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[MroBguB

Vimam 2oaamomo ygoBoacmBue ga npuBemcmBam ¢ gobpe gowau uae-
HoBeme Ha bba2apcko gpykecmBo no eHgoKpuHoAo2ua u Bcuvuku 20cmu Ha
10mu HauuoHaneH KoHz2pec no eHgokpuHoAozua. Kakmo BuHaz2u HauuoHaaHuU-
am KOH2pec e Macmomo, Kbgemo ce npegcmaBam opu2uHaAHU Hay4vHU pas-
pabomku U nocAegHa UHopmayua om pa3AuydHU obaacmu Ha eHgOKPUHOAO-
euama. Tazu 2oguHa 6axa npegcmaBeHu 3a ydacmue 8 HayuoHaaHua KOHe-
pec 20Aam 6pol HayuHu memu. [NMpozpamama e cmpykmypupaHa maka, ue
MakcumaAreH 6pol ydyacmHuuu ga umam 8b3MoXKHOCM ga nocemam uHmepe-
cyBawume 2u memu. B 3aaa MOCKBA wge npomeue ocHoBHama yacm om
HauuoHaAHua koHzpec. B uemupume gHu we ce uzHecam pa3AudHU Memu u
we ce npoBegam akmuBHU guckycuu no pazAuvdHU npakmuyecku Bbnpocu.
Focm-aekmopu we 6bgam Prof. R. DeFronzo (USA), Prof. Rossella Elisei (Italy),
Prof. Ego Seeman (Australia). Bceku we moxe ga gage AUYHOMO CU OMHoWe-
Hue KbmM UHMepecyBawama 20 mema. He nponyckalime ga 3agageme cBou-
me Bbnpocu, He nponyckalime ga gageme c6oemo MHeHue u ga chogeaume
cB6oa onum uAu 2pewku, cnogeaeme mpygHocmume cu. Pabomeme akmu6-
HO ¢ mogepamopume. LLle ce npegcmaBam nocmepHume pazpabomku, yacm
om Koumo we 6bgam u ycmHo npegcmabBeHu. Llle ce npoBegam u Came-
AUMHU cumno3uyma. B Hegeaa Ha 14 anpua we ce npoBege ,KocmHo yuuau-
we”, Kbgemo we umame cpewa ¢ ucmuHcku omkpuBamea - Prof. Ego See-
man (Australia). He nponyckaime ma3u 6b3moxxHocm!

A3 CbM cuzypHa, ye u Bue we 6bgeme BneuamaeHu Kamo mMeH He camo
oM U3KAKHYUMEAHO 20Aemun bpol npegcmabeHu 3a yuacmue 6 HauuoHan-
HUA KoH2pec pa3pabomku, HO u om gedcmBumerHo BUCOKOMO UM HAay4HO
HuBo. Npakmuueckume noA3u om me3u pazpabomku ca CbWo MakKa MHO20
u 3Hayumu. Bcuuko moBa 6e3 cbmHeHue we gonpuHece 3a U3gu2aHe Ha Ha-
y4yHama cmoUuHocm Ha HauuoHaAHUA KOH2peC NO eHgOKpPUHOAO2ua U ¢ YyBc-
mBo 3a nbAHa ygoBaemBopeHocm om gobpe cBbpweHa paboma, Kakmo u ¢
npakmuyecku noA3u we 3aBbpwum Hawama paboma. Taka Hue, Bbnpeku
MHO200polHUMe npoaBu B o6Aacmma Ha eHOgKPUHOAO2UAMA HANOCAEJBK, C
yyBcmBo 3a nbaHO ygoBaemBopeHue we ombeaexxum HaucmuHa omkpoaBa-
womo ce 20AaMO cbbumue B Hawama cneuyuarHocm - 10ms HayuoHaaeH
KOH2pec No eHgoKpuHoAo2uA!

Aa Hayuum noBeue, ga gagem noBeue u Ha Hawume 6oAHU!
Yakam ¢ HembpneHue cpewama ¢ Bcuuku Bac!

[pop. A-p AHHa-Mapus bopucoBa, gmH
[pegcegamen Ha bvarecapcko gpyskecmBo no eHgoKpuHoAo2UA



[TouemeH npegcegamen
[Mpodh. Apazomup KoeB
[lpegcegamen
[Mpocp. AHHa-Mapua bopucoBa
Cekpemap - lNpodp. LIBemaauna TaHkoBa
Kacuep - A-p ArekcaHgop LLluHkoB

Yaerobe:

[pocp. CabuHa 3axapueBa
Aou. Baagumup Xpucmo®
Aou. MaauHa NemkoBa
Aou. Mapua OpbeuoBa
Aou. Kupua Xpucmo3o6
Aou. Kaauna KonpuBapoBa
Aou. MBaH LluHAukoB




HoBomena-TroBguB Tea/Dakc: 032/ 934 346

YemBovpmubk, 11 anpua 2013 2oguHa om 08,00 go 20,00 yaca
Memvuk, 12 anpua 2013 2oguHa om 8,00 go 18,00 uaca
Cv60ma, 13 anpua 2013 2oguHa om 8,00 go 18,00 vaca
Hegeaa, 14 anpua 2013 2oguHa om 8,00 go 12,00 vaca
PecucmpayuonHomo 6ropo Ha KoHepeca wje 6vge pagnoroxeHo 6 yeHm-
parHomo ¢hotae Ha HOBOTEA - lNMroBgub

Yuacmue 6 HayuHama npozpama Ha KoHepeca, 11-14 anpua 2013
Yyacmue 6 3aokbama Ha papmaueBmuuHama uHgycmpus, 11-14 anpua
[Mpoepama u abcmpakmu

Kagpe-naysu - 11, 12 u 13 anpua

Ob6equ - 12, 13 anpua

Beuepsa ,Aobpe gowau” - 11 anpua

Beuepsa ,Cpewga c npuameau” - 12 anpua

Beuepa ,,AoBurkgaHe” - 13 anpua

KoHepecHa yaHma, bag>K u KOH2peCcHU mamepuaAu

3a uaeHobBe Ha BAE, peczucmpupaHu cbc cbombemeH maroH om cnucaHue
EngokpuHoAozua 2004, IX, 2, 47
® peaucmpauua no 6aHkoB nbm go 31. 03. 2013 - 30,00 AeBa
® peaucmpauua Ha macmo - 45,00 reBa
® 3a uaneHoBe Ha BAE cneuuaauzaHmu, gokmopaHmu - 15,00 pecn. 22,00 AB.
3a He-uaeHOBe Ha BAE
® peaucmpauua no 6aHkoB nom go 31. 03. 2013 - 250,00 AeBa
® pecucmpauua Ha macmo - 350,00 reBa
Yaencku 6BHoc 3a BAE 3a 2013 2. - 50,00 AeBa 3a cneyuaAsucmu
- 25,00 reBa 3a cneyuaauzaHmu u gokmopaHmu
- yaeHoBe Ha BAE Hag 70-2oguwHa Bv3pacm ca ocBo6ogenu om makca-npaBoyyacmue
baHkoB npeBog: 3a bvazapcko gpykecmBo no eHgokpuHOAO2UA
BYABAHK - kaoH LleHmpaaeH, Cocua -1000, na. CBema Hegena 7
banko6 kog/BIC: UNCR BGSF IBAN: BGO6 UNCR 7630 1076 2549 99
Mpe6Bexga: ume u EMH Ha yuacmnuka, ET / AKLL... T0™ HauuoHaeH
KOH2pecC no eHgokpuHoAoz2ua 11-14 anpua 2013 2oguHa

4 X HALUMOHAAEH KOHIPEC INO EHAOKPUHOAOI A



X HaU.UOHaAEH KOHeZpeC N0 EHJOKPUHOAOZUA

11-14 anpua 2013 2oguHa
Hauaao Ha Konepeca - 12,50 yaca Ha 11. 04. 2013 2oguHa
Kpau Ha Konepeca - 11,00 yaca Ha 14. 04. 2013 2oguHa

PezucmpauuoHHo Olopo:
LLle ce npuemam gokymeHmu 3a peaucmpauusa Ha HoBu uaeHoBe Ha bbAazapcko gpysxec-
mBo no eHgokpuHoAroz2ua om 11 go 14 anpua 2013.

Cuz2ypHocm
Haema e oxpaHa om cneuuaau3upaHa pupma npeg 3aaume 3a npoBexkgaHe Ha Hauuo-
HaAHUA CUMNO3UYM U HOWHa oxpaHa 3a M3aoxxbama Ha dpapmaueBmuuHama uHgycmpua.

Xomea (02paHuyeH Opol Ae2Aa, npuHyuna Ha nbpBua npucmuzHan):

ABolHa cmaa - 43,00 AreBa 3a Ae2A0 Ha HOw,
Ae2aomo B gBodHa cmaa ce 3anAawa u3zuaao om Aauuemo HanpaBuao mo3u u3zbop. Pa3au-
kama 68 ueHama go gedcmBumeaHama cmolHocm Ha HowyBkama (240,00 AB) we ce gon-
Aamu om ApyxkecmBomo no eHgoKpuHoAo2uA.
BAE He 3anAawa koHcymauyuama om muHubapa 6 cmaama Ha yuyacmuuka 6 KoHepeca.

F'oguwHume HauyuoHaaHu KoHepecu pecn. Cumno3uymu opeaHu3zupaHu om BAE ce aBaBam
macmomo 3a Hal-2oAamama 20guwHa cpewa Ha cneyuaaucmume No eHgoKpuHoAo2ua om bbaza-
pua U maka Ype3 max ce Noggbp>Kam akagemuvHumMe mpaguyuu Ha obwHocmma.

PokoBogcmBomo Ha BAE creg BHumameaeH nogbop KaHU camo u3zmbkHamu eBponelcku u
cBemoBHu yueHu 3a yuyacmue C naeHapHuU Aekuyuu B cbbumuama Ha ApyxecmBomo u maka ce
ocbwecmBaBam cpewu ¢ Hal-2oremume ekcnepmu no gageHua npobaem u3zBbH npegeaume Ha
cmpaHama Hu.

Kamo akagemuuHo cgpyxxeHue BAE cbgeticmBa 3a ykpenBaHe Ha gobpume Bpb3ku ¢ hapma-
ueBmuuHama uHgycmpua u Bcuuku UHCMUMYUUU, KOUMO UMam omHoweHue Kbm pazBumuemo
Ha u3caegoBameackama u yuebHa geliHocm 6 o6Aacmma Ha eHgoKpuHOAO2UAMA.

Ff'oguwHume cpewu Ha BAE ce opzaHu3upam maka, Ye ga ce ocu2ypu akagemudHa He3zaBucu-
mocm Ha uzcaegoBameaume u Aekapume, Koumo ca Had-gobpume ,,agBokamu” Ha cBoume GoOAHU.

OcHoBHama uea Ha BAE e ga ce cvb3gagam Bb3moxxkHocmu 68 bbaeapua 3a pazBumue Ha uzcregBa-
~ Huama 6 obracmma Ha eHgoKpuHOAO2UAMA, Ha ycroBua 3a no-6bp30 panpocmpareHue Ha Heobxogu-




X HauuoHaAeH koHZpeC N0 eHJOKPUHOAO2UA

NovoNordisk
Novartis
MSD
Sanofi
Merck-Serono
Eli Lilly
Boehringer Ingelheim
AstraZeneca
Servier
TEBA
Amgen/GSK
Berlin-Chemie
Aquachim
Hoffmann La Roche
Bayer
Woerwag Pharma
Gedeon Richter
Actavis
Biomed
MEDIMAG-MS
Accord
Abbott
MLD Trading
Stada
PCP EOOA
Liveda
Kendy
MapBeHa
Magapa MCH
Heo baAkaHuka
Informed
Alvogen
OM Pfarma




MmPOTPAMA

X HauuoHaAeH KoHzpec
N0 eHJOKPUHOAOZ2UA

3ana Mock6a 11 anpun 2013 zoguna NN

. 12,50-12,55 OmkpuBane Ha X HauuoHareH KOHZpec N0 eHgOKPUHOAO2UA
Mpod. AHHa-Mapusa bopuco6a
[pegcegamen Ha Bwvrzapcko ApyxxecmBo no EHgokpuHoAoz2ua

Opening ceremony of 10t National Congress of Endocrinology
Prof. Anna-Maria Borissova
President of Bulgarian Society of Endocrinology

112,55-13,55  MMbpBa nocmepHa cecus

Mocmepu N2 1,2,3,4,5,6,7,8

Mogepamopu:

[Mpogp. Apacomup KoeB, Aou. KaruHka KonpuBapoBa, Aouy. Cmegpka BrageBa,
Aou. Kamsa TogopoBa, Aoy. )KuBka boHeBa

114,00-15,00  Bmopa nocmepHa cecus

Mocmepu N2 9,10,11,12,13,14,15,16

Mogepamopu:

[Mpop. Augus KoeBa, Npogp. boan AozaHo8, Aouy. Kyruema epeHoBa,
Aou. MBan LuHaukoB, Aouy. Maa KoHcmaHmuHoBa

15,00-15,15 ‘e—nay3a

15,1515,55  Cecua: MemaGoaumeH cungpom

Mogepamopu: }
Aou. MBaH LluHaukoB, Aou. MaauHa NemkoBa, Aou. Buorema MlomoBa,
Aou. XXyauema l'epeHoBa

BbJITAPCKO AOPYXXECTBO MO EHOOKPUHONOINA 7
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MicmuHama 3a kapguomemaboAaumHume 3aboaaBaHua npu >KeHu
Aou. Maauna NMemko6a
YHuBepcumemcka boarHuya ,AozeHey”, MeguyuHcku Makyamem, Cogputicku YHuBepcumem

Truth for Cardiometabolic Diseases in Women
Assoc. Prof. Malina Petkova
University Hospital ,Lozenetz”, Medical Faculty, Sofia University

Yecmoma Ha 3amabcmaBaHe cpeg mAageXku u acouuupaHu ¢ He2o
KapguomemaboAuUmMHU npomeHu 5
M. NMemkoBa’, C. NaaueBa? C. NaneBa®, H. UauebBa?, B. MlomoBa’
'KauHuka no eHgokpuHoaoeus, MBAA ,Ao3eHey”; ’Kamegpa no neguampua u MeguyuHCKa 2eHeMmuKa,
MY, BapHa; *KauHuka no eHgokpuHorozusa, MY, [TreBeH

Obesity prevalence among youths and its associated cardiometabolic changes
M. Petkova’, S. Galcheva? S. Ganeva’, N. llieva?, V. lotova?
"Clinic of Endocrinology, MBAL ,Lozenetz”; ? Dept. of Pediatrics and Medical Genetics, MU, Varna;
* Clinic of endocrinology, MU, Pleven

[16.05-16.50 waca ~ Cameaumen cumno3uym:

Berlin-Chemie
Xunomupeougu3bm - Npenopbku 3a guazHocmuka u AedeHue (AACE, ATA’2012)
Aou. Pycanka Ko6aue6a
KAuHuka no mupeougHu u MemaboAuUMHU KOCMHU 3a5OA96c’iHUFI, KAuHu4yeH LleHmbp no EHgOKpUHO/\OZUH u
FepoHmonozus, MY Cogpua

Hypothyroidism - guidelines for diagnosis and therapy (AACE, ATA’2012)
Assoc. Prof. Roussanka Kovatcheva
Department of Thyroid and Bone Mineral Diseases, Clinical Center of Endocrinology, Medical University, Sofia

[17.00-17.45uaca  Cameaumen cumno3uym:

GLP 1 azoHucmume u maxHama poAa u macmo B8 AedeHuemo Ha nauueHmu
c guabem mun 2

The GLP-1 agonists and their role in the treatment of subjects with
type 2 diabetes mellitus

Astra Zeneca
Mogepamop: Npocp. Mauxaur boaHoB

CameAumeH cumno3zuym:

HoBu acnekmu 8 AedeHuemo Ha 3axapeH guabem mun 2
New horizon in treatment of Diabetes Type 2

Boehringer Ingelheim & Eli Lilly
Mogepamop: Npoc. AHHa-Mapusa bopucoBa



18.45-19.30 uvaca CameAumeH cumno3zuym:

[MNepcoHaAu3upaHa meguuuHa — pa3AudeH nogxog B8 AeyeHuemo Ha
3axapeH guabem mun 2

Personalized medicine: Updated approach to management of Diabetes Type 2

Eli Lilly
Mogepamop: Npo. AHHa-Mapusa bopucoBa

19.30-19.40 yaca

OduyuarHo omkpuBane Ha 10™ HauyuoHareH KOHZpeC N0 eHgOKPUHOAO2UA
Mpod. AHHa-Mapusa bopuco6a
[pegcegamen Ha bvrcapcko gpyskecmBo No eHgoKPUHOAO2UA

Opening ceremony of 10" National Congress of Endocrinology
Prof. Anna-Maria Borissova
President of Bulgarian Society of Endocrinology

20,00 yaca Beuepa ,,Aob6pe gowau”

bwvAazapcko gpyxecmBo no eHgOKPUHOAO2UA
HoBomen-roBguB

3arna Mock6a 12 anpua 2013 2oguna

8.00-10.00 yaca Cecusa: Xunou3za u HagbBLOpek

Mogepamopu: Npogp. CabuHa 3axapueBa, Aoy. Baagumup Xpucmob,
Aouy. Kupua Xpucmo3zoB

8.00-8.20 yaca

CobcmBeHa kKoHMpoAHa 2pyna 3a UHCYAUHONOgOOHUA pacmexxeH hakmop - 1
(IGF-1)
CuaBusa BvHgebBa', Emua HaueB', l'eopau KupunroB', MiauaHa AmanacoBa’,
Kpacumup Kaauno8?, CabuHa 3axapueBa’
'KAUHUYEH UeHMBP NO EHgOKPUHOAO2UA U e2epoHmonroaus. Meguyurcku YHuBepcumem, Cocpus;
’Ho8 bwvaeapcku YHuBepcumem.

