 Auua, Ha cpegHa Bb3pacm 50,1£14,9 2oguHu (om 20 go 80
20QguHU) U cpegeH VTM 29,516,0 k2/m* ca aHaau3upaHu 8 Kpoc-cekuuoHHo npoyyBaHe. Puckbm
3a pazBumue Ha guabem e oueHeH upe3 BbLNPOCHUK OMHOCHO HaAu4ue Ha ocHoBHupuckoBu
drakmopu, kakmo u upe3 uHguBugyaseH puckoB uHgexc FINDRISC. Npu Bcuuku auua e npoBe-
geH OITT. NrazmeHama 2al0Kko3a e uzcaegBaHa vupe3 xekcokuHazeH memog. Kamezopuume Ha
2AIOKO3EH MOAepaHC ca onpegeAreHu cbobpa3Ho kpumepuume Ha C30 om 20062. BbnpocHu-
kbm FINDRISC e oueHeH nocpegcmBom naow, nog ROC kpuBama (ROC-TITIK).

Pesyamamu: 56,1 % om u3caegaBaHume Auua nokazBam HoOpmaAeH 2AlOKO3eH MOoAe-
paHc (HopmIT), 17,9% ca ¢ HoBoomkpum 3axapeH guabem u 26,0% c npeguabem - 14,7%
C HapyweHa 2Aukemun Ha 2aagHo (HIT) u 11,3% c HapyweH 2at0ko3eH moaepanc (HIT).
CpegHuam 6pou puckoBu dakmopu e 1,99+1,2 npu HopmIT, 2,91+£1,19 (p<0,0001 vs
HopmIT) npu epynama c HIT, 3,01+1,15 (p<0,0001 vs HopmIT) npu 2pynama ¢ HIT u
3,21+1,14 npu Auuama c guabem (p<0,0001 vs HopmIT; p=0.03 vs HIT; p<0,001 vs HIT).
CpegHuam uHguBugyareH uHgekc FINDRISC e coomBemto 10,1£4,6 npu HopmIT, 13,8+4,4
(p<0,0001 vs HopmIT) npu epynama c HIT, 14,4+4,5 (p<0,0001 vs HopmIT) npu 2pynama c
HIT u 15,5%4,3 (p<0,0001 vs HopmIT; p<0,0001 vs HIT; p<0,001 vs HIT) npu nauueHmume
c guabem. 3Hayuma noAoXKUMeAHa KopeAauua ce HabaogaBa mexxgy FINDRISC u naazme-
Ha 2AlOKO3a Ha 2aagHo (r=0,42, p<0,01), naagmeHa 2a0ko3a Ha 2% vac 6 xoga Ha OITT
(r=0,34, p<0,01) u HbA, . (r=0,43, p<0,01). Naowma nog ROC kpuBama 3a FINDRISC e 0,70
(95% CI1 0,67-0,73) 3a HeguacHOoCcmMuuupaH 3axapeH guabem u 0,71 (95% Cl 0,69-0,73) 3a He-
guazHocmuuupaH guabem u npeguabem. Npu cmolHocm Ha puckoB uHgekc FINDRISC 10
yyBcmBumeAaHocmma 3a ugeHmudpuyupaHe Ha npeguabem u guabem e 84%, a cneuuduy-
Hocmma 61%, a npu cmotHocm 12 yyBcmBumeaHocmma e 78%, a cneuudpuyHocmma 62%.

M36ogu: MNpoezpecupaHemo oM HOPMAAEH 2AIOKO3EH MOAepaHC KbM npeguabem u gua-
6em kopeaupa ¢ bpoa Ha HaauuHUMe puckoBu hakmopu u uHguBugyaaHua puckoB uHgekc
FINDRISC. Yecmomama Ha npeguabem u HeguazHocmuuupaH guabem cpeg Auua ¢ noBu-
weH puck om pa3zBumue Ha 3aboraBaHemo e Bucok - 26% u 17,9%, cbomBemno. FIND-
RISC e aecHo 3a ynompeba, HeuHBa3zuBHo u noae3zHo cpegcmBo 3a ugeHmMuguUUpaHe Ha
Auua ¢ noBuweH puck om HeguazHocmuuupaH guabem u npeguabem. AabopamopeH ckpu-
HUH2 3a npeguabem u guabem mpa66a ga ce npoBexkga cpeg Auua ¢ uHguBugyanreH puc-
ko6 uHgekc FINDRISC Hag 10.
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Screening for diabetes among high-risk subjects

T. Tankova, N. Chakarova, I. Atanassova, L. Dakovska
Clinical Centre of Endocrinology, Medical University, Sofia

The aim of the present study is to develop a diabetes screening strategy among high-risk
subjects as well as to evaluate the prevalence of prediabetes and diabetes in subjects at risk
of developing diabetes.

Material and methods: 2109 subjects, of mean age 50,1£14,9 years (from 20 to 80 years)
and mean BMI 29,5£6,0 kg/m* were analyzed in a cross-sectional study. Subjects’ risk was
assessed by means of two questionnaires - one about the main risk factors and another one
- individual risk index FINDRISC. Glucose tolerance was studied during OGTT. Plasma glu-
cose was measured by a hexokinase method. Categories of glucose tolerance were
definedaccording to 2006 WHO criteria. FINDRISC was assessed by area under the ROC
curve (ROC-AUC).

Results: 56,1 % of subjects demonstrated normal glucose tolerance (NGT), 17,9%
appeared to be with newly-diagnosed diabetes and 26,0% with prediabetes - 14,7 % having
impaired fasting glucose (IFG) and 11,3 % - impaired glucose tolerance (IGT). The mean
number of risk factors was 1,99£1,2 in the NGT group, 2,91£1,19 (p<0,0001 vs NGT) in IFG
group, 3,01£1,15 (p<0.0001 vs NGT) in IGT subjects and 3,21+1,14 in the patients with dia-
betes (p<0,0001 vs NGT; p=0,03 vs IGT; p<0,001 vs IFG). The group with NGT demonstrat-
ed mean FINDRISK 10,1£4,6, IFG group 13,8%4,4 (p<0,0001 vs NGT), the group with IGT -
14,4+4,5 (p<0,0001 vs NGT) and the diabetes group - 15,5£4,3 (p<0,0001 vs NGT;
p<0,0001 vs IFG; p<0,001 vs IGT). Significant positive correlation was established between
FINDRISC and fasting plasma glucose (r=0.42, p<0,01), 2-hour plasma glucose (r=0,34, p<0,01)
and HbA; (r=0,43, p<0,01). The FINDRISC ROC-AUC was 0,70 (95% CI 0,67-0,73) for unde-
tected diabetes and 0,71 (95% CI 0,69-0,73) for both undetected prediabetes (IFG and IGT)
and diabetes. The sensitivity of FINDRISC cut-off value of 10 to identify both prediabetes and
diabetes was 84%, and the specificity 61%. The cut-off value of 12 to identify undetected dia-
betes and prediabetes resulted in a sensitivity of 78% and a specificity of 62%.

Conclusions: The prevalence of prediabetes and undetected diabetes among individuals
at risk of developing diabetes is rather high - 26% and 17,9%, respectively. FINDRISC
appears to be a feasible, non-invasive and useful tool for identifying subjects at risk for unde-
tected diabetes and prediabetes. On the basis of the present results we may recommend that
laboratory screening for both prediabetes and diabetes should be performed in subjects with
FINDRISC above 10.
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OueHka Ha cbpgeuHo-cbgob puck npu npeguabemHu cobe-
MOAHUA - OonpegeAaHe Ha HAKOU KAaCu4yecku U Hempagu-
WUOHHU Mapkepu

H. YakwvpoBa, LI6. TankoBa, A .AakoBcka, 1. AmanacoBa, I. KupuroB

KauHuueH LleHmbp no EHgokpuHoao2ua, MeguuuHcku YHuBepcumem, Codoua

CovcmoaHuama Ha npeguabem - HapyweHa 2Aukemus Ha 2aagHo (HIT) u HapyweH
2AntoKko3eH moaepaHc (HIT) ca cBbp3aHu ¢ noBuweH cbpgeyHo-cbgoB puck.

[leama Ha Hacmoawomo npoyuBaHe e ga ce oueHu CcbpgedyHo-cbgoBuam puck npu
npeguabem kamo ce u3cregBam HuBama Ha Hakou Kkaacudyecku (Aunugu u hsCRP) u
HempaguyUoOHHU (MueAonepokcuga3da U MampukcHa memaAonpomeuHa3a-9) cbpgevHo-
cbgoBu puckoBu mapkepu u ce cpaBHam C me3u Npu HOPMaAEH 2AOKO3EH MOAEepaHC
(HopmIT) u HoBoomkpum 3axapeH guabem (H3A), kakmo u ga ce HanpaBu cpaBHeHue
mexxgy gBeme npeguabemHu cbCmonaHuA.

Mamepuaa u memogu: B uzcaegBaHemo ca BkatoueHu 1312 auua (569 mbxke u 743 xeHu),
Ha cpegHa Bb3pacm 53,6£13,4 2oguHu, pa3npegereHu cnopeg BbeaexugpamHuamonepaHc 6
yemupu cbomBemcmBawu cu no Bb3pacm, NOA U UHgEKC Ha meAecHa maca 2pynu - 306 Au-
ua c HIT, 235 c HIT, 373 ¢ H3A u 398 Aauua c HopmI'T. BbeaexugpamHuammoaepaHc e onpe-
geAaeH nocpegcmBom cmaHgapmeH opaAeH 2AloKo3o-moaepaHceH mecm (OITT) cveaacHo
kpumepuume Ha C30 om 20062. NrazmeHama 2a0ko3a Ha O muH. u 120 muH. e u3caegBa-
Ha NO XeKCoKuHa3zeH memog. Npu Bcuuku yuacmHuuu Ha 2aagHo ca uzcaegBanu hsCRP myp-
bugumempuyHO U cepymHU Aunugu (0bw, xorecmepoa, mpuzauuepugu u HDL-xorecmepoa)
NO eH3UMHO-KoAopuMempuyeH memogd. LDL-xorecmepoa e u3uucaeH no popmyaama Ha
Friedwald. INpu yacm om yyacmHuuume UMYHOEH3UMHO ca u3caegBaHu cepymHa mueaone-
pokcuga3a Ha O muH. u 120 muH. B xoga Ha OITT u mampukcHa memaaonpomeuHa3a-9
(MMP-9) Ha 2aagHo. Cmamucmuveckama obpabomka Ha gaHHume e u3Bbpwera c SPSS
Bepcua 16.

Pe3zyamamu: B 2pynama c HIT ce HabAtogaBam 3Hauumo no-Bucoku HuBa Ha 06w, xoAec-
mepoA (p<0,01), LDL-xorecmepoa (p=0,01), mpuaauyepugu (p<0,0001), hsCRP (p=0,03) u
3Ha4YuUMoO no-Hucku HuBa Ha HDL-xoarecmepoa (p<0,01) 68 cpaBHeHue ¢ epynama ¢ HopmlIT.
'pynama c HIT nokazBa 3Hauumo no-Bucoku cmolHocmu Ha mpuzauuepugu (p<0,0001) u
hsCRP (p<0,05) u no-Hucku HuBa Ha HDL-xorecmepoa (p<0,0001) 68 cpaBHeHue c epynama
¢ HopmIT. B 2pynama ¢ HIT ce ycmaHnoBaBam 3Hauumo no-Bucoku HUBa Ha mpuzAuuepugu
(p=0,01) u no-Hucku HuBa Ha HDL-xoaecmepoa (p=0,04) cnpamo 2pynama c HIT. MNpu HIT ce
HabAtogaBam 3Hauumo no-Hucku HuBa Ha mpuzauuepugu (p<0,0001) u hsCRP (p<0.001) u no-
Bucoku HuBa Ha HDL-xoaecmepona (p<0,0001) cnpamo auuama ¢ H3A. Mexxgy HIT u H3A cb-
wecmByBa 3Hauuma pazauka eqguHcmBeHo 8 HuBomo Ha hsCRP (p=0,04), koemo e no-Buco-
ko npu H3A. M3cregBanemo Ha MMP-9 He noka3Ba 3Hauumu paszauku mexkgy omgeAaHume
epynu. 3Hayumo no-Bucoku HuBa Ha cepymHa mueronepoKkcugasa Ha 2AagHo u Ha 120 muH.
npu OITT ce HabaogaBam 6 2pynama ¢ H3A 6 cpaBreHue ¢ auuama ¢ HopmIT (p=0,006 u
p=0,04 Ha 0 u Ha 120 muH., cbomBemno) u HIT (p=0,02 Ha 0 u 120 MUH.) Npu AUNCa Ha 3Ha-
yuma pa3auka 6 HuBama Ha uzcaegBaHua mapkep mexxgy 2pynume ¢ H3A u HIT kakmo Ha 0
MUH. (p=0,16), maka u Ha 120 muH. 8 xoga Ha mecma (p=0,06).
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M36ogu: N gBeme cbcmoaHua Ha npeguabem ca acouuupaHu ¢ noBuweH CbpgeyHo-
cbgoB puck, 0bycaoBeH npegumHo om omkAoHeHuama 6 HuBama Ha kaacuveckume u 6 no-
MaAka cmeneH om npomeHume 6 HuBama Ha HempaguyuoHHUME Mapkepu 3a CbpgeuHo-
cbgoB puck. Puckbm npu gBeme kamez2opuu Ha npeguabem e pa3audveH, kamo HIT nokas-
Ba no-amepozeHeH puckoB npodua, 6AU3BK go Mo3u npu HoBoomkpum 3axapeH guabem.

Cardiovascular risk assessment in prediabetic states - eval-
uation of some nontraditional and classical markers.

N. Chakarova, T. Tankova, L. Dakovska, I. Atanasova, G. Kirilov
Clinical Center of Endocrinology, Medical University, Sofia

Prediabetic states - impaired fasting glucose (IFG) and impaired glucose tolerance (IGT),
are associated with increased cardiovascular risk.

The aim of the present study is to assess cardiovascular risk in prediabetes evaluating the
levels of some classical (lipids and hsCRP) and nontraditional (myeloperoxidase and
matrixmetalloproteinase 9) cardiovascular risk markers and comparing them to those in nor-
mal glucose tolerance (NGT) and newly-diagnosed diabetes (NDD) as well as to compare the
two prediabetic states to one another.

Material and methods: 1312 subjects (569 males and 743 females) of mean age
53,6+13,4 years, distributed according to glucose tolerance into four age-, sex- and BMI-
matched groups were enrolled in the study - 306 subjects with IFG, 235 with IGT, 373 with
NDD and 398 subjects with NGT. Glucose tolerance was studied during standard oral glu-
cose tolerance test (OGTT) and WHO 2006 criteria were applied. Plasma glucose at 0 min
and 120 min of OGTT was measured by a hexokinase method. At fasting state in all subjects
were measured hsCRP by turbidimetric method and serum lipids (total cholesterol, triglyc-
erides and HDL-cholesterol) by enzymatic colorimetric method. LDL-cholesterol was calcu-
lated using Friedwald™s formula. Serum myeloperoxidase at 0 min and 120 min of OGTT and
matrix metalloproteinase 9 (MMP-9) at fasting state were measured immuno-enzymatically in
some of the subjects. Statistical analysis was performed with SPSS 16,0.

Results: Significantly elevated levels of total cholesterol (p<0,01), LDL-cholesterol
(p=0,01), triglycerides (p<0,0001), hsCRP (p=0,03) and significantly lower levels of HDL-cho-
lesterol (p<0,01) were found in the IFG group compared to the group with NGT. The IGT
group compared to the NGT group presented with significantly elevated levels of triglycerides
(p<0,0001) and hsCRP (p<0,05) and significantly lower levels of HDL-cholesterol (p<0,0001).
Significantly higher levels of triglycerides (p=0,01) and lower levels of HDL-cholesterol
(p=0,04) were found in the IGT group compared to the IFG group. Significantly lower levels
of triglycerides (p<0,0001) and hsCRP (p<0,001) and increased levels of HDL-cholesterol
were found in the IFG group when compared to the NDD group. IGT and NDD group
showed significant difference just in the hsCRP level (p=0,04) which was higher in NDD.
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MMP-9 assessment showed no significant differences between the studied groups. Signifi-
cantly higher levels of serum myeloperoxidase at both 0 min. and 120 min. of OGTT were
found in the NDD group as compared to the NGT (p=0,006, p=0,04 for O min. and 120 min.,
respectively) and IFG group (p=0,02 for O min. and 120 min.) while no significant difference
in the level of the studied marker was established between the IGT and NGT group at both
fasting (p=0,16) and post load state (p=0,06).

Conclusions: Both states of prediabetes are associated with increased cardiovascular risk,
determined mainly by the changes in the levels of the classical rather than the changes in the non-
traditional cardiovascular risk markers. Cardiovascular risk in the two categories of prediabetes is
different. IGT shows a more atherogenic risk profile similar to those in newly-diagnosed diabetes.

Heun6azuben memog 3a oueHka Ha mbkaHHUMeE KpaliHU
NPOgYKMU Ha 2AUKUPaHe NPU NAUUEeHMU CbC 3axapeH
guabem

I. I'pozeBa, L. TankoBa, H. YakvpoBa

KAuHuyeH ueHMBbp No eHgokpuHoAo2un, MeguuuHcku YHuBepcumem, Cocpun

KpadHume npogykmu Ha 2aukupaHemo (AGEs) uepaam kalouoBa poaa 3a pazBumuemo
Ha amepockAepo3a NpU hayueHmu Cbe 3axapeH guabem u yyacmBam B namozeHe3zama Ha
MUKPO- U MakpoBackyaapHume ycao>kHeHua Ha 3aboaaBaHemo. OmaoxkeHume 68 mbkaHume
KpalHU NpOgyKmMu Ha 2AUKUpaHemo ompa3aBam gba2ocpouHo (B pamkume Ha 20guHU) Me-
MaboAUMHUA KOHMPOA, OKUCAUMEAHUA CMpec U CbpgeyHo-cbgoBua puck.

Llea Ha Hacmoawomo npoyuBaHe e ga ce uzcaegBam mbkaHHume HuBa Ha AGEs npu
nauueHmMu cbC 3axapeH guabem upe3 memog Ha KoxkHa aBmodayopecueHuua (AF).

Mamepuans: N3caegBaru ca 111 nayueHmu cbe 3axapeH guabem (3A) - 66 >keHu u 45
Mb>Ke, Ha cpegHa Bb3pacm 53,93£16,52 2oguHu u cpegHa gaBHocm Ha 3A 10,89+7,99 2o-
gUHU, U KOHMPOAHA 2pyna om 49 Auua C HOPMaAeH 2AK0KO3eH moAepaHc - 36 >xeHu u 13
MbXe, Ha cpegHa Bb3pacm 45,45112,4 2oguHu. Tpugecem npoueHma om nauueHmume
(n=33) ca cbc 3A mun 1 u 70% (n=78) - cbc 3A mun 2. C gaHHU 32 XPOHUYHU YCAOXKHEHUSA
Ha 3A ca 86 nauueHmu (77%).

Memogu: TokanHume HuBa Ha AGEs ca onpegeaeHu ¢ AGE Reader (DiagnOpticsTM, Xo-
AaHgus). ToBa e nbpBuam u eguHcmBeH guazHocmuyeH memog 3a HeuHBa3zuBHo u3zmepBa-
He Ha mbkaHHumMe AGEs upe3 koxkHa aBmodmayopecueHuua Ha BeHmpaaHama noBbpxHocm
Ha npegmuwHUUama npu uznoa3zBaHe Ha uzmouHuk Ha yampaBuoremoBa cBemauHa (nuko-
Ba gbAakuHa Ha BbAaHama 370 nm). MlumezpupaH cnekmpomembp u3vucaaBa omao>keHume
mbkaHHu AGEs Ha 6a3ama Ha u3AbyeHama u ompazeHa om Koxkama cBemauHa. Cmamuc-
muyeckama obpabomka Ha gaHHUMe e ocbuwecmBeHa ¢ SPSS 16,0.

Pesyamamu: MNpu u3zcaegBanume nauueHmu cbe 3A ce ycmanoBaBam 3Hauumo no-Buco-
Ku HuBa Ha koxkHa AF cnpamo koHmpoAHama 2pyna 3gpaBu auua (2,18+0,48 AU vs 1,87+0,39
AU, p=0,0002). 3Hauumo no-Bucoka e koxkHama AF npu nauueHmume ¢ gaBHocm Ha 3A Hag
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10 20guHU, cnpamo me3u ¢ no-maAaka gaBHocm Ha 3aboaaBaHemo (p=0,0001). CueHudukaHm-
Ho no-Bucoku HuBa Ha AGEs ce HabAlogaBam npu nayueHmu ¢ guabemHa pemuHonamusa cnps-
mo me3u 6e3 pemuHonamus (2,38+0,41 AU vs 2,11+0,49 AU, p=0,01). He ce HabalogaBa pa3-
Auka B koxxHama AF mexkgy nayueHmu c u 6e3 guabemtHa noauHeBponamus. NauueHmu ¢ no-
gobbp 2AuKemuueH KOHMPOA, oueHeH ype3 HbA; . < 7%, nokazBam cueHuukaHMHO NO-HUC-
Ku HuBa Ha koxxHa AF cnpamo me3u ¢ HbA. > 7% (1,95£0,55 AU vs 2,22+0,46 AU, p=0,03).
KoxxHama aBmodayopecueHuua nokazBa 3Hauumu Kopeaauuu ¢ Bb3pacmma Ha nauueHmume
cbe 3A (r=0,43, p=0,0001), c uHgekca Ha meAecHa maca (MTM) (r=0,19, p<0,05), obukoakama
Ha maauama (r=0,20, p=0,03) u gaBHocmma Ha 3A (r=0,32, p=0,001).

M360gu: KoxxHama aBmodpayopecueHuus, ompazaBawa HuBomo Ha mbkaHHUme AGEs, e
HoB, ueHeH u HeuHBa3zuBeH memog 3a oueHka Ha obwua MmemaboAuMeEH U 2AUKeMUYeH KOHM-
POA NPU NauueHmMu cbe 3axapeH guabem. KoxkHama AF 6u mozaa ga ce uznoa3Ba kamo ckpu-
HUH208 Memog 3a ugeHmMudguuupaHe Ha Auuama ¢ noBuweH cbpgeuyHo-CbgoB puck.

A noninvasive method for the assessment of advanced
glycation end products in patients with diabetes

G. Grozeva, T. Tankova, N. Chakarova
Clinical Centre of Endocrinology, Medical University, Sofia

Advanced glycation end products (AGEs) play an important role in the development of
atherosclerosis in diabetic patients and are implicated in the pathogenesis of long-term micro-
and macrovascular complications of diabetes. Tissue AGEs accumulation is thought to be a
marker of long-term metabolic control, oxidative stress and cardiovascular risk.

The aim of this study was to assess tissue AGEs in patients with diabetes using skin autofluo-
rescence (AF).

Patients: One hundred and eleven patients with diabetes (66 females and 45 males), of
mean age 53,93116,52 years and mean duration of diabetes 10,89+7,99 years were included
in the study. Forty nine subjects (36 females and 13 males), of mean age 45,45+12,4 years,
with normal glucose tolerance served as a control group. Thirty percent (n=33) of patients
were type 1 diabetes and 70% (n=78) - with type 2 diabetes. Eighty-six (77%) of the patients
had chronic complications of diabetes.

Methods: Skin AF, reflecting tissue AGEs accumulation, was measured using AGE-Reader
(DiagnOpticsTM, The Netherlands). It is the first and only diagnostic device that measures tis-
sue AGEs non-invasively using fluorescence of ultraviolet light (peak wavelength around 370
nm) on the ventral side of the lower arm. Reflected light from the skin and emission light are
measured with an integrated spectrometer. Statistical analysis is performed using SPSS version
16.0.

Results: The mean skin AF in patients with diabetes is significantly higher as compared to
the control group (2,18+0,48 AU vs 1,87+0,39 AU, p=0,0002). Significantly higher skin AF is
observed in patients with a longer duration of diabetes (over 10 years) as compared to those
with a shorter duration (p=0,0001). Significantly increased AGEs levels are found in patients
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with diabetic retinopathy compared with those without retinopathy (2,38+0,41 AU vs
2,11+0,49 AU, p=0,01). Patients with a HbA,. <7% present significantly lower AGEs levels as
compared to those with a HbA;. > 7% (1,95+0,55 AU vs 2,2240,46 AU, p=0,03).

We have found significant correlations of skin AF with the age of the patients (r=0.43,
p=0,0001), body mass index (BMI) - (r=0,19, p<0,05), waist circumference (r=0,20, p=0.03),
the duration of diabetes (r=0,32, p=0,001).

Conclusions: Skin autofluorescence, reflecting tissue AGEs, is a new, noninvasive and very
informative method for the assessment of the overall glycemic and metabolic control of dia-
betic patients. Skin AF could be used as a screening method for identifying patients with
increased cardiovascular risk.

NogueHeHama onacHocm: gechuyum Ha KobGaAamuH npu
0oAHU om 3axapeH guabem mun 2

lpog. A. Koe6

BoeHHomeguuuHcka akagemua - MBAA, BapHa

KobaramuH e eceHuuaaHa bBuomoaekyaa cbgbprkawa kobaam, koamo nocmwvnBa 6 op-
2aHU3Ma C XpaHama u 4ype3 pa3AudHU mpaHcnopmepu gocmuza go KAemkume, Kbgemo ce
cBbp3Ba c kKAembuHU peuenmopu, 3a ga akmuBupa onpegeaeHu GuoxumuuHu peakyuu. Tod
e Heobxogum Had-Beye 3a HOpmaaHama xemonoe3a u 3a uHmezpumema Ha HepBHama cuc-
mema. Hanocaegbk ce ycmanoBaBam u gpyau He208u gelicmBua, kamo egHa Yacm om max
ce gbAXKU Ha gupekmHomo My geticmBue, a gpyaa yacm - ce onocpegcmBa om gpyau mo-
AeKkyau, koumo ce yBeauvaBam uau HamaraBam B 3aBucumocm om HezoBama KOHUEHMpa-
uua 6 kpwBma. MNpoyuBaHuama couam, ye nopagu Pa3zAUYHU NPUYUHU 3HAYUMEAHA Yacm om
xopama Hag 60 2oguHu umam kobaramuHoB gedpuuum. ToBa ce omHaca Had-8eue 3a 60AHU-
me om 3axapeH guabem mun 2. Aowama HoBuHa e, ye AedeHuemo Ha me3u OOAHU cnopeg
npuemua HaACKOPO KOHCEHCYC 3a AeveHue Ha 3axapeH guabem mun 2, moxe ga 3agbAabouu
kobaramuHoBua gecpuuum. ToBa yBeauuaBa pucka om yckopaBaHe Ha npouecume Bogeuwu
go HAKou guabemHu ycAaoxkHeHuA. Pagaaexkgam ce mexaHu3mume Ha gUPEKMHO U Ha ONoC-
pegcmBaHo geticmBue Ha kobaramuHoBua gedpuuum 3a pazBumue Ha Me3u YCAOXKHEHUA Npu
guabemHo 60oAHU U ce gaBam npenopbKu 3a NpakmMukama, mbl Kamo HUMO eHJOKPUHOAO3U-
me, HUMO nauueHmMume ca agekBamHo UHOpPMUpPaHU 3a nocaeguuume om kobaramuHoBua
gedouuum npu 3axapeH guabem mun 2, Kak ga ce npegomBpamu, Kak ga ce omkpue u Kak ga
ce npeogoaee, 3a ga ce pegyuupa gonbAHUMEAHO pucka om guabemHu YCAOXKHEHUA, KOUmo
ce noaBaBam gopu u npu BOAHU C OMHOCUMEAHO OGP 2AUKEMUYEH KOHMPOA.
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Underestimated danger: cobalamin deficiency in type 2
dibetes mellitus

Prof. D. Koev
Military Medical Academy , General Hospital, Varna

Cobalamin is an essential biomolecule containing cobalt entering the human body with
food and by means of different transporters reaches the cells. There it binds to cellular recep-
tors and activates certain biochemical reactions. It is essential mostly for the normal
haemopoiesis and for the integrity of the nervous system. Some additional activities of cobal-
amin were established lately: some of them because of its direct effect and others due to other
molecules that increase or decrease depending on the cobalamin elevel in the circulation. A
number of studies showed that due to different reasons a considerable part of elderly over 60
have a cobalamin deficiency. This is true especially for the type 2 diabetic patients. The bad
news is that the treatment of type 2 diabetes mellitus according to the last international con-
sensus may aggravate the cobalamin deficiency. This may increase the risk of accelerating the
appearance of diabetic complications. The mechanisms of direct or indirect action of cobal-
amin deficiency and their connection to diabetic complications are discussed. Recommenda-
tions for everyday practice are presented, since neither endocrinologists nor diabetic patients
are properly informed about the consequences of cobalamin deficiency in type 2 diabetes mel-
litus; how to prevent it, how to overcome it and how to reduce additionally the risk of diabetic
complications which may appear anyway even in patients with good glycemic control.

CobpemeHeH arzopumbm 32 KOHMPOA HA 3axapHuUA
guabem mun 2

Aoy. BA. XpucmoB

Enugemuama om 3axapeH guabem mun, koamo e 2A06aAHO aBAeHue, € MOYHO OMpoXKe-
HUe Ha enugemMuyHomo HapacmBaHe Ha HAgHOPMEHOMO Mez2A0, 3amAbcmaBaHemo, mema-
DOAUMHUA CUHgPOM U 3acegHaAua HavyuH Ha >kuBom. ima HeomaoykHa HY>kga om aBmopu-
memeH U goCmamb4yHO NpaKmMuyeH aA20pumbm 3a AedeHue Ha guabem mun 2, KOUMO Cb-
gbp>ka ymBbupgeHu BugoBe megukameHmu ¢ akueHm Bbpxy maxHama cuaypHocm u edu-
KacHocm, kamo npu moBa ce B3eme B cbobpaxkeHue ygHama u 20guHUMeE HampynNaH KAU-
HUYEH onum, NOgKpeneH ¢ gocmambyHu gokazameacmBeHu gaHHu. BbB8exxgaHemo Ha Ho-
Bu kaacoBe megukameHmu B nocaegHUMeE HAKOAKO 20gUHU Kamo UHKpemuHoBume mume-
muuu u DPP4-uixubumopume, Kakmo u pe3yamamume Om 20AeMU PaHgoMUu3UpaHuU KAU-
HuuHu npoyuBaHua (ACCORD, ADVANCE, VADT, PROACTIVE u RECORD) Haro)Xuxa Cb-
wecmBeHa npeoueHka Ha goceza cbwecmByBawume arzopummu 3a u3b0p Ha mepanus.
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Contemporary algorithm for type 2 diabetes management

Assoc. Prof. V. Christov

The diabetes mellitus epidemics that is a global phenomenon exactly follows the pattern of
the epidemic rising of the incidence of overweight, obesity, metabolic syndrome and sedentary
lifestyle. There is an urgent need for competent and practical algorithm for management of type
2 diabetes that includes validated drugs with a focus on their safety and efficacy and takes into
account their price and the years of clinical experience, supported with scientific data. Intro-
ducing in the last few years of new classes of drugs such as incretin mimetics and DPP-4 inhibitors
and the results of big randomized clinical trials (ACCORD, ADVANCE, VADT, PROACTIVE and
RECORD) call for revaluation of the now existing algorithms for choice of therapy.