Description of insuline-like growth factor -1 (IGF-1) on the basis
of own control group
Silvia Vandeva', Emil Natchev', Georgi Kirilov', lliana Atanasova’,
Krassimir Kalinov?, Sabina Zacharieva'
1Clinical Center of Endocrinology and Gerontology, Medical University, Sofia; 2New Bulgarian University

bbJITAPCKO APYXECTBO MO EHOOKPUHOJIOTUA



Exokapguozpadpcku npomeHu npu BOAHU C akpomezaAaua
E. HaueB', A. KyngypgxxueB?, H. 3aamapeBa’, K. Kaauno8*, C. 3axapueBa’
KLIET- MY, Copusa’, YMBAA ,ArexcangpoBcka” , Cocpus’, YMBAA ,Llapuua WMoana”, Cogpus’, HBY - Cocpus’

Echocardiographic changes in acromegalic patients
E. Natchev', A. Kundurjiev?, N. Zlatareva’, K. Kalinov*, S, Zaharieva'
CCEG - MU, Sofial, UHAT , Alexandrovska”, Sofia?, UHAT , Tzaritza Joana”, Sofia’, NBU - Sofia*

KAUHUKO-A@DOpamopHU XapakmepucmuKku Ha CUHgpOMa Ha gepuuum Ha pacmeykeH
XOpMOH y Bb3pacmHu (npegBapumeAHu gaHHU)
WU. Y3yHoBa, I'. KupuroB u C. 3axapueBa

KauHuyeH yeHmovp no eHgokpuHoAozua u 2epoHmoaoeus, MeguyuHcku YHuBepcumem, Copun

Clinical and Laboratory Characteristics of the Adult Growth Hormone
Deficiency Syndrome (A Preliminary Report)
Uzunova I, Kirilov G, Zacharieva S
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

ABmoumyHHU mupeougHu 3aboAaBaHua npu nayueHMuU C NPOAAKMUHOM
A. EaeHkoBa, 1. AmanacoBa, E. HaueB, P. MBaHnoBa, I'. KupuaoB, P. KoBaueBa,
A.-M. bopucoBa, C. 3axapueBa

KauHuyeH yeHmMsp no eHgoKkpuHoAo2ua u 2epoHmoaiozus, MeguyuHcku YHuBepcumem, Cogpua

Autoimmune thyroid diseases in patients with prolactinomas
A. Elenkova, I. Atanasova, G. Kirilov, E. Natchev, R. Ivanova, R. Kovatcheva,
A-M. Borissova, S. Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Pe3syamamu om pa3AudyHUmMe memogu Ha AedyeHue npu hauueHmu
c boaecm Ha KywuH2
flHeBa M, A. YapbkuueB, A. EanenkoBa, E. HaueB, C. 3axapueBa

Kaunuyer Llenmwsp no EHgokpuHorozus, MeguyuHcku YHuBepcumem, Cogpusa

Results from different methods of treatment of patients with Cushing’s disease
Yaneva M., D. Tcharakchiev, A. Elenkova, E. Nachev, S. Zacharieva
Clinical Centre of Endocrinology, Medical University, Sofia

AcumempuueH gumemuaap2uHUH (AAMA) kamo mapKkep 3a eHgomeAHa
gucgyHKUUA Npu nbpBuyeH aAgocmMepoHU3bM.

N. Mampo3o6a, B. BacureB, A. EaerkoBa, C. BvHgeBa, I'. KupuaoB, C. 3axapueBa

Kauruyer LleHmwsp no EngokpuHorozus, MeguyuHcku YHuBepcumem, Cogpua




Asymmetric dimethylarginine (ADMA) as a circulating marker for endothelial
dysfunction in patients with primary aldosteronism
Joanna Matrozova, Vladimir Vasilev, Atanaska Elenkova, Silvia Vandeva,
Georgi Kirilov, Sabina Zacharieva
University Hospital of Endocrinology, Medical University, Sofia

10.00-10.20 ¢ Kadgpe-nay3a

10.20-12.10 yaca Cecus: TupeougHu 3aboaa6aHusn

Mogepamopu: Npod. AHHa-Mapua bopucoBa, MNpod. boaH Ao3aHo6,
Aou,. Pycanka KoBaueBa, Aou. Kupua Xpucmo3o8

10.20-11.00 yaca

New insights in the management of differentiated thyroid cancer
Rossella Elisei and David Viola
Endocrine Unit, Department of Clincal and Experimetal Medicine, University of Pisa, Italy

11.00-11.20 yaca

NpunoxkeHue Ha BucokouHmeH3uBeH pokycupaH yampa3Bbyk (BIDY) 3a areueHue
Ha gobpokavecmBeHu mupeougHu Bb3Au

P. KoBaueBa', M. BaaxoB', HO. CmouHoB', P. MBaHoBa', A. LLlunkoB', K. OpmioHo?
'KauHuuen LleHmsbp no EHgokpuHorozaua u FepoHmonoeusa, MY Cocpus; * Theraclion, Paris, France
Application of High Intensity Focused Ultrasound (HIFU) for treatment
of benign thyroid nodules

R. Kovatcheva', J. Vlahov', J. Stoinov', R. Ivanova', A. Shinkov', C. Ortuno?
'Clinical Center of Endocrinology, Medical University, Sofia, Bulgaria; “Theraclion, Paris, France

11.20-11.40 vaca
Tupeougumu
Aou. Kupua Xpucmo3o8
KAuHuka no eHgokpuHoaozus, MY, BapHa
Thyroiditis
Assoc. Prof. Kiril Hristozov
Clinic of Endocrinology, MU, Varna

11.40-12.00 yaca
3HaueHue Ha yumoAo2uama 3a guazHo3ama Ha mupeugHume 3aboaaBaHua u
Bethesda cucmemama 3a omezoBop Ha mupeougHa yUMoONamoAo2ua
P. UBaHoBa, 1. KapaHoBa, P. b. MBaHoBa, A. LLIuHkoB, P. KoBaueBa

Kaunuyver LleHmwbp no eHgokpuHoArozua u 2epoHmonozus, MY, Cogpua

BbJITAPCKO OPYXECTBO O EHOOKPMHOJIOINA
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The role of cytology for the diagnosis of thyroid diseases and the Bethesda system
for reporting thyroid cytopathology

R. Ivanova, P. Karanova, R. B. Ivanova, A. Shinkov, R. Kovacheva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia, Bulgaria

3ara MockBa
12.10-13.10 yvaca CameAumeH cumno3uym:

CovBpemenHu mepaneBmuuHu npeguzBukameacmBa 6 ceueHuemo Ha
3axapeH guabem 6 bbazapusa

The challenges in the treatment of diabetes mellitus in Bulgaria today
SANOFI

Aekmop: A-p NrameH [NonuBanoB

13,10-14,00 o.

14001500 vaca

EguH pa3auueH noz2aeg Bbpxy kapguomemaboAumHama 2puxka
A different view to the cardiometabolic care

Merck Serono
Mogepamop: Npoc. Muxaur boaHoB

'15.00-16.00 yvaca Cecusn: 3a6oanBanun Ha adyHUYUMeE

Mogepamopu: INpop. Augua KoeBa, Aou. Mapua OpbeyoBa,
Aou,. Xyauema l'epeHoBa, Aou. MaauHa NemkoBa

15.00-15.20 vaca Maenapen gokaag:

(DeHomun u memaboAumHu HapyweHuAa Nnpu CUHgPOM Ha NOAUKUCMO3HU ﬂl]“lHUU'U
Aou. Mapua Op6euoba
Kaunuka no EHgokpuHoAroeus u boarecmu Ha obmaHama, YMBAA ,,CB.Teopau”, MY, NroBguB
Phenotype and metabolic disturbances in polycystic ovary syndrome
Assoc. Prof. Maria Orbetzova
Clinic of Endocrinology and metabolic diseases, ,Sv.Georgy” University Hospital, Medical University, Plovdiv

CameAumeH cumno3uym

lNMAenapen gokaag:

AHmumiorepoBuam XOpMOH Kamo guazHOCMuYeH mapkep Ha
penpogykmuBHama cucmema
A. TomoBa, P. Po6eBa, I'. KupuaoB, ®. KymaHoB

KAuHubeH yeHmwp no eHgokpuHoAo2ua U eepoHmoroeus, MeguyuHcku yHuBepcumem, Cogpua




Anti-MUlerian hormone as a diagnostic marker of reproductive system
A. Tomova, R. Robeva, G. Kirilov, Ph. Kumanov
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

15.40-16.00 yaca

YcaoxkHeHUa no Bpeme Ha bpemeHHocm npu »keHu ¢ PCOS
M. MaaunoBa
Al Kaunuka, YMBAA ,,C8. Teopau” EAA, TNroBguB

Pregnancy complications in PCOS
M. Malinova
Department of Obstetrics and Gynaecology St George Hospital, Plovdiv

16.00-16.30 uvaca Cecusa: lNeguampusn

Mogepamopu: Aou, K. KonpuBapoBa, Aou, B. MlomoBa,
Aou. M. KoHcmanmunoB8a

16.00-16.10 yaca

HuBo Ha memaboAaumeH KOHMPOA Npu 6bA2apckume nayueHmu ¢ mun 1 3axapeH
guabem go 18-2oguwHa Bv3pacm.
Mpoekm Ha bbAazapckomo HauuoHarHo CgpyskeHue no Aemcka EHgokpuHoaozua

Masa KoncmanmunoBa, P. Ca6o6a, K. KonpuBapo6a, H. KareBa, Y. NempoBa,
B. MlomoBa, I'. NMonoBa, M. ApwuHkoBa, P. KoaeBa, T. AmaHacoBa, B. boagrxueB,
B. MaageHo8, MuweBa, A. barabaHoBa, B. AecnomoBa.

Level of metabolic control of Bulgarian type 1T DM patients aged 0 - 18 yrs
Bulgarian National Society for Paediatric Endocrinology PROJECT

M. Konstantinova, R. Savova, K. Koprivarova, N. Kaleva, Ch. Petrova, V. lotova,
G. Popova, M. Arshinkova, R. Koleva, T. Atanasova, V. Boiadjiev,
V. Mladenov, Misheva, V. Despotova, A. Balabanova.

16.10-16.20 yaca

HagHopmeHo mezaao u 3amabecmaBane 8 npegyvuauwHa Bb3pacm -
meHgeHuua u Bb3moxkHocmu 3a npeBeHuun
M. AameBa, C. laaueBa, W. De Witte, B. MlomoBa.

Kamegpa no Neguampus u MeguyuHcka eHemuka, MY, BapHa

Overweight and obesity among preschoolers - trends and opportunity
for prevention
M. Lateva, S. Galcheva, W. De Witte', V. lotova.
Dept. of Pediatrics and Medical Genetics, Varna Medical University, Faculty of Medicine and Health Sciences,
Ghent University’
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_VHgykuua Ha nybepmem npu momyema
B. MaagenoB8, B. lomoBa, B. boagxxueB, C. laaueBa, M. AameBa, . XarBagrkuaH

MHoeonpogurHa cneyuasuzupaHa gemcka KAuHuUKa, BapHa

Induction of puberty in boys
V. Mladenov, V. lotova, V. Boyadziev, S. Galcheva, M. Lateva, I. Halvadzian
Multiprofile Pediatric Specilaised Clinicc UMHAT ,Sv. Marina”, Varna

16,30-16,50 .nay3a

3ara MockBa
116.50-17.50 vaca  Cecus: 3aboanaBaHua Ha mecmucume

Mogepamopu: Aou. Mapua OpbeuoBa, Aou. Baagumup Xpucmo8,
Aou, MBan LluHAukoB, Aou, Kupua Xpucmo3o8

16.50-17.20 vaca Maenapha Aekuyus:

Tecmucume u mecmocmepoHbm 6 ucmopusma u 6 Haykama
(PaxkgaHemo Ha eHgOKpuHOAO2UAMA)
Mpog. @uaun Kymanob

KauHuveH yeHmwvp no eHgokpuHoAo2ua u 2epoHmoaoeus, MeguyuHcku yHuBepcumem, Cocpua

Testes and testosterone in history and science
(The birth of endocrinology)
Prof. Ph. Kumanov
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

17.20-17.50 vaca Maenapha Aekuyus:

TecmocmepoH u cbpgeyHo-cbgoB puck
Mpod. 3gpaBko KamenoB

Kauruka no EHgokpuHoroeusn, YMBAA ,ArekcaHgpoBcka”, MeguyuHcku yHuBepcumem, Cogua

Testosterone and cardio-vascular risk
Prof. Zdravko Kamenov
Clinic of endocrimology, Alexandrovska University hospital, Medical University, Sofia

CameAumeH cumno3zuym:

Novartis — HoBamop 6 pegkume u couuasHo-3Havumume 3aboanaBaHua
Novartis - on the frontline of the care for the rare and the socially-significant disorders

Novartis
Mogepamop: [pog. AHHa-Mapus bopucoBa




20,00 yaca Beuepa ,Cpewa c npuameau”
bbvAzapcko gpyxxecmBo no eHgoKpuHoAo2uA
HoBomen-lroBguB

13 anpua 2013 2oguHa (cb6oma)

8.00-8.40 uvaca Cecua: 3axapeH guabem

Mogepamopu:
[Mpogp. AHHa-Mapua bopucoBa, lNpog. L|Bemarurna TaHkoBa

8.00-8.20 yaca

MHguBugyaaHa npuyeaHa cmolHOCM Ha 2AUKUPaHUA XEMO2A00UH
npu 60AHU om 3axapeH guabem mun 2
Mpod. Apazomup Koe6
BoenHomeguyuHcka Akagemusn, MBAA, BapHa
Personal Target of Glycated Hemoglobin A, for Type 2 Diabetic Patiens
Prof. Dragomir Koev
Military Medical Academy - General Hospital, Varna

8.20-8.40 yaca

AHmuxunepa/\UKeN\uqu AeHeHue Npu pajHocmeneHHa 6b6peqHa HegoCmambyHOCM
Aou. BAagumup Xpucmo6
MeguyuHcku yeHmuwvp NPO-BUITA, Cocpus, bvacapusa

Diabetes therapies in renal impairment
Assoc. Prof. Vladimir Christov
Medical center PRO-VITA, Sofia, Bulgaria

8.40-9.40 yaca

Insulin Resistanse: A Multifaceted Syndrome Responsible for T2DM, Hypertesion
Dyslipidemia and ASCVD
Prof. Ralf DeFronzo
University of San Antonio, Texas, USA

9.50-10.35 yvaca CameAaumeH cumno3uym:

YHukaaHume cBolcmBa Ha denosumab ga HamaaaBa u yacmuyHO ga eAumuHupa
yynauBocmma Ha kocmume
The Distinctive Actions of Denosumab in Reducing and Partly Reversing Bone Fragility

AMGEN/GSK

Prof. Ego Seeman
Austin Health, University of Melbourne, Melbourne, Australia
Mogepamop: Npo. AHHa-Mapus bopucoBa

bbJITAPCKO OPYXECTBO MO EHOOKPUHOJIOTUA 715



' 10.35-11.00 ‘y3a

1001200 vaca

Treatment of T2DM: A Sound Approach Based Upon its Pathophysiology
Prof. Ralf DeFronzo
University of San Antonio, Texas, USA
Mogepamop: Npog. L|{Bemarura TaHkoBa

3ana lNMrobgub
[12:10-13.10maca CameAumen cumno3uym:

Bpeme e ga npomeHuy AedeHuemo Ha guabema - cpewa C Heno3Hama no3Hama
It's time for changing diabetes - meet the unknown known

Novo Nordisk

 13.10-14.00
[410-15.10 vaca CameaumeH cumno3uym:

Cmpameauu npu AedeHuemo Ha guabem mun 2 u ocmeonopo3a, bazupaHu Ha
edpekmuBHOCmM u cuaypHocm
Strategies in the treatment of type 2 diabetes and osteoporosis, based on efficiency
and safety

Servier
Mogepamop: Npocp. AHHa-Mapusa bopucoBa

[M5.10-15.55 yaca  CameAumen cumno3uym:

Macmomo Ha aagpa-D3 B8 aHmuocmeonopo3HOMO AeveHue
The role of Alfa-D3 in the treatment of osteoporosis

Teva
Mogepamop: Npog. AHHa-Mapusa bopucoBa

' 16.00-16.30 ‘y3a

ecua: MemaborumHu kocmHu 3aboaaBanun

Mogepamopu: [pogp. AHHa-Mapus bopucoBa, Aou. PycaHka KoBaueBa,
[Mpogp. Muxaua boaHoB, Aoy. Kupua Xpucmo3o8



[MpuHUUNU Ha NnpenopbKume 3a gua2Ho3a, hpourakmuka u
AeveHue Ha ocmeonopo3ama
A-p Maramen MonuBano6B
YMBAA ,ArekcaHgpoBcka”, Cogpua
Principles of the Guidelines for the Diagnosis, Prevention and Treatment of Osteoporosis
Plamen Popivanov MD
University Hospital ,, Alexandrovska®, Sofia