MemaboAumHu epekmu Ha CAMOKOHMPpoAA Ha kpbBHama
2AI0KO3a U npomMAaHama Ha cmuAa Ha >xu6om npu nauyuen-
MU CbC 3axapeH guabem mun 2

M. lNMemkoBa’, L. Tanko6a>, C. laHe6a’

1 KauHuka no BbmpewHu 6oaecmu, YMBAA ,CB8. AxHa” Codpusa

2 KAUHUYEH ueHMBbp NO eHgoKpuHoAo2un, MeguuuHcku yHuBepcumem, Codpun
3 KauHuka no eHgokpuHoaoaus, YMBAA ,A-p T. Cmpatcku”, MaeBex

EgHa om ocHoBHUMe npenopbKu 3a hauueHMuUmMe CbC 3axapeH guabem mun 2 e npomaHa
B cmuaa Ha »kuBom ¢ yeAa nocmuezaHe Ha onmumareH memaboAumeH KOHMPOA Ha 3aboaaBaHe-
mo. CamokoOHMpOoAbM Ha KpbBHama 2A0k03a, peaausupaH 6 gomawHu ycroBua ¢ nomowma
Ha 2AIOKOMEP € AeCEH HauuH 3a oueHKa Ha edpekma Ha mepaneBmuyHume meponpusmus.

Llea Ha Hacmoawomo u3zcaregBaHe Gewe ga ce oueHAM egpekmume Ha CaMOKOHMpPOAQ
Ha kpbBHama 2atoko3a (CKI) u npomaHama 6 cmuaa Ha kuBom npu nauueHMu CbC 3axapeH
guabem mun 2.

[MayueHmu u memogu: MNpoBegeHo bewe paHgomu3zupaHo, KOHMPOAUPaAHO u3cAaegBaHe
npu 255 ambyaamopHU nauueHmMu, Koumo go MomMeHma He 6axa npoBeXkgaau CaMOKOHMPOA
Ha kpbBHama 2A0ko3a. NMayueHmume Gaxa pa3znpegeaeHu no caydvaeH peg 6 gBe epynu:
2pyna, npoBexxgawa CKI (n=127) u koHmpoaAHa 2pyna (n=128). NauueHmume om gBeme
2pynu noAy4duxa pvkoBogcmBo ¢ uHgpopmauua 3a 3gpabocaoBeH HauyuH Ha >xkuBom. B Haua-
Aomo u 12 cegmuuu caeg moBa npu nayueHmume om gBeme 2pynu 6axa npoBegeHu u3c-
AegBaHuAa 3a oueHka Ha 2AlKO-MemaboAumHua KOHMPOA Ha 3aboaaBaHemo. MNayueHmume
om 2pynama, npoBexkgawa CKI noAyuuxa gonbAHUMEAHA uHopmauua u 6axa obyyeHu 3a
u3zcaegBaHe Ha KpbBHama 2aoko3a 8 gomawHu ycroBua. Ha Beceku 4 cegmuyu me3u nayu-
eHmu npoBexkgaxa 7-moukoB kpbBHO-2AI0KO3EH NPOUA.

Pesyamamu: 3a nepuoga Ha npocaegaBaHe npu nauueHmume u om gBeme 2pynu HuBama
Ha HbA;. (-0,7% vs. -0,3%; p<0,01) u Ha meaecHomo meaao (-1,4 k2 vs. -0,4 ke; p<0,01) Hamans-
xa B cpaBHeHue c usxogHume, kamo moBa HamaAreHue 6e cmamucmuyecku NO-20AAMO NPU 2py-
nama, npoBexkgawa camokoHmpoa. Kapguo-8ackyrapHume puckoBu hakmopu Kamo UHgeKc
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Ha meAecHa maca (MITM), obukoAka Ha MaAus, apMmepPuaAHO HaAf2aHe, MPU2AUUEPUGU U XOAEC-
MePOA CbWO ce Nogobpuxa cmamucmuyecku 3Hadumo npu 2pynama npoBexkgaaa CKIT.
3akaoveHue: MNpoBexkgaHemo Ha CamOKOHMPOA B gonbAHEeHUE KbM NpoMaHama cmuaa
Ha >kuBom nognomaza onmumu3upaHemo Ha KOHMpPOAa Ha 3axapHua guabem u nogobpaba
cbpgeyHo-cbgoBume puckoBu ghakmopu npu hayueHmu CbC 3axapeH guabem mun 2.

Effects of Self-monitoring of Blood Glucose and Lifestyle
Modification in Patients with Type 2 Diabetes Mellitus

M. Petkova', T. Tankova> S. Ganeva’

1 Clinic of Internal Diseases, University Hospital ,St. Anna“, Sofia, Bulgaria

2 Clinical Center of Endocrinology, Medical University, Sofia

3 Clinic of Endocrinology and Metabolic Diseases, University Hospital, Pleven, Bulgaria

Background: The first step recommendations for patients with type 2 diabetes mellitus
(T2DM) are lifestyle changes, aiming to improve metabolic control of the diseases. Self-moni-
toring of blood glucose (SMBGQ) is an easy tool for the evaluation of the effect of lifestyle mod-
ification on blood glucose levels.

Aim of the study was to examine the effect of SMBG and lifestyle intervention in patients
with T2DM.

Methods: A randomized controlled trial was conducted and 255 SMBG-naive T2DM
ambulatory patients were randomly assigned to a SMBG (n=127) and a control group (n=128).
Both groups were given a manual with basic information about healthy lifestyle. At baseline
and after 12 weeks glucometabolic parameters were assessed in both groups. The manual for
the SMBG group included information about SMBG in addition and they generated 7-point
blood glucose diurnal profiles every four weeks.

Results: Both groups managed to improve their glucometabolic control, reduction of
HbA;. (-0,7% vs. -0,3%; p<0,01) and weight loss (-1,4 kg vs. -0,4 kg; p<0,01) was significantly
higher in the SMBG group than in the control group. Cardiovascular risk factors such as BMI,
waist circumference, blood pressure, triglycerides and cholesterol levels improved significant-
ly also in SMBG group.

Conclusions: Adding SMBG to lifestyle modification is an appropriate method for patient moti-
vation to achieve and maintain better glycemic control and reduce cardiovascular risk factors.
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HearkoxoAHa cmeamo3Ha 6oAecm Ha uyepHua gpob npu
)KEHU CbC 3axapeH guabem mun 2 uAu memaboAumeH
CuHgpom 6e3 3axapeH guabem

M. boaHoB', A. bakaro@8', I. LlleunkoBa’, A. Bezenko8a’, I'. [lpogaHoBa’, B. Xpucmo6'
1 KAUHUKA NO eHgOKpUHOAO2UA
2 Exoepadcku kabuHem - LleHmpaaHa koHcyaAmamuBHa NoAUKAUHUKA
YMBAA , ArekcaHgpoBcka” EAA Codpun
Kamegpa 8bmpewHu 6oaecmu, MeguuuHcku yHuBepcumem Codpus

Llea Ha Hacmoawemo npoyuBaHe Oe ga ce onpegeau yecmomama Ha HACB npu >keHu
CbC 3axapeH guabem mun 2 uau ¢ memaboAumeH cuHgpom 6e3 3axapeH guabem.

Mamepuar u memogu: NpoyuBaHemo e pempocnekmuBHo, pazpe3Ho, obcepBauuoH-
HO. AHaAu3UpaHU b6axa gaHHUMe Ha 96 xochumaAu3upaHUu >XeHU CbC 3axapeH guabem mun
2 Ha Bb3pacm 63,2 £ 11,4 20guHu U 82 >XeHu ¢ memaboAumeH cuHgpom, Ho be3 3axapeH
guabem mun 2 Ha 58,8 + 16,2 2oguHu. B aHaau3a ce Bkatouuxa pbcm, meaao, VITM, o6ukoa-
Ka Ha maAuama, CUCMOAHO U gUAaCMOAHO apmepuaAHO HaAa2aHe u AabopamopHu u3caegBa-
HUA: 2AUKEMUA CYMPUH Ha2AagHO, 2AUKUPAH XeMO2AODUH A; ., AunugeH NpouA, YepHOgpob-
HuU eH3umu (ASAT, ALAT, GGT). lNpoBegeHa be exozpagua Ha KOPEMHU Op2aHU C JOKYMEH-
mupaHa oueHka Ha oopmama, 20AemMuHama U exozeHHocmma Ha yepHua gpob.

Pezyamamu: 7,6 % om >xeHume cbc 3axapeH guabem umaxa AAAT > 40 IU/L u 32,5 %
-TTT > 35 IU/L; cbomBemuo 20 % u 13,7 % npu >keHume C u30AupaH memaboAUMeH CUH-
gpoMm. 23 0m >keHume CbC 3axapeH guabem umaxa exo2pagpCcku gaHHU 3a HaAUYHa cmeamo-
33, @ Nnpu yucm memaboAumeH cuHgpom - camo 47%. Mexxgy nogzpynume cbC u 6e3 cme-
amo3a pa3Aukume ca 3Ha4Yumu camo no omHoweHue Ha AAAT npu >XeHume CbC 3axapeH gu-
abem; u no omHoweHUe Ha meAecHO me2Ao, obukoAaka Ha maauama, VITM u cmotHocmu-
me Ha [TT - npu >xeHume ¢ memaboaumeH cuHgpom. [pu npaz 3a omkpuBaHe Ha YepHOQg-
pobHa cmeamo3a om 40 Ul/L uyBcmBumearHocmma Ha AAAT e okoao 15%, a Ha [TT - oko-
Ao 20%.

ObcwvxgaHe: Hacmoawemo npoyuBaHe noka3zBa Bucoka yecmoma Ha exozpadpcku yc-
maHoBaBaHama yepHOogpobOHa cmeamo3a cpeg >KeHume CbC 3axapeH guabem mun 2 u me-
maboAumeH cuHgpom. Heobxogumo e npoBerkgaHemo Ha enugemuoAro2u4Ho npoyyBare 3a
onpegeaaHe yecmomama Ha HACD.

Non-alcoholic fatty liver disease (NAFLD) in women with
type 2 diabetes or with the metabolic syndrome but with-
out diabetes

M. Boyanov', D. Bakalov', G. Sheinkova’, L. Vezenkova', G. Prodanova’, V. Christov’,

1 Endocrinology Clinic

2 Sonography unit - Central Consultation Policlinic

University hospital ,Alexandrovska”
Department Internal Medicine, Medical University Sofia
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The aim was to study the prevalence of NASH in women with diabetes type 2 or with the
metabolic syndrome but without diabetes.

Materials and methods: This is a retrospective, cross-sectional, observational study. We
analyzed data from in-hospital patients: 96 women with diabetes type 2 (mean age 63,2 £ 11,4
years) and 82 women with the metabolic syndrome but without diabetes (mean age 58,8 +
16,2 years). Body weight, height, BMI, waist circumference, systolic and diastolic blood pres-
sure were analyzed as well as laboratory parameters such as fasting plasma glucose (FPG), gly-
cated hemoglobin Alc, serum lipids, liver enzymes (ASAT, ALAT, GGT). The liver shape, size
and sonographic pattern were documented by abdominal sonography.

Results: 7,6 % of DM 2 women had ALAT > 40 IU/L and 32,5 % - GGT> 35 IU/L; respec-
tively 20 % and 13,7 % - in women with the MS. 2/; of the women with DM 2 had liver steato-
sis, and only 47% of the women with isolated MS. Between group differences (with/without
NASH) were significant only for ALAT in women with DM 2 and for body weight, waist cir-
cumference, BMI and GGT - in the women with MS. If a diagnostic threshold for NAFLD of
40 Ul/L is set the sensitivity of ALAT is around 15% and that of GGT - around 20%.

Discussion: This study documented a high prevalence of sonographic signs for liver steato-
sis in women with diabetes type 2 or the metabolic syndrome. An epidemiologic survey of the
prevalence of NAFLD is needed.

HeonamaaeH Auabem

KoncmanmunoBa M, CaBoBa P, Hattersley A, Ellard S, ApwunkoBa M,
KonpuBapoBa K, l'aneBa M.

Kamegpa no Aemcku 6orecmu, KauHuka no EHgokpuHoAoaug, Auabem u leHemuka,
MY, CBAAAB, Codpun

HeoHnamaaHuam guabem npegcmaBaaBa pagka gpopma Ha guabem, Bb3HUKBawa go 6-
ua meceu, caeg paxkgaHemo, ¢ yecmoma 1/400 000. CvwecmByBam gBe bopmu - mpaH3u-
mopeH, Hat-yuecmo cBbp3BaH cbe cBpbxekcnpecusa Ha yHacaregeHu om bawama areau 6 ro-
Kyc 6g24 - ZAC u HYAMI, u nepmaHenmeH - acouuupaH ¢ mymauua 6 2eHu - KCNJ11 u
ABCCS8, kogupawu Kir6.2 u SURT cybeguruyume Ha ATM-uyBcmBumernume Kt-kanaau 8
membpaHama Ha naHkpeacHume B-kaemku. Mymauuume 6 2eHume, Kogupawu me3u KaHa-
AU goBexkgam go nocmoaHHama um akmuBayua u nocaegBaw,omo HapyweHue 6 UHCYAUHO-
Bama cekpeuua. AkmuBHocmma Ha KaHaaume Moke ga bbge pezayaupaHa nocpegcmBom
CyAgpaHuAypelHU npenapamu.

B kauHukama no Auabem ce HabatogaBam u AekyBam 5 geua c HeoHamaneH guabem, npu
KOUMO e HaAuuge 20Aama xemepozeHHocm 68 npomuvaHemo Ha 3aboaaBaHemo. Npu yemupu
om max ca u3zkAatoueHu mymauuu 6 gBama 2eHa - KCNJ11 u ABCCS8. INpu gBe om geuama gu-
abembm e mpaH3umopeH, kKamo Npu egHomMo ce goka3a mymauusa 8 ZAC arera u ce 3anoyHa
UHCYAUHOAeueHue, koemo B nocaegcmBue, npu noaBama Ha xunozaukemuu, 6e cnpaHo. INpu
gpy2omo geme C mpaH3umopeH guabem xunepaAukemuama NPOgbAXKU CaMO HAKOAKO gHU U
He ce HaAoXU 3anouBaHe Ha uHcyAuHoBa mepanua. Bb3moxkHo e ga ce kacae 3a MODY (6awa-
ma u gagomo no bawuHa AUHUA ca ¢ guabem Ha uHcyAauHoBo AeveHue, HO pogumeAaume He ga-
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goxa CbaAacue 3a 2eHemuyHo u3caegBane). [pu ocmaHaaume nauueHmu guabembsm e nepma-
HeHmeH. [pu eguH nayueHmM e HaAuue cbuyemaHue ¢ uzocmaBaHe 8 HepBHo-ncuxu4HOMO pas-
Bumue u MycKyaHa XunomoHus, HO He ce goka3a nogo3upaHua DEND syndrome.

Mpu Bcako Kbpmaye ¢ nepcucmupaw, HeoHamaaeH guabem go 6™Meceuta Bp3pacm, ¢ Heza-
muBHU aHmMuocmpoBHOKAEMBYHU aHMuUMeAa U gokazaHa mymauus e onpaBgaHa mepanuama
CbC cyAgpaHuAypeliHU Npenapamu, a UHCYAUHOAEHYEHUEMO, gOCKOPO CMAMAaHO Kamo eqguHcmBe-
HO, € Heobxogumo ga 6bge cnpaHo. Ha Bcako geme ¢ HeoHamaaeH guabem e npenopbyumen-
HO ga 6bge u3BbpweH 2eHemMuyeH aHaAus3, 3a ga ce npeoueHU aHmMuguabemHomo AeyeHue.

Neonatal diabetes

Konstantinova M., Savova R., Ellard S., Archinkova M., Koprivarova K., Ganeva M.
Department of Pediatrics, Clinic of Endocrinology, Diabetes and Genetics, Medical University, Sofia

Neonatal diabetes is a rare form of diabetes that occurs within the first six months after
delivery, with a frequency 1/400 000. There are two types of neonatal diabetes - transient and
permanent. The transient diabetes is a result of overexpression of paternally inherited alleles in
locus 6g24 - ZAC and HYAMI. The permanent type is associated with mutations in genes
KCNJ11 and ABCCS8, that code for the Kir6.2 and SUR1 subunits of the ATP-sensitive K*-chan-
nels in the membrane of the pancreatic B-cells. Mutations in genes, coding for these channel-
slead to their persistent activation and the subsequent disturbance of the insulin secretion. The
activity of the channels could be regulated through sulphanylureic drugs.

In the Diabetes clinic five children with neonatal diabetes with a large heterogeneity in the
course of the disease are being followed up and treated. Mutations of the KCNJ11 and ABCC8
genes have been excluded in four patients. Two of the children had a transient type of diabetes
- in one of them a mutation of the ZAC allele has been confirmed and an insulin treatment
has been initiated, which was cancelled afterwards because of hypoglycemic states. In the
other child the hyperglycemic state lasted only a few days and did not require insulin treat-
ment. There are grounds to believe that this condition could be linked with MODY type of dia-
betes (the father and the grandfather on the father’s side are with diabetes and on insulin treat-
ment but they did not give consent for genetic testing). In the rest of the patients the diabetes
is of the permanent type. One of them showed a delay in the neuro-psychological develop-
ment and muscular hypotonia, but the suspected DEND syndrome has not been proven.

Treatment with sulphanylureic drugs is an accurate choice for every neonate that has the
persistent type of neonatal diabetes, along with negative anti-islet antibodies and a proven
mutation. The insulin treatment, which has been considered as a sole alternative, should be
avoided. Genetic testing is recommended for every child, diagnosed with neonatal diabetes
within the sixth months after delivery, in order to reevaluate the anti-diabetes treatment.
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NMpomeHu 6 memaboAaumHume u 6b3naAumeAHuU mapkepu
npu npegnybepmemHu geua ¢ abgomuHaAHO 3amAbLCMA-
6ane

C. F'aayeBa’, B. MomoBa', 1. Mlomo®B’, b. TowkuHa', ME Street’,
C. TanyeBa’, E. Aanko6'’

1 MeguuuHcku YHuBepcumem - Bapxa, Kamegpa no Neguampua u meguuuHcKka 2eHemuka
2 MeguuuHcku YHuBepcumem - BapHa, Kamegpa no BbmpewHu 6orecmu
3 Meguuutcku YHuBepcumem - Mapma, Mimaaus, Kamegpa no Neguampusn

AbgomuHaaHOMO 3amabcmaBaHe ce acouuupa ¢ omkAoHeHuUa B8 kapguomemaboAumHu-
me noka3zameAu U HaAu4ue Ha XPOHUYHO HUCKocmeneHHOo Bb3naaeHue, puckoBu 3a Bb3HUK-
BaHe Ha HebAazonpuamHu 3gpaBHu nocaeguuu B 3para Bvb3pacm. Te3u NpomeHu ca Hegoc-
mMamwbyHO U3yyeHu npu npegnybepmemHu geua.

Llea: Aa ce u3caegBa Bpb3zkama mexgy Haauduemo Ha abgomuHaAHO 3amAabcmabaHe,
onpegeAeHo upe3 umepeHama obukoaka Ha maauama (OT), kapguomemaboAumHume puc-
koBu ¢pakmopu u cepymHume HuBa Ha Hakou Bb3naaumeAHu/aHMUUH(AAMaMOpPHU Mapke-
pu npu 3gpaBu npegnybepmemHu geua.

Memogu: TNpoBege ce mpaHcBep3arHo npoyuBare Ha 168 npegnybepmemHu geua (78
momuema; cpegHa Bb3pacm 8,1+1,3 2oguHu), paznpegeaeHu 68 3 2pynu cnopeg OT: 1 2p.
(OT<75Mu nepceHmun); 2 2p. (OT mexgy 75-90MU nepceHmun); 3 ep. (OT=90™MY nepceHmMuUA).
Teaanomo, pbcmbm, OT u apmepuarHomo HaaazaHe (AH) 6axa usmepeHu. V3caegBaxa ce ce-
pymHume HuBa Ha KpbBHama 2AK03a, UHCYAUH, mpuaAuuepugu, HDL-xorecmepoa, TNF-
alpha, IL-6, hsCRP u agunoHekmuH.

Pe3yamamu: AbgomuHaaHO 3amAbcmeaume geua (3 2p.) umam 3Hadumo no-Bucoku AH,
MpPU2AUUEPUJU, UHCYAUH U KpbBHa 2Atoko3a (p<0,01), kakmo u no-Hucku HuBa Ha HDL-xo-
Aecmepoaa (p<0,05) 8 cpaBHeHue cbe caabume koHmpoau (1 2p.). C yBeauueHue Ha OT cue-
HugpukaHmHo HapacmBam hsCRP u IL-6 (p<0,0001 u p=0,016, pecn.), gokamo HuBama Ha
agunoHekmuHa HamaaaBam cbc cmeneHma Ha aguno3umema (p=0,045). hsCRP kopeaupa
noaoxkumeaHo ¢ OT, AH, uHcyauHa u IL-6 (p<0,0001), u HeczamuBHo ¢ HDL-xoaecmepoaa (r=-
0,202, p=0,013). IL-6 kopeaupa c OT, CAH u TNF-alpha (p<0,05), gokamo agunoHekKmuHbM
noka3zBa obpamHa kopeaauua ¢ OT (r=-0,211, p=0,008).

3akaoveHue: AbgomuHaaAHOMO 3amabcmaBaHe npu npegnybepmemHu geua Kopeaupa
c npomeHu 6 kapgumemaboaumHume u Bb3narumerHu nokazameau, npegcka3Bawu 6bgew
puck om pa3zBumue Ha 3axapeH guabem u cbpgeuyHo-cbgoBu 3aboaaBaHus.

Changes in metabolic and inflammatory markers in prepu-
bertal children with abdominal obesity

S. Galcheva', V. lotova', Y. Yotov?, B. Toshkina’, ME Street’, S. Tancheva’, E. Dyankov’

1 Medical University - Varna, Dept. of Pediatrics and medical genetics
2 Medical University - Varna, Dept. of Internal medicine
3 Medical University - Parma, Italy, Dept. of Pediatrics
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Abdominal obesity is associated with cardiometabolic abnormalities and presence of
chronic low-grade inflammation, all risk factors for adverse health outcomes in adulthood.
These changes are insufficiently studied in prepubertal children.

Aim: To evaluate the relationship between abdominal obesity, defined by the waist cir-
cumference (WC), cardiometabolic risk factors and serum levels of several inflammatory/anti-
inflammatory markers in healthy prepubertal children.

Methods: A cross-sectional study of 168 prepubertal children (78 males; mean age 8,1£1,3
years) was conducted. Children were divided into 3 groups according to their WC: 1 gr.
(WC<75th P); 2 gr. (WC 75-90th P); 3 gr. (WC=90t P). Body weight, height, WC and blood
pressure (BP) were evaluated. Serum levels of blood glucose, insulin, triglycerides, HDL-cho-
lesterol, TNF-alpha, IL-6, hsCRP and adiponectin were measured.

Results: Abdominally obese children (3 gr.) had significantly higher BP, triglycerides, insulin
and blood glucose levels (p<0,01) as well as lower HDL-cholesterol levels (p<0,05), compared
to non-obese subjects (1gr.). With increasing WC, serum levels of hsCRP and IL-6 rose signifi-
cantly (p<0,0001 and p=0,016, resp.), while adiponectin decreased with adiposity (p=0,045).
hsCRP correlated positively with WC, BP, insulin and IL-6 levels (p<0.0001), and negatively
with HDL-cholesterol (r=-0,202, p=0,013). IL-6 correlated with WC, systolic BP and TNF-alpha
(p<0,05), while adiponectin levels were inversely related to WC (r=-0,211, p=0,008).

Conclusion: Abdominal obesity in prepubertal children correlates with some cardiometa-
bolic and inflammatory abnormalities, predicting future risk of developing diabetes and car-
diovascular disease.

bazaa-boAycHo AeueHue ¢ uHcyAuHoBu aHaAo3u u (haekcu-
OuAeH peXxum npu geua ¢ guabem, gucnaHcepu3upaHu om
eKuna no gemcka guabemoaozua 66 BapHa (2007-2008)

B. MaagenoB, B. MlomoBa, B. boagxueB, B. LjaneBa.

Kamegpa no neguampusa u meguuuHcka 2eHemuka, MY - BapHa

MHcyauHo3aBucumuam 3axapeH guabem e Hal-yecmama gpopma Ha guabem 6 gemcka-
ma Bb3pacm. Aoka3aHo e 3HayeHuemo Ha memaboAumHuAa KOHMpPoA 3a pa3zBumuemo u me-
»Kecmma Ha XpoHUYHUME MY YCAOXKHEHUA.

LleA: ga ce oueHU KOHMpOAA Ha geuama Ha aHaro2080 uHcyauHoBo AeveHue ype3 me-
AegpoHHO uHmepBio B pamkume Ha 2 cegmuuu. AuabemeH mum om mpuma Aekapu, 3 cecm-
pu u ncuxoaro2 omzoBapa 3a pegoBHume npeaaegu Ha 150 geua Ha Bv3pacm om 1 go 18 2.
Ha 6a3aaHo-60AyceH aHaro208 pexkum ca 52,7% om geuama. CpegHama um Bb3pacm e
14,4£4,2 2. CpegHama gaBHocm Ha 3ab6oaaBaHemo e 7,14%3,6 2. (1,6+16,0 2.), 53,2% ca mom-
yema. CpegHama npogbAXKumeAaHocm Ha aHaro208o0mo AeveHue e 4,6 2oguHu (0,75-6,0 2.),
cpegHama uHcyauHoBa go3a - 1,18 E/ke. Ha 4 unxxekuuu gHeBHo ca 81,0%, a 16,5 % - Ha
noBeue om 4. CpegHama go3a Ha 6a3aaHua aHaroz e 0,55 E/ke: 3a Aememup - 0,62 E/ke, 3a
FAap>kuH - 0,46 E/ke. Ha 6a3aAHua aHaroz ce nagam 45,0% om obwama gHeBHa go3a, 3a
Aememup - 48,45%, 3a Mhap>uH - 41,54%. HbA,. Bapupa om 5, go 16,2%, cpegHo 8,76%
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(cpewy 8,55+2,3% 6 obwama 2pyna geua, Bka. me3u B8 pemucun). C gobbp KOHMPOA -
HbA,<7,5% ca 26,6% om geuama (cpewy 36,4% 6 obwama 2pyna). C enu3ogu Ha AeKU Xu-
no2aukemuu ca 49,4%, c enu3og Ha meXkka XUNO2AUKEMUA Npe3 nocAegHama 20guHa ca
2,5%, a 34,2% ca 6e3 xunoz2aukemuu. Cucmema 3a bpoeHe Ha Bbeaexugpamume u3znoa3zBam
59,5%. Cnopeg xpaHeHemo, u3xogHama 2AKO3a U npegcmoawama gu3udecka akmub-
HOCM go3upam UHcYAuHa 62,0% om geuama; 49,1% npuaazam nocmoAHHO cbBMmecmHo u
gBama npuHuuna. Hacmoawume gaHHuU ca 6a3a 3a pegoBHa ougHKa U gONbBAHUMEAHO NO-
gobpaBaHe Ha KOHMpoOAA Ha guchaHcepHuMe nauueHmu.

Basal-Bolus treatment with insulin analogues and flexible
regimen in children with diabetes, followed by Varna pedi-
atric diabetes team (2007-2008)

W. Mladenov, V. lotova, V. Boyadzhiev, V. Tzaneva
Dept. of Pediatrics and Medical Genetics, Medical University - Varna

Type 1 diabetes is the most common type of diabetes in childhood. The significance of
the metabolic control for the development and severity of its chronic complications is proven.
Aim: to assess the control of children on analogue treatment by means of telephone inter-
view in a two weeks time. A team of 3 doctors, 3 nurses and a psychologist is responsible for
the regular follow-up of 150 diabetic children, aged 1 to 18 years. On basal-bolus analogue
regimen are 52,7% of the children. Their mean age is 14,4£4,2 years, the mean diabetes dura-
tion is 7,14£3,6 years (1,6+16,0), 53,2% are boys. The mean duration of the analogue treat-
mentis 4,6 years (0,75-6,0), the mean insulin dose - 1,18 Ul/kg. On 4 daily injections are
81,0%, 16,5% - on more than 4. The mean dose of the basal analogue is 0,55 Ul/kg: for
Detemir - 0,62 Ul/kg, for Glargine - 0,46 Ul/kg. From the total daily dose 45,0% belong to
the basal analogue: for Detemir - 48,45%, for Glargine - 41,54%. HbA,. is between 5,6%
and 16,2%, on average - 8,76% vs. 8,55%2,3% in the whole group including those with remis-
sion. With good glycemic control (HbA;.<7,5%) are 26,6% of the children vs. 36,4% in the
whole group. With mild hypoglycemia episodes are 49,4%, 2,5% had a severe hypoglycemia
episode in the last year, and 34,2% are without hypoglycemic episodes. Carbohydrate count-
ing use 59,5% of the children, 62,0% dose according to meals, initial blood glucose level and
impending physical activity, 49,1% apply both principles together constantly. The present
data is a basis for regular assessment and further improvement of patients’ control.

[AukemuuyeH KOHMPOA, YCAOXKHEHUA U 2PWKU 3a geuama
CbC 3axapeH guabem, gucnaHcepu3upaHu 6 gemckua gua-
0emeH ueHmwvbp 666 BapHa (cpabHumeaeH aHaau3)

B. LjaneBa, B. MaageroB, B. boagxue6, B. MomoBa

Kamegpa no neguampusa u meguuuHcka 2eHemuka, MY - BapHa
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AokazameacmBama 3a 3HaveHUEmMO Ha 2AUKeMUYHUA KOHMPOA 3a pazBumuemo u me-
»KeEcmma Ha XpoHUYHUME YCAOXKHEeHUA Ha gemckua guabem ce yBeauyaBam HenpekbcHamo.