116.45-17.10 vaca

NpenopbKku 3a gobpa KAUHUYHA npakmuka no ocmeonopo3a 6 bvazapua -
HoBu akueHmu 2013
AHHa-Mapusa bopucoBa’, MuxauA boaHo8?, AaekcaHgwp LLuHko6'

"KauHuka no mupeougHu u memaboAumHu kocmHu 3aboaaBarus, KAuHUYEH UeHMBbp NO eHGOKPUHOAO2US,
VCBAAE ,Akag. VBan lMNenveB”, *YHuBepcumemcka boaHuya ,ArekcaHgpoBcka”, MY, Cogpua

The Bulgarian guidance for the diagnosis and management of osteoporosis 2013 -
summary of changes
Anna-Maria Borissova', Mihail Boyanov?, Alexander Shinkov'
"Department of Thyroid and Metabolic Bone Diseases, University Hospital of Endocrinology, Medical University

of Sofia ?Department of Internal Medicine, Clinic of Endocrinology and Metabolism, University Hospital
Alexandrovska, Medical University of Sofia

117.10-17.25 vaca

MuHepaAHu U KOCMHU HapyweHua Npu XPoHU4YHO 6bOpeuHo 3aboaaBaHe u ocmeonopo3a
Aou. Cmedan KpuBowueB
Kaunuka no guasuza, YMBAA ,Ljapuua VloanHa - ICYA”, Cogpua

Chronic Kidney Disease-Mineral and Bone Disorder and osteoporosis
Assoc. Prof. Stefan Krivoshiev
Dialysis clinicc UMBAL Tsaritza Joanna - ISUL, Sofia

117.25-17.40 vaca

Pe3yamamu om AeveHue Ha nvpBuueH xunepnapamupeougu3ibm ¢ BUCOKOUHMEH-
3uBeH pokycupaH yampazByk (BLDY)
P. KoBaueBa', 1. BaaxoB', HO. CmouHo6', P. MBanoBa', A. LLIunkoB',
K. OpmioHo?®, T. Aptok’
1KAauHugeH LleHmvp no EHgokpuHoaoeua u FepoHmonoeaus, MY Cocpus,; 2Theraclion, Paris, France; 3 Inserm ERI-12,
Université de Picardie Jules Vernes, Amiens, France
Results of High Intensity Focused Ultrasound (HIFU) Treatment in Primary Hyper-
parathyroidism
R. Kovatcheva', ). Vlahov', J. Stoinov', R. lvanova', A. Shinkov',
C. Ortuno?, T. Drleke’
"Clinical Center of Endocrinology, Medical University, Sofia, Bulgaria; * Theraclion, Paris, France; *Inserm ERI-12,
Université de Picardie Jules Vernes, Amiens, France
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LlumoAo2uyHa guazHo3a Ha hapamupeougHume mymopu
P. UBaHoBa, I'. KapaHoBa, P. b. MBaHoBa, A. LLIunkoB, P. KoBaueBa

Kaunuver LieHmovp no eHgokpuHoaozua u eepoHmoaoeus, MY, Cogpua

Cytological diagnosis of parathyroid tumors
R. Ivanova, P. Karanova, R. B. Ivanova, A. Shinkov, R. Kovacheva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

[18.00-19.30 vaca  Cameaumen cumno3uym:

DPP-4 unxubumopu - Aa lNpomeHum Nogxoga
DPP-4 inhibitors — Let's change the approach

MSD
Mogepamop: [Tpog. 3gpaBko KameHoB

120.00 vaca
Beuepa ,, AoBuxgane”

bwvAzapcko gpyxecmBo no eHgokpuHOAO2UA
HoBomea-AroBguB

Mogepamopu:
Bopucoﬁa A-M. - 11.04 (12.50-12.55; 18.00-19.30; 19.30-19.40), 12.04 (10.20-12.10; 18,00-
19,30), 13.04 (8.00-10.35; 14.10-15.10; 15.10-15.55; 16.30-17.50; 19.30-19.40)
boaHoB M. - 11.04 (16.05-16.50), 12.04 (14.00-15.00), 13.04 (16.30-17.50)
Baage6Ba C. - 11.04 (12.55-13.55)

FepenoBa XK. - 11.04 (14.00-15.00), 11.04 (15.15-15.55), 12.04 (15.00-16.00)
3axapueBa C. - 12.04 (8.00-10.00)

MomoBa B. - 11.04 (15.15-15.55), 12.04 (16.00-16.30)

Kameno8 3. - 13.04 (18.00-19.30)

KoBaueBa P. - 11.04 (17.00-17.55), 12.04 (10.20-12.10), 13.04 (16.30-17.50)
KoeBa A. - 12.04 (15.00-16.00)

KoHcmanmunoBa M. - 11.04 (14.00-15.00), 12.04 (16.00-16.30)
KonpuBapo6a K. - 11.04 (12.55-13.55), 12.04 (16.00-16.30)

Ao3aH08 B. - 11.04 (14.00-15.00), 12.04 (10.20-12.10)

OpGeuoBa M. - 12.04 (15.00-16.00), 12.04 (16.50-17.50)

MemkoBa M. - 11.04 (15.15-15.55), 12.04 (15.00-16.00)

Monu6anoB M. - 12.04 (12.10-13.10)

Tanko6a Ll. - 13.04 (8.00-9.40), 13.04 (11.00-12.00)

Togopo6a K. - 11.04 (12.55-13.55)

Xpucmo® B. - 12.04 (8.00-10.00), 12.04 (16.50-17.50)

Xpucmo308 K. - 12.04 (8.00-10.00), 12.04 (10.20-12.10), 12.04 (16.50-17.50)

LlunAauko® WU. - 11.04 (14.00-15.00), 11.04 (15.15-15.55), 12.04 (16.50-17.50)




*Mocmepume ce moHmupam 6 3ara MNMapux om 09.00 yaca Ha 11 anpua 2013 2. u we ce
gemoHmupam caeg 11.30 yaca Ha 14 anpua 2013 2oguHa.

m (ycmHo npegcmaBane)

U3caegbane Ha Bpb3kama mexgy cepymHume HuBa Ha Bumamun D u nokazameau-
me Ha memaboAUMHUA KOHMPOA Npu BOAHU CbC 3axapeH guabem mun 2 Ha nepopaa-
HO AeueHue

A. bakaroB', M. boano8', A. LlakoBa? B. I'po3eBa’, P. MekoBa'

'KauHuka no eHgokpuHoroaus, Kamegpa no BbmpewHu 6orecmu
?Kamegpa no kauHu4Ha Aabopamopua u KAuHu4YHa umyHoroeus YMBAA ,ArekcaHgpoBcka”, MY, Cogpua

A correlation study of serum levels of vitamin D and the metabolic control parameters
in patients with type 2 diabetes mellitus on oral antidiabetic drugs

D. Bakalov', M. Boyanov', A. Tsakova?, V. Grozeva', R. Mekova'
"Clinic of Endocrinology and Metabolism, Department of Internal Medicine
2 Department of Clinical Laboratory and Immunology, University Hospital Alexandrovska, Medical University Sofia

(ycmHo npegcmaBate)

Yecmoma Ha BumamuH A gecpuyum npu 6bAZapPCKU NAYUEHMKU CbC CUHGPOM Ha No-
AUKUCMO3HUMe AUYHUUU
A-p AHmoarHema FameBa', 3gpaBko KameHo8', Aobpun CBuHapoB?
"Kaunuka no eHgokpuHoroeua YMBAA «AreckaHgpoBckar, Cogpua
2[JleHmpaAHa kauHu4Ha rAabopamopus YMBAA ,ArekcaHgpoBcka“, Cocpus
Prevalence of vitamin D deficiency in Bulgarian patients with polycystic ovarian syndrome
Antoaneta Gateva MD', Zdravko Kamenov MD', Dobrin Svinarov MD?
"Clinic of endocrinology, University Hospital Alexandrovska Sofia
2 Central clinical laboratory, University Hospital Alexandrovska Sofia

(ycmHo npegcmaBane)

CpegHo HuBo Ha PTH u yecmoma Ha xunepnapamupeougu3bm 6
6bA2apcka nonyaayua
BopucoBa A-M, lunkoB A, BraxoB I, AakoBcka A, TogopoB T, KacaboBa A, CBunapob A.
Kaunuka no mupeougHu u memaboaumHu KocmHu 3aboaaBarus, YHuBepcumemcka 6oAHUYA NO eHJOKPUHOAO2US,
MY, Cocpus; *LlenmpasHa rabopamopusa no KauHudHa papmakonoaus, ArekcargpoBcka boaHuuya, MY, Cogpua.
Mean level of PTH and frequency of hyperparathyroidism in Bulgarian population
Borissova A-M, Shinkov A, Vlahov ], Dakovska L, Todorov T, Kassabova L, Svinarov D.
Clinic of Thyroid and Metabolic Bone Diseases, University Hospital of Endocrinology, Medical University, Sofia;
* Central Laboratory of Clinical Pharmacology, Alexandovska Hospital, Medical University, Sofia

m (ycmHo npegcmaBate)

KAuHU4YHO 3HAa4Y€HUEe Ha aBmoanmumerama Kbm napuemaAHume KAemku npu nauu-
eHmu ¢ aBbmumyHeH mupeoug Ha Xawumomo

Xyauema l'epeHoBa’, MipeHa MaHoaoBa? Bana LloHeBa’®

1Kamegpa NponegeBmuka Ha BbmpewHu borecmu/EHgokpuHorozus, 2- Aabopamopus no KAuHu4Ha umyHoAozus,

3-Aabopamopus no KaunuyHa buoxumus, MeguyuHcku Makyamem, Tpakuidcku YHuBepcumem, Cmapa 3azopa
Clinical Significance of Autoantibodies to Parietal Cells in Patients with Autoimmune
Hashimoto‘s Thyroiditis

Julieta Gerenova', Irena Manolova?, Vania Tzoneva*

'Department of Propaedeutics of Internal Medicine/Endocrinology, ? Laboratory of Clinical Immunology,

* Laboratory of Clinical Biochemistry, Medical Faculty, Trakia University, Stara Zagora, Bulgaria
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(ycmHo npegcmabBate)

PuckoBu pakmopu 3a wumoBugHama xAe3a npu HopmarHa GpemeHHOCM
VBaHoBa P.b., KoBaueBa P., KupuaoB I'., bopucoBa A-M, MBaHoBa P.C.

KauHuka no mupeougHu u memaboAumHu KocmHu 3aboraBarus, KAUHUYEH 4eHMbp NO eHgOKPUHOAO2UA
Meguuurcku yHuBepcumem, Cocpus

Risk factors for the thyroid of normal pregnancy
Ivanova RB, Kovacheva R., D. Kirillov, Borissova A-M, Ivanova RS
Department of Thyroid and Mineral Bone Diseases , Clinical Center of Endocrinology - Medical University, Sofia

m (ycmHo npegcmaBare)
Onmumu3upaHe Ha npuema Ha og u 2omBapcka cor no Bpeme Ha GpemeHHOCM -
NoNYAaUUOHHU cmpamezuu u uHguBugyaauzupaH nogxog
MNBaHoBa, A'., Pb. MBaHoBa?
1 CY ,C8. Kaumenm Oxpugcku’, MeguyuHcku ¢gpakyamem, Cogpua
2 KAuHu4eH yeHmbvbp no eHgokpuHoAroaus, MeguuyuHcku yHuBepcumem, Cocpusa
Optimization of iodine and salt intake during pregnancy - population strategies and
individualized approach

Ivanova, L', RB. Ivanova?
"Sofia University 'St. Kliment Ohridski', Faculty of Medicine, Sofia
2Clinical Center of Endocrinology, Medical University, Sofia

(ycmHo npegcmaBare)

TeAecHO me2A0 u omkAOHeHua 6 apmepuaAHOMO HaAAZaHe NpuU XXEeHU CbC CUHgpOM
Ha NOAUKUCMO3HU ﬂfl‘lHU“U

Mapua OpbeuoBa’, AaHuera KoaeBa', FOAua HukoaoBa?, Membp HukoroB?, Mega HukoroB'
"Kaunuka no EHgokpuHonoeus u borecmu Ha obmanama; 2 Kamegpa no Duzuonoeus;
?KauHuka no Kapguonoeaus, YMBAA “CB.leopeu”; MeguuyuHcku YHUBepcumem, roBgub

Body weight and blood pressure alterations in women with polycystic ovary syndrome

Maria Orbetzova', Danieal Koleva', Julia Nikolova?, Petar Nikolov®, Fedia Nikolov'
'Clinic of Endocrinology and metabolic diseases; *Department of Physiology;
’Clinic of Cardiology; Medical University, Plovdiv

m (ycmHo npegcmabBaHe)
ODAPMAKOAOIMYHU NMPEAUMCTBA HA HATYPAAHUSA BUTAMUH K 2
BaageBa C', AoHueBa H? MaBaoB K
OmgeneHue no EHgokpuHoArozua u borecmu Ha obmaHama, MBAA ,Kacneaa”, lMroBguB’, Kamegpa no
Mapmakorozua u rekapcmBeHa mokcuxkoroaun, MY, IroBgub’, AKL| ,C8. l'eopau”, lMroBgub’
PHARMACOLOGIC ADVANTAGES OF THE NATURAL VITAMIN K2

Vladeva C', Doncheva N?, Pavlov K?
Clinic of Endocrinology and metabolic diseases, MHAT ,Kaspela”, Plovdiv', Department of pharmacology and
drug toxicology, Medical University, Plovdiv, DCC St. Georgy, Plovdiv’

m (ycmHo npegcmaBare)
PuckoBu pakmopu 3a pazBumue Ha cecmayuoHeH 3axapeH guabem
M. boagxkueBa’, . AmanacoBa’, LI8. TaHkoBa', C. 3axapueBa', B. CmoukoB8a’

'KauHuder LleHmsp no EHgokpuHoaoaus, MeguuyuHcku YHuBepcumem, Cocpus;
?YnuBepcumemcka Akywepo-fuHekoroeudHa boaHuya, YCBAAAT ,MauquH gom”, Cogpun

Risk Factors for Gestational Diabetes Mellittus

M. Boyadzhieva’, I. Atanassova', T. Tankova', S. Zacharieva', V. Stoikova’
'Clinical Center of Endocrinology, Medical University, Sofia;

2University Hospital of Obstetrics and Gynecology ,Maichin dom”, MU Sofia.



(ycmHo npegcmaBare)

Bucoku cepymHu HuBa Ha ocmeonpomezepuH npu MmbXke ¢ HAQpyWweH 2AI0K03eH Mo-
A€pPaHC U KOPpOHapHa apmepuaAHa 6orecm

M.BoagxueBa’, K. Xpucmo3o8', C. Feopaueb?, P. MopgaroB?

"KauHuka no EHgokpuHoaoaus; ? KauHuka no uHmepBeHyuoHasHa kapguorozua Vb ,,CB. MapuHa®, BapHa
High osteoprotegerin serum levels in males with impaired glucose tolerance and coro-
nary artery disease

M. Boyadzhieva', K.Hristozov', S. Georgiev?, R. Jordanov?

" Clinic of Endocrinology; * Clinic of Interventional Cardiology, University Hospital ,St. Marina”, Varna

m (ycmHo npegcmaBare)
ABmoHomHa cbpgeuHa gucyHKUUA Npu nayueHmMu c npeguabem u HoBoomkpum
3axapeH guabem mun 2
P. AumoBa, H. YakbpoBa, A. AakoBcka, I'. 'po3eBa, LI. TaHkoBa
Kaunuka no Auabemonoeus, KauHudeH yeHmsp no eHgokpuHoaoeusn, Meguyurcku YHuBepcumem, Cogpua
Cardiac autonomic dysfunction in patients with prediabetes and newly-diagnosed type
2 diabetes
R. Dimova, N. Chakarova, L. Dakovska, G. Grozeva, T. Tankova
Department of Diabetology, Clinical Center of Endocrinology, Medical University, Sofia

(ycmHo npegcmaBaHe)

Kak moxxe ga 6bge npekpameHa uHcyauHoBama ynompeba caeg 15 2oguHu
"MomoBa B., '"MaageroB B., 'boagxueB B., TaaueBa C., '"AameBa M., 'MopgaroBa I,
’Flanagan S., %Ellard S., *Hattersley A.

"MeguyuHcku YHuBepcumem - BapHa, Kamegpa no neguampus u MeguyuHcka 2eHemuKa;
2Peninsula Medical School, Exeter, UK

How insulin can be stopped after 15 years of regular use
'lotova V., 'Boyadzhiev V., 'Mladenov W., 'Galcheva S., 'Lateva M., 'Yordanova G.,
*Flanagan S., Ellard S., *Hattersley A.

" MY - BapHa, Kamegpa no [Nleguampua u meguyuHcka eeHemuka; *Peninsula Medical School, Exeter, UK

(ycmHo npegcmaBare)

Ynompebama Ha Buagazaunmun 6 peaaHama kAuHuuHa npakmuka 6 bvazapua e
cBbp3aHa ¢ N0-20AAMO0 NOHUWKEHUE HA 2AUKUPAHUA XeMO2A00UH 6e3 Xxunoz2Aaukemuu u
HaggaBaHe Ha mezaao: pe3yamamu om npoyuBanemo EDGE

'3gpaBko KameHoB, *AxxoBaHu bagep

'KauHuka no eHgokpuHoaozus, ArekcaHgpoBcka boaHuua, MeguuyuHcku YHuBepcumem, Cocpua

?Novartis Pharma AG, bazex, LLIBetyapus; om umemo Ha uzcaegoBamencku korekmuB no npoyyBaHemo
Vildagliptin use in real life practice in Bulgaria is associated with greater HbA, . reduc-
tion without hypoglycemia and weight gain: Results from the EDGE study

'Zdravko Kamenov, *Giovanni Bader

'Endocrinology Clinic, Aleksandrovska University Hospital, Medical University - Sofia, Bulgaria and
?Novartis Pharma AG, Basel, Switzerland on behalf of the study team

(ycmHo npegcmaBare)

AguUNOKUHU NpU NAUUeHMu ¢ memaboAuUMeEH CUHgPOM
I. PasaHoBa," C.laHeBa', K.TogopoBa', L. AykaHoB8?, C. leueBa’

'KAuHUKa no eHgoKpuHoAo2us; *Meguko-guazHocmuyHa Aabopamopua no UMYHOAO2UA
YMBAA ,A-p Feopeu CmpaHcku”, lNreBeH

Adipokines in Patients with Metabolic Syndrome
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G. Rayanova,' S. Ganeva', K. Todorova', T. Lukanov?, S. Gecheva?
'Clinic of endocrinology; * Medico-diagnostic laboratory of immunology UMBAL ,Dr G. Stansky” Pleven

(ycmHo npegcmaBaHe)

AeueHue ¢ uHcyauHoBa nomna Ha geua mexgy 3 u 6-2oguwHa Bb3pacm 6 bwvazapua
Aou. Maa KoncmanmuHoB8a
MeguyuHcku YHuBepcumem - Kamegpa Neguampus, KauHuka no EHgokpuHoAroeaus, guabem u 2eHemuka
Insulin pump treatment in children aged 3,0 - 6,0 years in Bulgaria
Assoc. Prof. Maia Konstantinova
University Pediatric Hospital, Medical University, Sofia

(ycmHo npegcmaBare)

Bpb3ka mexgy uHcyauHoBama yuybcmBumerHocm u AenmuH npu GpemeHHU XKeHu C
2ecmauuoHeH 3axapeH guabem
lerHoBa M., K. TogopoBa*

'Kamegpa no KauHu4yHa rAabopamopus u KAUHUYHA UMyHOAo2u8, MeguyuHcku yHuBepcumem, Cogus;
?KAuHuKa no eHgokpuHoroeus, Meguyurcku yHuBepcumem, [NaeBeH

Relationship between insulin sensitivity and leptin in pregnant women with
gestational diabetes mellitus

Genova M., Todorova K.?
'Chair of Clinical laboratory and Clinical Immunology, Medical Faculty, Medical University, Sofia
2University Clinic of Endocrinology, Medical University, Pleven

OueHka Ha KpauHU NPOGYKMU Ha 2AUKUPAHEeMO Kamo mMemog 3a CKPUHUHZ
3a npeguabem
H. YakbpoBa, I. [po3eBa, P. AumoBa, A. AakoBcka, L. TaHkoBa
KauHuka no Auabemonoeus, KauHubeH yeHmovp no eHgokpuHoaoaus, MeguyuHcku YHuBepcucmem, Cogpua
Assessment of advanced glycation end products as a screening method for prediabetes
N. Chakarova, G. Grozeva, R. Dimova, L. Dakovska, T. Tankova,
Department of Diabetology, Clinical Center of Endocrinology, Medical University, Sofia

m Bpb3ka mexxgy HUCKO MOAGKYAApHUME NpomeuHU Ha MONAUHHUA cmpec u 6ema Kae-
mbuYHama gucyHKUUA npu OpemMeHHU XKeHU ¢ HapyweHua 6 2Al0K03HUA MoAepaHC
K. TogopoBa', M. TenoBa? K. lNemkoBa’
"KauHuka no eHgokpuHoroeus, MeguyuHcku yHuBepcumem, lNaeBer

?Kamegpa no kAuHu4Ha Aabopamopusn u umyHoroeus, MeguuyuHcku yHuBepcumem, Cogus,
*VIHcmumym no umyHoAozua u buoAroeua Ha penpogykyuama, bvaeapcka akagemua Ha Haykume, Cogpua

Association between small heat shock proteins antibodies and Beta cells dysfunction
in Pregnant Women with Abnormal Glucose Tolerance

K. Todorova', M. Genova? K. Petkova*

" Clinic of Endocrinology, Medical University, Pleven,

’Department of Clinical Laboratory and Immunology, Medical University, Sofia;

*Institute of Biology and Immunology of Reproduction, Bulgarian Academy of Science, Sofia

m MumpuzyBaw cayuali HAa MOMUYE C XUNEPUHCYAUHU3BM U HaAu4Yue Ha
eMbOpuoHaAHa naHKpeacHa MymopHa maca
C. laaueBa’, B. MlomoBa', SE Flanagan?, K. Kupa3o8', M. XeaeBa', K. Hussain’, S. Ellard?

'MeguyuHcku yHuBepcumem, BapHa, Kamegpa no Neguampua u meguyuHcka eeHemuka, “Peninsula Medical
School, Exeter, UK; *UCL Institute of Child Health and Great Ormond Street Hospital for Children, London, UK

An intriguing case of a girl with hyperinsulinism and the presence of an
embryonal pancreatic tumor mass

S. Galcheva', V. lotova', SE Flanagan?, K. Kiryazov', M. Zheleva', K. Hussain’, S. Ellard?
'Medical University, Varna, Department of Paediatrics and medical genetics; *Peninsula Medical School, Exeter, UK;
*UCL Institute of Child Health and Great Ormond Street Hospital for Children, London, UK




Aeuenue Ha Turner syndrome ¢ rhGH 6 bbazapua
E. CmedparoBa, A. lNeHeBa
Aemcka YHuBepcumemcka boaHuya -MeguyuHcku YHuBepcumem, Cogpua , OmgereHue no eHgoKpUHOAO2UA
Treatment to Turner syndrome with rhGH in Bulgaria
E. Stefanova, L. Peneva
University Children’s Hospital, Medical University, Sofia, Department of Endocrinology

Bbmpeympo6HO npoz2pamupaHe Ha XpoHuuyHume 3aboraBaHun

Kama AHaHueBa-TogopoBa
Cneyuaauzupara boAHuua 3a akmuBHo AeveHue no akywepcmBo u 2uHekoroaua ,MadquH gom”,
MeguyuHcku yHuBepcumem, Cocgpus

In utero programming of chronic disease
Katya Ananieva Todorova
High Risk Pregnancy Department, Specialized Hospital of Obstetrics and Gynecology, MU, Sofia, Bulgaria

Mn21.

Kauecm6o Ha >xuBom Ha nayueHmume cbc 3axapeH guabem mun 2 6 MNMaroBguB
leopau AeBmepoB, bopaHa AeBmepoBa*, EaeHa BugeHoBa, Mapua OpbeuoBa*
MBAA ,Kacnera” ,*MeguyuHcku YHuBepcumem, NroBguB
Quality of Life assessment in patients with type 2 diabetes mellitus in Plovdiv
Georgi Levterov, Boryana Levterova®, Elena Videnova, Maria Orbetzova*
MHAT ,Kaspela”, *Medical University, Plovdiv

Yecmoma Ha nyaAMoHaAHamMa XxunepmoHuAa npu xunepgyHkyua Ha wumoBugHama
KAe3a
b. Kanazupe6*, K. Xpucmo3o6**, M.bvuBapoBa*™, M. AumoBa*

KaHHuka no EHgokpuHoaoeua u boarecmu Ha obmaHama MBAA ,C6B. MapuHa”™**
Kamegpa no lNponegeBmuka BompewHu borecmu MBAA ,C8. Mapura” *

Incidence of pulmonary hypertension in patients with thyrotoxicosis
Kanazirev B., Hristozov K., Bachvarova M., Dimova M.
Varna, Medical University

Exozpachuama Ha wua u nepkymanHHama Tb nog Y3 koHmpoa — npuHoc 6 guazHo3a-
ma Ha KapyuHoma Ha e3uka. OnucaHue Ha KAUHUYEeH cAyual.

PaikoB H., BuueBa CH.*, PaikoBa A.**
MBAA ,,Bapra”, BbmpewHo omgeaeHue, BapHa;
*MAO3C ,Mapko MapkoB”, OmgeaeHue no KauHu4YHa namoaoeus, BapHa; **MY, NreBeH

Neck Ultrasonography and Percutaneous FNA under Ultrasound Guidance - a Con-
tribution to the Diagnose of the Tongue Carcinoma. Case Presentation
Raykov.N, Vicheva S.*, Raykova A.**

,Varna” Hospital — Department of Internal Diseases; Varna; *Oncological Dispensary ,Marko Markov”; Department of
Clinical Pathology; Varna; **Medical University, Pleven

MonekyaapHo-zeHemuuHu u3caegBaHun 3a gokazBane Ha mymauyuu 6 RAS u BRAF
2eHume 6 6uoncuueH mamepuar om wumoBugHu 6b3AU C HeONpegeAeHa YUMOAO-
2UyYHa guazHo3a.

A. KupoB', A. TogopoBa', T. Togopo8', T. Kagutcka', H. Patiko8?, CH. BuueBa’, A. PaikoBa*

"TeHemuyHa Meguko-AuazHocmuyHa Aabopamopus ,leHuka”, Cogpusn, > MBAA ,BapHa“, BbmpewHo omgeaeHue,

BapHa, > MAO3C ,Mapko MapkoB”, OmgeaeHue no KAUHUYHa namoaoaus, BapHa, * MY lNaeBer
Molecular-genetic testing for RAS and BRAF mutation in thyroid nodule biopsy in case
of undetermined cytological results

A. Kirov', A. Todorova', T. TodoroVv', T. Kadiyska', N. Raykov?, Sn. Vicheva’, A. Raykova*

"Genetic Medico-diagnostic Laboratory Genica, Sofia, > MBAL Varna, Department of Internal Medicine, Varna,
Bulgaria, * MDOZS ,Marko Markov”, Department of Clinical Pathology, Varna, * MU Pleven
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bl Onpegeanne Ha TGL, PTH u FT4 6+v6 washout/cmu6/ om 6uoncuuHama uzaa-payuo-
HareH memog 6 guazHocmukama Ha 3a6oaaBaHuama Ha wumoBugHama u okono-

wumoBugHume xAe3u. Hawuam nemzoguweH onum.
PatkoB H., BacoBa A.*, TogopoB CB8.%, BuueBa CH.*, YayweB b.***, boueB '1.***, AaHueBa

KF** PaukoBa A.****

MBAA ,BapHa*, BbmpewHo omgeaeHue, BapHa; * KauHuuHa rabopamopus ,,Cmamyc” BapHa; ** MAO3C ,Mapko
MapkoB”, OmgeaeHue no KAUHUYHA namoaoeus, BapHa; ***MbAA ,CBema MapuHa”, KauHuka no HykaeapHa
meguuuHa, BapHa; ****MY, NreBeH

The Evaluation of TGL, PTH and FT4 Washout from the Biopsy Needle - an Usefull
Method in the Diagnose of Thyroid and Parathyroid Gland diseases. Our Five Year
Experience.

Raykov.N, VjagovaD.*, Todorov.Sv.* Vicheva Sn.**, Chaushev.B***, Bochev. P.***, Dancheva.].”**,

Raikova A.***

,Varna, Hospital -Department of Internal Diseases, Varna; *Clinical Laboratory ,Status”, Varna, **Oncological Dispensary
M. Markov” Department of Clinical Pathology, Varna; ***University Hospital ,St. Marina”, Clinic of Nuclear Medicine,
Varna, ****Medical University, Pleven

Paguk cayyal Ha ¢pamuAaHa HeBpopubpomamosa mun 1
E. 3aamanoBa, K. Xpucmo3o08, M. boagxxueBa, M. CugepoBa, M. NempoBa, M. bbuBapoBa

KauHuka no engokpuHorozua MBAA ,,CBema MapuHa”, BapHa

Rare clinical case of familiar neurofibromatosis type 1
E. Zlatanova , K. Hristozov , M. Boyadzhieva, M. Siderova, M. Petrova , M. Buchvarova
Department of Endocrinology , University Hospital ,Saint Marina”, Varna

KAuHuueH cayuvaii Ha geme ¢ AINTC mun 3 (ABmoumyHeH NnOAUZAAHgYAAPEH CUHGPOM)
ApwuHkoBa M., KoncmanmunoBa M., KonpuBapoBa K., CaraBueBa O., CaBoBa P.
KAauHuka no EHgokpuHoaoeua u guabem , MY, Cogpua, CBAA no Aemcku borecmu
Clinical case of a child with APS type 3
Archinkova M., Konstantinova M., Koprivarova K., Slavcheva O., Savova R.
Clinic of Endocrinology and diabetes, Medical University, Sofia, SHAT of pediatric diseases, Sofia

Hu6a Ha cepymHu unmepaeBkunu (1I-1, 11-6), TNF-o. u hsCRP npu nayueHmu ¢ mema-
““ 6oAumeH cuHgpom u 3axapeH guabem mun 2
laneBa C.', TogopoBa K.!, PaaHoBa I'.", AykaHoB L8.?, FeueBa CB.*

'YMBAA ,A-p T. Cmparcku”, lMreBeH, KauHuka no eHgokpuHoAo2ua u boaecmu Ha obmaHama;
2YMBAA ,A-p . CmpaHcku”, [reBeH, Meguko-guazHocmuy4Ha Aabopamopua no UMYHOAO2UA.

The serum levels of interleukins (1I-1, 1-6), TNF-o. and hsCRP in patients with meta-
bolic syndrome and type 2 diabetes
Ganeva S.", Todorova K., Rayanova G." Lukanov Tsv.?, Gecheva Sv.?

'"UMHAT ,D-r G. Stranski”, Pleven, Clinic of endocrinology and metabolic diseases
2UMHAT ,D-r G. Stranski“, Pleven , Medico-diagnostic laboratory of immunology

DyrkuyuoHupawa Hag6bOpeuHa OHKOUUMOMa Npu 9 20guWHO Momuye
“'T. MopgaHoBa, *K. NBaHoB, *H. KoaeB, *A. ToneB, *K. KaaueB, 'B. lomoBa

'Kamegpa no neguampus u meg. eeHemuka, *Kamegpa no obwa u onepamuBHa xupypeus, aHecme3uoAo2ua u

uHmeH3uBHo AedeHue, *Kamegpa no obwa u KAUHUYHA namoAozus, MeguyuHcku YHuBepcumem, BapHa
Functioning Adrenal Oncocytoma in a 9-year-old Girl
'G. Yordanova, K. lvanov, *N. Kolev, *A. Toney, °K. Kalchev, 'V. lotova
'Department of Pediatrics and Genetics, *Department of General and Operative Surgery, Anesthesiology and Intensive
Care, *Department of General and Clinical Pathology, Medical University, Varna




Ocmpu ycaokHeHUA Ha 3axapHua guabem 6 gemcka 6v3zpacm.

Cmpykmypa Ha XocnumaaAu3ayuume.

CaBoBa, P., M. KoHcmanmuHoBa, M. ApwurkoBa

Omgeanerue no guabem, YHuBepcumemcka gemcka boaHuya, Coghua
Acute complications in children with Type 1 diabetes mellitus. Structure of the hospi-
talizations in 2010

Savova, R, M. Konstantinova, M. Arshinkova

Department of Diabetes, University Pediatric Hospital, Sofia

Cayuail Ha 17-xugpokcuAazeH geuuyum - Had-pegkuam Bapuanm Ha BHX
r32.
M. TeneBa, H. KareBa
Kamegpa no neguampus u meguyuHcka eeHemuka, MY, lMroBguB
A case of 17-hydroxylation deficiency - a rare form of congenital adrenal hyperplasia
Geneva, N. Kaleva
Department of Pediatrics and Medical Genetics, Medical University of Plovdiv

TupeougHu HapyweHuAa npu nayueHmu c xpoHuuyeH xenamum C Ha AeuyeHue ¢ UH-

mepdgepoH arda + Pubabupun

boan HoHueB', A. CmanueB?, M. OpbeuoBa’, I'l. lNMaBroB’

'KauHuka no EHgokpuHonoeus,; *KauHuka no facmpoeHmepoaozus;

*LleHmpanHa KAUHUYHa Aabopamopus,; MeguuyuHcku YHuBepcumem, MroBguB
Thyroid Disorders in Patients with Chronic Hepatitis C Treated with INTERFERON-o. +
RIBAVIRIN

Boyan Nonchev', D. Stanchev?, M. Orbetzova', P. Pavlov?

'Clinic of Endocrinology, Medical University, Plovdiv; *Clinic of Gastroenterology

Medical University, Plovdiv; *Central clinical laboratory, Medical University, Plovdiv

3HaueHue Ha uimpaonepamuBHomo uzmepeHue Ha napamupeougHUA XOPMOH 3a

NpocHO3a Ha XunokKaAyuemuama CAeg momaAHa mupeougekmomua

Memun Aau’, A. AaekcoBa’, b. HoHueB?, M. OpbeuoBa?, T. AeHeBa?, A. AaBueBa’

'KauHuka no CneyuasHa xupypeaus; *KauHuka no EHgQokpuHoAozus;

*LleHmpanHa KAUHUYHa Aabopamopus, MeguuyuHcku YHuBepcumem, MroBgub
Significance of Intraoperative Parathyroid Hormone Assay for the Prognosis of
Hypocalcaemia Following Total Thyroidectomy

Metin Ali", L. Alexova', B. Nonchev?, M. Orbetzova? T. Deneva?, D. Davcheva’

'Clinic of Special surgery; *Clinic of Endocrinology;

*Central Clinical Laboratory; Medical University, Plovdiv

MuHuuHBa3uBen nogxog npu AeuyeHue Ha bazegoBa 6oaecm - npegumcmBa u Hegoc-
mambuyu
P. Henko8 , P. PageB, K. Xpucmo3o6
KauHuka no epwvgHa xupypeus, KauHuka no eHgokpuHoarozus, YMBAA ,C8. Mapura”, MY, BapHa
Minimally Invasive Access in the Treatment of Grave’S Disease - Advantages
and Disadvantages
R. Nenkov', R. RadeV', K. Hristosov?