Llenma Ha Hacmoawomo npoyuBaHe e ga oueHU 2puXkume 3a guchaHcepu3zupaHume
geua u ga cpaBHu nocmuykeHuama € npeguwHu hepuogu. Tpuma Aekapu, 3 cecmpu u ncu-
x0A02 omzoBapam 3a pegoBHume npeaaegu Ha 150 geua Ha cpegHa Bb3pacm 12,1£4,0 2.,
cpegHa npogbAXumeAHocm Ha guabema 4,4%3,8 (0,1-15,0) 2. CpegHama NpogbAXKUMEA-
HOCM Ha XochumaAu3auua Npu guazHo3ama e Hamaaara om 21,3 (1986-88 2.) Ha 8,1 gHu
npe3 2008 2. Npe3 2007 2. 76,7% om geuama ca >4 uH>ekuyuu gHeBHo, a npe3 2008 2. -
82%, kamo 64,8% u3znoa3zBam noHe 1 uHcyauHoB aHanoe. [NocewaBawume pegoBHo LleH-
mbpa ca ce yBeauyuau om 20,8% Ha 77,7% (1998-2008 2.). CpegHuam HbA, . e 8,76+2,1%
npe3 2007 cpewy 8,55+2,3% npe3 2008 2., kamo 36,4% ca c HbA{.<7,5%. OmHocumeaHu-
am gaA Ha uHuuyuaaHa AKA cnaga om 30,1% Ha 21,0% (1997-2008). Enuzogume Ha me>kka
Xunoz2Aaukemua HamaaaBam cuz2HudukaHmHo - om 35,7% (1997) Ha 1,3% npe3 2007-2008
(p<0,001). Omyuma ce 3Ha4YUMEAHO HaMaAeHUe Ha XPOHUYHUMeE MUKPOBacKyAapHU YCAOXK-
HeHua (2008 2.) 6 cpaBHeHue ¢ muHaau npoyuBaHua (1990-1997 2.): AI'THIT om 42,9% Ha
10,7%; MAY - om 33,2% Ha 22,7%; pemuHonamua - om 25,7% Ha 5,0 %.

B 3akatoueHue, epuxkume 3a geuama B pezuoHa ca ce nogobpuAu 3HadyumeaHo 6 noc-
AegHume 20 20guHU, NPU HaAu4vue Ha gonbAHUMeAHU pe3epBu 3a ycvBovpweHcmBaHe.

Glycemic control, complications and care for children with
with diabetes, followed by Varna pediatric diabetes center
(a comparative analysis)

V. Tzaneva, W. Mladenov, V. Boyadzhiev, V. lotova

Dept. of Pediatrics and Medical Genetics, Medical University - Varna

The evidence about the importance of the glycemic control for the development and
severity of the chronic complications of childhood diabetes are constantly increasing.

The aim of the present study is to assess the care of the regularly followed-up children and
to compare it to previous time-periods. Three doctors, 3 nurses and a psychologist are respon-
sible for seeing 150 children aged 12,1+4,0 years, mean diabetes duration 4,4+3,8 (0,1-15,0)
years. The mean duration of the initial hospital admission decreased from 21,3 (1986-88) to
8,1 days (2008). In 2007 76,7% of the children inject insulin >4 times daily, in 2008 these were
82%, 64,8% use at least 1 insulin analogue. The regular visitors increased from 20,8% to
77,7% (1998-2008). The mean HbA, is 8,76+2,1% in 2007 vs. 8,55+2,3% in 2008, 36,4%
with HbA;.<7,5%. The relative share of initial DKA decreases from 30,1% to 21,0% (1997-
2008). The severe hypoglycemic episodes decrease significantly - from 35,7% (1997) to 1,3%
in 2007-2008 (p<0,001). There is a significant decrease of the chronic microvascular compli-
cations (in 2008) compared to previous studies (1990-1997): neuropathy from 42,9% to
10,7%; MAU from 33,2% to 22,7%; retinopathy from 25,7% to 5,0%.

In conclusion, childhood diabetes care in the region improved significantly in the last 20
years, in the presence of further possibilities of perfection.
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Xunepaaukemuu 6 gemcka u roHowecka 6b3pacm - xemepo-
2eHHocm u npeguzbukameacm6o 6 exxegHeBHama npakmuka

Beceaun BoagxueB, Buonema MomoBa, Buanxeam MragenoB
MeguuuHcku YHuBepcumem - BapHa

[Mpe3 nocAegHUMe 20gUHU gedpuHULUAMA U KAacudpukauuama Ha 3axapua guabem (3A)
8 gemcka Bv3pacm ce pazwupu u obo2amu c gobaBaHemo Ha HOBU gobpe omepaHuyeHu
dopmu. Bbnpeku moBa, maxHama guazHo3a u AeveHue ocmaBam npegu3zBukameacmBo 6
exxegeBHama kAuHuYHa npakmuka. IpegcmaBame mpu momuema Ha Bb3pacm 3, 10 u 17
2oguHu ¢ Bucoka kpbBHa 2atoko3a (KI) ycmanoBeHa uHuugeHmHo uau B xoga Ha ocmpa uH-
dekuua. Humo egHo om max Hamawe pamuaHocm 3a 3A UAU aHamHe3a 3a 3HavYumeAHa No-
Augunconoauypua. [Npu npuemanemo Bcuuku 6axa NOAO>KUMEAHU 3a 2AOKO3ypuA U auemo-
Hypua, ¢ KI om 14 go17 mmol/l, koamo ce Hopmaauzupa 68 caegBawume 3-4 gHu. C uea ga
ycmaHoBum puckbm om pazBumuemo Ha guabemHo 3aboaaBane, npoBegoxme OITT, u 6a-
xa uzcaegBaru HbA, ., C-nenmug u aBmoumyrumem. INpu gBeme no-maaku momyema aabo-
pamopHuUme pe3yamamu 6axa HopmaAHu, a no Bpeme Ha egHo2oguwHOMO npocaegaBaHe-
ocmaHaxa acumnmomHu. [Mpu 17-20guwromo pomye ce ycmaHoBu HbA . - 9,1% u HIT ¢ KI
14 mmol/l Ha 120min no Bpeme Ha OITT, npu GAD65 5,97 Ul/ml (Hopma <5,0), IA-2 4,4
Ul/ml (<15,0), IA 1,9 Ul/ml (<10,0) u HopmaaeH C-nenmug 680,5 pmol/l (170-980). Caeg 3
meceua cna3BaHe Ha guema u akmuBeH gBuzameneH pexxum HbA;. cnagHa go 8,0%, a KI
pagko 6axa >10mmol/l. ToguHa no-kbcHo HbA, . ce pegyuupa go 6,2%, a mumbpbm Ha aH-
mumeAama ocmaHa HUcbk. Bbnpeku moBa, Bceku onum 3a HapywaBaHe Ha guemama Ge
cbnbmcmBaH om HoBo BrowaBane Ha KT u HbA, .. NMpegcmaBeHume cayyau ca nokazamea-
HU 3a pa3Hoobpa3zuemo om npuduHu Bogewu go noBuwaBaHe Ha KI u gokazBam Heobxo-
gumocmma om npoBeykgaHemo Ha nbAeH Habop uzcaegBaHua u gba2OCPOUHO NpocaegaBa-
He C ueA onpegeaaHe Ha mo4yHama guazHo3a u mepaneBmuuHo noBegeHue.

Hyperglycemia in children and adolescents — a heteroge-
neous everyday practice challenge

Veselin Boydzhiev, Violeta lotova, Wilhelm Mladenov
Medical University - Varna

In the recent years the definition and classification of childhood diabetes mellitus (DM)
were enriched with new well delineated entities. Nevertheless, the clinical practice still poses
difficulties with diagnosis and treatment. We present 3 boys aged 4, 10 and 17 years who
were admitted for high blood glucose levels(BGL), found accidentally or during episodes of
acute infections. No one had first-degree relatives with DM, nor history of polydipsia and/or
polyuria. At admission all were positive for glucosuria and ketonuria, with BGLs between 14,0-
17,0mmol/Il, which had been normalized in the next 3-4 days. In order to evaluate the risk for
developing overt diabetes, we performed OGTT, HbA, ., C-peptide and autoimmunity. In the
two younger boys, the laboratory results were normal, and during the next year they remain
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without any new signs of BG disturbances. In the eldest boy HbA;. was 9,1%, OGTT results
showed BGLs up to 14,1 mmol/l at 120 min, GAD65 5,97 Ul/ml (refrange <5,0), IA-2 4,4
Ul/ml (<15,0), IA 1,9 Ul/ml (<10,0) and normal C-peptide level 680.5 pmol/l (170-980). After
3 months of appropriate diet and active sporting activities his HbA ;. decreased to 8,0%, and
BGLs were occasionally over 10 mmol/I. In the next year of follow-up HbA. normalized com-
pletely (last result 6,2%), while antibody titers didn‘t increase. However, every attempt of the
patient to abandon the diet worsened BG levels and HbA, .. These patients demonstrate the
diversity of documented hyperglycemia in children and adolescents as well as the need of fol-
low-up and making decisions about their management.

EnuAencua napuyuaAuc KOHMuUHya npu ge6roma Ha mun 1
3axapeH guabem c¢ guabemHa kemoauumo3a (AKA) npu
geme Ha 1,5 cogwHa 6b3pacm

B. MomoBa, M. MockoBa, P. PaaueBa, M. XeaeBa, B. MramukanoB', b. bareB’,

B. Kupazo6', B. MaageHoB, B. boagxueB, . XpucmoB, A. ApabagxueBa.

Kamegpa no neguampus u meguuuHcka 2eHemuka, Kamegpa no aHecme3uoAo2us u peaHumauus 1,
Kamegpa no obpa3Ha guazHocmuka 2, MeguuuHcku yHuBepcumem - BapHa

3axapHuam guabem (3A) mun 1 yecmo ce cbuyemaBa ¢ gpyau aBmoumyHHu 3ab60Aa6a-
Hua (aBmoumyHeH mupeougum, yeauakus, u gp.). ObukHoBeHo guabembm e goMmuHUpaw,o-
mo 3aboaaBaHe u HeczoBomo Hauaro npegxoykga gpyaume 3aboraBaHua. Cpeg pegkume Cb-
yemaHua ca me3u C enuAencus, KoAsmo uma ugeHmuyHa Yyecmoma cpeg geuama c guabem
cnpamo mazu 8 obwama nonyaauusa. NpegcmaBame uzkaloHUMEAHO pagka KoMbuHauua om
yacmuuHa HenpekbcHama enuaencua (YHE) u mun 1 3A y geme Ha 1 2. 7 mec. 3aboaaBaHe-
mo 3anouBa BHe3zanHO ¢ MOHUYHO-KAOHUYEH 2bpy, B Xoga Ha AedeHUemMO Ha KOUMmo ce gu-
azHocmuuyupa uHuuyuarHa AKA (C-nenmug 129 pmol/l, HbA;. 9,3%). B xoga Ha AeuyeHuemo
ebpuoBeme npogbakaBam u 6 caegBawume gHu ce opopmu kapmuHama Ha YHE ¢ yBeau-
yaBawa ce npogbAKUMEAHOCM Ha enuAenmuyHume cmamycu go 4-5 vaca 2-3 nomu 6 ge-
HoHowue, 6e3 noBauaBaHe om aHMu-enuAeNMUYHA Mepanua maz2Ha U eckaaupawa gecHoc-
mpaHHa xemunapesa. Npu gupepeHyuasHama guazHo3a, BkA. caeg obcbkgaHe B8 mexkgyHa-
pogHama mpexka Ha ISPAD, ce gocmuz2Ha go KOHCEHCYC OMHOCHO emuoAo2uama kamo a6-
MOUMUHHO AOKaAu3upaHo 3acazaHe Ha GABA-epzuuHume HeBpoHu, koemo ce nomBbpikga-
Ba om mumbpa Ha GAD65 anmumeaa - 78,6 E/mA (Hopma<b). [MpogbAKumeAHOMO AeveHue
(Hag 60 gHu) Bkatouu u.B. MimyHoBeHUH, 2AlOKOKOpMUKOugu, mpolHa aHmukoHByacaHmMHa
mepanua 6 makcumaaHu go3u, Bka. anmu-GABA epauuu u nomowHa mepanua. ViHcyauHoBomo
AeveHue ce npoBege ¢ MNapgkuH u Achapm nopagu HeBb3MOXKHOCM ga ce nAaHuUpam XpaHe-
Hua 3apagu 2bpuoBeme u npugpyrkaBawume 2u noBpbwarua. PewaBawa 6e npogbAKumMeA-
Hama gbAbOKa HapKo3a, cAeg KOAMO gememo HAMa enu-CuMnmomamuka, a Xxemunape3ama ce
nogobpaBa. NauueHMbM npeogoaa mexkka ocmpa uHgekyua, 6e3 ga 6v6306H08u 2bpuoBeme
U nocmuezHa YacmuyHa guabemHa pemucusa. INpegcmaBeHuam nauueHm gemoHcmpupa Bce no-
CcAOXKHama npupoga Ha aBmoumyHHume 3aboaaBaHua u npegumcmBama Ha ekunHuUa NOgxog
NpU AeYEeHUEmMO UM.
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Epilepsia partialis continua (EPC) at presentation of typel
diabetes mellitus with diabetic ketoacidosis (DKA) in a 1,5
years old child

V. lotova, M. Moskova, R. Ralcheva, M. Zheleva, V. Platikanov’, B. Balev’, V. Kiryazov',
V. Mladenov, V. Boyadzhiev, I. Hristov, D. Arabadzhieva.

Dept. of Pediatrics and Medical Genetics, Dept. of Anesthesiology and Reanimation T,
Dept. of imaging diagnostics 2, Medical University - Varna

Type 1 diabetes mellitus (DM) often segregates with other autoimmune diseases (autoim-
mune thyroiditis, celiac disease, etc.). Usually diabetes dominates and presents prior to the
other diseases. Within the rare combinations is that with epilepsy which is equally frequent
among children with and without diabetes. We present an extremely rare combination of EPC
and type 1 DM in a 1,5 years old child. The disease debut is abrupt with a tonic-clonic seizure
during the treatment of which initial DKA is diagnosed (C-peptide 129 pmol/l, HbA;. 9,3%).
In the course of treatment seizures continued and the clinical picture of EPC formed, with
increasing epileptic status duration - up to 4-5 hours 2-3 times/24 hours, without antiepilep-
tic gross therapy effect and with escalating right-hand site hemiparesis. At differential diagno-
sisand consulting with the international ISPAD network, the consensus about the etiology was
reached as an autoimmune localized affect of the GABA-ergic neurons confirmed by the titer
of GADG65 antibodies - 78,6Ul/ml (r.r.<5). The prolonged treatment (>60 days) included i.v.
Immunovenin, glucocorticoids, triple anticonvulsant therapy in maximal doses, incl. anti-
GABA-ergics and adjuvant treatment. Insulin treatment was carried out with Glargin/Aspart due
to the erratic feedings because of seizures and concomitant vomiting. Decisive for the cure was
the long-term deep narcosis after which the patient is free of epi-symptoms and hemiparesis is
improving. The patient coped with a severe acute infection without seizure recurrence and
reached partial remission. This patient demonstrates the even more complicated nature of the
autoimmune diseases and the merits of the team approach to their treatment.

Ocmpa 6b0peuHa HegocmambuyHocm 6 xoga Ha guabem-
Ha kemoauugo3a 6 gemcka 6bv3pacm

ApwuHkoBa M, KonpuBapoBa K., KoncmanmunoBa M., Ca6oBa P, lane6a M

Kamegpa no Aemcku 6orecmu, KauHuka no EHgokpuHoaoz2us, Auabem u l'eHemuka, MY, CBAAAB Cocpus

AuabemHama kemoayugo3a e Hal-4ecmomo ocmpo HacmbnBawo YycroxKHeHuUe, 3acm-
pawaBawo >kuBoma Ha geuama ¢ guabem. CpaBHumeaHo pagko 6 xoga Ha guabemHama
Kemoauugo3a moxe ga ce pa3zBue ocmpa 6bbpeyHa HegocmambuHocm, koamo yBeauva-
Ba pucka om aemaaeH u3xog ¢ 50%. Ocmpama npepeHaaHa azomemua Bb3HukBa kamo pe-
3yamam om mexkkua BogeH gecpuuum, koumo npuduHaBa kpumuuHo HamaraBaHe Ha Ob6-
peuHua KpbBOMOK U 2A0MepyAHama cpuampauus.
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Mpe3 nocaegHume 5 20guHu B kKAuHUKama no guabem ca HabAatogaBaHu 3 geua ¢ pa3aud-
Ha npogbAkumeaHocm Ha 3aboaaBaHemo, koumo ca pa3zBuau ocmpa 6bOpeuHa Hegocma-
mbuHoCcm B xoga Ha guabemHa kemoauugo3a. Bcuuku me ca Bv3cmaHoBuAu HanbAHO ObO-
peyHama cu yHKUUA 3a pa3audeH nepuog om Bpeme u He ca npozpecupasu go XpPOHUYHA
6b0peuHa HegocmambuHocm. [MpogbakumeaHomo npocaegaBaHe Ha me3u geua u npoBexx-
gaHume KOHMPOAHU u3cAegBaHua nokazBam HopmaAHU cMOUHOCMU Ha ypes, KpeamuHuUH, Nu-
KOUYHa KuceAuHa u kaauu 6 kpbBma, Kakmo u Aunca Ha aAbYMUuHYpUA U MUKPOAABYMUHYpus.

Acute renal insufficiency in the course of diabetic ketoaco-
dosis in childhood

Archinkova M., Koprivarova K., Konstantinova M., Savova R., Ganeva M.

Department of Pediatrics, Clinic of Endocrinology, Diabetes and Genetics, Medical University, Sofia

Diabetic ketoacidosis is the most common acute life-threatening complication in children
with diabetes. Acute renal insufficiency, which increases risk for lethal endpoint by 50%, is a
relatively rare adverse event in the course of diabetic ketoacidosis. Acute prerenal hypera-
zotemia develops as a result of severe water loss, which causes critical decrease in renal cir-
culation and glomerular filtration.

Three children with different duration of diseases developed acute renal insufficiency in
the course of diabetic ketoacidosis. They were treated in our clinic for the last five years. All
of them fully restored to normal renal function within various time periods and did not devel-
op chronic renal insufficiency. Long-term follow up and regular checks of these children show
blood urea, creatinine, uric acid and potassium in the reference range, as well as lack of albu-
minuria and microalbuminuria.

HoBoomkpumu 2AukemuyHU HapyweHua npu nauyueHmu
c npobegeHa nepkymaHHa KOpoHapHa aHz2uonAacmuka
(MKA) - 6pb3ka c KkpbBHama 3axap npu npuemaHe u 2AuU-
KUpaHUA Xxemo2A00uH

boagxxueBa M', Xpucmo3o8 K', leopzueB C>, YepBenkoB T°, YweBa H*

TKauHuka no EHgokpuHoaozus, MBAA, ,CB8. MapuHa“, BapHa

2 KauHuka no uHBa3uBHa kapguoaoaua, MBAA, ,CB. MapuHa”, Bapxa

3 Aabopamopua no KAUHUYHa umyHoAoz2ua, MBAA, ,CB. MapuHa”, BapHa

4 Kamegpa no CouuarHa MeguuuHa u OpezaHu3auua Ha 3gpaBeona3zBaHemo, MY, BapHa

BvBegeHue: NayueHmume c KOpoHapHa apmepuarHa 6oaecm umam Yyecmo Heguaz2HOC-
MUuUUpaHU 2AUKEMUYHU HapyweHua u ce npenopbuBa npoBesxxgaHe Ha OITT.IAukupaH xe-
MO2A0OUH >6,5% ce npegaaza kamo guazHocmuyeH mecm 3a T23A, Bbnpeku ye moyHama
cmouHoCm ce guckymupa.

Llea: Aa onpegeaum vecmomama Ha HoBoomkpumusa T23A upe3 OITT u gaau
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HbA,>6,5% e gocmambueH hoka3amea 3a guazHocmuuupaHe Ha guabema.

Mamepuaau u memogu: Npu 94 auua c npoBegeHa NKA u 6e3 aHamHe3a 3a 2AUKEMUY-
HU HapyweHua ce npoBege OITT caeg gexocnumaau3auuama u ce u3caegBa HbA .. Taloko3-
HUAM MOAepaHC ce Kaacuguyupa chopeg Hacmoawume kKpumepuu Ha WHO 3a naa3meHa
2atoko3a. KpwBHama 3axap npu npuemare, 68 cneweH uau naaHoB nopagbk, e 83ema npegu
u3zBopwbBaHe Ha KopoHapHama uHmepBeHyusA.

Pezyrmamu: 26,6% om nauueHmume ca ¢ HoBoomkpum T23A, a 37.2% c npeguabem
cnopeg K3 npu OI'TT. HoBoomkpumume guabemuuu ¢ HbA; >6,5% ca 44,4%, Ho 33,3% ca
c HbA,. 6,1-6,5%. Hama HopmoaaukemuyHu navueHmu ¢ HbA, . >6.5%, a 11,8% om max ca
c HbA,. 6,1-6,5%.CpegHuam HbA;. npu HoBoomkpumume guabemuuu e 7,1+0,5%, a npu
nauueHmume c npeguabem 5,8+0,08% (p=0,006). NauueHmume ¢ npeguabem noka3axa no-
Bucok HbA,. om HopmozaukemuuHume nauueHmu (5,8+0,08% cnpamo 5,5£0,09%, p=0,04).
YcmanoBuxme noaoxkumenHa Bpb3ka mexxgy K3 npu naaHoB npuem ¢ 0 u 120,K3 6 xoga
Ha OITT (p<0,0001; p<0,0001 pecn.), kakmo u ¢ HbA;. (p=0,004). Omkpuxme nogobHa 3Ha-
yuma Bpb3ka mexxgy K3 npu cneweH npuem u 2aukemuume Ha 0’ u 120°, HO He ycmaHoBux-
me makaba c HbA;.. K3 npu npuemaHe npu nauueHmu c npeguabem 6ewe 3Ha4yumo no-Bu-
COKa Om ma3u Ha Auuama c HopmaaeH IT.

3akatoveHue: OITT e no-nogxogaw, 3a guazHocmuyupaHe Ha T23A npu me3u Bucoko-
puckoBu nauuenmu. M3cregBane eguHcmBero Ha HbA . 6u nponycHaao 3HavumeAHa yacm
om guabemuuume.

Newly diagnosed glucose disturbances in patients with per-
formed percutaneus coronary angioplasty (PCA) - correla-
tion with glycemia on admission and glycated hemoglobin

M. Boyadzhieva', K. HristozoVv', S. Georgiev’, T. Chervenkov’, N. Usheva*
1 Clinic of Endocrinology, MHAT ,St. Marina”, Varna

2 Clinic of interventional cardiology, MHAT ,St. Marina”, Varna

3 Laboratory of clinic immunology, MHAT ,St. Marina“, Varna

4 Department of Social Medicine and Health Care Organization, MU, Varna

Backgrounds and aims: Glucose disturbances are common in patients with coronary
artery disease and performing OGTT is recommended.Glycated hemoglobin >6,5% has been
proposed as a diagnostic tool for T2DM though the correct value is disputed.

Aim: To estimate the prevalence of newly diagnosed T2DM by OGTT and to determine
whether HbA; >6,5% is enough tool to diagnose diabetes.

Materials and methods: In 94 patients with performed PCA and no history of glucose
abnormalities, OGTT was performed and HbA, . was investigated after hospital discharge. Glu-
cose tolerance was defined according to WHO current criteria for plasma glucose. Glycemia
on acute or elective admission was measured before the intervention.

Results: 26,6% of patients had newly diagnosed T2DM and 37,2% had prediabetes
according to glucose during OGTT. 44,4% of newly diagnosed diabetics had HbA;. >6,5%
and 33,3% had HbA,_ 6,1-6,5%. There were no normoglycemic patients with HbA,. >6,5%
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and 11,8% of them had HbA,_ in the range of 6,1-6,5%. In newly diagnosed diabetics mean
Alcwas 7,1£0,5% and 5,8+0,08% in prediabetics(p=0,006). Patients with prediabetes demon-
strated significantly higher HbA;. compared to normoglycemic patients (5,8£0,08% vs
5,5£0,09%, p=0,04). We found positive correlation between glycemia on elective admission
with 0’ and 120"-glycemia during OGTT (p<0,0001; p<0,0001 resp.) as with HbA ;. (p=0,004).
We found similar significant correlation between glycemia on acute admission with 0’ and
120"-glycemia but we did not determine a correlation with HbA; .. Admission glycemia in pre-
diabetics was significantly higher compared to normoglycemic subjects.

Conclusion: OGTT is more reliable tool for diagnosing diabetes in these high risk patients.
Substantial proportion of diabetics will be undiagnosed with only HbA;. measurement.

MoBuweHu HuBa Ha ocmeonpomezepuH Nnpu MbXe C HO-
6oomkpum T23A cbc uau 6e3 uzbecmHa kopoHapHa ap-
mepuaAHa 6oaecm

boagxxueBa M', Xpucmo3o8 K', leopzue6 C°, YepBeHnko6 T, YweBa H*

1 KauHuka no EHgokpuHoaoz2us, MBAA, ,CB. MapuHa” - BapHa

2 KauHuka no utBa3uBHa kapguonozua, MBAA, ,CB. MapuHa” - BapHa

3 Aabopamopua no KAuHuU4YHa umyHoroz2us, MBAA, ,CB. MapuHa” - BapHa

4 Kamegpa no CouuaaHa MeguuuHa u OpeaHu3auua Ha 3gpaBeonazBaHemo, MY - BapHa

BwvBegerue u yea: Hanocaegbvk noBuweHu HuBa Ha ocmeonpomezepur (OI1lN) ca ycma-
HoBeHu npu guabemuyu u nauueHMu c KopoHapHa apmepuarHa 6orecm (KAB), koumo ce
oka3zBam gobbp npegukmop 3a CC-cmbpmHocm.

Llea: Aa onpegeaum OlMl-HuBama npu mbxe ¢ T23A u cneuuaaHo npu HoBoomkpumu
guabemuuu c uau 6e3 uzBecmua KAB.

Mamepuaau u memogu: V3mepuxme cepymua OTT npu 55 mbxe ¢ T23A, BratouBawu
28 HoBoomkpumu guabemuuu 6e3 aHamHe3a 3a KAB (epynal) u 27 guabemuuu c npoBe-
geHa nepkymanHa kopoHapHa aHauonaacmuka (IMKA)-15 HoBomkpumu (2pyna 2) u 12 nauu-
eHma c uzBecmen T23A (2pyna3). CepymHuam OTII ce usmepu ¢ ELISA u ce cpaBHu c Hop-
MO2AUKEMUYHU KOHMpPOAU, cbhocmaBumu no Bv3pacm u UTM.

Pesyarmamu: OIlN 6ewe 3Havumo no-Bucok kakmo npu Bcuuku guabemuuu (4,6%0,3
cnpamo  2,8+0,2 pmol/l,p=0,003), maka u npu Bcuuku HoBoomkpumume guabemuuu
(p=0,002). HoBoomkpumume guabemuuu 6e3 uzBecmua KAb (2pynal) u me3u c npoBege-
nu MKA (epyna 2) umaxa nogobru OrlN*uba  36ecmnume guabemuuu ¢ npoBegena
MKA(2pyna3) nokazaxa Hal-Bucok OIl, Ho 6e3 3HaYuma pa3auka ¢ HoBoomkpumume gua-
6emuuu.Hamepuxme noaoxkumeaHa koperauyua mexxkgy Ol u K3I(p=0,001), 120°-K3
(p=0,006) u HbA; . (p<0,0001) npu Bcuuku uzcregBaHu. HuBama Ha OIl npu guabemuuu-
me obaye, nokazaxa Bpv3ka camo ¢ K3I(p=0,04) u HbA;(p=0,002). OTIIl noka3a 3aBucu-
mocm ¢ HDL-xornecmepoaa.
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3akatoueHue: YecmaHoBuxme no-Bucoku OIMNIM-HuBa npu mbxke ¢ HoOBoomkpum T23A, He-
3aBucumo om Haauuuemo Ha uzBecmua KAB u aunca Ha pa3auku 6 cpaBHeHue ¢ uzBecmHu-
me guabemuuu u KAB. Bpb3ikama Ha OTll ¢ 2Al0KO3HUME napamempu MOXe ga e egHa om
npuyuHume 3a no-Bucokume HuBa npu mwbxxe ¢ T23A. INpegnoaazame, ye OIl ce nokauBa
paHo B eBoAlouyuama Ha guabema.

High osteoprotegerin levels in males with newly diagnosed
type 2 diabetes with or without known coronary artery disease

M. Boyadzhieva', K. HristozoVv', S. Georgiev’, T. Chervenkov’, N.Usheva*

1 Clinic of Endocrinology, MHAT ,St. Marina”, Varna

2 Clinic of interventional cardiology, MHAT ,St. Marina“, Varna

3 Laboratory of clinic immunology, MHAT ,St. Marina“, Varna

4 Department of Social Medicine and Health Care Organization, MU, Varna

Background and aims: Recently increased osteoprotegerin (OPG) levels were found in dia-
betics and in patients with CAD too.

Aim: to determine OPG levels in males with T2DM and especially in newly diagnosed dia-
betics with or without known CAD.

Materials and methods: Serum OPG levels were measured in 55 type 2 diabetic males,
including 28 newly diagnosed diabetics without history of CAD (group1) and 27 diabetics with
performed percutaneus coronary intervention (PCl) for CAD - 15 newly diagnosed diabetics
(group2) and 12 patients with known T2DM(group3). Serum OPG was measured by ELISA and
was compared with normoglycemic, age- and BMI-matched controls.

Results: OPG was significantly higher in all diabetics (4,6£0,3vs 2.8+£0.2 pmol/Il, p=0,003)
as well as in all newly diagnosed diabetics (p=0,002). Newly diagnosed diabetics without
known CAD (group1) and those with performed PCI (group2) had similar OPG levels. Males
with known diabetes and performed PCI (group3) had the highest OPG levels but there was
not significant difference with the newly diagnosed diabetics. We found positive correlation of
OPG with FPG (p=0,001), 120"-glucose (p=0,006) and HbA;. (p<0,0001) in all investigated
subjects. However OPG levels in diabetics showed correlation only with FPG (p=0,04) and
HbA, . (p=0,002). OPG showed correlation with HDL-cholesterol.

Conclusions: We found higher OPG levels in newly diagnosed type 2 diabetic males inde-
pendently of presence of known CAD and no difference compared to males with known dia-
betes and CAD. The positive correlations of OPG with glucose parameters might be one of the
reasons for the higher concentrations in diabetics. We speculate that OPG rises early in the
evolution of diabetes.
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AHMUOUOMUYHO AeyeHue npu 60AHU € guabemHO cmbnaAo

X. boxyeaaH, K. Xpucmo3o8, K. boxkoBa', M. lTlempoBa, M. boagxueBa,
M. CugepoBa

KAauHuka no eHgokpuHoaozus, 1 Aabopamopus no KAUHUYHA Mukpobuoaroz2us u Bupycoaoaus,
Meguuutcku YHuBepcumem, MBAA ,CB8. Mapuna®, BapHa

Llen Ha Hacmoawomo npoyuBaHe e ga ce aHaAu3upa hamoz2eHHama MukKpogAopa U
npoBegeHama aHmubuomuyHa mepanua npu DOAHU C UHpeKmMupaHo guabemHOo CMbnaAo
AekyBaHu 6 KauHuka no eHgokpuHoAoz2us, BapHa.