Clinic of Thoracic Surgery', Clinic of Endocrinology’ UMHAT ,St. Marina”, Medical University, Varna
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Pesiomema/Abstracts

MemaboaumeH cuHgpom
Metabolic syndrome

Mcmunama 3a kapguomemaboAumHume

3aboAaBaHua npu xeHu

MaauHa lNemkoBa
YHuBepcumemcka boaHuya ,AozeHey”, MeguyuHcku Dakyamem, Cogputicku YHUBepcumem

Mpe3 nocaegHume Yemupu gecemuaemua CMbpmMHOCMMa om cbpgeuHu 3a6oaaBaHua (CC3) npu
>KeHU mexkgy 34 u 54 2oguHu HapacmBa nopagu noaBuaama ce enugemuama om 3amabcmaBaHe. Yec-
momama Ha XunepmoHuama npu >KeHu Hag 65 2oguwHa Bb3pacm e 3HauumeaHo no-Bucoka om maszu
Npu MbXeme U pa3aukama we npogbaxu ga ce yBeauuaBa c yBeauueHue npogbakumeaHOoCMMa Ha
>kuBom npu xeHume.

3anaawumeaHomo HapacmBaHe yecmomama Ha 3amabcmaBaHemo e npuyuHa 3a pazpacmBaHe
Ha enugemuama om Tun 2 3axapeH guabem u 8 momeHma noBeue om 12 muauoHa xeHu 8 CALLL cmpa-
gam om moBa 3aboaaBaHe. 3axapHuam guabem mHozokpamHo noBuwaBa pucka om muokapgeH UH-
hapKm u MOo3byeH uHcyam. Pesyamamume om 2oaemume paHgomu3upaHu KOHMPOAUPaHU CMyguu Ka-
mo ,Women's Health Initiative” gagoxa ocHoBaHue ga 6bgam npomeHeHU npakmuyeckume nogxogu 3a
npeBeHuua u AeveHue Ha cbpgeuHume 3aboaaBaHua npu >keHu. HezaBucumo om nocmueHamusa Hanpe-
gk, peguua npobaemu ocmaBam HepeweHu. Bcaka muHyma 1 >keHa npogbaxkaBa ga ymupa om cbpgeu-
Ho 3a60aaBaHe. Cmbpmuocmma om CC3 e MHO20 NO-20AAMa OMKOAKOMO Ma3u, NpUdUHEeHa om Kapuu-
HOM, XPOHUYHU pecnupamopHu 3aboaaBaHun, boaecmma Ha Aauxaumep u 3a0noAyku, B3emu 3aegHo.

C o2aeg npeBeHuua Ha CC3 npu »eHu e Heobxogumo ga ce u3Bbpwiu oueHKa Ha CbCMOoAHUEMO, ga
ce onpegeau puckoBama 2pyna, Kbm Koamo ce omHaca uHguBuga u ga ce npegnpuemam cbomBemHu-
me cmbnKu 3a kopekuua. OcHoBHuam nogxog ocmaBa npomaHa cmuaa Ha xuBom, koamo ce omHaca
go 3gpaBocaoBHO xpaHeHe u gocmambuHa huszuyecka akmuBHocm, cnupaHe Ha MIOMIOHONYWEHEMO.

Truth for Cardiometabolic Diseases in Women

Malina Petkova
University Hospital ,,Lozenetz”, Medical Faculty, Sofia University

Deaths from cardiovascular diseases in women between 34 and 54 years increased during the last 4
decades due to the epidemic of obesity. The prevalence of hypertension in women > 60 years of age is sig-
nificantly higher comparing the hypertension in men. This difference will increase according to increase and
the gap will likely increase with the continued aging of the female population.

The rise in obesity is a key contributor to the burgeoning epidemic of type 2 diabetes mellitus now seen

in >12 million U.S. women. The increasing prevalence of diabetes mellitus is concerning for many reasons,
especially for its association with a greatly increased overall risk of myocardial infarction and stroke.
Major randomized controlled clinical trials such as the Women's Health Initiative have changed the practice
of CVD prevention in women over the past decade The investment in combating this major public health issue
for women has been significant, as have the scientific and medical achievements. Despite the gains that have
been made, considerable challenges remain. Cardiovascular diseases still caused =1 death per minute among
women in the United States. Deaths from cardiovascular diseases in women were more than from cancer,
chronic lower respiratory disease, Alzheimer disease, and accidents combined.

For prevention of CVD in women it is important cardiovascular risk factors to be recognized and lifestyle
approaches to be prioritized.
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Yecmoma Ha 3amabcmabBaHe cpeg maagexu u acoyuupaHu
C He20 KapguomemaboAUMHU NPOMeHU

M. MemkoBa’, C. FaryeBa’, C. laneBa’, H. UaueBa’, B. MlomoBa’
'KauHuka no eHgokpuHoaozus, MBAA ,Ao3erey”;
’Kamegpa no nequampusa u meguyuHcka 2eHemuka, MY, BapHa; *Kaunuka no eHgokpuHoaoaus, MY, INareBer

Aemcko-toHoweckomo 3amabcmaBare e cBbp3aHo ¢ noBuweH kapguomemaboAumeH puck u no-
kazBa meHgeHuua ga nepcucmupa B 3para Bb3zpacm.

Llea: ga ce oueHu yecmomama Ha HagHopmeHo mezao (HT) u 3amabecmaBaxe cpeg 17-18 2oguw-
HU mAagesku/geBoliku u ga ce uzcaegBa Bpb3kama mexxgy HaaudHO 06w U abgomMuHaAHO 3amAbCMA-
BaHe u HAKOU KapguomemaboAUuMHU NOKa3zameAu cpeg toHowecka 2pyna om 2p. aeBeH.

Memogu: TpaHcBep3aaHo npoyuBare cpeg 570 maagexku Ha Bb3pacm 17-18 2oguHu (50,5% mom-
yema), npoBegeHo B 10 npou3zBoaHu yuebHu 3aBegeHun. baxa uzmepeHu pbCm, Me2Ao U OOUKOAKA Ha
maauama (OT). HT/3amabcmaBane ce onpegeauxa cnopeg IOTF kpumepuume, a aGgomuHaAHOMO
3amabcmaBaHe ce oueHu kamo OT?90-u nepceHmuA no noa/Bv3zpacm. Mpu 90 maagexxu ce uzmepuxa
apmepuanHo HaaazaHe (AH), KI, uHcyauH, mpuaauuepugu, HDLxoaecmepor; HOMAAIR.

Pesyamamu: Yecmomama Ha HT 8 uaaama epyna e 20% (13,5% momuuema c¢/y 26,4% momuema,
p<0,0001), a cbc 3amabcmaBare ca 4,7% om u3caegBaHume (2,8% momuuema c¢/y 6,6% momuema,
p<0,0001). MNpu cpaBHeHue Ha aHmMponomempuyHUMeE nokazameAu ce omkpuBa cuzHUUKAHMHO No-
2oaama OT cpeg geBolkume u maagexkume om 2p. [NaeBen (p<0,01). OT acouuupa ¢ no-Bucoku cmodu-
Hocmu Ha KI' u AAH u npu gBama noaa (p<0,05). HezaBucumo om noaa u Bv3pacmma OT kopeaupa
nponopuuoHaaHo ¢ UTM (r=0,859, p<0,0001), KI' (r=0,283, p=0,008), TI (r=0,226, p=0,037), CAH
(r=0,325, p=0,002) u AAH (r=0,410, p<0,0001).

3akatoueHue: Bceku vemBopmu 6bazapcku maagexx/geBolka e ¢ HT/3amabcmaBaHe, kamo HaAuvue-
mo Ha abgomuHaAHO 3amabcmaBaHe acouuupa € HAKOU KapguomemaboAumHU HapyweHua owe npegu
gocmuzaHe Ha 3psaaa Bb3pacm, koemo Haaaza pazpabomBaHe Ha agekBamHu npeBaHmuBHU mepku.

Obesity Prevalence Among Youths and its Associated
Cardiometabolic Changes

M. Petkova’, S. Galcheva® S. Ganeva’, N. Ilieva®, V. lotova’
'Clinic of Endocrinology, MBAL ,Lozenetz”; *Dept. of Pediatrics and Medical Genetics, MU, Varna;
’ Clinic of endocrinology, MU, Pleven

Childhood and adolescent obesity is associated with an increased cardiometabolic risk and shows a ten-
dency to persist into adulthood.

Aim: to evaluate the prevalence of overweight (OW) and obesity among 17-18 years old youths and to
investigate the relationship between overall and abdominal obesity and some cardiometabolic variables
among youths from the city of Pleven.

Methods: a cross-sectional study among 570 boys and girls at the age of 17-18 years (50,5% boys), con-
ducted in 10 randomly selected schools. Body height, weight and waist circumference (WC) were measured.
OW and obesity were defined according to the IOTF reference, and the abdominal obesity was classified as
WC>90" percentile for age and sex. In a group of 90 youths blood pressure (BP), glucose, insulin, TG, HDL-
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C and HOMAR were measured.

Results: The prevalence of OW in the whole group is 20% (girls 13,5% vs. boys 26,4%, p<0,0001), and
4,7% are with obesity (girls 2,8% vs. boys 6,6%, p<0,0001). The comparison of the anthropometric measures
reveals that WC is significantly higher among the boys and girls from Pleven (p<0,01). WC is associated with
higher BG levels and DBP in both boys and girls (p<0,05). WC correlates significantly with BMI (r=0,859,
p<0,0001), BG (r=0,283, p=0,008), TG (r=0,226, p=0,037), SBP (r=0,325, p=0,002) and DBP(r=0,41,
p<0,0001) independently of sex and age.

Conclusion: Every forth Bulgarian youth is with overweight/obesity, as the presence of abdominal obesi-
ty is associated with some cardiometabolic abnormalities before the onset of adulthood, which needs the
development of adequate preventive measures.

Xunogpuza u Hagbwvbpek

Co6cmBeHa kOHMpPoOAHA 2pyna 3a UHCYAUHONOGOOHUA
pacmexeH ¢pakmop - 1 (IGF-1)

CunrBua BvHgeBa', Emua Haye6', leopeu KupunroB', Mhuana AmanacoBa’,
Kpacumup Kaaruno8’, CabuHna 3axapueBa’.

1KAUHUYEH ueHmMBP NO eHgOKpUHOAO2UA U 2epoHmoAoaus. MeguuyuHcku YruBepcumem - Cogpus;
2Ho8 bvAzapcku YHuBepcumem.

BwvBegeHue. NncyauHonogobHuam pacmexker pakmop - 1 (IGF-1) e ocHoBeH mapkep 3a nocmabBa-
He Ha guazHO3a U OUeHKa Ha mepaneBmuuHUA KOHMPOA NPU CbCMOAHUA Ha XUNep- U Xonocomamom-
ponu3zbm.Cnopeg mexxgyHapogHume npenopbku e Heobxogumo Bcaka aabopamopua ga paznoaaza
cbc cobecmBeHu pedpepeHmu cmouHocmu 3a kadecmBeHa oueHka Ha me3u cbemoaHua. Lleama Ha Hac-
moawomo npoyyBare 6e Ha 6azama Ha cobcmBeHa KOHMpPoOAHA 2pyna ga ce npocaegam cmouHoCmu-

me Ha IGF-1 8 xoga Ha Bb3pacmma u 6 3aBucumocm om noaa.

MayueHmu u memogu. B koHmpoaHama 2pyna yuacmBaxa 330 3gpaBu gobpoBoauu. M3kaouBawu
Kpumepuu 6axa Haauyuemo Ha 3axapeH guabem, yepHogpobHO, 6BOPEYHO, XUNOMPU3HO UAU MaAU2He-
Ho 3ab60AaBaHe, mupeougHa guciyHkuuga, BMKM <18 u >30. AobpoBoauume 6axa pazgeaeHu 6 6 2pynu
no Bv3pacmoBu gekagu ( 20-29; 30-39, 40-49, 50-59, >60) u 6 nogepynu Ha mbiKe U XXeHu. PedpepeHm-
Hume cmouHocmu 3a IGF-1 6axa uzducaeHu no ,cuamaseH” u ,nepceHmMuaeH” memog. be uzBobpwen

KOopeAauyuoHeH aHaAu3 3a oueHka BAuaHuemo Ha pa3audHu gpakmopu Bopxy IGF-1.

Pesyamamu. YcmuoBu ce npozgpecuBHo HamaaaBaHe Ha cmotHocmume Ha IGF-1 8 3aBucumocm
om Bb3pacmma. XeHume 6 2pynama 20-29 20g. 6axa cbc cmamucmuyecku no-Bucoku cpegHu cmou-
Hocmu Ha IGF-1 8 cpaBHeHue cbc coomBemcecmBawume um Mmb>Ke U ¢ no-HUCKu cmodHocmu B8 gekaga-
ma 50-59. YcmanoBu ce 3Hauuma kopeaauua mexxgy IGF-1 u 8b3pacmma (r=-0,33; p<0,001) u TCX ( r=-
0,126; p=0,026). He 6e ycmaHoBeHa 3Hauyuma Bpwb3zka mexxgy IGF-1 u BMUW, obwua xoaecmepoa, HDL,

mpuzauuepugu, HOMA uHgeKkc, Haauuyue Ha apmepuaAHa XunepmoHus.

3akarodeHue. Hacmoawomo npoyuBane npegcmaBa cmoiHocmume Ha IGF-1 u 83aumoBpb3ikama

My € Hakou gpakmopu 663 ocHoBa Ha cobcmBeHa KOHMPOAHA 2pyna.

(ToBa npoyyBaHe e ocvwecmBero brazogapeHue Ha epaHm ,Maag uzcregoBamen” 3a ¢puHaHcupa-
He Ha u3caegoBameacku npoekmu Ha gokmopaHmu kKbm Meguuyurcku YHuBepcumem - Cous; gozo-

Bop Ne 17-A/2010 2.)
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Description of Insuline-like Growth Factor -1 (IGF-1) on the
Basis of own Control Group

Silvia Vandeva', Emil Natchev', Georgi Kirilov', Iliana Atanasova’, Krassimir Kalinov’,

Sabina Zacharieva’
'Clinical Center of Endocrinology and Gerontology, Medical University - Sofia; ?“New Bulgarian University

Introduction. Insulin-like growth factor - 1 (IGF-1) is a main marker for diagnosis and treatment con-
trol in hyper- and hyposomatotrope disruptions. In order to ensure an adequate assessment of these con-
ditions it is recommended for each laboratory to have its own reference values.

The aim of the present study was to describe the age and gender dependent changes in IGF-1 values
on the basis of own control group.

Patients and methods. 330 healthy volunteers participated in the study as controls. Subjects with pres-
ence of liver, renal, pituitary or malignant disease, thyroid dysfunction, diabetes mellitus or BMI <18 and
>30 were excluded. Volunteers were divided in 6 groups according to age (20-29; 30-39, 40-49, 50-59,
>60) and in 2 subgroups according to gender. Reference values of IGF-1 were calculated by sygmal devi-
ation method and percentile method. Correlation analysis was used to assess the influence of some fac-
tors on IGF-1 levels.

Results. We have observed progressive decrease in the IGF-1 values with age. Women in the 20-29
group had significantly higher mean IGF-1 values and lower ones in the 50-59 group compared to the cor-
responding male group. Significant negative association was found between IGF-1 and age (r=-0,33;
p<0,001) and TSH (r=-0,126; p=0,026). IGF-1 was not significantly correlated with BMI, total cholesterol,
HDL, triglycerides, HOMA index, or presence of arterial hypertension.

Conclusion. The present study describes IGF-1 values and its relation with some factors on the basis
of own control group.

(This work has been financially supported by ,Young Scientist” grant, Medical University - Sofia; con-
tract Ne17-D/2010)

Exokapguozpadcku npomeHu npu 60AHU C akpomezaAuA

E. Haye6', A. Kyngypgxue6’, H. 3ramapeBa’, K. Kaauno8’, C. 3axapueBa’
KLIET- MY, Cogpusa’, YMBAA ,,ArekcaHgpoBcka”, Cogpus?,
YMBAA ,Llapuua Voana”, Cogpus’, HBY, Cogpusa’

AKpomezaauama e KAUHUYEH cuHgpom caegcmBue Ha noBuweHa cekpeuusa Ha PacmexkeH XOpmoH
(PX). Tazu xunepcekpeuun Bogu go 3acaeaHe Ha Bcuuku opeaHu u cucmemu. C Hal-20AAMO KAUHUYHO
3HaueHue e 3acAzaHemo Ha cbpgedHo-cbgoBama cucmema (CCC). MNMpomeHume B Hea ca npuyuHa 3a
CMbPM npu 0koAo 60% om nayueHmume ¢ akpomezaaua. [NMpomeHume 6 cbpuemo ca MOpgPoAO2UYHU
U (PYyHKUUOHAAHU.