Mamepuaa u memogu: M3caegBaru ca 98 60AHU (63 mbxke u 35 eHu, cpegHa Bb3pacm
- 56,4 £ 8,9 20guHu, ITM - 28,3%5,7 k2/m?). BoAHume ca ¢ ucxemuuHa (8 10%), HeBponam-
Ha (25%) uau HeBpoucxemuuHa (65%) a36a Ha cmbnaaomo. S36ama e ycaoxkHeHa ¢ ueay-
Aaum (6 84%) uau ocmeomueaum (8 16%). OcvbuwecmBeHu ca caegHume u3caegBaHua: Oak-
mepuoAo2u4HO u3caegBaHe ¢ aHmubuo2pama Ha cekpem om CmbnhnaAHama Ae3us, peHmeae-
Hozpacpua Ha cmbnaromo, AonaepoBo uzcaegBaHe, no npeueHka - aHauozpadua, KpbBHO-
3axapeH npogua, HBA, ., npeueHka cmeneHma Ha gpyau guabemHu ycAOXKHeHuUA.

Pezyamamu: IoAyveHu ca gaHHU OMHOCHO Hal-4ecmo U30AUpaHUME MUKPOOHU wamo-
Be u maxHama aHmubuomuyHa yyBcmBumeaHocm. AHaAu3zupaHo e npoBeskgaHomo Havaa-
HO emnupu4vHo U nocaegBawo (cbobpazHo aHMuUbOUO2pamama) aHMUBUOMUYHO AeYeHUue.

M360gu: AHMUBUOMUYHOMO AedeHUe NPU UHhekmMupaHo guabemHo CMbNAAO € OCHO-
BeH MmoMeHM om KomnAekcHama mepanua. To caegBa ga ce 3anouBa He3abaBHo 6Ge3 u3uak-
BaHe Ha pe3yamama om aHmubuozpamama. 3agbAaKumeAHo e ocueypaBaHe Ha WUPOK aH-
mubakmepuareH cnekmbp u BeHo3eH Nbm Ha NPUAOIKEHUE.

Antibiotic treatment in patients with diabetic foot
H. Bohchelian, K. Hristozov, K. Bojkova’, M. Petrova, M. Boiadzhieva, M. Siderova

Clinic of endocrinology, 1. Laboratory for clinical microbiology and virology, Medical University, Hospi-
tal for active treatment ,St.Marina”, Varna

The aim of the present study was to analyze the pathogenic microflora and the antibiotic
therapy in patients with infected diabetic foot treated in the Clinic of endocrinology, Varna.

Materials and methods: Object of investigation were 98 patients (M-63, F-35, mean age -
56,4 + 8,9 years, BMI - 28,3 + 5,7 kg/m?). Patients were with ischemic (in 10%), neuropathic
(in 25%) or neuroischemic (65%) foot ulcers. The ulcerations were complicated by cellulitis
(in 84%) or osteomyelitis (in 16%). The following investigations were carried out - bacterio-
logical investigation and antbiotic sensitivity from foot lesions’ material, X-ray investigation of
the feet, Doppler study, angiography - when needed, blood sugar profile, HbA;_, assessment
of available diabetic complications.

Results: Data concerning microbiological spectrum and antibiotic sensitivity are obtained.
The initial empirical and the subsequent antibiotic therapy are discussed.

Conclusions: The antibiotic treatment of infected diabetic foot is an essential part of the
complex therapy. It has to begin immediately without delay and waiting for the antibiogram.
Broad-spectrum, intravenously applied antibiotics are obligatory.
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AuabemHa pemuHonamus - yecmoma u pucko6bu cpakmopu

3. 3ramapoBa’ K. Xpucmo3zo8’, K. AokoBa’
1 MY-BapHa; 2 CBOBAA - BapHa; 3 YMBAA ,C8. MapuHa“, BapHa

AuabemHama pemuHonamua e Bogewa npuvuHa 3a cAenoma cpeg mpygocnocbHomo
HaceaeHue B8 pazBumume cmpanu. ABagecem 2o0guHu caeg Hayaanomo 90% om GoAHUME C
mun 1 u 60% om me3u ¢ mun 2 3axapeH guabem umam guabemHa pemuHonamus.

Llenma Ha Hacmoawomo npoyuBaHe e ga ce onpegeAu yecmomama Ha guabemHama
pemuHonamua cpeg boAHUME C gekomneHcupaH 3axapeH guabem, xocnumaausuparu 6 Kau-
HUKama no eHgokpuHoAoz2ua Ha YMBAA ,C8. MapuHa” BapHa u ga ce aHaAu3zupa Bpb3kama
mexxgy gaBHocmma Ha guabema, HauuHa Ha AeveHue, XunepaAaukemuama, AunugHua cma-
myc, XunepmoHuama u guabemHama pemuHonamus.

Mamepuar u memogu: B npoyuBaHemo o6xBawawo nepuoga om anpua 2009 go ¢eb-
pyapu 2010 ca BkaoueHu 115 6oaHu. Bcuuku ca npezaegaHu om ogpmaamonroz 8 CBOBAA-
BapHa, uzcaegBaHa e 3pumeaHama ocmpoma u e HanpaBeH 02aeg Ha OYHOMO gbHO CAeg
mugpua3za, kamo e u3znoa3zBaHa uHgupekmHa ogmasmobuomMukpockonua. AHaAu3upaHu ca
gemozpagpckume U KAUHUKO-AabopamopHume gaHHU Ha nauueHmume. Cmamucmuyecka
obpabomka e HanpaBeHa ¢ npoz2pamama SPSS 12.01.

Pezyamamu: Om 115 6oAHu cbe 3A 65% ca buau xxeHu. Coc 3A mun 1 ca buau 34% om
6oAHUMEe, ¢ mun 2 - 60% u 6% - c 2ecmauyuoHeH guabem. AuabemHa pemuHonamus e yc-
maHoBeHa 6 35% om nauueHmume, om max 89% ca buau ¢ HenpoaudepamuBHa AP cbom-
BemHo c Aeka - 33,3%, ymepeHa - 41,7% u mexxka - 13,9%. NpoaudpepamuBHa AP e ycma-
HoBeHa npu 11,1% om 6oAHUMe, a Nnpu 16,7% e guazHOCMUUUPAH KAUHUYHO CUu2HUMPUKAH-
meH omok 8 makyaama.

3akaoveHue: 3abaBaHemo Ha noaBama u AedueHuemo Ha guabemHama pemuHonamus e
uHmepgucuunAuHapeH npobrem. Om pewaBawo 3HauyeHue ca uHmeH3zuBHUA 2AUKeMUYEH
KOHMPOA, KOHMPOABM Ha XUNEpMOHUAMA, HOPMAAHUA AUNUJEH NPOCUA U pe2yrapHuUme
npezaegu om oPmasmMoAo2.

Diabetic Retinopathy - Prevalence and Risk Factors
Z. Zlatarova?, K. Hristozov’, K. Dokova’

1 Medical University of Varna,
2 Specialized Eye Hospital, Varna,
3 University Hospital ,St. Marina”, Varna

Diabetic retinopathy is the leading cause of blindness in people aged 25-65 years in
developed countries. After the first two decades of the disease, 90 percent with type 1 dia-
betes and 60 percent of those with type 2 diabetes have retinopathy.

Purpose: To estimate the prevalence of diabetic retinopathy among patients with diabetes
mellitus in Department of Endocrinology in University Hospital ,St. Marina” Varna and to

BbATAPCKO APYXXECTBO IO EHAOKPMHOAOIUA
155



Pezromema/Abstracts

determine the relationship between duration of DM, type of diabetes treatment, hyper-
glycemia, hypertension and diabetic retinopathy.

Material and Methods: During the period between April 2009 and February 2010 115
patients with diabetes mellitus were examined in Specialized Eye Hospital-Varna by an oph-
thalmologist. Eye examination under adequate pupil dilatation was performed with indirect
biomicroscopy. Socio-demographic, clinical and laboratory data were obtained. Statistical
analysis was carried out using the SPSS, version 12.01.

Results: Out of 115 patients 65% were female and 35% were male; 34% were with type
1, 60% with type 2 diabetes mellitus. The prevalence of diabetic retinopathy in patients was
35 percent. Eighty nine percent of patients were with NPDR, mild - 33,3%, moderate - 41,6%
and severe - 13,9%. With PDR were 11,1% and 16,7% have CSME.

Conclusions: Therapeutic approaches used for patients with or at risk for diabetic retinopa-
thy include strict glycemic control and regular ophthalmic examinations. Screening plays an
important role in early detection and intervention to prevent the progression of diabetic
retinopathy.

Xapakmepucmuka Ha nonyAayua nayueHmu cbC 3axapeH
guabem, xocnumaAu3zupaHu 6 KauHuka no EHgOKpUHOAO-
2ua npu YMBAA ,,C6. l'eop2u” 6 pamkume Ha 1 kareHgap-
Ha 2oguHa

A. leopeueB, I1. CmanyeB, L|B. KameHapoBa, A. XpucmozoBa, MB. ArexkcangpoBa,
T. PanyeBa, M. MumeBa, IO. KaBvpmoBa, M. lMaBroBa, H. bomywarHoB, A. ViaueB,
M. OpbeyoBa

KauHuka no EHgokpuHoAoz2ua u 6oaecmu Ha obmaHama, YMBAA ,C8. Teopau”, MY - MaoBguB

3axapHuam guabem e egHa om Bogewume npuduHu 3a 3aboreBaemocm U cMbpmMHOCM
8 Hawama cmpaHa, Kamo 0KOAO 75% om guabemuuume ca ¢ Aow MemaboAuMmeH KOHMPOA
¢ pe3yamam pa3zBumue u npozpecupaHe Ha YCAOXKHEHUAMa - MUOKapgeH UHgapkm, MO3b-
4yeH UHCYAM, CA€NoMmMa, amnymauuu, XpoHudyHa O6bbpeyHa HegocmambuHocm u gp. Onu-
mbm noka3Ba, yue paHHama guazHo3a, ecpekmuBHama npodurakmuka u agekBamHomo Ae-
yeHue Ha guabema, Kakmo u obyveHuemo Ha hauueHmume, ca om cbwecmBeHo 3HadeHue
3a 3abaBane eBoatouuama Ha ycroxkHeHuama u 6uxa goBeau go nogobpaBaHe kauecmBomo
Ha »kuBom.

C yea ob6obweHa xapakmepucmuka Ha NpobAema ¢ KOHMPOAA Ha 3axapHua guabem npu
nauueHmu, Haco4eHu 3a xocnumaau3auua 6 Kauduka no EHgokpuHoaoz2ua npu YMBAA ,,CBe-
mu leopau” B pamkume Ha egHa KareHgapHa 20guHa, € 3aA0XKEeHO U Hacmoawomo npoyyBa-
He. AHaAu3bm Ha 3aboaaBaHemo e u3zBbpwBaH 663 ocHoBa Ha cAegHUMeE noka3ameau: npu-
yuHa 3a xochumaau3auus; gaBHocm Ha guabema; Bug xunoz2aukumu3upawa mepanus; aHmMpo-
NOMEMPUYHU U KAUHUYHU gaHHU; nokajameAu Ha memaboAumeH KOHMpPOA (kpbBHa 3axap,
2AUKUPAH XeM02A00UH, AUNUgEH NPOCPUA, NUKOYHA KuceAuHa); 6bbpeuHa pyHkuyuna; yepHog-
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pobHa PYHKUUS; HaAuYUEe U Xapakmepucmuka Ha YCAOXKHeHUAma: pemuHonamus; Hedppona-
mus; HeBponamus; HeaAKoXoAeH cmeamoxenamum; makpoaHauonamus (MbC, MCb, XAHK).

O6wuam 6pod Ha npuemume npe3 2009 2. guabemuuu e 1035, om koumo 456 (44,1%)
MbXKe U 579 (65,9%) »keHu. NMaaHoBume xocnumaau3ayuu € ueA onmumMu3upaHe Ha AeYeHU-
emo ca 876 (84.6%). lMocmwbnuaume 6 cneweH nopaguk ca 159 (15,4%), om koumo ¢ gua-
bemHa kemoauugo3a - 144 (90,6%; 13,9% om Bcudyku NnoCMbNUAU); C MEXKa XUNO2AUKe-
mua 15 (9,4%; 1,5% om Bcuuku nocmbnuau). Om xocnumaau3zupaHume nauueHmu 429
(41,4%) ca buau Ha MoHOMepanua C UHCYAUH, 382 (36,9%) - Ha KOMOUHUpaHa mepanua C
opaaHu cpegcmBa u uHcyauH, 213 (20,6%) - Ha nepopaaHa mepanusg; 11 (1,1%) - Ha uHKpe-
muH-6a3upaHa mepanua.

Characteristics of diabetic patients hospitalized in the Clin-
ic of Endocrinology of , Sv. Georgy” University Hospital for
a period of one year

D. Georgiev, P. Stanchev, Tz. Kamenarova, A. Hristozova, I. Aleksandrova, T. Rancheva,

M. Miteva, J. Kavarmova, M. Pavlova, N. Botushanov, M. Orbetzova
Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital,
Medical University - Plovdiv

Diabetes mellitus is one of the leading causes of morbidity and mortality in our country.
About 75% of diabetic patients are with poor metabolic control that results in developing and
progression of complications - myocardial infarction, stroke, blidness, amputations, renal failure
and others. According to medical experience early diagnosis of diabetes mellitus, effective pre-
vention and appropriate treatment as well as patients education are of essential importance for
preventing and delaying complications and improving quality of life of patients with diabetes.

The aim of this study was to analyze the problems with metabolic control of patients
referred to the Clinic of Endocrinology in ,Sv. Georgy” University Hospital for the year 2009.
Data used for characteristics of diabetes were as follows: reason for hospitalization, duration
of diabetes, type of antidiabetic treatment, anthropometric and clinical data, parameters of
metabolic control (blood glucose and glycated haemoglobin, lipid profile, uric acid), renal and
hepatic function, long-term diabetes complications: retinopathy, nephropathy, neuropathy,
NASH, and macroangiopathy (CHD, CVD, PVD).

The total number of admitted patients was 1035 - 456 (44,1%) men and 579 (65,9%)
women. A planned hospitalization for optimizing diabetic treatment was performed in 876
(84,6%) cases, while emergencies were 159 (15,4%) including 144 cases with diabetic ketoaci-
dosis (90,6%; 13,9% of the total), and 15 cases with severe hypoglycaemia (9,4%; 1,5% of the
total). 429 (41,4%) of admitted patients were treated with insulin only, 382 (36,9%) were on
combined therapy with insulin and oral antidiabetic drugs, 213 (20,6%) were on oral antidia-
betic therapy and 11 (1,1%) were on incretin-based therapy.
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CKpuHUHZ 3a 2ecmayuoHeH 3axapeH guabem 6 bwbazapua
- npegbapumeaHu peyamamu

M. boagxueBa’, IA. AmanacoBa’, B. CmoukoBa’, A. Mapko8®, B. AumumpoBa’,

K. TogopoBa’, L|B. TankoBa’', C. 3axapueBa’

1 KauHuueH LleHmbp no EHgokpuHoaozaua - YCBAAE , Akag.MBan MenueB” MY Codusn
2 CBAAAT ,MaduyuH gom”

lecmauuoHHUAaM 3axapeH guabem (I3A) ce onpegeAaa Kamo HapyweH 2AIKO3eH MoAe-
paHc Bb3HUKHaAA UAU guazHOCcmuuupaH 3a nbpBu nbm no Bpeme Ha GpemeHHocmma. Hama
HaAUYHU gaHHU 3a yecmomama Ha [3A 6 bbazapus.

Llea: TTpegcmaBane Ha npegBapumeAHu pe3yamamu om NUAOMHO cKpuHuH2080 npoyu-
BaHe 3a [3A 6 bbazapus, BkatouBawo yecmomama Ha 3aboaaBaHemo u enugemuoAro2u4HUME
Pa3AUKU MeXgy >KeHume CbC UAu 6e3 moBa memaboAumHO HapyweHue. 24 OpaAeH 2AKKO30-
moaAepaHmeH mecm (OITT) cbe 752p. 2a0k03a be npoBegeH Ha 200 BpemeHHU XXeHu mexgy
24-28 2ecmauuoHHa cegmuua, uznoa3Baiku kpumepuume Ha AAA 3a guazHo3a Ha [3A.

Pesyamamu: T3A 6e ycmanoBeH npu 10,2% om nauueHmkume. XXeHume c '3A ca no-
cmapu cnpamo KOHMpoAHama 2pyna bpemeHHu »keHu (cpegHa Bb3pacm 34,1 £ 4,7 vs. 30,5
* 4,6, p<0,006), umam no-Bucoku cmolHocmu Ha KpbBHama 3axap Ha 2AagHo (cpegHa cmod-
Hocm 5,4 £ 0,6 vs. 4,5 £ 0,4, p<0.0001), no-Bucok HOMA uHgekc (cpegHu HuBa 3,7 £ 1,2 vs.
2,1 £1,9, p<0,0001) u no-Bucoku cmotHocmu Ha HbA;. (cpegHu cmoliHocmu 5,7 £ 0,5 vs.
5,5+ 0,4, p<0,03). He ycmaHoBuxme cmamucmuyecku pa3Auku 8 uHgekca Ha meAecHa ma-
ca (MTM) npegu Hauaromo Ha bpemeHHocmma npu gBeme 2pynu (p>0,19), HO uma makaBa
8 momeHma Ha npoBeskgaHe Ha ckpuHuHza (p<0,05). Hama 3Havumu pasauku 8 HuBama Ha C-
peakmuBHuUA NpoOMeUH, NUKOYHama KUuCeAuHa U AunugHume mapkepu (xorecmepoa, HDL-xo-
AECMEPOA U Mpu2AUUEPUJU), HO guCAUNUgEMUA e HaAuvHa u npu gBeme 2pynu. [pu >xeHu-
me c 3A cmolHoCcmumMe Ha CUCMOAUYHOMO KPbBHO HaAazaHe ca 3Ha4YuMOo no-Bucoku cnps-
MO KOHmMpoAHama 2pyna (112 £ 12 vs. 103 £ 11, p<0,03). TakuBa pa3zAuku He ce ycmaHoBu-
Xa 3a guacmoAHOMoO KpbBHO HaaazaHe (71 £ 11 vs. 67 £ 10, p>0,22). )KeHume ¢ 3A no-uec-
mo pa3zBuBam npeekaamncua, umam amuAHa obpemeHeHOCM CbC 3axapeH guabem mun 2
U aHamHe3a 3a noAukucmo3eH oBapuareH CUHgPOM.

3akaroueHue: Yecmomama Ha 3A cpeg bbazapckama nonyaauusa e Bucoka - 10,2%. Te-
3u npegBapumearu pesyamamu nomBubprkgaBam Hyskgama om BbBerkgaHe Ha HauuoOHaAHa
ckpuHuzoBa npozpama. AKO NOgoOHO huHaHCcupaHe e o2paHuYeHo, Mo cregBa cKpuHUH2 3a
BA ga 6bge npoBegeH Ha Bucoko puckoBua KOHMuUH2eHM - BpemeHHu »KeHu B HanpegHa-
Aa Bb3pacm, pamuaHa obpemeHeHocm om 3axapeH guabem, Bucoku cmolHocmu Ha KpbB-
Hama 3axap Ha 2AagHo, aHamHe3a 3a [MKOC, 3amabcmaBane.

Screening for gestational diabetes mellitus in Bulgaria -
preliminary results

Boyadzhieva M.’, Atanasova l.", Stoykova V.? Markov D.>, Dimitrova V.?,
Tankova T.", S. Zacharieva’

1 Clinical Center of Endocrinology, MU Sofia
2 Clinical Center of Obstetrics and Gynecology - MU Sofia
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Gestational diabetes mellitus (GDM) is defined as carbohydrate intolerance with onset or first
recognition during pregnancy. There is no data regarding the prevalence of GDM in Bulgaria.

AIM: The aim of this study is to present the preliminary results from a pilot study for GDM
in Bulgaria, including prevalence and epidemiological differences between women with or
without this disorder. A 2" oral glucose tolerance test (OGTT) with 75g glucose was performed
on 200 pregnant women between 24 and 28 weeks of gestation, using ADA criteria to define
pregnancies complicated by GDM.

RESULTS: GDM was found in 10,2% of the patients. Women with GDM were older than
the women without the disorder (mean age 34,1 £ 4,7 vs. 30,5 = 4,6) (p<0,006), had higher
fasting glucose levels (mean levels 5,4 £ 0,6 vs. 4.5 £ 0.4) (p<0,0001), higher HOMA index
(mean values 3,7 £ 1,2 vs. 2,1 £ 1,9) (p<0,0001) and higher HbA,. (mean levels 5,7 £ 0,5 vs.
5,5 £ 0,4) (p<0,03). There was no significant difference in BMI before pregnancy in the two
groups (p>0,19), but significant difference in BMI at the time of screening (p<0,05). There was
no significant difference in the levels of CRP, uric acid and lipid markers, however dyslipidemia
was found in both groups. Women with GDM had significantly higher systolic blood pressure
(112 +£12vs. 103 £ 11) (p<0,03), but there was no difference in diastolic blood pressure, com-
pared to those without (71 £ 11 vs. 67 + 10) (p>0,22). GDM women more frequently devel-
oped early preeclampsia, had family history of type 2 diabetes mellitus and history of PCOS.

CONCLUSIONS: The prevalence of GDM in Bulgarian population is high - 10,2%. This con-
firms the necessity for national screening program. If financial recourses are limited selective
screening should be considered targeted at groups who are at the highest risk for the disorder.

MauyvuH pbCcm u Yyecmoma Ha zecmauyuoHeH guabem
I1. KapamogopoBa’, K. Xpucmo3o8', b. Lj6emanoBa’, 4. boye6a’, H. YweBa’

1 KauHuka no EHgokpuHoaozusa u 6orecmu Ha obmaHama, YMBAA ,,CB. MapuHa”, BapHa
2 Llenmpaara KauHuuHa Aabopamopus, YMBAA ,C8. MapuHna“, BapHa
3 Kamegpa no CouuaaHa Meguuura u OpezaHu3auua Ha 3gpaBeona3Baremo, M Y, BapHa

Huckuam maduuH pbecm e eguH om pakmopume, acouuupaH ¢ no-8Bucoka yecmoma Ha
2ecmauuoHeH guabem (I'A) 6 pa3auuHu emHuYecku 2pynu.

Llea. Aa ce ycmaHoBu yecmomama Ha ['A npu 6pemeHHu >keHu om 2p. BapHa 6 3aBucu-
mocm om maxHama BucouuHa u ga ce npoydu B83aumoBpb3ikama mexkgy matuuHama Buco-
YuHa U 2AUKEMUYHUME NoKa3ameAu Ha u3caegBaHume >keHu.

Mamepuar u memogu. B npoyuBaHemo ca obxBaHamu 288 GpemeHHU >keHu. 268 om
max ca yacm om yHuBepcaaHa ckpuHuHzoBa npozpama 3a A (uznoazBaHu kKpumepuu 3a
FA-C30-19992.). [Mpu max creg nognucBaHe Ha UHOPMUPAHO Cba2racue Oe nonbAHeHa
CmaHgapmu3upaHa aHkemHa kapma, u3BbpweHa aHmponomempua (pbcm, meaao), npobe-
geH 75 epama-OITT c uzcregBaHe Ha naazmeHa 2atoko3a (I16)-0/,60°, 120°(2aoko300Kcuga-
3eH memog). OcmaHarume 20 GpemeHHU »KeHU ca C ambyAaamopHO guazHocmuuupaH A,
nomBbpgeH npu xocnumaau3auua 8 KAUHUKama.

Pezyrmamu. IMpu ckpuHupaHume >xeHu (N=268) ycmaHoBuxme 15,3 % yecmoma Ha lA,
Caeg moBa, ckpuHupaHume bpemeHHU b6axa pa3geAeHu cnopeg pbcma cu 6 4 uHmepBaaHu
nogzpynu, 8 koumo Hamepuxme cregHume yecmomu Ha [A:1.< 159cm.-26,9%; 2.160-164cm.
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-13,8%; 3,165-169cm.-14,3%; 4.>170cm.-8,9%. Bcuuku OpemeHHuU >keHu (N=288) baxa pa3z-
geaeHu B gBe 2pynu (3gpabu u c TA), koumo b6axa cpaBHeHu no kareHgapHa Bb3pacm, 2ec-
mauuoHHa Bb3pacm, pbcm, UTM-npegu 6pemeHHocmma (maba. 1). KopeaauuoHHuam aHa-
Au3 (Pearson) nokaza ompuuameaAHa kopeAauua Ha madvuHua pbem c [1I0‘(r=-0,13; p=0,02),
Mre60’(r= -0,2; p=0,0002), MNI'120"(r= -0,2; p=0,0001).

3akaoyeHue. Pbcmbm Ha bpemeHHume ¢ A e cueHUuKkaHMHO no-HUcbk B cpaBHeHue
cbe 3gpaBume >xeHu. Yecmomama Ha A HapacmBa ¢ HamaaaBaHe Ha mal4uHUA PbCM, Ka-
mo Hau-Bucoka yecmoma noka3Ba 2pynama c Hal-marka BucouuHa. YmBobprkgaBanemo Ha
HUCKUA Mal4vuH pbcm kamo puckoB gpakmop 3a A Haraza gonbAHUMEAHU u3cAaegBaHuaA.

nokazamea 3gpaBu N= 227 A N=61(41+20) P
KareHgapHa 28,8t4,5 (17-40) 29,5%4,7 (19-42) 0,28
Bv3pacm

[ecmayuoHHa 27,6£3,4 (18-37) 27,7£5,0 (10-37) 0,19
Bv3pacm

Pvcm (cm.) 1,65+0,05 (1,53-1.80) | 1,62+0,06 (1,48-1,75) 0,0005
UTM-npegu 22,5+4,9 (15,9-48,6) 24,9+5,6 (16,8-45,2) 0,0004
6pemeHHOCMMa

Maternal height and prevalence of gestational diabetes
mellitus

P. Karatodorova', K. Hristozov', B. Zvetanova', Y. Bocheva’, N. Usheva’

1 Department of Endocrinology and Metabolic diseases, UMHAT ,St. Marina”, Varna
2 Central Clinic Laboratory, UMHAT ,St. Marina”, Varna
3 Department of Social Medicine and Health Care Organization, Medical University, Varna

Short maternal stature is one of the reported factors associated with increased prevalence
of gestational diabetes (GDM) in different ethnic groups.

Aim. To find out the prevalence of GDM in a sample of pregnant women from Varna town
according to their height and to analyze the relationship between maternal stature and
glycemic indices of the studied women.

Material and methods. We studied 288 pregnant women. 268 of them as a part of uni-
versal screening program for GDM underwent 75g-OGTT (WHO-1999 for GDM were
applied). After signing a written informed consent, a standardized questionnaire was complet-
ed, an anthropometry (weight, height) obtained, plasma glucose at 0°, 60°, 120" was measured
using glucose-oxidase method. The additional patients (N=20) had out-of-screening diagnosed
GDM, which was confirmed in the clinic.

Results. In the sample of the screened women (N=268) we found 15,3% prevalence of
GDM. According to their height, the screened women were divided into 4 subgroups, and
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GDM prevalence for each group was calculated: 1.<159cm. -26,9%; 2,160-164cm.-13,8%;
3,165 - 169cm.-14,3%; 4.>170cm.-8,9%. Then all studied women (N=288) were divided into
2 groups (healthy and GDM) and their age, gestational age, height, pre-pregnancy BMI were
compared (table 1). Pearson correlation coefficients for maternal height with PG are: 0'(r=-
0,13; p=0,02), 60'(r=-0,2; p=0,0002), 120/(r=-0,2; p=0,0001).

Conclusion. GDM group show significantly lower maternal height. The prevalence of GDM
increases with decreasing stature being highest in the interval with lowest height. The role of short
maternal stature as another possible risk factor for GDM needs further investigations.

Index healthy N= 227 GDM N= 61(41+20) P
Age 28,8+4,5 (17-40) 29,5+4,7 (19-42) 0,28
Gestational age 27,613,4 (18-37) 27,7+5,0 (10-37) 0,19
Height (cm.) 1,6540,05 (1,53-1.80) | 1,62+0,06 (1,48-1,75) 0,0005
Pre-pregnancy BMI 22,5+4,9 (15,9-48,6) 24,9%5,6 (16,8-45,2) 0,0004
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MemaboAumeH CUHgPOM NPU CUHGPOM Ha NOAUKUCMO3HU
atuHuuu (PCOS)

Mapua OpbeyoBa

KAuHuka no EHgokpuHoAoz2ua u 6oaecmu Ha obmaHama, YMBAA ,CB8. Teopau”, MY - TaoBguB

PCOS e egHoO om HaU-4yecmume eHgOKPUHHU HapyweHua, 3aca2awo OKOAO 5-14% om
»keHume 6 penpogykmuBHa Bb3pacm u ocHoBHa npuyuHa 3a cmepuaumem. floaAamomo o6-
womeguuuHcko 3HadeHue Ha PCOS ce obycaaBa om gpakma, ve cnopeg cbBpemeHHume
KoHuenuuu 3aboaaBaHemo ce aBaBa munuueH npumep 3a memaboAaumeH cuHgpom, B yusa-
mo ocHoBa Aexxu uHcyauHoBama pe3ucmeHmHOCM C KOMNeHcamopHa XUNepuHCYAUHe-
mua. INpu 3aboaaBaHemo e HamepeHa no-Bucoka yecmoma Ha BucueparHo 3amabcmaba-
He, HebAa20NPUAMHO CbOMHOWEHUE MEXgy amepo2eHHUMe U aHmuamepoz2eHHUme agu-
NOUUMOKUHU, HAaMaAeH 2AIOKO3EH MOAepaHc, 3axapeH guabem mun 2. AaHHUMe Kamez2o-
puuHo goka3zBam, ye gopu B paHHa Bb3pacm >xeHume ¢ PCOS ca HocumeAku Ha noguep-
MaHO amepo2eHeH AunugeH NPOGUA U gpyau cbgoBu puckoBu pakmopu, Koemo caeg on-
pegeAeH nepuog om Bpeme (15-20 2.) moxxe ga ce mpaHcaupa 8 noBuwena 3aboreBae-
MOCM U CMbPMHOCM OM CbpgeyHo-cbgoBu 3aboraBaHun. Haauue e paHHo pa3zBumue Ha
amepocKAepo3a, ho-yecma noaBa Ha XxunepmoHusa, 2ecmauuoHeH guabem u xunepmoHusa
no Bpeme Ha bpemeHHOCM.