Llea. Hacmoawemo npoyuBaHe yeau ga ycmaHoBu exokapguozpadpcku npomeHu npu GOAHU C ak-
pomezaun, kKakmo u 3aBucumocmma um om gaBHocmma Ha 3aboaaBaHemo, akmuBHocmma My U Ha-
AUYUEMO Ha apmepuaAHa xunepmoHus (AX).

MMayueHmu u memogu. 3a nepuog om 4 20guHu ca uzcaegBaHu 146 nayueHma c akpomezaaua — 56
moxke u 90 xeHu. CpegHa Bb3pacm 50,3 + 27,72.. MayueHmume ca pa3zgeaeHu Ha gBe 2pynu:




82 c akmuBHa u 54 ¢ HeakmuBHa akpomezaaun. Bcaka om max e pazgeaeHa Ha gBe nogepynu cbe u 6e3
AX. AkmuBHocmma Ha 3aboaaB8aHemo e onpegeAaHO C XOPMOHAAeH aHaAu3 (cnopeg npuemume Kpu-
mepuu): IGF-1 uzmepBaH no umyHopaguomempuueH memog u PX (uzxogeH u 6 xoga Ha OITT) uzmep-
BaH NO PAYOPOUMYHOAOUYEH MEMO(.

Pezyamamu. bewe ycmarnoBeHa xunepmpodpusa Ha cBobogHama cmeHa Ha AaBa kamepa u mexxgy-
KamepHua cenmym. Te3u npomeHu ca NO-CUAHO u3pazeHu npu akmuBHocm Ha 3a6oaaBanemo. be ycma-
HoBeHa u kopeaauua ¢ gaBHocmma Ha akpomezaauama. Haauuuemo Ha AX He ce acouuupa CbC 3Hauu-
mu npomeHu 8 me3u nokazameau. He ce ycmaHoBuxa cbwecmBeHu npomeHu Ha KOHMpakmuAaHume
noka3zameau 6 nokod.

M3B6ogu. Akpomezaauama ce acouyuupa CbC 3Ha4YUMEAHU NpomeHu B mopgoaozuama Ha Cbpuemo,
ycmaHoBeHu exokapguoezpadcku. Tezu uzmeHeHua ca npegnocmabka 3a (pyHKUUOHAAHU NPOMEHU, U3-
pazaBawu ce npegumHo B guacmoaHa guctyHkuua. 3aBucumocmma Ha meXkecma Ha uzmeHeHuama
om gaBHocmma Ha 3a6oasBaHemo u akmuBHocmma My, onpegeaam paHHOMO guazHOCMuUUUpaHe u
agekBamHo AeueHue, kamo Hal-BaxkHu pakmopu 3a 6AazonpuamHa npoz2HO3a NpU Me3u hauueHmu.

Echocardiographic Changes in Acromegalic Patients

E. Natchev', A. Kundurjiev’, N. Zlatareva®’, K. Kalinov’, S, Zaharieva'
CCEG - MU, Sofia', UHAT ,Alexandrovska”, Sofia’, UHAT ,Tzaritza Joana”, Sofia’>, NBU - Sofia*

Acromegaly is a clinical syndrome which is a result of increased secretion of Growth hormone (GH).
This hypersecretion leads to injuries of all organs and systems. Injury of the cardiovascular system (CVS)
is the most important one. Cardiovascular changes cause death of about 60% of patients with acromegaly.
Heart changes are morphologic and functional.

Aim. To determine echocardiographic changes in acromegalic patients, as well as the relationship
between these changes and factors like duration of the disease, its activity and presence of hypertension
(HTN).

Patientsandmethods.We examined 146 patients with acromegaly - 56 men and 90 women for a
period of 4 years. Mean age of patients 50,3 + 27,7 years. Patients are divided into two groups: 82 with
active and 54 with nonactive acromegaly. Each group is divided into two subgroups- with and without
hypertension. Disease activity is determined by hormone assay according to the established criteria: IGF-
1 measured by immunoradiometric assay and GH /basic and in the course of OGTT/ measured by fluo-
roimmunologic assay.

Results. Hypertrophy of left ventriculum free wall and the septum was found. These changes are
stronger in patients with active disease. Correlation with disease duration was also found. The presence
of hypertension is not associated with significant changes in these parameters. There were no significant
changes of contractile parameters at rest.

Conclusions. Acromegaly is associated with significant changes in heart morphology revealed
echocardiographically. These changes are the subject for functional changes, expressed mostly as diastole dis-
function. The severity of changes depend on disease duration and disease activity, which makes the early diag-
nosis and adequate treatment the most important factors for favourable prognosis in these patients.

KAUHUKO-AaG0pamopHU Xapakmepucmuku Ha CUHgPOMa Ha

gechuyum Ha pacmeXxeH XOpMoH Y Gb3pacmHu (npegBapumenrnu gannu)
U. Y3ynoBa, I'. KupunroB, C. 3axapueBa

KaunuveH yeHmovp no eHgokpuHoAozusa u 2epoHmonoeus, MeguyuHcku YHuBepcumem, Cocpusa
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Llea Ha npoyyBanemo. CuHgpombm Ha gedpuuum Ha pacmexxeH xopmoH y Bb3pacmuu (CAPXB) e
cpeg yecmume xunodu3Hu 3aboaaBanun. Tod npomuua ¢ HapyweHo kayuecmBomo Ha >kuBom, npomeHu
8 meaecHama cmypkmypa, yBeauuaBare Ha BucuepasHama macmHa MbkaH, pegyuupaHe Ha MYCKyAHa-
ma maca, a BaowaBaHemo Ha aunugHama u BvaaexugpamHama obmaHa npegu3zBukBam 3HavumeneH ame-
po2eHeH U cbpgeuHo-cbgoB puck. Lleama Ha npoyuBaHemo e ga ce pazkpuam cneuuuyuHume KAUHUY-
HU U BUOXUMUYHU Napamempu, Xapakmepu3upawu emuonamozeHemuyHume cpopmu Ha CAPXB.

Mamepuaa u memogu. baxa uzcaegBaru gBe 2pynu navueHmMu C XunonUMYuUMapu3bm U/UAU My-
mopu Ha xunodpuzama (n=110)- nbpBama, yuemo Hauaro e caeg npukatouBaHe Ha pacmexa (n=76) u
Bmopama, ¢ xunonumyumapuszbm, gamupaw, om gemcka 6v3pacm (n=34). MNpu Bcuuku bewe u3Bbp-
WwieHa XOPMOHaAHa guazHOCMUKa Ha Xunogou3zHUmMe mponHU PUHKUUU, @ NPU Yyacm om max - mecm ¢
uHcyauHoBa xunozaukemus (n=17) 3a ygocmoBepaBaHe gepuuuma Ha pacmesxeH xopmoH (APX). baxa
uzcaegBaHu cneuudpudHumMe BUOXUMUYHU Napamempu Ha memaboAUMHUA CUHGPOM — aHmponomem-
puyHuU noka3zameau, HDL-xoAnecmepoA,mpuz2AuuepuUgu, NAA3MEHA 2AI0KO3a, apMEPUAAHO HaAA2aHe, Nu-
KouHa KuceAauHa, kakmo u HOMA-uHgeKkcu gpyau noka3zameau 3a CbpgeyHo-CbgoB puck.

Pe3yamamu. APX Gewe goka3zaH npu 82 nauyueHmu, kamo npu 31,7% (n=26) om max ce ycmaxo-
Bu memaboaumeH cuHgpom. NMocaegHuam Gewe CbC 3HAa4YUMEAHO No-20AaMma vecmoma (42,6%, n=23)
npu 2pynama ¢ xunocomamomponu3bm, Bb3HUKHAA cAeg npukatouBaHe Ha pacmexa, 8 cpaBHeHue ¢
APX, gamupaw, om gemcmBomo (10,7%, n=3). HaG-uecmume HapyweHua 6axa xunepmpuaauuepuge-
mua (84,6%, n=22) u Hucbk HDL-xorecmepoa (76.9%, n=20) u 6 no-marka cmeneH ce Hamepuxa OmK-
AoHeHua B8 BveaexugpamHua moaepaHc (46,2%, n=12) u noBuweHo apmepuarHo HarszaHe (42,3%,
n=11). MNpu cenocmaBaHe Ha nauueHmMume ¢ goka3zaH APX u me3u, umawu gBa mponHu gecpuyuma u
Hucko HuBo Ha MIPMD-1, Ho 6e3 kamezopuyHo goka3aH APX, He bewe ycmarnoBeHa 3Ha4uma pazauka no
omHoweHue Ha memaboAumHUA U CbpgeuyHo-CbgoBua puckoB npodua.

3akatoveHue. Hawume npegBapumeaHu gaHHu om npoyuBaHemo Bvpxy CAPXB nomBuvprkgaBam,
Yye Xxunocomamomponuzmbm e cbecmonaHue, obycraBawo noBuweH cbpgeuHo-cbgoB u amepozeHeH
puck. Hakou om nayueHmume ¢ xunocomamomponu3bm u3zaBaBam cneuuduuHua peHomuUNeH U KAU-
HUKO-AabopamopeH NpoduA, xapakmepu3zupaw, MemaboaumHua cuHgpom,koemo noBgueza Bbnpoca 3a
namozeHemuyHama Bpb3ka Xunocomamomponu3ibm - memaboAumeH CUHGPOM U XunomemuyHama
poasa Ha MIPD-1 3a Bb3HukBaHe Ha nocaegHuA.

Clinical and Laboratory Characteristics of the Adult Growth

Hormone Deficiency Syndrome (A Preliminary Report)

Uzunova I, Kirilov G, Zacharieva S
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Aim of the study. The Adult Growth Hormone Deficiency Syndrome (AGHDS) is among the frequent pitu-
itary diseases. It is characterized by impaired quality of life, changes in body composition including increment
in visceral fat tissue and decrease in muscle mass as well as impairment of the lipid and carbohydrate metab-
olism causing significant atherogenic and cardiovascular risk. The aim of this study is to investigate the specif-
ic clinical and biochemical parameters characterizing various etio-pathogenetic forms of AGHDS.

Material and methods.The recruited subjects (n=110) were divided into twosubgroups - with adult-
onset hypopituitarism and/or pituitary tumors (n=76) and with childhood-onset hypopituitarism (n=34). All -
of the examined patients underwent complete hormonal evaluation of the pituitary functions and in 17 of
them the insulin tolerance test was performed in order to diagnose growth hormone deficiency (GHD).
Several specific biochemical parameters of metabolic syndrome were studied, such as anthropometric
measurements, HDL-cholesterol, triglycerides and plasma glucose levels, arterial blood pressure, uric acid,
as well as HOMArindex and some other biochemical markers of cardiovascular risk.




Results. GHD was confirmed in 82 of the examined patients, 31,7 % (n=26) of whom were with meta-
bolic syndrome as well. The latter had a significantly higher prevalence in the adult-onset hyposoma-
totropism subgroup (42,6%, n=23) in comparison with the childhood-onset GHD subgroup (10,7%, n=3).
Hypertriglyceridemia (84,6%, n=22) and low HDL-cholesterol levels (76,9%, n=20) were the most fre-
quent metabolic disturbances, whereas impaired glucose tolerance (46,2%, n=12) and high blood pres-
sure (42,3%, n=11) were far less prevalent. Comparing the GHD patients with the subjects having 2 pitu-
itary hormonal deficits and low IGF-1 levels (but without certainly proved GHD), no significant difference
in their metabolic and cardiovascular risk profile was found.

Conclusion.The preliminary data of our AGHDS study confirm that hyposomatotropism determines
an increased cardiovascular and atherogenic risk. Some of the GHD patients bear the specific phenotype,
as well as the clinical and laboratory characteristics of the metabolic syndrome, which raises the hypoth-
esis for a possible pathogenetic correlation between hyposomatotropism and metabolic syndrome and
the contributory role of IGF-1 in the development of the latter.

ABmoumyHHu mupeougHu 3a6oAa6aHua npu nayueHmu

C NPOAAKMUHOM
A. ErenkoBa, . AmanacoBa, I. KupuroB, E. HayeB, P. UBanoBa, P. KoBayeBa,
A-M. bopucoBa, C. 3axapueBa

Kaunuger Lienmwvp no EHgokpuHoroaua u F'epoHmonroaus, MeguuyurHcku YruBepcumem, Cogpua

YBog: YoBewkuam nporakmuH npumexaBa umyHomogyaamopHa akmuBHocm, Koamo ocbuwecm-
BaBa upe3 Bv3gedcmBue Bbpxy KAEMBYHO-MEGUUPAHUA U XYMYPAAHUA UMUHEH omz20B0op Ha HAKOAKO
HuBa. XunepnpoaakmuHemua € gokymeHmupaHa npu peguya MyAmu-op2aHHuU U Op2aHo-cneuuuyHU
aBmoumyHHu 3a6oaaBaHua Kamo cucmemeH Aynyc epumemamogec, peBmamougeH apmpum, mupeo-
ugum Ha Xawumomo, AgucoHoBa 6oaecm, gepmamomuo3zum u gp. Om gpyea cmpaHa, noBuweHu
mumpu Ha pazaudHu aBmo-aHmumeaa ca ycmanoBeHu npu cbwecmBeH npoueHM om nauyueHmume ¢
XunepnpoAakmuHemua.

AuzalH Ha npoy4yBanemo: OcHoBHama ueA Ha moBa npocnekmuBHo Kpoc-cekuuoHHo npoyyBaHe
bewe ga ce uzcaegBa uecmomama Ha HoBoguazHocmuuupaHume cayyau Ha aBmoumyHHU mupeoug-
Hu 3a6oaaBaHuna (AMT3) npu nauueHmMKU ¢ goka3aH npoAakmuHom. AuazHo3zama AUT3 ce 6a3gupawe Ha
nozumuBHume cneyuuyHU UMYHOAO2UYHU MmecmoBe, oueHkama Ha mupeougHama (yYHKUUA U mu-
nuYHUME exozpadpcku xapakmepucmuku. [NpegwecmBawo uzcaregBaHe Ha wumoBugHama xae3a u u3-
BecmHo mupougHo 3ab6oaaBaHu 6axa uzkaouBawu Kpumepuu.

MayueHmu u memogu: B npoyuBanemo 6axa BkatoueHu 260 >keHu (154 nayueHmKu C nNpoAakmMu-
Hom u 106 cbomBemHu no Bb3pacm 3gpaBu koHMpoau), Habuparu 6 npocnekmuBeH naaH. MNpu Bcuu-
KU yuacmHuuu ce uzBopwiuxa puzukaseH npeaaeg, exozpadpcko uzcaegBaHe Ha wumoBugHama xae-
3a u AabopamopuH aHaau3 (usmepBare Ha HuBama Ha aBmoaHmumeaama Kbm mupeo2A0byauHa, mu-
penepokcugazama u TSH-peuenmopume, TSH u FT,).

Pe3yamamu: ABmoumyHHo mupeougHo 3a6oaaBaHe (AUT3) Gewe guazHocmuuupaHo npu 46 na-
yueHmu u 11 koHmpoau (29,9% vs. 10,4%; p=0,0002). CybkAuHUYEH XUNnOMUpPEOUgu3bm ce ycmaHoBu
npu 15 navueHmu u 3koHMpPoAu (9,7% vs. 2,8%; p=0,044). ABmoumyHeH xunepmupeougu3bm bewe
HabatogaBaH npu gBe nayueHmku u He ce ycmaHoBu npu HUMO egHa om 3gpaBume eHu.

M3B6ogu: Yecmomama Ha HoBoguazHocmuuupaHume aBmoumyHHu mupeougHu 3aboaaBaHusa Ka-
MO UAAO, Maka U Ha HapyweHuama 8 mupeougHama yHKuUA (CYOKAUHUYEH XUNOMUPEOUgU3bM U XU-
nepmupeougu3bm) ¢ aBmoumyHHa 2eHe3a Npu NAUUEHMKU C goKa3aH NPOAAKMUHOM € Cu2HUUKaHm-
Ho no-Bucoka B cpaBHeHue cbc cbnocmaBumu no Bb3zpacm 3gpabu >keHu. BauaHuemo Ha cynpadusu-
oAo2u4YHUMEe npoAakmuHoBu HuBa Bbpxy umyHHUA omeaoBop Npu AuLUA C NPOAAKMUHOM MOXE ga ce
npueme kamo Had-BepoamHomo obacHeHue Ha me3u pe3yamamu.
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Autoimmune Thyroid Diseases in Patients with Prolactinomas

A. Elenkova, I. Atanasova, G. Kirilov, E. Natchev, R. Ivanova, R. Kovatcheva,

AM. Borissova, S. Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Background: Prolactin has been shown to exert immunomodulatory action by influencing both cell-
mediated and humoral immune responses at many levels. Hyperprolactinemia has been documented in
multi-organ and organ specific autoimmune diseases such as systemic lupus erythematodes, rheumatoid
arthritis, Hashimoto's thyroiditis, Addison’s disease, dermatomyositis, etc. On the other hand, different
autoantibodies have been detected in a substantial percentage of hyperprolactinemic patients.

Study design: The main purpose of this prospective cross-sectional study was to examine the fre-
quency of newly diagnosed autoimmune thyroid diseases (AITD) in female patients with proven pro-
lactinomas. Diagnosis AITD was based on positive specific immunological tests, thyroid function and typ-
ical ultrasound features. Previous thyroid examination and positive history of thyroid disease were exclu-
sion criteria.