B gokaaga e HanpaBeH npeaaeg Ha AumepamypHume u aBmopckume gaHHu Bbpxy
yecmomama u Xxapakmepucmukume Ha pa32bpHamua memaboAumeH CUHGPOM U OMgeAHU
He20Bu komnoHeHmu npu >keHu ¢ PCOS ¢ pazauuHa peHomunHa uzaBa. CobcmBeHume pe-
3yamamu ce 6azupam Ha pempocnekmuBHu u npocnekmuBHu npoyuBaHua Bbpxy aHMpo-
noMempuYHU Xxapakmepucmuku, HapyweHus 666 BberexugpamHama u AunugHama obma-
Ha, npomeHu B XopMoHUME Ha macmHama MbKaH U pe2yramopume Ha anemuma, yupka-
guaHHU pUMMU Ha apMmepuaAHOMO HaAazaHe u BAuaHUEmMO Ha pa3AuYHU AedebHU nogxogu
Bbpxy memaboAumHume napamempu U UAAOCMHUA CbpgeyuHo-cbgoB puck npu PCOS.

Karo4o6u gymu: PCOS - memaboAumeH CUHGPOM - CbpgeyHo-CbgoB puck

Metabolic syndrome in polycystic ovary syndrome (PCOS)

Maria Orbetzova

Clinic of Endcrinology and metabolic diseases, ,Sv. Georgy” University Hospital,
Medical University - Plovdiv

PCOS is one the most common endocrine disorders affecting about 5-14% of women of
reproductive age and leading cause of infertility. The global medical importance of the dis-
ease is based on the fact that according to the new concepts PCOS is considered as typical
representative of metabolic syndrome with insulin resistance and compensatory hyperinsuli-
naemia being the underlying mechanism. PCOS is associated with higher prevalence of vis-
ceral obesity, unfavorable ratio between atherogenic and antiatherogenic adipocytokines,
impaired glucose tolerance, diabetes mellitus type 2. There is strong evidence that even in
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younger age women with PCOS carry on markedly atherogenic lipid profile and other cario-
vascular risk factors that later in life (after 15-20 years) might result in higher incidence of car-
diovascular morbidity and mortality. Preamature development of atherosclerosis, more fre-
quent occurence of hypertension, gestational diabetes and hypertension during pregnancy are
observed in women with this syndrome.

A review of the literature data as well as author’s experience on the prevalence and char-
acteristics of overt metabolic syndrome and its separate components in PCOS women with dif-
ferent phenotypes is presented. The author’s results are based on several retrospective and
prospective studies investigating anthropometric characteristics, carbohydrate and lipid distur-
bances, alterations in adipose tissue hormones and appetite regulators, circadian rhythms of
blood pressure and effect of different therapeutic strategies on metabolic parameters and total
cardiovascular risk in PCOS.

Key words: PCOS - metabolic syndrome - cardiovascular risk

3HaueHue Ha 0O®bp3ua 6BeHozeH AKTX-cmumyrayuoHeH
mecm 3a gudepeHuyupaHe Ha XunepaHgpoz2eHHUMe CbC-
MOAHUA NPU XKEHU

M. Ma6roBa, H. bomywanoB, M. OpbeyoBa, A. leopzueb, A. Tpoeb

KauHuka no EHgokpuHoao2ua u 6oaecmu Ha obmanama, YMBAA ,CB8.Neopau”, MY - INaoBgub

[MpuyuHa 3a xup3ymu3bm npu >keHume ca oBapuarHa uAu agpeHaaHa cBpbxnpogykuusn
Ha aHgpozeHu. Caeg nybepmema Hal-Cepuo3HU guazHOCMUYHU 3ampygHeHua Bb3HukBam
npu omgudgepeHuupaHe Ha PCOS (75% om cayvyaume) om HekAaacudeckume popmu Ha
BHKX - 2pyna aBmo3omHo-peuecuBHu 3aboaaBaHua ¢ vecmoma okoAo 50 nbmu no-Hucka
om ma3u Ha PCOS (1 go 10% om cayvaume), npomuyawu CbC CXOgHA KAUHUYHA KapmuHa
- MEHCMpPYaAHU HapyweHus, NOAUKUCMO3HU alyHUUuU, uHgpepmuaumem. C Hau-2oAaMa yec-
moma (90-95%) e 21-xugpokcuAazHuam gedpuyum, npuyuHa 3a kKoidmo ca mymauuu Ha CYP
21A2 2eHa. ToBa ce omHaca ocobeHo 3a cAydaume C agpeHaAeH aHgpO2EeHEH eKCuec, cpe-
waw, ce npu okoao 40% om >keHume ¢ PCOS. Kamo npu4uHu ce coyam 2eHemuyeH ge-
dekm B oBapuaaHama cmepougozeHe3a; noBuweH omeaoBop Ha 17-OH-npezHeHOAOHa u
17-OH-NpozecmepoHa (17-OH-TTN) kbm AKTX npu xunepuHcyauHemuuHu 8 cpaBHeHue ¢
HOPMOUHCYAUHEMUYHU hauueHmu; HapyweHua B nepudepHua kopmu3zoro8 memaboAu3zbm.
Had-2oramo 3HaveHue 3a guazHO3ama Ha HekAacudeckama popma Ha BHKX umam 6a3anHu-
me (cut off -2-3 He/mA) u KopmukomponuH-cmumyaupaHume (Hag 10,3 H2/mA) HuBa Ha 17-
OH-T.

B Hacmoawomo npoyuBaHe ca ob6xBaHamu 15 >KeHu ¢ Xup3ymu3bm (KAUHUYEH U/UAU
OuoxumMuyveH), OAU20aMeHOpeA U NOAUKUCMO3a Ha aluHuuume, ¢ 6azaAHu HuBa Ha 17-OH-T1T
Hag 2 He/MA. M3caegBaru ca u HuBama Ha AX, DCX, AKTX, mecmocmepoH, AXEA-C, CXBT,
DAU, OITT ¢ IPUN, npoaakmuH. M38bpweHu ca Y3A Ha atuHuuu Ha Bcudku nauueHmku,
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a no nokazaHua - KAT/MPW Ha Hagbbbpeuu u 2oHagu. [NMpoBegeH e cmumyrauuoHeH
mecm cbc CuHakmeH - 0,25 me u.8. 866 oaukyrapHa gpaza. OnpegeaeHu ca 6a3zaaHume
u cmumyaupanu HuBa (30 u 60 muH.) Ha 17-OH-TI, cepymeH KOpMU30A U aHgPOCMEHJUOH.
Kamo kpumepul 3a BHKX npuemame cmotHocmu Ha 17-OH-TI Ha 60 muH. Hag 10 H2/mA
UAU nokavBaHemo um Hal-maAko € 5 He cnpamo 6a3zaaHume. [pu 3 om nayueHmkume
(20%) ¢ noBuweHu 6a3aaHu HuBa Ha AKTX ce ycmaHoBu nokauaBaHe Ha 17-OH-TT Ha 60
MUH. C 5 He.

KaoyoBu gymu: cuHgpOmM Ha NOAUKUCMO3HU al4YHUUU - BpogeHa HagbbOpeuHOKOpO-
Ba xunepnaazusa - 6bp3 AKTX-cmumyaayuoHeH mecm - XunepaHgpo2eHHU CbCMOAHUA

The role of rapid ACTH stimulation test for differentiation
of hyperandrogenic conditions in women

M. Pavlova, N. Botushanov, M. Orbetzova, D. Georgiev, D. Troev

Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital,
Medical University - Plovdiv

Excessive ovarian or adrenal androgen secretion is the main cause of hirsutism in women.
Polycystic ovary syndrome (PCOS) is considered to be the main cause for excessive ovary
production of androgens 75% of cases. The differentiation between PCOS and late-onset con-
genital adrenal hyperplasia (CAH) is difficult sometimes after puberty. This form of adrenal
hyperplasia represents a group of autosomal recessive disorders with frequency about 50
times lower than PCOS (1 to 10% of cases) and clinical features (menstrual disturbances,
polycystic ovaries, infertility) overlapping with those of PCOS. The most frequent form (90-
95%) is caused by 21-hydroxylase deficiency due to CYP 21A2 gene mutations. This is also
common in women with PCOS with excessive adrenal overproduction (about 40% of all
cases). Possible reasons could be genetically determined defects of the ovarian steroidogen-
esis; increased secretion of 17-OH pregnenolone and 17-OH progesterone (17-OH-PG) to
ACTH stimuli in hyperinsulinaemic compared to normoinsulinaemic individuals; disturbances
of peripheral cortisol conversion. Basal cut-off values of 2-3 ng/ml and ACTH stimulated val-
ues of over 10.3 ng/ml of 17-OH-PG are crucial for diagnosis of non-classical CAH.

A rapid ACTH (Synacten 0,25 mg i.v) stimulation test was performed in 15 women with
hirsutism, olygoamenorrhoea, polycystic ovaries and basal values of 17-OH-PG above 2
ng/ml in the follicular phase of the menstrual cycle. LH, FSH, ACTH, testosterone, DHEA:S,
FAI calculation, OGTT with insulin measurement, and prolactin were also determined. Ultra-
sonography of the ovaries and, if necessary, CT/MRI of the adrenals and ovaries were per-
formed. Basal and stimulated (at 30 and 60 min) values of 17-OH-PG, serum cortisol and
andrstendione were measured.

17-OH-PG values of 10 mg/ml at 60. min or an increase of at least 5 ng above basal val-
ues were considered as diagnostic for CAH. In 3 (20%) patients with initially elevated ACTH
levels 17-OH-PG increased with 5 ng.

Key words: polycystic ovary syndrome - congenital adrenal hyperplasia - rapid ACTH
stimulation test - hyperandrogenic conditions
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MoAo6Bu pazAauyua npu 3axapeH guabem mun 2

3gpabko KamenoB, Pymana lNapanyHoBa

KauHuka no EHgokpuHoao2aua, MeguuuHcku yHuBepcumem - Cocpua

NMoaroBume pa3zaudua npu guabem (3A) pagko ca obekm Ha ueAeHacoueHu u3caegBa-
Hua. 3aboAaBaHemo uma cneyudgpuveH edpekm Bbpxy CbpgeuHo-cbgoBua NPOGPUA U CMbPM-
Hocm Ha HaceAeHuemo. Om guabemHume ycAoXKHeHUA makpocbgoBume ca me3u, Koumo
ca npuBauyasu no-2oAam uHmMepec u uzcaegoBameacka akmuBHocm. pe3 nocaegHume 20-
guUHU CbpgevHo-cbgoBama cMbpMHOCM NpU MbXKeme u keHume HamaraBa 68 CALLL u EBpo-
na, HO Npu nauyueHMume ¢ guabem moBa HamareHue ce HabAlbgaBa camo npu mbykeme.
MHo020 no-maako BHuMaHue ce omgeaa Ha MukpocbgoBume guabemHu ycAoXKHeHUA.

Llea Ha Hacmoawomo pempocnekmuBHo npoyuBaHe bewe ga ce oueHu obwua puckoB
NPOCUA HA MbXKeme U >keHume cbC 3A2.

[MayueHmu u memogu: bewe aHaauzupaH uHmepBaa om Bpeme, BrkatouBaw, 1990 - 2007
2oguHa. Tou Gewe pa3zgeaeH Ha 4 nepuoga, 3anouBawu npe3 5 20guHU, OM KOUMO Ce Cb-
bupawe uHgopmauua om nvpBume 3 2oguHu Ha Bceku nepuog. MNMayueHmume ce BraouBa-
xa 8 cmyguama camo npu nvpBama um xocnumaausauua. Om ucmopuume Ha 3aboaaBaHe-
mo 6 earekmpoHHama 6a3a gaHHu ce BbBexkgawe nbpBuuHama uHgopmayua 3a aHMpPoNo-
MEMPUYHU XapakmepucmuKu; gaHHU 3a 3A; apmepuarHa xunepmoHusa (AX); gucaunugemus;
ucxemuyHa boaecm Ha cvpuemo (MBC); mo3zbuHa cbgoBa boaecm; nepudpepHa apmepuasHa
6oaecm; Hedpponamusa; pemuHonamusn; HeBponamusa, memaboaumen cuHgpom (MC) u gp.

Pesyamamu: AHaau3zupaHu 6axa 2031 nauueHmu cbc 3A. Om max nauyueHmMume CbC
3A2 6axa 1705 gywu (84%) u me ce npegcmaBam myk. >)KeHume 6axa noBeue (56,4%) om
mbxkeme (43,6%). KomneHcauuama Ha 3A, omuyemeHa no 2AuKUpaHua Xxemo2A0buH u cpeg-
Hama KpbBHa 3axap, He ce omauvaBawe npu gBama noaa. YcmaHoBuxa ce obuvaliHume
pa3Auku 6 aHmponomempuvHUMe nokazameau. )KeHume umaxa Cu2HUUKaHMHO NO-4ecmo
AX (86,7 cpewy 77,8%) c no-2oaama gaBHocm u 4 mm no-Bucoko cucmoaHo AH, no-uecmo
6axa cbe 3amabemabBare (46,3 cpewy 32,0%), gucaunugemua (61,2 cpewy 55,0%), mema-
6oAaumeH cuHgpom (78,9 cpewy 73,4%) u MBC (53,5 cpewy 50,9%), omKOAKOMO Mbykeme,
npu Koumo Hegponamuama b6ewe no-yecma (21,5 cpewy 27,0%). Caeg ag>kycmupaHe no
noa u Bv3zpacm AX, gucaunugemuama, 3amabcmadadHemo u MC ce ugeHmucdpuyupaxa kKamo
noaoBo-3aBucumu puckoBu pakmopu npu >kKeHume, a Hechponamuama - Npu Mbxkeme.

3akatoueHue: Te3u pe3yramamu nogkpenam eguH noBuweH makpocbgoB puck npu >xe-
Hume cbc 3A2, KOUMO HaAaza no-azpecuBeH guazHocmuyeH u mepaneBmuyeH nogxog.

KaroyoBu gymu: noroBu pazaudus, 3axapeH guabem mun 2, XpOHUYHU guabemHu yc-
AOXKHEHUA, MaKpOoCcbgoB puck

Gender differences in diabetes type 2

Zdravko Kamenov, Rumyana Parapunova
Clinic of Endocrinology, Medical University - Sofia
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Gender differences in diabetes (DM) are rarely a special object for investigations. DM has
a strong impact on the cardiovascular risk profile and mortality of the population. Macrovas-
cular diabetic complications attract more scientific interest and investigational activity. During
the last years cardiovascular mortality in men and women decreases in USA and Europe, but
in diabetic patients this decrease is observed only in men. Much less attention is paid to the
gender differences in microvascular diabetic complications. The aim of this retrospective study
was to evaluate the general risk of men and women with type 2 DM (DM2).

Patients and methods: The time interval between 1990 and 2007 years was analyzed. It
was divided in 4 periods starting every 5 years and covering the first 3 years of each period.
Patients were included only during their first admission to the hospital. The primary informa-
tion from the clinical records was extracted in an electronic database including: anthropo-
metric indices, diabetes data, arterial hypertension (AH), dyslipidemia, coronary artery disease
(CAD), brain vascular disease (BVD), peripheral artery disease (PAD), metabolic syndrome
(MS) nephropathy, retinopathy, neuropathy etc.

Results: The records of 2031 patients were eligible for analysis. Of them 1705 (84%) had
DM2 and are presented here. The proportion of women was higher (56,4%). HbA, . and mean
blood glucose did not differ between men and women. The usual gender anthropometric dif-
ferences were established. Women had significantly more often AH (86,7 vs. 77,8%), with a
longer duration and about 4 mmHg higher systolic blood pressure, were more often obese
(46,3 vs. 32,0%) and had dyslipidemia (61,2 vs. 55,0%), MS (78,9 vs. 73,4%) and CAD (53,5
vs. 50,9%) than men did, who presented more often with nephropathy (21,5 vs. 27,0%). After
adjustment for gender and age only the difference in CAD lost the significance and AH, dys-
lipidemia, obesity, MS were identified as gender-dependent late diabetic complications in
women and nephropathy in men.

Conclusions: These results support an elevated macrovascular risk in women with DM2,
which requires a gender focused more aggressive diagnostic and therapeutic approach.

Key words: gender differences, diabetes type 2, late diabetes complications; macrovas-
cular risk.

AuemuyHa u MegukameHmo3Ha mepanua npu 3amMAbCMA-
6aHe u copgeuHo-cbgob puck

Aoy. Maauna lNemkoBa
KauHuka no BbmpewHu boaecmu, YMBAA ,C8. AnHa”, Cocpun

HagHopmeHomo meaao u 3amabecmaBademo ce acouuupam ¢ noBuweH puck om nos-
Ba Ha xpoHuuHu 3aboaaBaHua u npegcmaBaaBam 2aobareH npobaem. Enugemuoro2uyHu
npoyuBaHua nokazBam, ye noBuwaBaHemo Ha me2aomo e ocHoBeH npegukmop 3a Hama-
AaBaHe npogbaKumeaHocmma Ha >xxuBom. Aopu ymepeHama pegykuua Ha meaaomo Bogu
go HamaraBaHe Ha puckoBume hakmopu 3a cbpgeuHo-cbgoBu 3aboaaBaHua Kamo 3axapeH
guabem, xunepmoHua u gucaunugemusn. [NpenopbuBaHume npomeHu B8 cmuaa Ha >xuBom
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obukHoBeHO umam KpamkompaeH epekm, Koemo HaAaza uznoa3zBaHemo Ha Bce noBeue u
noBeue megukameHmMuU Kamo gonbAHUMEAHA mepanua. Peguua KAUHUYHU u3zcaegBaHua nom-
BbprxkgaBam GaazonpuamHume egpekmu Ha XpaHume C HUCHK 2AUKEMUYEH UHJEKC U Ha cpe-
gu3zemHomopckama guema kakmo 8bpxy meaaomo, maka u 8bpxy cbpgeuHo-cbgoBua puck.
13noazBaHama B8 momeHma gpapmako-mepanua noka3zBa okyparkaBawu peyamamu 6 KAu-
HU4YHUMeE u3zcaegBaHun, HO HelHUME gbA20CPOUHU edpekmu Bbpxy pegykuuama u noggbp-
»kaHe Ha me2aomo ocmaBam HenomBbpgeHu. B momeHma ce npoBexkgam mpu KAUHUYHU
u3zcaegBaHus, koumo ce ovakBa ga omzoBopam Ha me3u Bbnpocu. [Mpu nauueHmu ¢ UHgeKc
Ha meaAecHa maca >35kz2/m* ce npenopbuBa npoBexkgaHemo Ha GapuampuyHa xupypaus, Ko-
amo uma gpamamuueH edpekm Bbpxy mea2aomo u npugpykaBawume 3amabcmaBaHemo
puckoBu gpakmopu.

KaoyoBu gymu: 3amavcmaBare, cobpgeuHo-cbgoBu 3aboanBaHun, xpaHeHe, meguka-
MeHmu

Nutritional and pharmacological therapy in patients with
obesity and cardiovascular risk

Assoc. Prof. Malina Petkova
Clinic of Internal Diseases, UMBAL ,Sv. Anna“, Sofia

Obesity is a global issue with increasing evidence that overweight and obesity are associ-
ated with a higher chronic disease risk. Epidemiological studies have shown that increasing
degrees of overweight (defined as a BMI > 25 kg/m?) and obesity (BMI > 30 kg/m?) are impor-
tant predictors of reduced life expectancy. Modest weight loss reduces many of the risk fac-
tors that accompany obesity, notably type 2 diabetes, hypertension and dyslipidaemia. Adher-
ence to lifestyle changes required to achieve these improvements is poor and progressively
more weight-loss medications are used as adjunctive therapy.

The beneficial effects of low glycemic index -food and of the Mediterranean diets have been
proved in many clinical studies.

Currently available pharmacotherapy shows encouraging benefits in clinical trials but
remains unproven as an effective strategy to support long-term weight loss and weight main-
tenance and for translation of improved surrogate risk markers into fewer cardiovascular
events and a longer life. Three large clinical trials are ongoing in an attempt to answer this ques-
tion. In those with severe obesity (BMI > 35 kg/m?), the most dramatic, sustained weight loss
is seen in patients who undergo bariatric surgery.

Key words: obesity, cardiovascular diseases, nutrition, medication
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XpOoHUYHA MAaAHYMPUUUA — KAUHUKO-UAZHOCMUYHO Npo-
yubane u mepanebmuuHo nobegenue

A-p Pocuya lNonoBa, Aoy. A-p A. lMonoBa .
KAauHuka no memaboAumHo-eHgokpuHHU 3aboaaBaHua u guememuka, YMBAA ,Llapuua MoaHHa-
VICYA”, Cocpus

MaaHympuyuama e cbcmoaHue Ha gucbaraHc (gedpuuum uAu u3obUAUE) Ha eHepaus,
NpomeuHu u gpyau HympueHmu, Bogew, go 3Ha4YumeAHU HebAazoNpuaAMHU u3meHeHua B
maAomo (popma, pazmep u cbecmab), HecoBama PyHKUUA U KAUHUYMHOMO NpomuyaHe Ha 3a-
b6oaaBaHuama.

Llea: Aa ce HanpaBu KAUHUKO-guazHOCMUYHO npoydBaHe u mepaneBmuyHo HabAloge-
HUe NpPU hayueHmMuU C XPOHUYHA MaAHyYmMpuuus.

['pyna nayueHmu u memogu: lNpoyyeHa e epyna om 45 nayueHmu ¢ XpOHUYHA MaAHYM-
puuua, Ha Bb3pacm om 18 go 78 2oguHu, 34 >eHu u 11 MbiKe, NOCMbNUAU 3a guazHOCMU-
Ka u AeveHue B KauHukama no memaboAumHo-eHgOKpUHHU 3aboAaBaHua u guememuka Ha
YMBAA ,Llapuua MoaHnHa - MICYA” 3a 6 meceyeH nepuog. Ha Bcuuku nayueHmu ca Hanpa-
BeHu uHguBugyaaHu uHmepBioma 3a oueHka Ha XpaHumeAHua npuem, cbnbmemBawu 3a60-
AaBaHuf, comamuyeH cmamyc, aHMPONOMEMPUYHU U (PYHKUUOHAAHU u3mepBaHua, MuHU
meHmaa koeHumuBeH mecm, XopMmoHaAHU u BuoxumuyHu u3zcaregBaHun, uzmepBaHe Ha eHep-
2opa3xoga 6 cbcmoaHue Ha Nokol ¢ memaboAumeH MoHUmMop ,AeaAmampak 2“, KOMNAeKc-
Ha oueHKa Ha XxpaHumeAHua cmamyc u BkatouBare Ha Hal-nogxogawua XpaHUMeAeH peXkum
u mepanus.

Pesyamamu: AHaAau3bm Ha noAydeHume gaHHU ycmaHoBu omkAaoHeHus 6 pa3auyHa
cmeneH 666 Bcuuku nokazameau, koumo ca 6 kopeaayua ¢ gaBHocmma Ha MaAHYmMpuyua-
ma u mexxecmma Ha npugpyrkaBawomo 3aboaaBaHe. AaBHocmma Bapupa om 6 meceua go
38 2oguHu. Cnopeg emuoAo2uYHUA hakmop Hal-20AaM npoueHm ca boaHume ¢ nbpBuvHo
HapyweHue B xpaHumeAaHomo noBegeHue (HeBpozeHHa aHopekcua u byaumua) - 31,10%
(14), cneg moBa ca me3u ¢ BmopuuHa aHopekcua npu genpecuBeH cuHgpom - 20% (9), xpo-
HUYHU 2acmpouHmecmuHaAHu 3aboaaBaHua - 17,78% (8), cbcmoaHua caeg onepamuBHu
uimepBeHuuu Ha TUT - 15,56% (7), nocaegBaHu om aBmoumyHHu 3a60AaB8aHua - 8,89% (4)
U XpoHU4YHa 6vbbpeuHa HegocmambyHoCcM - 6,67% (3). YcmaHoOBu ce, ue camo 26,67% om
nayueHmMume umam HOPMAAHO u3pa3eHu Ko2HumuBHU PyYHKUUU, 66,67% - umam AeKO U3-
pa3eHu Ko2HUMUBHU HapyweHua u ocmaHaaume 6,6% umam cpegHa go mexkka cmeneH y6-
pexkgaHua 68 namemoBume ¢pyHKUUU. AHMpoNoMmemMpuYHUME NokKa3zameAu ca NOgHOPMEHU
3a 33(73,33%) nauueHmu, Kamo npu ocmaHaAume cmoUHocmume ca BAU3KU go goAHa 2pa-
Huua Ha Hopmama. DyHkyuoHaAHUMe u3mepBaHun, koumo BkarouBam guHamomempusa u
PyYHKUUOHAAHO u3cAaegBaHe Ha guwaHemo, ca u3pa3zeHo nogHopmeHu npu 80% om max.
Mpu u3zmepBaHe Ha 24 yacoB eHepaopa3zxog ¢ memaboAumeH moHumop ,Aeamampak 2“
npu 27 nayueHmu u cbnocmabaHe c Hopmama 3a cbomBemuama Bb3pacm u meeaao ce yc-
maHoBu, ye npu 33,33% (9) ocHoBHUAM memaboAuzbm e 3abaBeH, a npu 22 (81,48%) e Ha-
AUUE HYmMpueHmeH gucbaaaHc. XopmoHaaHume u3zcaegBaHua ycmanoBaBam cepuo3Hu Ha-
pyweHua B xunomaramo-xunouzo-oBapuarHama oc. pu 50% om >xeHume 6 penpogyk-
muBHa Bb3pacm ca ycmaHoBeHu u3pa3zeHo Hucku HuBa Ha DCX, AX, ecmpaguoa 8 cbuema-
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Hue c ameHopes. [Tpu Bcuuku nayueHmu e npoBegeH HympumuBeH cbnopm, € KYpC Yacmuu-
HO NapeHmMepaAHO XpaHeHe, KOMOUHUpPaHO ¢ BaraHcupaH XunepeHep2ueH nepopaseH XpaHu-
meAeH npuem, CynaemeHmupaH C eHmepaAHu XxpaHumeaHu popmyau. NpoBegeHo e guemo-
obyyeHue u e uzeomBeH uHguBugyareH xunepeHepaueH XpaHUMEAEH peXkum 3a caegboa-
HUYHUA nepuog.

Mpu Bcuyku nauueHmMuU ¢ XpOHUYHA MaAHYmMpuuug, HezaBucumo om emuoAo2u4YHUME
hakmopu, e Heobxogumo ga ce u3zBvpwbBa nepuoguyHa oueHka Ha HympumuBHua cmamyc
U ga ce npuAaza uHguBugyaau3zupaHa cucmemHa guemomepanua u XxpaHumeaHa npeBeHuusa
¢ nogxogaw, HympumuBeH cbnopm ¢ yeA NpogpuAaKMUKa U AeYeHUe KaKmo Ha XpoHUYHama
MaAHyYMpuuua, maka u Ha ocHoBHomo 3aboanBaHe.

KarwyoBu gymu: xpoHuuHa marHympuuus, KoeHUmuBHU yHKUUU, aHmponomempus,
XpaHUmMeAeH cmamyc, 6azareH memaboAU3bM, XpaHUMEAEH Cbnopm

AuabemHama HeBponamua kamo nokazamea 3a oowua
3gpabeH puck Ha nayueHMu CbC 3axapeH guabem mun 2

3gpabko KamenoB, Pymana lNapanyHoBa

KauHuka no EHgokpuHoaozua, MeguuuHcku yHuBepcumem - Codpusa

Mo gaHHu Ha MexxgyHapogHama guabemHa hegepauua noHacmoawem 6,6% om Bb3-
pacmHomo HaceAeHue no cBema uma 3axapeH guabem, kolmo e npeobaagaBawo Bmopu
mun (3A2). Pe3yamamume om enugemuoAo2uyHUmMe cmyguu nokazBam, ye noumu noaroBu-
Hama om nauvueHmume cbc 3A2 € 20gUHU He 3Haam, ye umam guabem, Ho npe3 mo3u cyb-
KAUHUYEH, NnpeguazHocmuyeH cmagul ce peaAu3zupam Makpo- U MUKPOCbgoBu ycAao>KHeHuUs,
koumo yBeauuaBam 2ao0baAHUA puck Ha hauueHma.

Llea Ha Hacmoawomo pempocnekmuBHo npoyuBaHe bewe ga ce oueHu obwua puckoB
NPOUA Ha nayueHmMu ¢ guabemHa HeBponamusa (AH) 6b3 ocHoBa Ha MUKpPO- U MaKPOCHYO-
Bume guabemHu ycAao>KHeHuA.

[MayueHmu u memogu: INpuroxxeH bewe gokymeHmaaHuam memog ¢ uzbupameneH aHa-
AU3 Ha onpegeAeHu acnekmu Ha ujcaegBaHua nbpBuveH gokymeHm. Kamo u3moyuHUK Ha UH-
dopmauua 6axa uznoazBaru HaauyHume B apxuBa Ha KauHukama ucmopuu Ha 3aboaaBaHe-
mo. 3a u3zBauvaHe Ha nvpBuuyHama uHpopmauua bewe pa3zpabomeHa erekmpoHHa baza
gaHHu BkaouBawa aHmMponomemMpuYHU Xapakmepucmuku; gaHHu 3a 3A; apmepuaAHa Xu-
nepmotua (AX); gucaunugemus; ucxemuvHa 6orecm Ha copuemo (MBbC); mo3buHa cbgoBa
6orecm (MCB); nepucpepHa apmepuasHa 6orecm ([TAB); Hepponamusg; pemuHonamus; me-
maboaumeH cuHgpom (MC) u gp. AH ce npuemawe npu HaauuHa 8 gokymeHmume makaBa
guazHo3a U/uAu HaAaudue Ha HeBponamHu cumnmomu u/uAu HeBporo2uuHu mecmoBe (BKA.
EMI) u/uau npoBegeHo AeueHue. MHmepBaabm om Bpeme, kolUmo Oewe aHaAu3zupaH,
BrarouBawe 1990-2007 2oguHa. Tol bewe pa3zgeaeH Ha nepuogu npe3 5 20guHU, OM KOUMO
ce cbbupaxa gaHHume 3a nbpBume 3 2o0guHu Ha Bceku nepuog. MNMayueHmume ce BkaouBa-
xa B8 6azama gaHHU camo npu nbpBama um xocnumaausauus.
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Pesyamamu: AHaau3upaHu 6axa 1705 gywu (>keHu 56,4%) Ha cpegHa Bb3pacm + cm.
omkA = 60,0£11,9 2. INpu nauueHmume ¢ AH 6axa no-2oremu uAu umaxa no-Bucoka vecmo-
ma (*p<0,05; **p<0,01; ***p<0,001): Bvb3zpacmma (56,8+13,2 / 60,8+11,5 2.***), obukoArkama
Ha maauama (97,3£16,7 / 100,3+15,8 cm**) u xaHwa (104,1£12,1 / 106,0£13,2 cm*), ga6-
Hocmma Ha guabema (5,6+7,2 / 11,0£8,3 2.***), AX (78,3 / 84,1 %**), Hecpponamuama (14,2
/ 26,6 %***), pemuHonamuama (10,8 / 51,4 %***), bC (37,6 / 56,7 %***), MCb (7,6 / 16,2
%™***), npekapaH uHcyam (3,2/9,2%**), MAb (7,2/11,8%%), MC (71,2/77,9 %**) u gp. Npu gu-
azHocmuuupaHa AH ce yBeauuaBa BepoamHocmma ga e Haauue u pemuHonamusa (OR(CI))
9,934 (7,230-13,651***), Hepponamua 2,769 (2,058-3,726***), uHcyam 2,422 (1,199-4,894)%,
a 3a ocmaHaAume makpocbgoBu ycaoxkHeHuUa - go 2 nbmu.

3akaoveHue: Haauvuemo Ha guabemua HeBponamua gedpuHupa 2pyna om nauueHmu
CbC 3HavYumeAHo noBuweH 2a06areH CbpgevHo-CbgoB puck, onpegeaeH om MUKPO- U Mak-
pocbgoBume guabemHu ycaroxkHeHua. OueHkama Ha obwua puck Npu hauueHm CbC 3axa-
peH guabem mpabBa ga 6bge KomnaekcHa u nocaegBaHa om CbWO Maka KOMNAEKCEeH me-
paneBmuueH nogxog opueHmupaH kbm Bcuuku ycmaHoBeHu guabemHu ycAoXKHeHus.

KaroyoBu gymu: 3axapeH guabem mun 2, guabemHa HeBponamusa, XxpoHuU4HU guabem-
HU YycAoXKHeHuUA, obw, 3gpaBeH puck

Diabetic neuropathy as an indicator for the global health
risk of patients with type 2 diabetes

Zdravko Kamenov, Rumyana Parapunova
Clinic of Endocrinology, Medical University - Sofia

According to the fourth edition of IDF Diabetes atlas (2009), today 6,6% of the world’s
adult population have diabetes, predominantly type 2 (DM2). Results from the epidemiologi-
cal studies show, that DM2 is unrecognized for years in almost half of the patients, but during
this subclinical prediagnostic period macro- and microvascular complications occur, which
increase the total risk of the patient. The aim of this retrospective study was to evaluate the
global health risk profile of the patients with diabetic neuropathy (DN) based on the diabetic
micro- and macrovascular complications.

Patients and methods: A documentary method with selective analysis of special aspects of
the source document was applied. The clinical records from the archives were used as source
documents. The primary information was extracted in an electronic database including: anthro-
pometric indices, diabetes data, arterial hypertension (AH), dyslipidemia, coronary artery dis-
ease (CAD), brain vascular disease (BVD), peripheral artery disease (PAD), nephropathy,
retinopathy, metabolic syndrome (MS) etc. DN was accepted if this diagnosis was mentioned
in the record and/or neuropathic symptoms were present and/or neurological tests (incl.
EMG) were positive and/or specific treatment was performed. The analyzed time interval
includedthe years between 1990 and 2007. It was divided in 4 periods, starting every 5 years
and covering the first 3 years of each period. The patients were included only during their first
admission to the hospital. Results: 1705 patients were included (female 56,4%) at a mean *
SD age of 60,0+11,9 years. The patients with DN had a higher level or higher prevalence of
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(*p<0.05; **p<0.01; ***p<0.001): age (56,8+13,2 / 60,8+11,5 years.*™ ), waist (97,3£16,7 /
100,3£15,8 cm**) and hip circumferences (104,1£12,1 / 106,0+£13,2 cm?), diabetes duration
(5,6+7,2 / 11,0£8,3***), AH (78,3 / 84,1 %**), nephropathy (14,2 / 26,6 %***), retinopathy
(10,8 / 51,4 %***), CAD (37,6 / 56,7 %***), BVD (7,6 / 16,2 %***), stroke (3,2 / 9,2%**), PAD
(7,2 / 11,8%%), MS (71,2 / 77,9 %**) etc. Patients with DN had higher risk (OR(Cl)) for having
also retinopathy 9,934 (7,230-13,651***), nephropathy 2,769 (2,058-3,726***), stroke 2,422
(1,199-4,894)*, and for the other of macrovascular complications the ORs were significant and
less than 2.

Conclusions: Presence of DN defines a patient population with consistently increased
global health risk, determined by micro-and macrovascular diabetes complications. The evalu-
ation of this global risk of a diabetic patient must be comprehensive and followed by a com-
plex therapeutic approach, targeted on all established diabetic complications.

Key words: diabetes type 2, diabetic neuropathy, late diabetes complications; global
health risk.
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[TOCTEPV 3a ycmHo npegcmabBaHe

CpabHeHue Ha HuBama Ha mupeoz2ro6yauH 6 cepym u
nyHkmam om AumdeH 6b3eA npu cycnekmHa Aumdpage-
HOME2aAuA — KAUHUYHU CAyYau

"Xpucmo3zo6 K., *Paiiko8 H., 'CugepoBa M, *‘boyeBa 5, ‘KpacHarueb U.
1 KauHuka no EHgokpuHoAo2us,

2 MBAA ,,CB.AHHa” - OmgeaeHue no BbmpewHu 6orecmu,

3 Kamegpa no kauHuU4Ha Aabopamopus,

4 Kamegpa no Namoaozug, YHuBepcumemcka 6oaHuua ,C8ema MapuHa”, BapHa

Mamepuarbm om mbHkouz2aeHa buoncusa (Th) Ha wulHU AumdpHU Bb3AU MOXKe ga Ob-
ge u3noa3BaH He camo 3a yumomopoao2udHO ymouHaBaHe, Ho u 3a uzcaegBaHe HaAudue-
MO U KOHUEHMpauuama Ha cneyuguyHU MYMOpPHU Mapkepu, kKakBumo ca mupeo2A006yAuH
u KaauuHomuH. lNpegcmaBame gBa kKAUHUYHU cAyyan, npu Koumo u3zcaegBaHemo Ha mupe-
02A00yAuH B8 cmuB caeg Th Ha AumdHU Bb3AU ONpegeAu No-HamambwHOMO mepaneBmuvu-
Ho noBegeHue.

Cayvau 1: 30 2oguwHa >keHa ¢ mupeougekmomua no noBog nanuAaapeH mupeougeH
kapuuHom (ITK), ¢ HecamuBHa nocmonepamuBHa ueaomeaecHa cuuHmuzpagua, HUCHK ce-
pymeH mupeo2AobyauH (nog 0,2 ng/ml) npu HecamuBHU aHmMu-Mupeo2A06yAauHOBU aHmMuU-
meaa (nog 20 U/ml) e ¢ Bu3yaausupaw, ce wueH aumdeH Bb3ea. Tupeoz2aobyauHbvm 6 cmuB
caeg Th 6e 8487 ng/ml, cmolHocm mHo20kpamHo HagBuwaBawa cepymHug, a Tb nomBobp-
gu Haauvuemo Ha memacmasa om [NTK. boaAHama 6e HacoueHa 3a XUpPYp2uuyHO AeveHue u
memacmaszama 8 aumdHua Bb3ea 6e xucmoaoz2uuHo BepuduuupaHa.

Cayyvau 2: MNayueHmka Ha 55 20gUHU CbC COAUGHO-KUCMUYeH mupeougeH Bb3ea, beHue-
HEeH Npu UUMOoAO2UYHO u3zcaegBaHe u cbnbmemBawa uncuaamepasHa AumgpageHomez2aaus.
HeeamuBHuam mupeoarobyauH 8 washout caeg Tb Ha AumcpHumMe Bb3AU Npu LUMOAO2UY-
HU gaHHU 3a ageHokapuuHom 6 max u3zkaouu Bb3moxkHOCMMa 3a memacmasu om mupeo-
ugeH KapuuHom, kakbBmo moxke ga b6bge uznycHam npu wumoBugHu Bb3AU C KUCMUYHa
KomnoHeHma. NauueHmkama 6e HacoueHa 3a PET/CT ckeHupaHe, koemo ycmaHoBu pasn-
pocmpaHeHa memacmamuyHa 6oaecm 6 napeHXumHU op2aHu, Kocmu u AuMgHU Bb3AU Nnpu
nbpBuyHo oz2HUWe B Geausa gpob.

M3caregBaHemo Ha mupeo2aobyauH B cmuB caeg Th om cycnekmHu wuldHU AUMHU
Bb3AU UMa guazHOCMUYHA cmolHocm Kakmo npu noBuweHu HUBa, maka u npu HezamuBeH
pe3yamam.

Comparison between thyroglobulin levels in serum and
wash out afler FNAB of lymph nodes in cases of suspicious
lymphadenomegaly

"Hristozov K., *Raikov N, 'Siderova M., *‘Bocheva Y. ‘Krasnaliev I.

1 Clinic of Endocrinology, 2 ,St. Anna” Hospital - Clinic of Internal Diseases, 3 Clinical Laboratory,
4 Department of Pathology, University Hospital ,St. Marina“, Varna
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The FNAB sample from neck lymph nodes can be used for cytomorphological evaluation
as well as for measuring the presence and the concentration of specific tumor markers like thy-
roglobulin and calcitonin. We present two clinical cases in which the examination of thy-
roglobulin in washout from the needle after FNAB of lymph nodes determined the consequent
diagnosis and treatment.

Case 1: 30 years old woman with thyroidectomy because of papillary thyroid cancer (PTC),
with negative postoperative radioiodine whole body scan, with low serum thyroglobulin (< 0,2
ng/ml) and negative anti-thyroglobulin antibodies (< 20 U/ml) presented with US detectable
neck lymph node. Thyroglobulin evaluated in washout sample from the needle after FNAB of
the lymph node was 8487 ng/ml and the cytology confirmed metastasis from PTC. The patient
was sent to operation and the lymph node metastasis from PTC was histologically confirmed.

Case 2: 55 years old woman with mixed thyroid nodule, benign on cytology and con-
comitant suspicious enlarged lymph nodes on the same neck side. Negative thyroglobulin in
the washout after FNAB of the lymph nodes and cytology data for adenocarcinoma excluded
metastasis from thyroid cancer, which could be misdiagnosed in thyroid nodules with cystic
component. A PET/CT scan was performed, revealing advanced metastatic disease in
parenchymal organs, bones and lymph nodes with primary tumor in the lung.

The presented method of thyroglobulin assessment in washout after FNAB of suspicious
neck lymph nodes proves its diagnostic value in cases with high washout levels, as well as in
those with negative results.

TupeomponuH cekpemupaw, ageHoM Ha xunodu3zama

Aenu3 bakaro6, Muxaua boaHoB

KauHuka no eHgokpuHoaozus, Kamegpa BbmpewHu 6oaecmu
YMBAA ,ArekcaHgpoBcka®, MeguuuHcku yHuBepcumem - Codpun

TupeomponuH cekpemupawume ageHomu Ha xunodpuzama (TSH-omu) ca pagka npuduHa
3a Xunepmupeougu3bm - Maka HapeyeH ,ueHmpaAeH xunepmupeougu3bm”. B me3u cayyau
TSH cekpeuuama e aBmoHomHa u pedppakmepHa Ha HeczamuBHama obpamHa Bpb3ka om mu-
peougHume xopmoHu. Ao oAu 2004 2oguHa ca nybaukyBaHu obwo 336 cayyaa Ha TSH - cek-
pemupawu ageHoMu Ha Xxunogu3ama. 3ampygHeHuama 6 guazHo3ama Ha MUPEeoMPONUH Cek-
pemupawume ageHomu Bogam go KbCHO guazHoCMuuupaHe Ha 3aboAraBaHemo B8 eman Ha Mak-
poageHom, koemo ycaoxkHaBa mepaneBmuuHomo noBausBaHe. B gudepeHuyuasHo guaz2HOC-
MUYHO OMHOoWeHue e Heobxogumo u3kaouBaHe Ha gpyaume hopmMuU Ha XUNepmupeougu3bm
u Hau-8euye omgudpepeHyupaHe om CUHgPOMA Ha Pe3uCMEHMOCM KbM MUPEOUgHU XOPMOHU.

MpegcmaBeHuam KAuHUYEH cAyval Ha guaz2HOCMUUUpPaH Xunodu3apeH makpoageHom
cekpemupaw, TSH ce uzaBaBa c kAuHUYHA KapmuHa Ha Xunepmupeogu3bm U guazHo3a- ba-
3egoBa 6orecm. Caeg 6 20guwieH nepuog Ha koHcepBamuBHO AeyeHue ¢ mupeocmamuuu
u onepamuBHo AedyeHue e nocmaBeHa guazHo3ama TSH- cekpemupaw, Xxunodu3apeH age-
Hom. Caeg u3uepnBaHe Ha HeBpoxupypauduHume Bb3moxkHocmu 3a noBauaBaHe (HEKOAKOK-
pamHa mpaHceHougarHa Hameca) u nocaegBawo AbyesedyeHue ce NPUCMbBbNU KbM onum
3a mepaneBmuyHo noBauaBaHe ¢ gba2ogeticmBaw, comamocmamuHoB aHaAo2- Sandostatin
LAR, egHoBpemeHHo ¢ pagukaaHa uHmepBeHuua Bbpxy wumoBugHama Ae3a.

Karoyo6u gymu: xunopuzHu mymopu, TCX-om, KAUHUYEH cAyYal
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A thyrotropin-secreting pituitary adenoma

Deniz Bakalov, Mihail Boyanov
Endocrinology Clinic, Department Internal Medicine, Alexandrovska University Hospital,
Medical University Sofia, Bulgaria

The thyrotropin-secreting pituitary adenomas (TSH-omas) are a rare cause for hyperthy-
roidism - so called ,central hyperthyroidism”. The TSH secretion is autonomous and refracto-
ry to negative feedback by thyroid hormones. Until July 2004 a total of 336 cases of TSH-omas
have been described. The pitfalls in the diagnosis may lead to delay until a macroadenoma has
developed, which impairs the treatment success. The differential diagnosis includes other forms
of hyperthyroidism and especially resistance to thyroid hormones.

The present case of a diagnosed TSH-secreting macroadenoma started with the clinical
picture of hyperthyroidism diagnosed as Graves’ disease. After 6 years of conservative treat-
ment with antithyroid drugs and unsuccessful operative intervention the diagnosis of TSH-
secreting pituitary adenoma was made. After a number of neurosurgical interventions and radi-
ological treatment an attempt was made for somatostatin analog therapy - Sandostatin LAR
with parallel thyroidectomy.

Key words: pituitary tumors, TSH-oma, a case report

ABmoumyHeH mupeougum Ha XawumMomo u acoyuupaHu
AUNUGHU HapyweHuA

'Xpucmo3zo6 K., 'CugepoBa M., *‘ToweBa I, *‘CmoanoBa C.
1 KauHuka no EHgokpuHoaozug, YHuBepcumemcka 6oaHuua ,CBema MapuHa”,
2 MeguuuHcku yHuBepcumem - BapHa

Llenma Ha moBa pempocnekmuBHo npoyuBaHe be ga ce oueHam AunugHUMe Hapywe-
Hua npu aBmoumyHeH mupeougum.

Memogu: YuacmBaxa 562 nauueHma (531 >xeHu and 31 mbxxe, cpegHa Bb3pacm 48,8
20guHU) ¢ aBmoumyHeH mupeougum, Xxochumaau3upaHu 3a nepuoga 2004-20082. Te 6axa
pa3geAeHu Ha mpu 2pynu cnopeg cmolHocmma Ha TSH: 2pyna A (TSH < 4mU/I), 2pyna B
(TSH > 4and £10mU/I) and 2pyna C (TSH>10mU/I). Tpyna B 6e pa3geaeHa Ha gBe nogepynu
- nayueHmu ¢ TPO Am < 100iU/ml and TPO Am > 100iU/ml. AHaau3upaHu 6axa pe3yama-
mume om caegHume AabopamopHu uzacegBarua: TSH, FT;, FT,, TPO-Am, 06w, xonecmepoa
(OX), mpuaauuepugu (TT), LDL- and HDL-xoAnecmepoA, Kakmo U KAUHUYHama xapakmepuc-
mukKa Ha hauueHmume u gaHHume om Y3 Ha wumoBugHa »aAe3a.

Pesyanmamume noka3axa, ye ¢ noBuwaBarHe Ha cmouHocmma Ha TSH HapacmBa u ce-
pymHomo HuBo Ha OX u LDL-xoaecmepoaa: 2pyna A - OX 5,23mmol/l, LDL 3,34mmol/l; 2py-
na B - OX 5,45mmol/l, LDL 4,09 mmol/l; epyna C - OX 6,06mmol/Il, LDL 4,34mmol/l. He ce
HabAatogaBa cuzHugukaHmHa pa3auka 8 HDL-xorecmepoaa Ha mpume 2pynu, HO omHowe-
Huemo OX/HDL, kakmo u HuBama Ha TI' 6axa Hal-Bucoku 6 epyna C u Hal-Hucku 6 2pyna
A. YcmanoBu ce 3Hauuma pasauka 8 cmodHocmume Ha OX u LDL-xorecmepoaa mexxgy nog-
2pynama yyacmuuuu ¢ TPO Am <100 iU/ml u me3u ¢ TPO Am >100 iU/ml (OX 5,35 vs. 5,48;
LDL 3,77 vs. 4,13). 14,3% om nauueHmume 6 2pyna B u 22,4% om 2pyna C umaxa guazHoc-
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muuupaHo cbpgevHo-cbgoBo 3aboaaBare - MIBC uau MCb.

M36ogu: ABmoumyHHUAM Mupeougum Kamo egHa om Had-Yecmume NPUYUHU 3a XUNo-
mupeougu3ibm ce cBbp3Ba c AunugHu HapyweHua, KOUMOo ca no-u3pazeHu npu aBHua om-
KOAKOMO Npu CYyOKAUHUYHUA XUunomupeougu3bm. Edpekmbm Ha 3amecmumeAHOMo AeveHue
¢ AeBomupokcuH Bbpxy AunugHume nokazameau e Bce owe cnopeH u Npu nepcucmupaHe
Ha gucAaunugemuama 6u mpa66aro ga ce BkarouBa gonvbAHUMeAHa AunugonoHuykaBawa me-
panua Cc 02Aeg pegykuua Ha cbpgedHo-cbgoBua puck npu me3u navueHmu.

Autoimmune thyroiditis and associated lipid abnormalities

"Hristozov K, 'Siderova M, *Tosheva G, *Stoianova S.
1Clinic of Endocrinology, University hospital ,St. Marina”,
2 Medical University - Varna

The aim of this retrospective study was to assess the lipid disturbances in patients with
autoimmune thyroiditis.

Methods: 562 patients (531 women and 31 men, mean age 48,8 years) with autoimmune
thyroiditis participated in the study, divided in 3 groups according to the value of TSH: group
A (TSH < 4mU/I), group B (TSH > 4and <10mU/I) and group C (TSH>10mU/l). Group B was
divided into two subgroups - patients with TPO Ab < 100iU/ml and TPO Ab > 100iU/ml. We
evaluated the clinical and thyroid ultrasound data, laboratory tests of TSH, FT5, FT,, TPO-Ab,
total cholesterol (TC), triglycerides (TG), LDL - and HDL-cholesterol levels.

Results: It was estimated that with the increase of TSH value, the level of TC and LDL grew.
Group A - TC 5,23mmol/l, LDL 3,34mmol/l; Group B - TC 5,45mmol/l, LDL 4,09 mmol/I;
Group C - TC 6,06mmol/Il, LDL 4,34mmol/l. We did not find out any significant change con-
cerning the HDL-cholesterol, but the TC/HDL ratio and TG values were highest in group C and
lowest in group A. A significant difference in TC and LDL between patients with TPO Ab <100
iU/ml and those with TPO Ab >100 iU/ml was observed (TC 5,35 vs. 5,48; LDL 3,77 vs. 4,13).
Also 14,3% of the patients from group B and 22,4% from group C had already atherosclero-
sis, presented as coronary heart disease or cerebral vascular disease.

Conclusions: Autoimmune thyroiditis as main reason for hypothyroidism is associated with
lipid abnormalities, which are more pronounced in overt than in subclinical hypothyroidism.
Despite the replacement therapy with LT4 we must follow up the lipid profile and if needed
initiate additional treatment in order to reduce the cardiovascular risk.

HauareH onum 6 uzcaregbanemo Ha napamxopmoH 666
Washout/cmu6/ om GuoncuuHume uzAu 3a npegonepa-
mubBHo AokaAuzupaHe Ha XxunepdyHKUUOHUpaWwu napa-
wumoBugHu 6v3Au

H. Paiiko6, K.Xpucmo3zo8*, BazoBa**, TogopoB**, BuyeBa™**, CraBoB****

MBAA ,CBema AHHa”, BbmpewHo omgeaeHue, 2p. BapHa

*MBAA ,CB8ema MapuHa” - KauHuka no EHgokpuHoAozus, 2p. BapHa
**KAuHuuHa Anabopamopusa ,Cmamyc”, 2p. BapHa

***MAO3C ,Mapko MapkoB” - OmgeaeHue NO KAUHUYHA namoaAo2us, 2p. BapHa
% MBAA ,,CBema AHHa”, OmgeaeHue no 2pbgHa xupypaus, 2p. BapHa
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13caregBaHemo Ha napamupeougeH xopmoH 6 washout om GuoncuyHu uzau e memog
3a gokazBaHe Ha xunepyHKUUOHUpPaWa NapamupeougHa mbkaH.

Llea: Aoka3zBaHe, ye Bucokume cmolHocmu Ha napamxopmoHa 666 washout onpege-
Aam BuoncupaHua Bb3eA Kamo napamupeougeH U XxunepmyHKUUoHUpaw,

Mamepuasu u memogu: 3a nepuog om 3 meceua (okmomBpu - gekemBpu 20092) e u3-
cAaegBaH napamxopmoH B8v6 washout npu 10 nayueHmku ¢ buoncupaHu wulHU Bb3AU, C AO-
KaAu3auua u exoepadpcku kpumepuu 3a BepoamHu napamupeougHu >KAe3u(xunepnaazus
UAU ageHom). Pesyamamume 6axa cbnocmaBaHu ¢ me3u Ha cepymHume cmolHoCcmu Ha
napamxopmoHa. CmotHocmu 6866 washout, no-Bucoku om cepymHume, 6axa npuemaHu 3a
npobu om napamupeougeH Bb3ea u nayueHmkume 06axa HacouBaHu 3a onepamuBHo
ymouHaBaHe.

Pezyarmamu: B gBa om cayuyaume cBpbx Bucokume cmolHOCmMU Ha napamxopmoHa
866 washout gokazaxa xuneppyHkyuoHupawu napawumoBugHu B8b3au (nomBbpgeHu om
XUCMOAO2UYHUAM pe3yamam).

Pesyarmamume om npoBegeHume yumoaozuvHume u3zcaegBaHua He 6axa uHopmamuBHU
3a napamupeougHa mbkaH; 2 6axa onpegeAreHU Kamo CYycnekmHu 3a HeonAas3us.

Memogwsm no3Boaa6a:

1. AOKaAu3upaHe Ha xunepgyHKUUOHUpawa napamupeogHa MbKaH;

2. onpegeaaHe Ha Bb3eaa kamo gobpokavecmBeH UAU cycnekmer;

3. Bb3mokHOCM 3a gudpepeHuupaHe Ha Bb3era Kamo napamupeougeH UAU MUPEo-
UugeH.

M3B8ogu: N3caegBaHemo Ha cmolUHocmume Ha napamxopmoHa 868 washout e no-mo-
yeH guazHocmuyeH memog B cpaBHeHue cbC pezyamamume om UUMOAO2UYHOMO U3C-
AegBare. To moxxe ga 6bge memog Ha u3zbop 3a npegonepamuBHa guazHOCMUKa U AOKa-
AU3UpaHe Ha XunepgyHKUUOHUpawWU hapamupeougHu Bb3Au.

An initial experience of parathyroid hormone evaluation in
a fine needle washout for the preoperative detection of
hyperfunctioning parathyroid nodules

N. Raikov, K. Hristozov*, S.Vjagova™**, S. Todorov**, S. Vicheva***, Slavov****

,St. Anna-Varna” Hospital, Department of Internal Diseases.

* ,St.Marina”, Univercity Hospital - Varna; Clinic of Endocrinnology

** Status”, Clinical Laboratory - Varna

*** Marco Marcov” Dispensary for Oncogy -Varna; Department of Clinical Pathology
**** St. Anna-Varna, Hospital, Department of Thoracic Surgery.

The assay of parathyroid hormone in the needle washout/after biopsy/ is a method for the
detection of hyperfunctioning parathyroid nodules.

Aim: To prove, that the high values of parathyroid hormone in the washout determine the
investigated nodule as being parathyroid and hyperfunctioning.

Material and Methods: For a period of 3 months/october-december 2009/ our team eval-
uated the parathyroid hormone in the needle washout in 10 patients with neck nodules, with
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a localization and ultrasound signs of possible enlarged parathyroid glands. The results, high-
er than the serum ones,were assumed for samples from parathyroid nodule and the patients
were sent for a surgical treatment.

Results: The extreme high values of parathhormone (in two of the cases/ in the washout
showed hyperfunctioning parathyroid nodules/confirmed after resection).

The cytological results were not specific for a parathyroid tissue.Two of them were classi-
fied as suspicious ones.

The method allows:

1. a localization of hyperfunctioning parathyroid tissue;

2. a determination of the nodule as benign suspicious or malignant;

3. a possible differention of the evaluated nodule as a thyroid or a parathyroid one.

Conclusions: The assay of the parathyroid hormone in the needle washout, after needle biop-
sy, is more accurate method, compared with the cytological evaluation. It can be a modus of
choice for the preoperative diagnose and localization of hyperfunctioning parathyroid nodules.

CkpuHuH2 3a LleAauakua npu geua u wHowu ¢ mun 1
3axapeH guabem

B. lomoBa, B. MaagenoB8, B. boagxueB, M. leopzueBa, B. LjaneBa.

Kamegpa no neguampus u meguuuHcka 2eHemuka, MeguuuHcku yHuBepcumem - BapHa

Lleauakuama (HenoHocumocm KbmM beambka 2AauaguH, npegu3zBukBawa momanHa ma-
Aabcopbuun) cpeg eBponeugHama nonyaauua e yecma, gopu U cpeg aCUMNMOMHU hauueH-
mu. Peguua aBmopu cvobwaBam 3a owe no-Bucoka yecmoma npu HaaudeH guabem (om
1% go 12%). Heobxogumocmma om cneyuaAHa guema yBeauvaBa mpygHocmume 6 gua-
6emHua KOHMPOA, a HeHaBpemeHHama guaz2Ho3a Ha ueAuakuama cuAHo BarowaBa cbcmos-
HUEMO Ha geuama c guabem u noHakoza Bogu go 3acmpawabBawu >xuBoma ycaoxkHeHuA.
Cnopeg cbBpemeHHume 2algaalHu 3a AedeHue Ha gemcko-toHowecku guabem (ISPAD
2008) Bcuuku mun 1 (uHcyauHozaBucumu) guabemuuyu mpabBam ga ce ckpuHupam 3a Ha-
AUYUE Ha UeAuakus.

Llea: ga ce ycmaHoBu yecmomama Ha ueAuakua cpeg gobpe omezpaHuyeHa guabemHa
nonyaauyua 6e3 cybekmuBHu onaakBaHua. O6xB8aHamu ca 150 geua Ha cp. Bb3pacm
12,1£4,0 2., cp. npogbAkUMeAHOCM Ha guabema 4,4+3,8 (0,1-15,0) 2., kKoumo ca gucnaHcepu-
3upaHu KbM Aemckua guabemeH ueHmbp B0 BapHa. Bcuuku me ca ckpuHupaHu no Bpeme
Ha pegoBHa Buzuma/naaHoBa xocnumaau3auua 8 pamkume Ha 1 2oguHa. V13noa3BaH e umy-
HoxucmoxumuveH trans-TG IgA mecm ¢ kanuaapHa Kpb8, uzBbpwen 1,5-2,0 yaca caeg npuem
Ha 2AyMmeH-Cbgbpykawa xpaHa. [oAoykumeaHu ca 3 momyema - 2 ¢ KAUHUYHO u3aBeHa npe-
gu moBa ueAuakun, HO ¢ npekpameHa 6e32aymeHoBa guema u 1 HaNbAHO HE3CUMNMOMEH Na-
uueHm. ToBa cbecmabaaBa 2,0% 6oaecmHocm cpeg uzcaegBaHama guabemua nonyaauus. Bo-
BexkgaHemo Ha 6e3eaymeHoBa guema npu max pa3ko NOgobpu guabemHua KOHMPOA.

B 3akatouyeHue, auncama Ha npoyuBaHua ¢ nogobeH gu3alH y Hac He HU no3BoaaBa ga
NpeueHUM gaau omkpumama yecmoma e no-2oaama 8 cpaBHeHue ¢ obwama nonyaauyuoHHa
yecmoma. HezaBucumo om moBa, ckpuHupaHemo Ha uHguBugyaaHume nayueHmu ¢ guabem
e oM HeoueHUMO 3HadveHue u mpabBa ga ce BbBege B pymuHHAMa KAUHUYHA NpaKmMuKa.
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Screening for Celiac disease in children and adolescents
with type 1 diabetes mellitus

V. lotova, W. Mladenov, V. Boyadzhiev, M. Georgieva, V. Tzaneva

Dept. of Pediatrics and Medical Genetics, Medical University - Varna

Celiac disease (protein gliadin induced hypersensitivity leading to total malabsorption) is
frequent among the Europeans even among asymptomatic patients. A number of authors
report even higher prevalence in diabetes patients (1% to 12%). The need of special diet
increases the difficulties with diabetes control, while the delayed celiac disease diagnosis wors-
ens the diabetic children health and sometimes leads to life-threatening complications. Accord-
ing to the contemporary guidelines for the childhood and adolescent diabetes (ISPAD 2008)
all type 1 (insulin-dependent) diabetics should be screened for the presence of celiac disease.
Aim: to assess the celiac disease prevalence among well-delineated diabetes population with-
out relevant complaints. A total of 150 children aged 12,1£4,0 years, mean diabetes duration
4,4%3,8 (0,1-15,0) years, mean HbA, . 8,55%2,3%, who are followed at the Children’s Diabetes
center in Varna. All are screened during a scheduled visit/planned admission in 1 calendar
year. The immunohistochemical transTG IgA whole blood test was used, 1,5-2,0 hours after
gluten-containing meal. Three boys are positive - 2 with previously symptomatic disease who
had stopped the diet by themselves, and 1 completely asymptomatic patient. This estimates at
2,0% prevalence among the investigated diabetes population. The introduction of gluten-free
diet abruptly improved diabetes control. In conclusion, the lack of similar design Bulgarian
studies doesn‘t allow us to conclude whether the found prevalence is higher than the general
population prevalence. Nevertheless, the screening of the individual patients is invaluable and
should be introduced in the routine clinical practice.