Patients and methods: Study population consisted of 260 prospectively enrolled females (154 patients
with prolactinomas and 106 age-matched healthy controls).Physical, thyroid ultrasonographic and labora-
tory examination (measurement of antibodies to thyroglobulin, TSH-receptor and thyroid peroxidase;
serum TSH and FT, levels) were performed in all study participants.

Results: AITD was diagnosed in 46 patients and 11 control subjects (29,9% vs. 10,4%; p=0,0002).
Subclinical hypothyroidism was found in 15 pts and 3 controls (9,7% vs. 2,8%; p=0,044). Autoimmune
hyperthyroidism was observed in two of the patients compared to none of the control group.

Conclusions: Our results demonstrate significantly higher prevalence of newly diagnosed AITD as well
as abnormal thyroid function (subclinical hypothyroidism and hyperthyroidism) due to AITD in female
patients with proven prolactinomas in comparison to healthy women. The influence of supraphysiologi-
cally increased prolactin levels on the immune response in patients with prolactinomas could be sug-
gested as the most likely explanation for these findings

Pe3yamamu om pazauyHume memogu Ha AeyeHue npu

nayueHmu C 0oArecm Ha KleUHZ
SneBa M, A. YapovkyueB, A. EaenkoBa, E. HavyeB, C. 3axapueBa

Kaunuyen LleHmwsp no EHgokpuHorozus, MeguyuHcku YHuBepcumem, Cocgpusn

EHgozeHHUAamM cuHgpom Ha KywuHe2 e u3kAloYumeAHO pagko KAUHUYHO CbCMOAHUE, KOEMO e Pe3yA-
mam Ha npogbakumeaAHa ekcuecuBHa cekpeuua Ha kopmu3oa. Cnopeg cBemoBHu gaHHu 3a6oaeBae-
mocmma om cuHgpom Ha KywiuHe e 1,2-2,4/muauoH/2oguHa. Had-uecmama ¢popma Ha cuHgpoma Ha Ky-
wuHe e 6oaecmma Ha KywuHe (BK) (kopmukomponuHom).

Lleama Ha Hacmoawemo npoyuBaHe 6e ga ce HanpaBu oueHka Ha pe3yamamume om pasAudHUMe
Memogu Ha AedeHue Ha nauueHmume c bK, uznoaszBaHu npe3 2oguHume 6 3aBucumocm om HaAuuyHU-
me Bb3MOXKHOCMU U aKmyaAHUMe npenopbku 3a AeyeHue. ObpabomeHu 6axa gaHHume Ha Bcuuku na-
yueHmu c goka3aHa bK, npemunaau npe3 KauHuuHua LleHmbp no EHgokpuHoAo2usa, MeguuuHcku YHu-
Bepcumem, Codpua, 3a nepuoga 1965-2010 2. (n=316).

Pe3yamamu: 150 nayuenmu ca 6uau AekyBaHu ¢ mpaHccpeHougarHa ageHomekmomua (TCA) ka-
mo nbpBu memog Ha AedeHue. 124 ca nocmuz2HaAu pemucua npu nocaegHomo npocaegaBare (83%).
IMpu gBama nayueHma e Buaa omuemeHa HenbAHa pemucus, a 24 ca buau ¢ akmuBHocm Ha 3ab60Aa8a-
Hemo npu nocaegHomo npoaexaBare 8 kauHukama. [NauueHmume, rekyBaru ¢ gBycmpanHa agpena-
Aekmomua kamo nbpBoemaneH memog Ha AeveHue ca 0bwo 56 - om max 54 ca buau ¢ gokymeHmupa-
Ha pemucua npu hocregHomo npocaegaBaHe, a 3a 2 HAMA gaHHU OMHOCHO ehekma om AedeHuemo (He




ca npocaegaBaHu caeg onepamuBHomo AedeHue). Om 2pynama Ha 6oaHume, AekyBaHu ¢ egHocmpax-
Ha agpeHarekmomua kamo nbpBoemanHo AedeHue (n=52), 34 (65%) ca npeueHeHu kamo Bae3au B pe-
mucusa Npu nocaegHomo um npocaegaBare. 13 nayueHma He ca NOCMU2HAAU pemucus, 2 ca npeueHe-
HU Kamo makuBa ¢ HenbAHA pemucus, a 3 He ca BuAu npocaegeHu caeg onepamuBHomo AedeHue. [Ma-
uueHmume, rekyBaHu c Abuemepanua kamo nbpBoemaneH memog Ha AedveHue ca buau AekyBaHu 6
nepuoga 1963-1992 2. Om max 20 ca buau AekyBaHu camo c AbuereveHue uau 8 kombuHauua ¢ megu-
KameHmMO3HO mepanus, a npu ocmaHaaume 10 caeg AbueaedeHuemo e 6ua npoBegeH onepamuBeH me-
mog Ha AedeHue (TCA uau egHocmpaHHa uau gBycmpaHHa agpeHarekmomus). Om nbpBama 2pyna
(n=20) 15 ca nocmuzHaAu pemucus, 2 He ca buau B pemucus npu nocaegHomo um npocaegaBane, a 3
nayueHmu He ca ce NPOCAEgUAU CAeg AbueAedeHuemo. BbB Bmopama e2pyna (AbuereueHue + onepa-
muBeH memog) (n=10) 6 ca nocmuzHaAu pemucus, 3 Ha ca buau B pemucua npu NOCAEGHOMO NPoOCAe-
gaBaHe, 1 nauueHm e noyuHaA HenocpegcmBeHo caeg egHocmpaHHa agpeHarekmomusa. O606weHo,
cpeg hauueHmume, AekyBaHu ¢ Abuemepanus, camocmoameaHo uau 8 kombuHauus, 22 (73%) ca noc-
MUu2HaAU pemucua npu nocaegHomo npocaegaBare, 4 (14%) He ca nocmuzHaau pemucus, 3 (10%) He
ca buau npocaegeHu caeg 06avuBanemo u 1 (4%) e noyuHaa HenocpegcmBeHo caeg agpeHarekmomus.
MavuueHmume, AekyBaHu eguHcmBeHo megukameHmMOo3Ho ca ob6uwo 15, om max 5 (30%) ca nocmuzHa-
AU pemucusn (AekyBaHu ¢ AuzogpeH), 3a 2 Hama gaHHU, T e ¢ HenbAHA pemucua NPU NOCAEGHOMO NPOC-
AegaBaHe, a npu 7 He e nocmu2Hama pemucus.

3akaoderue: 79% om nauueHmume ¢ 6oaecm Ha KywuHz ca 6uau 8 pemucua npu NOCAEGHOMO UM
npocaegaBare. Hal-Bucok npoueHm Ha ycneBaemocm (npeugHeHa Kamo pemucua npu NOCAEgHOMO
npocaegaBare) ce omyuma npu gBycmparHHama agpeHarekmomus, nocaegBana om TCA, reuereueHue-
Mo, egHOCMpPaHHama agpeHaAekmomua U Ha Kpaa CamoCmoameAHOMo MegukameHMO3HO AeUeHue.

Results from Different Methods of Treatment of

Patients with Cushing’s Disease

Yaneva M., D. Tcharakchiev, A. Elenkova, E. Nachev, S. Zacharieva
Clinical Centre of Endocrinology, Medical University, Sofia

Endogenous Cushing’s syndrome is an extremely rare disease, which results from prolonged exces-
sive cortisol secretion. The incidence of the disease, according to literature data, is between 1,2-
2,4/mlin/year. The most frequent form of Cushing’s syndrome is the Cushing’s disease (CD) (corti-
cotropinoma).

The aim of the present study was to evaluate the results of different methods of treatment of patients
with CD used over the years depending on the available options and current recommendations for treat-
ment. We analyzed the data of all patients with confirmed CD, treated in the Clinical Center of Endocrinol-
ogy, Medical University, Sofia, for the period 1965-2010 (n = 316).

Results: 150 patients underwent transsphenoidal surgery (TSS) as a first line treatment. 124 achieved
remission at the last follow-up (83%). In 2 patients incomplete remission had been reported; 24 had active
disease at the last follow up. Patients treated with bilateral adrenalectomy as first-line treatment method
are 56, 54 of them had documented remission at last follow-up, 2 patients were not monitored after
surgery. In the group of patients treated with unilateral adrenalectomy as first-line treatment (n = 52), 34
(65%) were considered to have been in remission at their last follow-up. 13 patients did not achieve remis-
sion, 2 were considered with incomplete remission, and 3 have not been followed up after surgery.
Patients who had radiotherapy as a first-lineoptiont were treated in the period 1963-1992. Of these, 20
were had radiotherapy alone or in combination with medical therapy, and the remaining 10 had additional
surgery after the radiotherapy (TSS or unilateral or bilateral adrenalectomy). In the first group (n = 20) 15
achieved remission, 2 were not in remission at their last follow-up, and 3 patients were not followed after
radiotherapy. In the second group (radiotherapy + surgery) (n = 10) 6 achieved remission, 3 had no remis-
sion at the last follow-up, 1 patient died immediately after unilateral adrenalectomy. In summary, among

BBLJITAPCKO [PYXXECTBO MO EHOOKPUHONOMNA 37



patients treated with radiotherapy alone or in combination, 22 (73%) achieved remission at last follow-up,
4 (14%) did not achieve remission, 3 (10%) were not followed after irradiation and 1 ( 4%) died immedi-
ately after adrenalectomy. In the group of patients who had medical treatment only (n=15) 5(30%)
achieved remission (Lysodren treatment), 1 was with incomplete remission at last follow-up, and 7did not
achieved remission, 2 patients were lost of follow up.

Conclusion: 79% of patients with Cushing's disease were in remission at their last follow-up. The high-
est success rate (as measured by remission at the last follow-up) account for bilateral adrenalectomy fol-
lowed by TSS, radiotherapy, unilateral adrenalectomy and finally medical treatment.

AcumempuueH gumemuAap2auHuH (AAMA) kamo mapkep 3a

eHgomeAHa gucyHkyua npu nbpbuueH aAgocmepoHUIbM

Noanna Mampo3zoBa, Baagumup BacuaeB, Amanacka EaenkoBa, CurBua BvHgeBa,

leopzu KupunroB, Cabuna 3axapueBa
YHuBepcumemcka boaHuya no eHgokpuHorozus, MY, Cogpua

BwBegeHue. MopBuutuam aagocmepoHu3zbm (IMA) e cBbp3aH ¢ no-2oaama yecmoma Ha CbpPgeyHo-
cbgoBume uHuugeHmu B cpaBHeHue ¢ eceHuyuaaHama xunepmonusa (EX). AcumempuyHuam gumemus-
AapauHuH (AAMA), eHgozeHeH UHXUBUMOpP Ha cuHMe3a Ha a3omeH okcug, e ymBbpgeH mapkep 3a eH-
gomeaAHa gucyHkuua. Bb3amoxxHo e uupkyaupawusm AAMA ga gonpuHaca 3a noBuweHua cbpgeyHo-
cbgoB puck npu A, kamo go momeHma gaHHu 3a HuBama my npu A He ca gokaagBaHu.

Llea. Aa ce cpaBram HuBama Ha AAMA npu navuenmu ¢ A u ¢ EX u 3gpaBu koHmpoau.

Mayuenmu u memogu. CepymHume KoHueHmpauuu Ha AAMA 6Gaxa u3caegBaHu upe3 memoga
ELISA npu 18 60AHU ¢ A, 18 nauuenmu ¢ EX u 18 3gpaBu koHmpoau.

Pesyamamu. Mpu navueHnmume c A ce ycmarnoBuxa cmamucmuydecku 3Ha4umo no-Bucoku HuBa
Ha AAMA B cpaBHeHue cbe 3gpaBume koHmpoau (0,488+0,085 vs. 0,433£0,053 umol/L, p=0,027). He
ce ycmaroBu paszauka 6 koHueHmpauuama Ha AAMA mexgy caydaume ¢ A u ¢ EX (0,488+0,085 vs.
0,4760,075 umol/L, p=0,636). N380ogu. Peyamamume om Hawemo npoyuBare nomBbpguxa HaAuvU-
emo Ha HapyweHa eHgomeaHa yHkuua npu A 6 cpaBHeHue cbe 3gpaBu KoHmpoau. Auncama Ha
cmamucmuvecku 3Havuma pazauka 6 HuBama Ha AAMA npu A u EX e 8 nogkpena Ha xunome3zama,
ye eHgomeAHama gucgyHkuua He e cBbp3aHa ¢ emuoAo2UsMa Ha apmepuasHama xunepmotus, a Be-
posmHo ce obycraBa om camocmoameaHomo BauaHue Ha noBuweHOMO apmepuasHO HaAn2aHe.

Asymmetric Dimethylarginine (ADMA) as a Circulating Marker for
Endothelial Dysfunction in Patients with Primary Aldosteronism

Joanna Matrozova, Vladimir Vasilev, Atanaska Elenkova, Silvia Vandeva,

Georgi Kirilov, Sabina Zacharieva
University Hospital of Endocrinology, Medical University, Sofia

Background. Recent studies have demonstrated a higher frequency of cardiovascular events in pri-
mary aldosteronism (PA) compared to patients with essential hypertension (EH). Asymmetric dimethy-
larginine (ADMA) is one of the most widely used and validated markers for evaluating the endothelial
function. Increased plasma concentrations of ADMA could contribute to cardiovascular damage in PA,
but to our knowledge until now there are no reports on ADMA levels in cases with PA.




Objective. To compare the levels of ADMA among patients with PA, controls with EH and healthy
subjects.

Patients and methods. Serum ADMA concentrationwas assayed by ELISA technique in 18 patients
with PA, 18 patients with EH and 18 healthy subjects serving as a control group.

Results. ADMA and sVCAM-1 levels were significantly elevated in patients with PA compared to nor-
motensive healthy controls (0,488+0,085 vs. 0,433+0,053 umol/L, p=0,027). There was no difference
between ADMA levels in cases with PA and EH (0,488+0,085 vs. 0,476+0,075 umol/L, p=0,636).

Conclusions. Our results confirmed impaired endothelial function in patients with PA compared to
healthy controls. The comparable levels of ADMA in PA and EH suggests that ADMA dysregulation is
probably related to hypertension itself.
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New Insights in the Management of Differentiated Thyroid Cancer
Rossella Elisei and David Viola
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The initial treatment of differentiated thyroid cancer consists in total/near total thyroidectomy fol-
lowed, when appropiate, by post-surgical thyroid radioiodine remnant ablation (RRA). This treatment was
originally performed in hypothyroidism. After the the approval from FDA (Food and Drug Administration)
and EMA (European Medicines Agency) of recombinant human TSH (rhTSH) for human use and its intro-
duction in the clinical practice for the follow-up of DTC two large multicenter clinical trials (ESTIMABL and
HILO) clearly demonstrated that RRA can be achieve, both in low and intermediate risk DTC patients, with
the same efficacy with either high (100 mCi) or low (30 mCi) radioiodine activity with the use of rhTSH
avoiding thyroid hormone withdrawal. Recently, we also demonstrated that the 10 years follow up of DTC
patients treated with 30 mCi of 131-l for remnant ablation is similar in those prepared with exogenous or
endogenous TSH.

The aim of the follow-up in differentiated thyroid cancer (DTC) is the early detection and treatment
of persistent/recurrent disease. The large majority of local/distant recurrences are detected in the first 5
years of follow-up but in some cases even after 20 years after the intial treatment. After 6-12 months from
the initial treatment the patients should be followed with neck ultrasound (US), recombinant human TSH
(rhTSH) stimulation test for serum thyroglobulin (Tg) measurement and in case of detectable anti-Tg anti-
bodies (TgAb), a diagnostic whole body scan (WBS) can be performed. The patients are considered free
of disease when serum Tg levels after rhTSH are less than 1 ng/ml, neck US is negative and TgAb unde-
tectable or detectable but stable/decreasing during follow-up. In this setting and in the presence of a neg-
ative post-therapy WBS obtained at the time of thyroid remnant ablation, the patients free of disease have
a very low risk (<1%) of recurrence at 10 years. More recently a new assay for the measurement of serum
Tg, with a functional sensitivity below 0,1 ng/ml, was developed. For some authors this new method could
avoid the need of performing rhTSH stimulation test in case of undetectable ultrsensitive basal Tg values
(<0,1 ng/ml). However, the high sensitivity of this test is at expenses of a very low specificity, infact, while
patients with negative neck US and basal serum Tg <0,1 ng/ml may be considered free of disease, a basal
serum Tg between 0,1 and 1 ng/ml cannot discriminate between patients with presence or absence of
the disease. In these cases, rhTSH stimulation Tg test is still informative and could identify patients who
require further treatments when serum peak Tg is > 2 ng/ml.