Hawuam onum ¢ Humalog Mix 25 npu nayueHmu c gua-
6em mun 2 Ha npegwecmbBawo AeueHue ¢ koHBeHyuo-
HaAHU UHCYAUuHOBu mukcmypu

A. MunyeBa',’, M. Opb6eyoBa’

1 AuazHocmuuHo-koHcyamamuBeH LleHmbp, MopBomal
2 KauHuka no EHgokpuHoAoz2ua u 6oaecmu Ha obmaHama, YMBAA ,CB. l'eopau”, MY - TaoBguB

Lleama Ha npoyuBaHemo e ga ce oueHu epekma Ha aHarozoB8ama mukcmypa Humalog
Mix 25 BbpXxy 2AUKEMUYHUA U AUNUGHUA KOHMPOA NpU NauueHmu ¢ guabem mun 2 Ha npeg-
wecmBawo AeveHue ¢ KOHBeHUUoHaAHU uHcyAauHoBu mukcmypu. NpoyuBaHemo o6xBawa
50 nauueHma (22 mbxe, 28 »keHu) ¢ guabem mun 2, cp. Bv3pacm 59,18+11,072., cp. BMI
29,52+4,14 k2/M* c Aow 2aukemuyeH KOHmMpPoa (cp. HbA ;. 11,14£2,09%), npemuHaau om Ae-
yeHue ¢ KoHBeHuuoHaAHU uHcyAuHoBu mukcmypu kbm Humalog Mix 25. INpocaegaBaHu ca
meaecHo meaao, HbA ., KpbBHO-3axapHuU npoduau, 06w, xorecmepoa, mpuzauuepugu (TTA),
KpeamuHUH U MUuKpoaAbymuHypua npegu u cAaeg 6-8-meceuHo AedeHue ¢ Humalog Mix 25.
MNauyueHmume ca HabAlogaBaHu BHumameaHo 3a npoaBu Ha xunoz2Aukemus.
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B kpas Ha nepuoga Ha npocaegaBaHe ce omyuma cueHugpukaHmMHo cnagaHe Ha HbA; .
go 7,55£1,11%, p<0,001. ToBa KopecnoHgupa CbC cu2zHUUKaHMHO HamaAraBaHe HuBama Ha
kpbBHama 3axap - cp. Kp. 3axap npu npoguau cbomBemuo 12,40+3,87/ 16,04£3,05/
16,80£7,13 mmoa/A npegu npemuHaBarne kbm Humalog Mix 25 u 7,75%1,67/ 8,94+1,36/
9,04£1,47 mmoa/A B kpas Ha npocaegaBanemo, p<0,01. CpegHama gHeBHa uHcyauHoBa go-
3a caeg AeveHuemo ¢ Humalog Mix 25 e no-Hucka 6 kpaa Ha npocaegaBaHemo, HO He goc-
muea cuzHugpukaHmHocm, BepoamHo nopagu wupokume Bapuayuu mexkgy navueHmume.
HabalogaBaH ouakBaH pe3yamam e pegykuuama Ha mez2ao - BMI cnaga go 28,91+4,05
ke/m?, p<0,05. CepymHumMe AUNUQu Ccu2HUUKAHMHO ce noHuxkaBam, kakmo cAegBa: obw,
xonecmepoa om 6,11+1,57 go 5,41+1,12 mmon/a, p<0,01, TTA - om 2,76%0,79 go 1,97£0,55
MMOA/A, p<0,001. CepymHUAM KpeamuHUH U MUKpOaAbymuHypuama He noka3zBam cuzHudu-
KaHMHU npomeHu. He ca peaucmpupaHu enu3ogu Ha mexka xunozaukemusa no Bpeme Ha
npocaegaBaHemo.

Hacmoawpomo npoyuBaHe nomBuvprkgaBa npegumcmBama Ha uHcyauHoBume aHaAo3u
Npu UHcyAauHo3zaBucumu nayueHmu ¢ guabem mun 2 N0 OMHOWEHUE Ha 2AUKEMUYHUA U AU-
NUgHUA KOHMPOA, MEAECHOMO ME2A0 U pucka om XUNO2AUKEMUA.

KarwuoBu gymu: 3axapeH guabem mun 2 - koHBeHUUOHAaAHU UHCYAUHOBU mukcmypu
-aHan02008u uHcyauHoBu mukcmypu - Humalog Mix 25

Our experience with Humalog Mix 25 in type 2 diabetic
patients previously treated with conventional insulin mixtures

L. Mincheva',>, M. Orbetzova®

1 Out-patients Clinic, Medical Center, Parvomay

2 Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital,
Medical University - Plovdiv

The study was aimed at evaluating the effects of analogue mixture Humalog Mix 25 on
glycaemic and lipid control in patients with diabetes mellitus type 2 previously treated with
conventional insulin mixtures. The study comprised of 50 (22 males, 28 females) type 2 dia-
betic patients (mean age 59,18+11,07 years, mean BMI 29,52+4,14 kg/m’) with poor gly-
caemic control (mean HbA;. 11,14+2,09%) on conventional insulin mixtures who were
switched to Humalog Mix 25. Body weight, HbA1c, blood glucose profiles, total cholesterol,
triglycerides (TG), creatinine, and microalbuminuria were determined before and after 6-8-
month treatment with Humalog Mix 25. Hypoglycaemic episodes during the treatment period
were carefully assessed.

Significant decrease in HbA;. to 7,55+1,11%, p<0,001 was observed at follow-up visit.
This corresponded to significant decrease in blood glucose levels - glucose profiles
12,40+3,87/ 16,04£3,05/ 16,80+7,13 mmol/l before treatment with Humalog Mix 25 and
7,75%£1,67/ 8,94%1,36/ 9,04+1,47 mmol/l at follow-up visit, p<0,01. The mean daily insulin
dose was found lower but the reduction did not reach significance probably due to wide vari-
ations between patients. As expected, body weight was reduced, BMI fell to 28,91+4,05 kg/m?,
p<0,05. Serum lipids significantly decreased as follows: total cholesterol from 6,11+1,57 to
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5,41£1,12 mmol/l, p<0,01, and TG from 2,76%0,79 to 1,97+0,55 mmol/l, p<0,001. Serum cre-
atinine and microalbuminuria did not change significantly. No heavy hypoglycaemic events
were registered during the follow-up period.

This study confirmed the advantages of insulin analogues when used in insulin dependent
type 2 diabetic patients ar regards glycaemic and lipid control, body weight and risk of hypo-
glycaemia.

Key words: diabetes mellitus type 2 - conventional insulin mixtures - analogue insulin
mixtures - Humalog Mix 25

HeaAkoxoAHama yepHogpo6Ha 6oAaecm acoyuupa c no6u-
weHu Hub6a Ha TNF-alpha npu nayuermume ¢ memab6oAu-
MeH CUHgPOM U 3axapeH guabem mun 2

"Kyauema leperoBa, > ipena MaHoaoBa, 'Xpucmo leopzueB, ' 3axapu Hukumo6

1 Kamegpa lNMponegeBmuka Ha BbmpewHu boaecmu/EHgokpuHoaoaua, MeguuuHcku (Dakyamem,
Tpakulcku YHuBepcumem, 2 Aabopamopua no KauHuuHa VimyHonozus, YHuBepcumemcka boaHuuga,
Cmapa 3azopa

HeaankoxoAaHama yepHogpobHa 6orecm e xenamaAHama npoaBa Ha memaboAumHua
cuHgpom (MC) u obuyalHo ce cBbp3Ba cbe 3amabcmabaHe u 3axapeH guabem (3A) mun
2. MacmHama mbkaH npogyuupa pa3AudHU UUMOKUHU Kamo Mymop Hekpomus3upauwua
dakmop aadga (TNF-alpha), koemo gonpuHaca 3a pazBumue Ha npouHPAaMamopHOMO CbC-
moaHue. NoBuweHu HuBa Ha TNF-alpha ca omkpumu npu 3amabcmaBaHe, memaboaumeH
CUHgpoMm, guabem.

Ller Ha Hacmoawomo npoyuBaHe ga ce uzcaegBam cepymHume KOHUEHMpauuu Ha
TNF-alpha npu 6bA2apcku navueHmu cbe 3axapeH guabem mun 2 u MC u ga ce aHaAu3u-
pam me3u HuBa 666 Bpb3ka ¢ Haauauemo Ha vyepHogpoOHU yBpexkgaHus.

Mamepuar u memogu: B moBa uzcaegBaHe 6axa BkatoueHu 54 nauueHma cbc 3A mun
2 u MmemaboAumMeH CUHgPOM (26 MbKe U 28 >keHu) Ha Bb3pacm om 32 go 74 2oguHu ¢ gabB-
Hocm Ha 3aboaaBaHemo 9,5 = 8,4 20g. u 20 3gpaBu koHmMpoau (8 mbxke u 12 >keHu) Ha Bb3-
pacm om 24 go 74 2oguHu. MemaboAumHuam cuHgpom be gegpuHUpaH NO Kpumepuume
Ha IDF 2009. Ha 6a3ama Ha exozpadpckume npomMeHU Ha depHua gpob nauueHmume baxa
pa3geAeHu Ha makuBa c HeaAKoxoAHa 4YepHogpobHa 6oaecm u makuBa 6e3 exozpadpcku
npomeHu. OnpegeAaeHu b6axa cepymHUMe KOHUeHmMpauuu Ha YepHOgpobHUMe mpaHcamuHa-
3u. CepymHume HuBa Ha TNF-alpha 6axa onpegeaeru c ELISA upe3 2comoBu mbpaoBcku Ku-
moBe (R&D systems, USA).

Pezyarmamu: Yecmomama Ha HeaAakOXOAHama 4epHogpobHa GoAecm npu nauueHmu
cbe 3A mun 2 u memaboaumeH cuHgpom e 77,8 %. CpegHume naazmeHu HuBa Ha TNF-alpha
ca cueHugukaHmHo no-Bucoku npu nauuHmume ¢ MC (5,05 +/- 2,6 pg/ml) u ocobeHo npu
me3u C HeAAKOXOAHA YyepHogpobHa boaecm (5,22 +/- 2,6 pg/ml) 8 cpaBHeHue ¢ KOHMpPOAU-
me (3,45 +/- 2,3 pg/ml; p<0,05). NavuueHmume 6axa pa3geaeHu Ha gBe 2pynu ( ¢ Bucoku u
Hucku cmouHocmu Ha TNF-alpha) cnopeg cmouHocmma Ha meguaHama. lauueHmume ¢
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Bucoku HuBa Ha TNF-alpha 8 cepyma nokazaxa cuzHugukaHmHo noBuweHue Ha KpbBHama
3axap Ha 2AagHoO U Ha YepHogpobHUMe mpaHcamuHa3u. Haauduemo Ha HeaAKOXOAHa yep-
HogpoOHa 6boaecm acouuupa ¢ Bucoku cepymHu HuBa Ha TNF-alpha (OR = 4,26; 95% ClI:
1,16 - 15,54; p = 0,028).

3akaoverue: TNF-alpha Bepoamyo yuacmBa 6 namozeHe3ama Ha yepHOgpoOHUME Ha-
pyweHua npu 3axapeH guabem mun 2. MiHxubuuuama Ha akmuBrocmma Ha TNF-alpha mo-
e ga bbge HOB aamepHamuBeH HayuH Ha AeveHue Ha nauueHmMume C HeaAKOXOAHA Yep-
HogpobHa boaecm.

Non-alcoholic fatty liver disease is associated with
increased levels of TNF-alpha in patients with metabolic
syndrome in type 2 diabetes mellitus

" Julieta Gerenova, * Irena Manolova, 'Hristo Georgiev, ' Zahari Nikitov

1 Department of Endocrinology, Medical Faculty, Trakia University, 2 Laboratory of Clinical Immunolo-
gy, University Hospital, Armeiska str. 11, Stara Zagora 6000, Bulgaria

Non-alcoholic fatty liver disease (NAFLD), the hepatic manifestation of metabolic syn-
drome (MetS), is consistently associated with obesity and type 2 diabetes mellitus (DM). Adi-
pose tissue produces a number of cytokines such as tumor necrosis factor alpha (TNF-alpha)
that contribute to the proinflammatory states. Increased levels of TNF-alpha have been report-
ed in obese, MetS, and diabetic subjects. The objective of this study was to evaluate the TNF-
alpha concentrations in Bulgarian type 2 diabetes mellitus patients with MS and related these
levels with NAFLD.

Methods: A total of 54 MetS patients with type 2 DM (26 males and 28 females) aged
from 32 to 74 years and 20 healthy controls (8 males and 12 females) aged from 24 to 74 years
were consecutively enrolled in this study. MetS and its individual components were defined
according IDF 2009 criteria. Based on liver ultrasound, patients were classified into either hav-
ing NAFLD or not. We also evaluated liver transaminases concentrations in the blood. The
serum concentrations of TNF-alpha were measured by commercially available enzyme-linked
immunosorbent assay (R&D systems, USA).

Results: The prevalence of NAFLD in MetS patients with type 2 DM was 77,8 %. Mean
plasma levels of TNF-alpha were significantly higher in all patients with MetS (5,05 +/- 2,6
pg/ml) and especially in those with NAFLD (5,22 +/- 2,6 pg/ml) compared to the controls (3,45
+/- 2,3 pg/ml; p<0,05). Patients were divided into groups with high and low levels of TNF-alpha
defined by the median value of TNF-alpha. Patients with high level of TNF-alpha showed sig-
nificantly increased fasting glucose and liver transaminases concentrations in blood. The pres-
ence of NAFLD was associated with higher levels of TNF-alpha (OR = 4,26; 95% CI: 1,16 -
15,54; p = 0,028).

Conclusion: TNF-alpha may participate in the pathogenesis of NAFLD. Inhibition of TNF-
alpha activity may be a potential approach to treat NAFLD patients
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YepHOogpoOHU HapyweHUA Npu nayueHmMu CbC 3axapeH
guabem mun 2

3. Hukumo@', X. lepenoBa’, A. Amanaco6Ba’, U. Manoro6a’
1Kamegpa NMponegeBmuka Ha BbmpewHu 6orecmu, MeguuuHcku MDakyamem, Cmapa 3azopa;
2 Aabopamopua no MmyHonaozuq, YHuBepcumemcka boaHuua, Cmapa 3azopa

YBpexxgaHuama Ha YepHua gpob npu 3axapeH guabem mun 2 ca yecmu, HO gaHHUMe
3a Bpb3kama um ¢ Haauyuemo Ha memaboAaumeH cuHgpom ca npomuBopeuuBu u Hegocma-
MBUYHO goOpe NpoyyeHu.

Llea Ha Hacmoawomo npoyuBaHe e ga ce npoydyam yepHogpobHUME HapyweHua npu
3axapeH guabem (3A) mun 2 666 Bpb3ka ¢ HaAuduemo Ha memaboaumeH cuHgpom (MC).

Mamepuaa u memogu: M3caegBanu ca 81 nauueHma cbe 3A mun 2 (42 mbyxke u 39 xe-
Hu), cp. Bb3pacm 58,7% 8,5 20g. Haauuuemo Ha memaboAumeH cuHgpom be oueHaH No Kpu-
mepuume Ha IDF 2009. YepHogpobHume npomeHu 6axa oueHeHU NO HaAUYUEMO Ha exoe-
pagpcku gaHHu 3a cmeamo3a u/uau yBeaudyeHu yepHogpobHu eH3zumu - sGOT, sGPT, gam-
aGTP. Om u3caegBaHemo 6axa U3KAKOUYEHU NAuueHmMuU C aHamHe3a 3a aAKOXOAHa 3Aoynom-
peba u/uAu KAUHUYHU gaHHU 3@ gpyau NpPUYUHU 3a YepHOgpPOOHU HapyweHuA.

Pe3zyrmamu: Lllecmgecem u mpu (77,8 %) om nayueHmume cbc 3A mun 2 omzoBapa-
Xa Ha Kpumepuume 3a memaboAumeH cuHgpom. 74,6% (n=47) om nayueHmume cbC 3A u
MmemaboAumeH CUHgPOM UMam YepHOgPOOHU HapyweHus, a npu hauueHmMume cbe 3A 6e3
memaboAumeH CUHgPOM YepHOgPOOHU npomeHu ce ycmanoBuxa 6 16,6% (p=0,0001). 57,4
% om u3zcAaegBaHume nayueHMu cbC 3A mun 2 u MemaboAUMEH CUHgPOM UmMam exozpad-
CKU gaHHU 3a yepHOgpobOHa cmeamo3a; 36,2% umam noBuweHu YyepHOgPOOHU eH3uMU U
exozpacku ycmaHoBeHu npomeHu; npu 6,4% om nayueHmume ce ycmaHoBuxa camo uep-
HOogpoOHU npomeHu. Cmamucmuyecku 3Ha4YUMU pa3Auku ycmaHoBuxme 6 cepymHume Hu-
Ba Ha gamaGTP - 50£5 U npu navyueHmume cbc 3A mun 2 ¢ MC cnpamo nauueHmume CbC
3A mun 2 6e3 MC (357 U, p<0,05).

3akAtoyeHue: YepHogpobHUmMe npomeHuU npu 3axapeH guabem mun 2 ca yecmu u Hapy-
weHuama ca oCobeHo u3pa3zeHu Npu HaAuyuemo Ha memaboAaumeH cuHgpom. Te ca no mu-
na Ha yepHogpobOHa cmeamo3a U Kamo paHeH eH3umeH mapkep ce ycmaHoBaBam yBeauue-
HU cepymHu HuBa Ha gamaGTP.

Liver disturbances in type 2 diabetes mellitus patients

' Zahari Nikitov, "Julieta Gerenova, ' Donka Atanasova, * Irena Manolova
1 Department of Endocrinology, Medical Faculty, Trakia University,
2 Laboratory of Clinical Immunology, University Hospital, Stara Zagora

The association between diabetes mellitus (DM) and liver diseases has been well docu-
mented but their relation with the metabolic syndrome is contradictory. The aim of this study
was to investigate the liver disturbances in diabetes mellitus type 2 and the prevalence of
metabolic syndrome (MetS) in this population.

Methods: A total 81 patients with type 2 DM (42 males and 39 females), age 58,7+ 8,5
years duration of diabetes 9,5 + 8,4 yrs were consecutively enrolled in this study. MetS and its
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individual components were defined according IDF 2009 criteria. Hepatic ultrasonography
scanning was performed in all participants. The diagnosis of hepatic steatosis was made on the
basis of characteristic sonographic features. Plasma liver tests - sGOT, sGPT, gamaGTP were
determined by standard laboratory procedures.

Results: Sixty three (77,8 %) of DM type 2 patients were with MetS. 74,6% (47 from 63)
of patients with DM type 2 MetS (+) had liver disturbances in comparison with DM type 2
MetS (-) - 16,6% (3 from 18) (p=0.0001). Hepatic steatosis was found in 57,4 % DM type 2
MetS (+) patients; 36,2% had elevated liver function tests and hepatic steatosis and in 6,4% of
patients we measured liver functional tests upper normal limit. Serum levels of gamaGTP -
5015 U in patients with DM type 2 MetS (+) were statistically significant elevated in compari-
son with concentrations of gamaGTP in DM MetS (-) patients (35£7 U, p<0,05).

Conclusion: Nonalcoholic fatty liver diseases are frequent in type 2 diabetes mellitus with
metabolic syndrome. From elevated liver function tests the most common marker of liver dis-
turbances is gamaGTP upper normal limit.

OnucaHue Ha KAUHUYEH cAyYall ¢ MHOkecmBeHa eHgoKpuH-
Ha HeonAazua (MEH) mun 1

A. TpoeB, H. bomywano6, M. lMa6roB6a, M. MumkoB, A. leopzueB, M. OpbeyoBa

KAuHuka no EHgokpuHoAaoz2ua u 6oaecmu Ha obmaHama, YMBAA ,,CB8. Teopau”, MY lMaoBguB

TepmuHbm MHOXKecmBeHa eHgokpuHHa Heonaa3ua (MEH) ce omHaca 3a dpamuaHu 3a60-
AaBaHus, Nnpu KOUMO uMa KombuHauua om npoAudepamuBHuU Ae3uu Ha egHa uau noBeue eH-
gOKPUHHU >Ae3u. YcmaHoBeHu ca mpu muna cuHgpomu. MEH mun 1 (cungpom Ha Wermer)
e pagko 3aboaaBaHe ¢ yecmoma 0,02-0,2/1000 gywu. ABama noaa ce 3acazam egHakBo. Xa-
pakmepu3upa ce C Mymopu Ha xunogu3ama, napawumoBugHume >ae3u u naHkpeaca. Tymo-
pume ce pa3zBuBam 6 pesyamam Ha gBe nocregoBameaHu mymauuu, koumo uHakmuBupam
MyMOop-CYnpecuoHeH 2eH, Hamupaw, ce 8 11 xpomo3oma (11q13). MEH 1 ce yHacregaBa ab-
MO30MHO-gOMUHAaHMHO ¢ HenpaBuAaHa neHempaHmHocm u BapuabuaHa ekcnpecuBHocm.

NMpegcmaben e cayvad Ha 39 2oguwHa nauuenmka ¢ MEH 1. MNbvpBama u3aba Ha cuHg-
poma ca mexkKu nepcucmupauwu xunozaukemuu, 6e3 ycmaHoBeH npoBokupaw, momeHm u
aBHa npuvyuHa, HaAazawu gbAacompalHo AedeHue ¢ [Npoaauuem. BnocaegcmBue, npu AMP
u3caegBare e BuzyaauszupaH ageHom B onawkama Ha naHkpeaca. Dopmayuama e xupypauu-
HO OMCMpaHeHa U XUCMOAO2UYHO goka3aHa kKamo UHcyAauHom. BvB Bpb3ka ¢ xunepkaayue-
mug, xunodgochamemua u Bucoku HuBa Ha napmxopmoH gBykpamHo ca guazHoCMuyupaHu
ageHomu Ha napawumoBugHume xAe3u ¢ nocregBawu ageHomekmomuu. CregonepamuB-
HO nepcucmupam npoaBume Kakmo Ha XUNepUHCYAUHU3bM, Maka U Ha Xunepnapamupeo-
ugu3zbvm. B mbpceHe Ha gpyau npoaBu Ha cuHgpoma e ycmaHoBeH XopmMoHaAHO HeakmuBeH
ageHoOM Ha ageHoxundu3zama, kolmo ce npocaegaBa. NayueHmkama npegcmaBaaBa mepa-
neBmuueH npobaem.

KarovoBu gymu: mHoxxecmBeHa eHgOKpuHHA HeonAazua mun 1 — UHCYAUHOM — napamu-
peougeH ageHOM - XOpMOHaAHO HeakmuBeH ageHOM Ha Xunodu3a
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Case report of a patient with multiple endocrine neopla-
sia (MEN) type 1

D. Troev, N. Botushanov, M. Pavlova, M. Mitkov, D. Georgiev, M. Orbetzova

Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, M U - Plovdiv

The multiple endocrine neoplasia (MEN) syndromes represent a heterogeneous type of
familial diseases characterized by adenomas of various endocrine glands. There are three main
types of MEN. MEN type 1 /Wermer's syndrome/ is uncommon with population prevalence
being about 0,02-0,2/1000. The both sexes are equally affected. Adenomas of the parathyroid
glands, pituitary and pancreas are the most typical ones. Tumors are associated with two con-
secutive mutations resulting in inactivation of a tumor-suppressive gene located in 11 chro-
mosome (11q13). MEN-1 is inherited in autosomal dominant trait with incomplete penetration.
We represent a 39-year old female with MEN-1. The first clinical manifestations of the syn-
drome were hypoglycemic episodes with no provocation and obvious reason. The patient had
been treated with Proglycem for a long time. Later on, an adenoma of the pancreatic tail was
visualized by MRI technique. The adenoma was operated and an insulinoma was histological-
ly verified. Primary hyperparathyroidism was diagnosed based on hypercalcaemia, hypophos-
phataemia and increased parathyroid hormone, and surgical removals of parathyroid adeno-
mas were twice undertaken. Symptoms of both hyperinsulinism and hyperparathyroidism per-
sist after the operations. Searching for other possible locations of endocrine adenomas we
found a functionally inactive pituitary adenoma that is being followed-up. This patient remains
a therapeutic problem.

Key words: multiple endocrine neoplasia type 1 - insulinoma - parathyroid adenoma -
functionally inactive pituitary adenoma

BpogeHa Hagb6bOpeuHokopoBa xunepnaazua - kaacuuyecka
¢popma ¢ npocma BupuAuzauyua - onucaHue Ha KAUHUYEH
cAyvau

M. MaBroBa, 1. CmanyeB, H. bomywano6, M. OpbeyoBa

KauHuka no EHgokpuHoaozua u 6oaecmu Ha obmaHama, YMBAA ,C8. Teopau”, MY - MaoBguB

BpogeHama Hagbb0OpeuHokopoBa xunepnaazua (BHKX) obegunaBa 2pyna 3aboaaBarua
C eH3uMHU gedpekmu B buocuHme3zama Ha HagbbOpPeUHUMe CMepougHU XOPMOHU, YHacAe-
gaBawu ce aBmo3omHo-peuecuBHo. Hal-vecmuam gedpekm (90-95%) e gecpbuyumbm Ha
21-xugpokcuaaza. lNMamoduzuorozuama Ha BHKX e macHo cBbp3aHa cbc cmeneHma Ha eH-
3UMHUA gedouuum u nocaegBawama noBuweHa npogykuua Ha MemaboAuMU Npegu eH3UM-
Hua 6A0K (17-OH-npozecmepoH u aHgpozeHu). Bb3 ocHoBa Ha KAUHUYHU, XOPMOHAAHU U MO-
AEKUYAAPHO-2eHEMUYHU Kpumepuu ce pa3epaHudaBam 3 gpopmu Ha BHKX ¢ 21-xugpokcuaa-
3eH gecuuum:

Kaacuuecka popma cbce 3a2yba Ha CoA;

Kaacuuecka popma ¢ npocma Bupuauzauus.
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Hekaacuuecku ¢popmu - u3oaupaH xup3ymuzbm uau PCOS-nogobeH cpeHomun.
NpegcmaBame kKAUHUYEH cAydal Ha 51 2oguwHa >keHa, npu koamo Ha 10-11 2oguwHa 6b3-
pacm e nocmaBeHa guazHo3a Hal-8epoamHo BHKX - 21-xugpokcuaazeH gecpuuum (AuncBa
MeguuuHcka gokymeHmauusa) no noBog Ha noBuweHo okocmaBane, HapyweHua 8 meHcmpy-
aAHUA UUKbBA U 6eae3u Ha Bupuauzauua. Om nocmaBaHe Ha guazHo3ama go MOMeHMa e Npo-
Bexkgara cucmemHa cynpecuBHa mepanua ¢ Aexugpokopmu3oH - 10 me gHeBro. Om 20 2.
e C guazHocmuuupaH mun 2 3axapeH guabem (T23A) - npuema MemdopmuH. Haauue ca
KAUHUYHU gaHHU 3a BucuepaaHo 3amabecmaBaHe, u3pazeHo okocmaBaHe No AUUEMO, 2bPgu-
me u kopemHama cmeHa. AuncBa apmepuaaHa xunepmonua. Om u3zcaegBaHuama ce ycma-
HoBaBam noBuweHu cepymHu HuBa Ha AKTX - 100,6 n2/ma, 17-OH-lNpozecmepoH - 16,2
H2/MA, TecmocmepoH - 1,25 Hz/mA, HopmaaHu HuBa Ha AXEA-C - 85,9 mke/ga u noBuweHa
24 4. ypuHHa ekckpeuua Ha 17-KC (128 mkmona) u 17-OHKC (54,2 MKMOA).

AHamHeCmMu4YHUMeE, KAUHUYHU U AabopamopHu gaHHU nomBbp>kgaBam guazHo3zama
BHKX - kaacuuecka ¢popma ¢ npocma Bupuauszayusa Kamo ce omyuma HegocmambyHa
etpekmuBHocm u u3zaBeHu cmpaHuuHu getcmBua (T23A u ampo2eHeH Xunep2AKOKOpMmMu-
uu3bm) Ha npoBerkgaHama go MomeHma mepanua ¢ gexugpoKopmu3oH, KOemo HaAOXU KO-
pekyua 8 gozama u Buga Ha kopmu3oHoBua npenapam.

KarvoBu gymu: BpogeHa HagbbbOpeuHokopoBa xunepnaazua - 21-xugpokcuAazeH ge-
cpuyum - npocma Bupuauzauua

Clinical case of classic congenital adrenal hyperplasia with
simple virilization

M. Pavlova, P. Stanchev, N. Botushanov, M. Orbetzova

Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, M U - Plovdiv

The classic congenital adrenal hyperplasia (CAH) encompasses a group of disorders
caused by deficiencies in enzymes participating in the synthesis of adrenal steroids and has
autosomal recessive way of inheritance. Defects in 21-hydroxylase activity account for 90-95%
of cases. Pathophysiology is closely related to the degree of enzyme deficiency and associat-
ed overproduction of precursors before the enzyme block - 17-OH-progesterone and andro-
gens. Three forms of the disease can be distinguished based upon different clinical, hormonal
and molecular-genetic features:

1) classic form with salt-wasting; 2) classic form with simple virilization, and 3) nonclassic
form with isolated hirsutism or PCOS-like phenotype.

We present a clinical case of a 51 years old woman, who was diagnosed to have proba-
bly congenital adrenal hyperplasia - 21-hydroxylase deficiency at age 11 based upon progres-
sive hirsutism, anovulatory uterine bleeding and virilization (no medical records available).
Since that time she has been treated with corticosteroids - Dehydrocortisone 10 mg daily. Dia-
betes mellitus (DM) type 2 was diagnosed 20 years ago and she is taking Metformin. Physical
examination reveals obesity with android fat distribution, hirsutism affecting face, chest and
anterior abdominal wall and normal blood pressure. Laboratory findings show increased serum
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levels of ACTH (100.6 pg/ml), 17 OH progesterone (16,2 ng/ml), testosterone (1,25 ng/ml)
and increased 24-hour urine excretion of 17-ketosteroids - 128 pymol and 17-OH corticos-
teroids - 54 ymol. DHEAS levels were normal - 85,9 pg/dl.

Clinical and laboratory data support the diagnosis classic adrenal hyperplasia with simple
virilization. Due to the side effects of the treatment (DM type 2 and features of iatrogenic
hyperglucocorticism) we changed the type and the dose of the corticosteroid medication.

Key words: congenital adrenal hyperplasia - 21-hydroxylase deficiency - simple virilization

Hawuam onum 6 AeueHuemo c Aclasta npu >xeHu ¢ nocm-
MeHOonay3aAHa ocmeonopo3a

Xpucmo3zo6 K., CugepoBa M.

KauHuka no EHgokpuHoaozus, YHuBepcumemcka 6oaHuua ,CB8ema Mapuna“, BapHa

Om anpua 20082. go gekemBpu 20092. Akaacma 5m2 uHmpaBeHo3Ha uHgpy3ua e npu-
AOXKeHa npu 68 nauueHmMKU ¢ nocmmeHonay3aaHa ocmeonopo3a (cpegHa Bv3pacm 60,6 20-
guHu, om 44 go 802.), kamo npu 9 om max uHgy3zuama e noBmopeHa caeg 1 2oguHa. baxa
aHaAu3upaHu puckoBume gpakmopu 3a ocmeonopo3a, KAUHUYHAMA Xapakmepucmuka Ha
nayueHmkume, AEXA ocmeomempua Ha AymbaaHuU npewAeHu u begpeHa wulka, hpegxog-
HO AeuyeHue u Hakou AabopamopHu noka3zameau. C paHHa meHonay3a npegu 45 2oguuwHa
Bb3pacm ca 21 nauueHmku, kKamo npu 13 om max npudyuHama e xucmepekmomusa. C npeg-
xogHa BepmebparHa ppakmypa ca 14 >xeHu (9 ¢ ppakmypa Ha eguH npewAeH u 5 ¢ noBe-
ye om eguH). HeBepmebpaaHa ppakmypa ce ycmarHoBu npu 20 om cayvaume. Haauuue Ha
cucmemHo npuaokeHue Ha KC ce omueme npu 10 >xeHu, cbhnbmcmBawo eHgOKPUHHO 3a-
boanaBaHe npu 15 (3axapeH guabem 8 5 cayyas, xunepmupeougu3zbm B 10 cayuan, xXunomu-
peougu3zbm B 2 cayuan), conbmcemBawo cmaBHo-gezeHepamuBHo 3aboaaBaHe cbwo npu
15 nauueHmKu, npegumHo npu Bb3pacm Hag 70 20guHuU.

CmpaHuyHu aBaeHua 6axa omyemeHu npu 22 om 77 anAaukauuu (28,6%) - ¢ Hal-20Aa-
ma yecmoma BmpucaHe 19,5%, noBuwaBaHe Ha memnepamypama 16,9%, caegBaHu om
6oaku B8 myckyaume u cmaBume npu 11,7%, eguH cayyal ¢ 60Aku B ouHUME AGBAKU U eguH
cAyyal ¢ noBpbwgate. B 36,5% om cayyaume CbC CmMpaHUYHU peakuyuu nauueHmume He 08-
xa npuemanu npegBapumeaHo kaauueB npenapam, a 8 40,1% cbobwabBaxa 3a NPOGHLAXKU-
MeAeH NpUeM Ha KaAUUMOHUH UAU bugocgoHam, Koumo Cbw,o noHukaBam cepymHua Kaa-
uud. HexkenaHume cumnmomu omwymaxa 3a 1 gen 8 85%, 3a 2 gHu 8 15% om cayvaume ¢
npuem Ha HCT1BC.

AeyeHuemo ¢ noBeyemo aHMUOCMEONOPOMUYHU MeguKaMeHMU Ce Xapakmepu3upa c
HUCBK KbMNAQAHC HA NauueHmMume, KOUmMo e u3be2Ham npu NPUAO>XKEHUEMO Ha 30AeHgpO-
HoBa kuceauHa BegHb)k 20guwHo. CmpaHudHume epekmu HamaraBam c¢ Bcako caregBawo
NPUAOYKEeHUe, a Mo2am ga 6bgam u3zbezHamu owe npu nbpBomo ¢ agekBamHo kaauueBo
HacuwgaHe u npogurakmuka ¢ HCIBC 68 gHume okoAo uHgy3uama.
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Our experience with Aclasta in the treatment of post-
menopausal osteporosis

Hristozov K, Siderova M
Clinic of Endocrinology, University hospital ,St. Marina”, Varna

From april 2008 to december 2009 an intravenous infusion of 5mg Aclasta was adminis-
tered to 68 women with postmenopausal osteoporosis (mean age 60,6 years, from 44 to 80
years), 9 of them had a second infusion one year after the first. We analyzed the risk factors
for osteoporosis, clinical features of the patients, DEXA osteodensitometry of lumbar spine and
femoral neck, previous treatment and some laboratory exams. 21 women turned out to have
early menopause before 45 years of age, 13 of them because of hysterectomy. There were 14
cases with vertebral fractures (9 with one affected vertebra and 5 with more than one). 20 of
the participants had a previous non-vertebral fracture. Glucocorticoid therapy because of con-
comitant rheumatic disease had been used in 10 cases. Endocrine disorder was registered in
15 cases (diabetes in 5 cases, hyperthyroidism in 10 cases and hypothyroidism in 2cases).

Side effects were observed in 22 of 77 administrations of Aclasta (28,6%) - most common
chills in 19,5%, fever in 16,9%, pain in the joints and muscles in 11,7%, one case with pain in
eyeballs and one case of nausea and vomiting. 36,5% of the patients with side effects had not
been taking calcium and 40,1% had been using calcitonin or biphosphonate which lead to low
serum calcium levels. The undesired symptoms went away for one day in 85% and for two
days in 15% with NSAID (non steroid anti inflammatory drugs).

Treatment with most of the anti-osteoporosis medicines has low patient’s compliance and
this problem is overcome by once yearly administration of zolendronic acid. The side effects
are exceptional in the second administration and they can be avoided even in the first one by
adequate calcium intake and NSAID in the days around the infusion.

CAloHYeHu xAe3u u MemaboaumeH cuHgpom

M. Xpucmo@Ba, P. AmanacoBa, C. MuxoBa

1. ET ,AUTICMIT - A-p. XpucmoBa” - BapHa

2. Kamegpa no AHamomusa, xucmoaozua u embpuonozua ,MeguuuHcku yHuBepcumem NaroBguB”
3. CbvgebHa meguyuHa - obwuHcka 6oaHuua ,CB. AHHa” - BapHa

Hanocaegbk HapacmBa bpoam Ha HayuHU cbobweHua 3a Bb3naaumeaHu u HeBb3naAu-
meAHU npomeHu B catoHueHume >ae3u npu CINUVH u gpyeau uHpekyuu, HepBHa aHopeKkcua
u byaemusn, 3axapeH guabem.

CAloHUYEHUME >KAe3u ca ocHoBeH u3mMouHUK Ha pacmexkeH gpakmop 3a HepBu - Nerve
Growth Factor (NGF).

Llea Ha Hacmoawomo npoyuBaHe e onpegeaaHe naazmeHume HuBa Ha NGF u mopdo-
AO2UYHOMO CbCMOAHUE Ha cybmaHgubyAaapHU CAIOHUEHU >KA€3U Npu HanpegHaA cmagul Ha
MemaboAUMEH CUHgPOM.
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Memogu:

- buoncua Ha cybmaHgubyAaapHU CAIOHUYEHU YKAE3U U XuCmoAo2u4HO u3caegBare-ouBe-
maBaHe C XeMamOKCUAUH - €03UH

- OnpegennHe naa3meHume HuBa Ha NGF no ELISA memog.
M3caegBaHu 3a 20 nauueHmu ¢ memaboAaumeH cuHgpom (n=20) u 3gpaBu KoHMpoAu (n=7)

« Cmamucmuuecku memog- analysis of variance (ANOVA)

Pezyrmamu: YcmaHoBuxme cpubpo3a Ha cybmaHgubyrapHume CAlOHYEHU >XAe3u B cb-
yemaHue ¢ noHuwxeHu naazmeHu HuBa Ha NGF- xunoHeBpompoduHemua npu HanpegHaA me-
maboAUMEH CUHQPOM.

KOpE/\aU.UOHHa 3a6ucumocm Ha cepymHume HuBa Ha
25(OH) BumamuH A ¢ KOCmMHamMa MuHepaAHa NAbLMHOCM
npu nayueHmu CbC 3axapeH guaﬁem mun 1

Hukoaai bomywanoB, Mapua OpbeyoBa, [lMaBea MaBroB*, Mapua lMaBroBa

KAauHuka no EHgokpuHoAo2ua u boarecmu Ha obmaHama
*Llenmpanna kauHuuHa aabopamopus YMBAA ,CB. l'eopau” EAA - MY, TaoBguf

BwvBegerue: BumamuH A oka3zBa epekm ocBeH Bvpxy karyueBo-hochopHua memaboAu-
3M U Bbpxy aBmoumyHHume npouecu B opeaHu3zma. Peguua npoyuBaHua nokazBam poaama
Ha gedpuuuma Ha BumamuH A 3a pa3zBumue Ha 3axapeH guabem mun 1, kamo aBmoumyHHo 3a-
6oaaBaHe. Om gpyza cmpaHa npu 3axapeH guabem mun 1 ce ycmaHoB8a6a Hucka KOCmHoOMU-
HepaAHa nAbmHocm u noBuweH puck om gpakmypu.

Llea: Aa ce npoyuu KopeaauuoHHama 3aBucumocm Ha cepymHume HuBa Ha 25 (OH) Buma-
MUH A € KocmHOoMuHepaaHama naAbmuocm (KMIT) npu nauueHmu cbe 3axapeH guabem mun 1.

Mamepuar u memogu: B npoyuBaremo yuacmBaxa 42 >keHu u 32 MbXKe CbC 3axapeH gu-
abem mun 1 u cxogHa no Bb3pacm KoHMpoAHa 2pyna om 25 »keHu u 15 mbxxke. KMIT 8 g/cm?
Ha AymbaaHua omgea Ha 2pbbOHayHuUa cmbab /L2-L4 6 npegHo-3agHa no3uuus/, wuldkama Ha
pemypa, mpubabAHuka Ha Ward u mpoxaHmepa Oewe uzmepeHa upe3 gBolHo-eHepaulHa
peHmaeHoBa abcopbuuomempusn. OnpegeaeHu baxa cmolHocmume Ha cepymHua 25 (OH) Bu-
mamuH A 8 nmol/l . Bcuuku npobu 6axa 63emu 6 nepuoga gpeBpyapu-mad.

Pesyamamu u obcwkgaHe: KMIT (L2-L4) 6 2pynama cbe 3axapeH guabem e ¢ 0,038 g/cm?
u c 0,052 g/cm* coomBemHo 3a >KeHume u Mb>Keme NOo-HUCKa 0M Ma3u NPU KOHMpPOAHaMa 2py-
na, KOEMO e cmamucmuyecku HecuzHudpukaHmHo (p=0,240; p= 0,143). Omueme ce cuzHuUuU-
KaHMHO noHwkeHue Ha KMIT Ha wulkama Ha gpemypa (p=0,031) npu >keHume ¢ guabem 6
cpaBHeHue ¢ KOHMpPoAHaMa 2pyna, kamo moBa cHuxxeHue bewe NO-CUAHO U3pPa3eHo NpU Mb-
»keme guabemuuu (p=0,02). NpogbakumearHocmma Ha 3A oka3Ba HecueHUPUKAHMHO ompu-
uameaHo Bb3getdcmBue Bbpxy kocmHama nAbmuocm (r =-0,093). NogobHo e u Bb3zgeticmBu-
emo Ha memaboAumHUA KOHMPOA /oueHeH ype3 cmoluHocmume Ha HBA . Bbpxy KMIT (r =
0,17). CmoaHocmume Ha cepymHua 25(OH) BumamuH A, noka3zaxa cuzHUpUKaHMHA pa3AuKa
npu gBeme u3zcaegBanu 2pynu /37,57 £ 16,701 nmol/l/ npu nauueHmume ¢ guabem cpaBHe-
HO C KOHMpoAHama 2pyna / 69,38 £ 12,768 nmol/l/ (p=0,02); Omueme ce HecuzHUUKAHMHA
Kopeaauua Ha cepymHun 25(OH) BumamuH A ¢ KMI / L2-L4/ /r =0,197/ ¢ KMI Ha wulkama Ha
dpemypa (r =0,184), Ha mpubebaHuka Ha Ward (r =-0,072) u Ha mpoxaHmepa (r =0,137).
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CepymHume cmolHocmu Ha 25(OH) BumamuH A noka3axa ompuuameAHa KopeAauua CbC
cmolHocmume Ha [Napamxopmora (r =-0,393) u noaroxkumeaHa makaBa cbc cmolHocmume
Ha cepymeH u GoHu3upaH Kaauyud / (r = 0,034 u r =0,17 cbomBemHo). NoAayueHume pe3zyama-
mu noka3zBam cmamucmuyecku 3HaYUMO NOHUXKEHA CeEpYmMHa KoHUeHmpauua Ha 25 (OH) Bu-
mamuH A npu hauueHmume cbC 3axapeH guabem 6 cpaBHeHue ¢ KOHMpoOAHamMa 2pyna, Hecuez-
HUCpuKaHMHO KopeAupawa ¢ Huckama KMIT Ha uzcaegBaHume ckeaemHu mecma. ToBa nokas-
Ba, ue gpyau pakmopu pazaudHu om BumamuH A gonpuHacam 3a HabatogaBaHama Hucka KMI'
B 2pynama cbc 3xapeH guabem.

Correlation between 25 (OH) vitamin D3 and bone miner-
al density in patients with type 1 diabetes mellitus

Nikolay Botushanov, Maria Orbetzova, Pavel Pavlov*, Maria Pavlova
Clinic of Endocrinology
*Central laboratory UMHAT ,,Sv. Geogri” Medical University - Plovdiv

Introduction: Recent evidence suggests a role for vitamin D in pathogenesis and prevention
of diabetes mellitus. Active vitamin D has a profound effect not only upon calcium-phosphate
homeostasis but also upon autoimmune diseases. Diabetes mellitus as an autoimmune disorder
often is connected with low bone mass and increased risk of fractures.

Aim: The aim was to study the correlation between levels of 25 (OH) D 3 with bone mineral
density (BMD) in patients with type 1 diabetes mellitus.

Materials and Methods. 42 women and 32 men with type 1 diabetes and age matched con-
trol of 25 women and 15 men without diabetes participated in the study. Bone mineral density in
g/cm? of the lumbar spine (L2-L4 in AP position), femoral neck, Ward’ triangle and trochanter was
measured by dual X-ray absorbtiometry using DPX-A- Lunar (version 1,15). Levels of 25 (OH) D
3 in  nmol/l / kit EIA/, as a variable more closely reflecting the exact vitamin D status than the
active 1,25(OH)2D3, were measured in the serum in both groups. All blood specimens were col-
lected between February and May.

Results and discussions: BMD (L2-L4) in the diabetic group was with 0,038 g/cm? and 0,052
g/cm? for women and men respectively lower in comparison with that in control group, which
was statistically non significant (p=0,240; p=0,143). BMD of femoral neck was significantly lower
(p=0,031) in women with diabetes and the difference was even higher in diabetic men (p=0,02).
BMD in both groups and both sexes did not depend on body weight, age and height. Duration of
diabetes had non statistically significant negative effect upon BMD (r =-0,093). The same was the
effect of metabolic control /judged by HBA, . values/ upon BMD (r =-0,17). Values of 25(OH) vit-
amin D3 showed statistically significant differences in both groups /37,57 £ 16,701 nmol/l/ in dia-
betics v.s /69,38 £ 12,768 nmol/l/ in control group (p=0,02). 25(OH) vitamin D3 levels correlated
non significantly with BMD of lumbar spine/ L2-L4/ (r =0,197); femoral neck (r =0,184); Ward’s tri-
angle (r =-0,072) and trochanter (r =0,137) and also showed negative correlation with parathyroid
hormone (r = -0,393) and positive such with serum values of calcium and ionized calcium (r =
0,034 ur=0,17 respectively). The results revealed statistically significant lower levels of 25(OH) vit-
amin D3 in diabetic group which showed a weak correlation with BMD at the investigated skele-
tal sites. Other factors, different from 25(OH) vitamin D3 may contribute to the lower BMD
observed in diabetic patients.
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B3aumobpb3ka mexgy cepymeH meramoHuH, 6v3pacm u
MeAeCHO Me2A0 NPU KAUHUYHO 3gpabu Auua

A. TepzueBa’, H. Mame6a’, M. Opbeyo6a’

1. LlenmpanaHa kAuHUuHa Aabopamopus; 2. Makyamem no obuwecmBeHo 3gpabe;
3. KAuHuka no eHgokpuHoaoz2ua u 6oaecmu Ha obmaHama, YMBAA ,CB. Feopau”, MY - IMaoBguB

LleA: Aa ce u3yuu KopeaauuoHHama Bpb3ka mexxkgy cepymHua meaamoHuH 6 3:00 u 8:00
yaca u Bb3zpacmma, pbcma, meaecHOMoO Me2A0 U UHgeKca Ha meaecHa maca (MITM) npu kau-
Hu4yHo 3gpabu Auua B 3pasa Bb3zpacm.

Mamepuar u memogu: KoHugHmpauuama Ha CEpyMHUA MEAAMOHUH e onpegeAeHa C
umyHoeH3zumeH memog (Melatonin ELISA, IBL, Germany). IMpu 129 Auua (43 mbxxe u 86 xe-
HU) ca aHaAu3upaHu KopeAauuoHHume Bpb3Ku Ha meramoHuHa ¢ Bb3pacmma, a npu 97 om
max (26 mbyXke u 71 XeHu) - ¢ pbcma, meaecHo meaao u MITM. 3a cmamucmuyecka obpa-
6omka Ha gaHHUmMe ca uznoa3BaHu BapuauuoHeH U KOpeAcauUOHEH aHaAu3.

Pezyrmamu: YcmaHnoBeHa 6e cmamucmuuecku 3Havyuma obpamHa kopeAauyua mexxgy
cepymHua meaamoHuH B 3:00 u 8:00 uaca u Bb3pacmma 6 obwama epyna (r=-0,309,
P=0,0001; r=-0,241, P=0,006 cbomBemHo). Npu nogpazgeaqaHe Ha Auuama no NOA mMasu
Bpb3ka ce 3ana3zBa camo B epynama Ha >keHume, kakmo 6 3:00, maka u 6 8:00 yaca (r=-
0,401, P=0,0001; r=-0,307, P=0,004 cbomBemHo). He ce ycmanHoBu cmamucmuuecku 3Havu-
Ma Kopeaauua mexkgy meaamoHuHa 6 3:00 u 8:00 yaca, pbcma, meaecHomo mezao u VITM
8 obwama 2pyna u npu pazgeaaHe no noa (P>0,05).

3akatouerue: Tpu KAuHUYHO 3gpaBu Auua pakmopume pbcm, mearecHo meaao u VI'TM
He KopeAupam ¢ meramoHuHa. lNoAyyeHume gaHHu noka3Bam HaAudue Ha u3pa3zeHa obpam-
Ha KopeAauua Mexxgy cepymHua meaamoHuH u Bb3pacmma camo npu >KeHCKUA NOA.

KarouoBu gymu: mernamoHuH, Bb3pacm, noa, meaecHo meaao, 3gpabu Auua.

Relationship between serum melatonin, age and body
weight in clinically healthy individuals

D. Terzieva’, N. Mateva®, M. Orbetzova*
1. Central Clinical laboratory; 2. Department of Health Management;

3. Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, MU - Plovdiv

Aim: The aim of the study was to estimate the relationship of serum melatonin in 3:00 AM and
8:00 AM with age, height, body weight and body mass index (BMI) in clinically healthy adults.

Materials and methods: Serum melatonin concentration was determined by enzyme
immunoassay (Melatonin ELISA IBL, Germany). We analyzed the correlation of melatonin with age
in 129 individuals (43 men and 86 women), and with height, body weight and BMI in 97 of them
(26 men and 71 women). The data were processed using variation and correlation analysis.

Results: We found statistically significant negative correlation between serum melatonin in
3:00 AM and 8:00 AM and age in the whole group (r=-0,309, P=0,0001; r=-0,241, P=0,006, respec-
tively). When the individuals were subdivided into 2 groups according to the sex, this correlation
was preserved only in the group of women both in 3:00 and in 8:00 AM (r=-0,401, P=0,0001; r=-
0.307, P=0.004, respectively). We did not find statistically significant correlation between mela-
tonin both in 3:00 and 8:00 AM and height, body weight and BMI in the whole group as well as
in the sex determined subgroups (P>0,05).

BbAIFAPCKO APYXXECTBO INO EHAOKPUHOAOI'UA
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Conclusions: The parameters height, body weight and BMI did not correlate with melatonin
in clinically healthy adults. Our data showed significant negative correlation between serum mela-
tonin and age, but only in females.

Key words: melatonin, age, sex, body weight, healthy individuals

Cayuaii Ha memacma3a 6 wumo6BugHama xae3a om
MaAUZHEH MeAaQHOM

AHzeroBa M, A. LLlunko@B, P. UBanoBa, A-M. bopucoBa

YHuBepcumemcka 60AHUUA NO eHgOKpUHOAO2UA, MeguuuHcku yHuBepcumem - Codusa

BmopuuHomo 3acazaHe Ha wumoBugHama »kae3a om 3A0KavecmBeHu mMymopu ¢ gasey-
Ha AOKaAu3auua e pagko. B Aumepamypama uma eguHUYHU CbODOWEHUA 32 Memacma3zupaHe
Ha meAaaHom 6 mo3u opaaH.

MpegcmaBame nayueHmka Ha 55 2. xocnumaau3upaHa 3a TAb Ha 8b3eA 8 wumoBugHa-
ma »kAe3a. boAHama e ¢ aHamHe3a 3a onepupaH meraHom B8 obaacmma Ha 2bpba u gokasza-
Ha memacmasa 6 akcuaapeH aumdgeH Bb3ea okoao 4 2. no-paHo. Exoepadpcku B geceH gaa
bewe ycmaHoBeH xunoexozeHeH Bb3ea 16/11/13 mm. Llumoao2uuHomo u3caregBaHe noka-
3a AgPEH U KAemMbYeH NOAUMOPMU3BM, XapakmepeH 3a MaAu2HEH MeAaHOM. XucmoaAo2uama
cAeg omcmpaHaBaHe Ha Bb3eaa nomBbpgu guazHo3zama. BnocaegcmBue 6oAHama NpogbA-
»Ku npoBexkgaHomo om OHKOAO3UME CneyudUUYHO AeveHUue.

B 3akatouyeHue, exozpacpuama ¢ BucokoyecmomHa CoHga u mbHKOu2AeHama buoncua
nog exozpadpcku KOHMPOA ca HagexkgeH memog 3a ymouHaBaHe Ha Bb3Au 8 wumoBugHa-
ma »KAe3a C mupeougeH u HemupeougeH npou3xod. Aoka3zBaHe Ha memacmasu 6 wumoBug-
Hama »kAe3a om ekcmpamupeougHu 3a0kavecmBeHu mymopu gonpuHaca 3a u3acHaBaHe Ha
cmagua Ha 3aboraBaHemo, onpegeAaHe Ha npo2Ho3ama u cbomBemHomMo AeveHue.

A case of a malignant melanoma metastasizing to the thyroid

Angelova M, A. Shinkov, R. Ivanova, AM. Borissova
University hospital of endocrinology, Medical university - Sofia

The involvement of the thyroid by tumor of distant origin is rare. There are few reports of
metastases to the thyroid from a malignant melanoma.

We present the case of a 55 year-old woman who was admitted to the Clinic for a fine
needle biopsy of a nodule in the thyroid. The subject had a history of an excised malignant
melanoma in the back region and a proven axillary lymph node metastasis approximately 4
years earlier. The ultrasonography revealed a hypoechoic nodule 16/11/13 mm in size in the
right thyroid lobe. The cytological exam demonstrated nuclear and cellular polymorphism, typ-
ical of a malignant melanoma. The histology of the surgically extirpated nodule proved the
diagnosis. The patient continued the instituted antitumor therapy.

As a conclusion, the high frequency ultrasound and the FNAB under US control are reli-
able methods of diagnostic evaluation of thyroid nodules of thyroid and extrathyroid origin.
The verification of metastases in the thyroid gland from malignant tumors of non-thyroid source
may contribute to the better staging, prognostic assessment and therapy of the disorder.
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Mogepamopu - lNMo6qgub 2010

3ara MOCKBA 15 anpua 2010 zoguHa (uemBbpmbk)

Mogepamop 3ana Yac Tema
Aoy. BAagumup Xpucmo8 MockBa 13,10-13,50 CameAaumeH cumno3uym  AAkaaoug
Aoy. Baagumup Xpucmo8 MockBa 13,50-14,35 CameaumeH cumno3zuym GSK
[pog. AHHa-Mapua bopucoBa | MockBa 14,45-15,45 CameaumeH cumno3uym  Roche
Mpog. AHHa-Mapua bopucoBa | MockBa 16,30-17,30 Cameaumen cumno3uym AMGEN
Mpog. CabuHa 3axapueBa MockBa 18,00-19,30 CameaumeH cumno3uym Novartis

@ 3ara MOCKBA 16 anpua 2010 zoguHa (nemwbk)

Mogepamop 3ana Yac Tema
Mpogp. CabuHa 3axapueBa MockBa  8,00-9,00 Aekuua Ha Prof. Annamaria Colao, Vimaaua
[pog. AHHa-Mapua bopucoBa | MockBa  9,30-10,30 Aekuus Ha Ass. Prof. Seiji Fukumoto, SnoHus
Mpog. CabuHa 3axapueBa MockBa 10,50-11,35 CameaumeH cumno3uym Bayer
[pog. AHHa-Mapua bopucoBa | MockBa 11,45-12,30 CameaAaumeH cumno3uym Servier
Mpogp. CabuHa 3axapueBa MockBa 14,45-16,15 Cecus 3aboaaBaHua Ha xunodpu3zHama >aAe3a
Aoy. Feopau KupuroB
Aou. 3gpabko KameHoB
[pog. CabuHa 3axapueBa MockBa 16,35-17,45 Cecua 3aboaaBaHua Ha xunogu3Hama >ae3a
Mpogp. M. MapuHo8
Mpogp. Augua KoeBa
Mpogp. CabuHa 3axapueBa MockBa 18,00-19,30 CameaumeH cumno3uym Sanofi-Aventis

Aou. LIBemaauHa TankoBa
[pog. Apazomup KoeB

Aoy. LIBemanura TaHkoBa
Aou. Baagumup Xpucmo8

Mpocp. boan AozaHoB
Aou. Kupua Xpucmo3o8
Aou. Tanbo CeuanoB

Mpocp. boan AozaHoB
Aou. Kupua Xpucmo3o8
Aoy. XKXyauema lepeHoBa

Aoy, 3gpaBko KameHoB
Aou. Maauna NemkoBa

Mpogp. AHHa-Mapusa bopucoBa
Aou. Pycarka KoBaueBa
Aou. Muxaua boanoB

[Tapux 14,45-16,15

MNapux 16,45-17,45

MroBgub | 14,45-16,15

MaoBguB | 16,35-17,30

MAaoBguB Il 14,45-16,15

MroBgub 1l 14,45-16,15

Cecusa 3axapeH guabem

Cecusa 3axapeH guabem

Cecusa 3aboaaBaHua Ha wumoBugHama
xne3a

Cecusa 3aboaaBaHua Ha wumoBugHama
Kaesa

Cecun EHgokpuHoAO2ua

Cecus 3aboaaBaHua Ha muHepaAHUA U
KocmeH obmeH

BbATAPCKO APYXXECTBO MO EHAOKPUHOAOIUA
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Mogepamop

3ana Yac

Tema

[pogp. AHHa-Mapua bopucoBa
Aou. Pycarnka KoBaueBa

Mpog. CabuHa 3axapueBa

MroBgub 1l 16,35-17,45

MockBa 18,00-19,30

Cecusa 3aboaaBaHua Ha MUHepaAHuA u
KocmeH obmeH

CameAaumeH cumno3uym
,Cpewa c npuameau” Sanofi-Aventis

3ara MOCKBA 17 anpua 2010 2oguna (ce6oma)

Mogepamop 3ana Yac Tema

Aou. Pycarka KoBaueBa MockBa 8,30-9,30 Aekuua Ha Prof. Laurence Leenhardt, @paxyus
Aoy, LIBemaaura TankoBa MockBa 9,30-10,30 Aekuua Ha Prof. Alain Golay, LlIBeuyapua
[pog. CabuHa 3axapueBa MockBa 10,50-11,35 Aekuus Ha Prof. Vera Popovish, Copbua
Mpog. CabuHa 3axapueBa MockBa 11,35-12,20 CameaumeH cumno3zuym TEVA

Mpogp. AHHa-Mapua bopucoBa | MockBa 12,30-13,15 CameaumeH cumno3uym MSD

Mpogp. CabuHa 3axapueBa MockBa 14,45-16,15 Cecua 3aboaaBaHua Ha HagbbOpeuHume
Mpogp. Augua KoeBa KAae3u

Aou. MBan LJuHAukoB8

Mpog. CabuHa 3axapueBa MockBa 16,35-17,45 Cecua 3aboaaBaHusa Ha HagbbOpeuHume
Aoy. 3gpaBko KameHoB XAe3u

Mpogp. AHHa-Mapua bopucoBa | MockBa 18,00-19,30 CameaumeH cumno3uym BERLIN-CHEMIE

Aou. Maauna lNMemxkoBa
Aoy. Xpuncume boxueaaH

Aou. MBaH LluHAukoB
Mpogp. Augua KoeBa
[pog. Apazomup KoeB

[pog. AHHa-Mapua bopucoBa
Aou. Pycarka KoBaueBa

Aou. Pycarka KoBaueBa
Aou. Kupua Xpucmo3o8

Mpog. BaneHmuHa LlaHeBa
Aou. KaauHka KonpuBapoBa
Aou. Maa KoHcmanHmuHoBa

Aouy. Buorema MomoBa
Aoy, Xyauema lepeHoBa
Aoy. Mapua Opb6euoBa

[Napux 14,45-16,15

[MTapux 16,45-17,45

MroBguB | 14,45-16,15

IMroBguB | 16,35-17,45

MroBguB Il 14,45-16,15

IMAroBguB 1l 14,45-17,45

Cecun 3axapeH guabem

Cecusn 3axapeH guabem

Cecua 3aboaaBaHua Ha wumoBugHama
xAe3a

Cecua 3aboaaBaHua Ha wumoBugHama
xae3a

Cecun 3axapeH guabem

CECU4 TTIOCTEPU 3a ycmuo npegcmaBaBe

IX HayuoHaAeH KOH2pec ho eHgoKpuHoAoz2ua 15-17 anpua 2010 zoguHa
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