Xunomupeougu3bm - npenopbLKU 3a guazHOCMUKa
u AeueHue (AACE, ATA’2012)
P. KoBayeBa

Kaunuka no mupeougHu u memaboarumHu kocmHu 3aboraBarus, Kaunuver Lienmsp no
EngokpuHonozua u [epoHmonoeua, MY Cogusa

Xunomupeougu3zmbm e 3a6oaaBaHe ¢ MHO2006pazHa emuoAo2ua U KAUHUYHU nposBu. B 21 Bek obaue
guazHo3ama ce nocmaBa no-uecmo 63 ocHoBa Ha ckpuHuHaoBo uzcaegBare Ha TSH, a He Ha KAUHUYHaMa
cumnmomamuka. Peguua cecmosnHua u 3a6oaaBaHusa gupekmto HuU HacouBam ga npoBepum yHKuusMa
Ha wumoBugHama »xae3a - GpemeHHOCm, 3axapeH guabem, 3amabcmaBaHe, genpecus, MeXXKo GOAHU
nauyueHmu, npuem Ha HAKou megukameHmu. Bb3HukBam obaue Bonpocume: koza u ko2o ga aekyBame,
kakBa ga 6bge ueama Ha AeveHuemo 6e3 ga Bpegum Ha 6oAHUS, € KOU XOpMOH e Hal-gobpe ga aekyBame,
Ko2a e Hal-nogxogawo ga ce npuema megukameHma? Cbc cbBpemeHHUME NO3HaHUA U ONUM MOXe ga ce
gage omeoBop Ha noBeuemo Bbnpocu u me we 6bgam guckymupaHu 6 cBemauHama Ha nocaegHume
NPeNopPbKU 32 guazHOCMUKa U AeveHue Ha ambyramopHo 60AHU ¢ xunomupeougu3bm Ha AACE u ATA.

Hypothyroidism - Guidelines for Diagnosis and Therapy
(AACE, ATA2012)

R. Kovatcheva
Department of Thyroid and Bone Mineral Diseases, Clinical Center of Endocrinology,
Medical University, Sofia

Hypothyroidism has multiple etiologies and manifestations. In the last century the disease is diagnosed
more often by TSH screening rather than by clinical symptoms and signs. A number of diseases and condi-
tions are related to the thyroid function - pregnancy, diabetes mellitus, obesity, depression, acutely ill patients
and some medications. The following questions however rise: who and when to treat, what have to be the
endpoints of the treatment without harm for the patient, which preparation to use, when and how to take the
drug? The present-day knowledge on the topic can answer almost all the questions and they will be discussed
in the context of the last AACE and ATA guidelines.

MpuroxeHue Ha BucokounmeHnzuben (okycupaH yampasBbyk
(BUDYVY) 3a AeueHue Ha gobpokauecmbeHu mupeougru 6b3Au

P. KoBayeBa', 1. Baaxo8', IO. Cmoiino8', P. UBanoBa’, A. lllunko6',
K. OpmioHo’
'KauHuueH LleHmwvp no EHgokpuHoaoeua u epoHmonoeus, MY Cocpus; * Theraclion, Paris, France

Hogo3Hama eymupeougHa cmpyma e ¢ yecmoma 23% cpeg bbazapckama nonyaauusa u ¢ Bucok
npoueHm Ha peuuguBu caeg xupypaudHo AeveHue. He e uzBecmHa HeunBazuBHa aamepHamuBa Ha
XUPYp2u4HOMO AeyeHUue go MO3U MOMEHM, Kamo U3KAIYUM egUHUYHU CbobweHun 3a ckaepo3upaHe
c abcoatomeH aAkoxoa UAu npuaoskeHue Ha 1311 caeg cmumyaauusa ¢ rhTSH.

Llea Ha Hacmoawomo npoyuBare e ga ce ycmaHoBu epekmuBHocmma Ha BUIDY 3a HamansBaHe
obema Ha mpemuparua Bb3eA upe3 exozpadpcka oueHka Ha pazmepume my, Kakmo u npomeHume 8
exoepapckama cmpykmypa u Backyaapusauvus. Memogbm ce npuaaea 3a nbpBu nbm y Hac npu
HedpyHKuuoHuUpawu Bb3Au Ha wumoBugHama >kae3a.
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Mamepuas u memogu: 6 nauueHmu, 5 xxeHu u T MbX, Ha cpegHa Bb3pacm 45 20guHU, C KAUHUYHU
U OUOXUMUYHU gaHHU 3a eymupeougHa HOgo3Ha cmpyma C pazmepu Ha Bb3eaa Hag 10 mm/guam ca
BkatoueHu B npoyuBanHemo go mo3u momenm. W3caegBaHu ca TSH, kaauumoHuH u TAB c¢
uumoao2u4Ho u3zcregBaHe ¢ ozaeg u3kaouBaHe Ha 3aokavecmBeHo ob6pazyBaHue. AeuyeHuemo ¢
BUDY e npoBegeHo B egHa cecun, uznoazBalku anapam Thyros-1 (THERACLION, Paris, France), nog
exozpagpcku KOHmMpoA u bygHa aHecme3ua. Obembm, cmpykmypama u Backysapuzauusma Ha
MupeougHUA ageHoM ca NpocAegeHu Ha 7 geH, 14 u 3-mu mecey, caeg nbpBomo BUDY aeueHue.

Pesyamamu: IMNMpu Bcuuku 60AHU ce HabalogaBa HamaseHue Ha obema Ha mupeougHua ageHom B
pa3AuvHa cmeneH, ¢ HapacmBaHe Ha exoz2eHHOCmma u HamaaaBaHe Ha uHMpanapeHxumHama
Backyaapuszauua creg nbpBua mecey, om aeyeHuemo. CBbp3aHu ¢ memoga cmpaHuvHU edpekmu Kamo
O6bp3onpexogeH mekombKaHeH NOgKoXkeH egem, ce HabalogaBa npu 2 6oAHuU.

M3B6ogu: BNDY e obewaBaw, HeuHBazuBenH memog 3a AeveHue Ha gobpokavecmBeHu
He(PUHKUUOHUpawu mupeougHu Bb3Au, Bogew, go mpaldHo HamaanaBaHe obema Ha ageHoma.
Memogbm moxe ga ce npeBobpHe 8 aamepHamuBa Ha Xupyp2uuyHOMO AeveHue, 0cobeHo npu
Bv3pacmHu 6oaHU ¢ npugpyxkaBawu 3a6oaaBaHua u ¢ npomuBonokazaHua 3a XUupypauuHo AedeHue.

Application of High Intensity Focused Ultrasound (HIFU)
for Treatment of Benign Thyroid Nodules

R. Kovatcheva', J.Vlahov', J. Stoinov’, R. Ivanova’, A. Shinkov', C. Ortuno’
'Clinical Center of Endocrinology, Medical University, Sofia, Bulgaria; “Theraclion, Paris, France

The frequency of the nodular goitre is 23 % for the Bulgarian population with high percent of recur-
rences after surgical treatment. To present, there is no alternative to the surgical treatment for euthyroid
nodular goitre.

The aim of our study is to evaluate the efficacy and safety of HIFU therapy of benign thyroid nodules,
assessing changes in volume, structure and vascularisation by ultrasonography. The method is applied for
the first time in Bulgaria with this indication.

Subjects and methods: 6 patients, 1 male and 5 female, mean age 45 years, with a history of euthy-
roid nodular goitre with a solitary nodule (4 pts) or a dominant nodule in a multinodular goitre (2 pts) were
included inthe study up to now. Normal TSH, calcitonin and benign cytology were needed, with nodule
measures of more than 10 mm/diam. After written informed consent wassigned, HIFUtreatment was per-
formed in one session withThyros One (THERACLION, Paris, France), under ultrasonographicguidance
and after application of conscious anesthesia. Thyroid volume was evaluated at baseline, 7 days, 1, 3
months after HIFU.

Results: Thyroid nodule volume decreased in allpatients after the first month of the treatment with
changes of echogenicity and decrease of vascularisation. Adverse events from HIFU treatment as subcu-
taneous oedema presented 2 patients, both transient.

Conclusions: HIFU is an effective procedure for treating benign thyroid nodules and obtaining stable shrink-
age of nodule volume. HIFU may be an alternative to the conventional surgical treatment. It is noninvasive, with
unlimited repeatability and particularly attractive forelderly people for whom surgery is often contraindicated.

Tupeougumu
Aoy. Kupua Xpucmozo8

KauHuka no eHgokpuHonoeus, MY, BapHa

Tupeougumume no onpegeAaeHue ca 2pyna om Bb3znaaumeaHu uau Bb3narumeaHo-nogobHuU 3a060-
aaBaHus. M3noa3zBanama mepmuHoaozua e o6bpkBawau auncBa gocmambyuHO ugeaaHa Kaacugukauus.




Had-uecmo uznoa3zBanama ce cBbp3Ba ¢ npuduHUMEAR UAU HavuHa Ha npomudvaHe (0cmMpo, hogocm-
PO, XPOHUYHO).

MHpekuyuozHuam mupeougum, KOUmo e pagbk MOXKe ga hpomeve Kamo OCMbp UAU XPOHUYEH, ce-
onpegeaa Kamo 2HoeH, HecynypamuBeHuau cenmuueH mupeougum. [MpuuunaBa ce om unBazuama 6
wumoBugHama »xae3a Ha 6akmepuu, mukobakmepuu, 2bO6UYKU, UAU napazumu.

Tupeougumsm Ha DeQuervain, no-uecmo uzBecmeH kamo nogocmbp 6oae3HeH mupeougum (no-
gocmbp He2HOEH mupeougum, 2paHyromamoseH, nceBgozpaHyroMamoseH, 2u2aHMOKAEMbYEH, MU2-
pupaw,) e ¢ npegnorazaema BupycHa emuoaozus. [NMpogbaxkaBa cegmuuu go HAKOAKO meceua, C Xapak-
mepHa 6oaezHeHocm, uma gBygpazHo npomuyaHe u meHgeHuua 3a peuuguBu.

ABmoumyHHumMe mupeougHu 3a6oaaBaHus ca cpeg Hal-uecmume op2aHocneyuduuyHU aBMmoumyH-
HU 6oAecmu. XpoHudHUmMe aBmoumyHHU mupeougumu (mupeougum Ha Hashimoto) u 6orecmma Ha
bazegoB-Gravesca ocHoBHume npuduHu cbomBemHo 3a Xunomupeougu3ibm U XUNEPMUPEOUGUIbM.
XpOoHUYHUAM AUMCPOUUMEHMUpPeoUgUM Ha Xawumomo uau cmpyma lymphomatosa, uma 6aBHo, 6e360-
Ae3HeHO npomuvaHe B npogbaXeHue Ha 20guHuU e ocHoBHama npuduHa 3anbpBuueH xunomupeougu-
3bmM. HecneuudpuuHuam oz2HUWEHMUpPEOUgUM Ce Xapakmepu3upa C AOKaAHa AUMEPOUGHO-KAEMbUHA
uHdpuampayun, 6e3 goroBumu napeHXuUMHU NpomeHU U ce npuema 3a BapuaHm Ha aBmoumyHHo 3a60-
AaBane. KAUHUYHO moXke ga npomeyde kamo 6e360AK08, mux, Nogocmbp HE2HOEH U HEMUNUYEH NOJOC-
Mbp Mupeougum ¢ NpexogHa Mupeomokcuko3ac Hucka PUK (Aumdgo yumeHmupeougum cbC CnoH-
maHHo Bb3cmaHoBaBane). Xapakmepucmukume Hamo3u mupeougum ce npunokpuBam ¢ mupeougu-
ma Hade-Quervainumupeouguma Ha Xawumomo. KAuHU4HOMO npomuyaHe C u3katoueHue Ha Bucoko-
mo CYEu 6oakama 8 wumoBugHama >kae3ae Hepa3zaudumo om mupeouguma de-Quervain. Xucmoao-
2UYHama HaxogKka He MOXKe ga ce pa32paHuyu om no-Aeka popma Ha mupeouguma Ha Xawumomo. To-
Ba cocmoaHue yecmo ce HabatogaBa 6 caegpogoBua nepuog.

Tupeougumbm Ha Riedel cbc cuHoHumu uHBazuBeH pubpo3eH uAu ckaepo3zupaw, mupeougum e
¢ HeuzBecmHa emuoaozus. Xapakmepu3upa ce cbe cBpbxpazpacmBaHe Ha CbeguHUMEAHa MbKaH, KO-
emo Yecmo ce paznpocmpanaBa 8 okoAHumMe mbKaHu.

CowecmByBam u pazauuHu pazHoBugHocmu HaBb3naseHue uau uHuampayua Ha wumoBugHa-
ma >kAe3a, BkalouumeaHo u mecmuu npoaBu Ha obwu 6oaecmHu npouecu. Cpeg max ca capkougo3sa-
ma u amuAougo3ama Ha wumoBugHama xAe3a. MloHu3zupawama paguauus u gupekmHama mpabma Ha
wumoBugHama >xaAe3a Cbwo Moxke ga npegu3zBukam mupeougum. Tupeougumume ca pegku YCAOXHe-
HUA Ha (papmakomepanuama.

BaxkHO u3kAlOueHUe e amuogapoHbm u edpekmume my Bbpxy wumoBugHama >kae3a, Koumo ca u3-
BecmHu omgaBHa. NoBeuemo mupeougumu, cBbp3aHu ¢ pazaudHu mepaneBmuuHu azeHmMu, npegu3Buk-
Bam obocmpsaHe Ha nogaexkawo aBmoumyrHo 3aboaaBare. ToBa e uecmo npu megukameHmu u3znoa3Ba-
HU 3a KOHMPOA Ha UMyHHama cucmema, BkatouBalku IL-2, interferon-o0 u B, granulocyte/ macrophage
colony-stimulating factor (GM-CSF), Bceku om koumo moxke ga yckopu pa3zBumuemo Ha mux mupeougum.
PaguokoHmpacmuume BewecmBa, mBvpge yecmo uznoazBaHu B pymuHHama npakmuka, mo2am ga npe-
gu3zBukam mupeomokcuko3a npu navueHmu, ¢ npegBapumeaHo npomeHeHa wumoBugHa >kae3a.

Thyroiditis

Assoc. Prof. Kiril Hristozov
Clinic of Endocrinology, MU, Varna

By definition, thyroiditis are a group of inflammatory and inflammatory-like disorders. Current termi-
nology is confused and there is no a clear classification. The most popular classification is according to
the causal agent or the disease progression manner (acute, subacute, chronic).

Infectious thyroiditis is a rare, acute or chronic disorder and is defined as suppurative, non-suppura-
tive or septic thyroiditis. It is usually caused by bacterial, mycobacterial, fungal or parasitic invasion into
the thyroid gland.
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De Quervain’s thyroiditis, also known as subacute painful thyroiditis (subacute non-suppurative thy-
roiditis, granulomatous, pseudogranulomatous, giant-cell or migrant thyroiditis) has putative viral etiology.
De Quervain’s thyroiditis is painful, with biphasic recurrent evolution and lasts several weeks to several
months.

The autoimmune thyroid disorders are the most common organospecific autoimmune disorders.
Chronic autoimmune thyroiditis (Hashimoto’s thyroiditis) and Grave’s disease are the main causes of
hypothyroidism and hyperthyroidism respectively. The chronic lymphocytic Hashimoto’s thyroiditis also
known as struma lymphomatosis has slow, painless progression for many years. Non-specific local thy-
roiditis is considered a type of autoimmune thyroiditis characterized by local lymphocytic cells infiltration
without evident parenchymal changes. The clinical course of the disease is as painless, silent, subacute
non-suppurative or non-typical subacute thyroiditis with transient low-RIU thyrotoxicosis (lymphocytic thy-
roiditis with spontaneous recovery). There are overlapping features with de Quervain’s and Hashimoto’s
thyroiditis. Unless elevated ESR and thyroid pain, the clinical course is undistinguishable from de Quer-
vain’s thyroiditis. The histology is undistinguishable from the mild form of Hashimoto’s thyroiditis. The con-
dition often occurs in postpartum period.

Riedl’s thyroiditis is an invasive fibrous or sclerotic thyroiditis with unknown ethiology. It is charac-
terized by a progressive thyroid fibrosis that may extend to surrounding tissues.

The thyroid gland could also be affected by different types of inflammatory and infiltrative lesions in
some generalized disorders like sarcoidosis and amiloidosis. lonized radiation and trauma may induce thy-
roiditis too.

With the exception of amiodaron, which has well-known detrimental thyroid effects, thyroiditis could
be a rare complication of other drugs. Most of the drug-associated thyroiditis exacerbate the underlying
autoimmune disease. Immune therapies like IL-2, interferon-ot u B, granulocyte/macrophage colony-stim-
ulating factor (GM-CSF) often accelerate the development of silent thyroiditis. Radio-contrast agents, often
used in clinical practice, induce thyrotoxicosis in previously damaged thyroid gland.

3HaueHue Ha YumMoAo2uama 3a guazHo3ama Ha mupeugHume
3a0oAa6aHua u Bethesda cucmemama 3a omzo6op Ha
mupeougHa yumonamoao2uA

P. U6aHoBa, I1. KapaHoBa, P. b. U6aHoBa, A. LLlunkoB, P. KoBayebBa

Kaunuyern LleHmvbp no eHgokpuHoroeua u eepoHmoaozus, MY, Cogpusa

ToHKou2AeHama 6uoncua (Tb) Ha wumoBugHama »Ae3a ¢ nocaegBawo uUMoAo2u4HO uzcaegBaHe
e memog Ha u3zbop B8 cvbBpemeHHama guazHOCMUKa, KaKMOo Ha 3AokadecmBeHume, maka u Ha gobpo-
kauecmBeHume mupeougHu Ae3uu. OcHoBHama uHgukayua Ha Memoga e paHHa guazHo3a Ha Mupeog-
HUA KapuuHom u nogbop Ha 6oAHUMeE 3a Xupypaudecko AedeHue. Ao ckopo, auncBawe cmaHgapmusu-
paHa, Me>kgyHapogHO Npu3Hama cucmema 3a yumoaozudeH omzoBop Ha Tb Ha wumoBugHama >xxae3a. -
Mpe3 2008 2. 6e nybaukyBaHa Bethesda cucmemama 3a cmaHgapmusupaH omeoBop Ha mupeougHama
uumonamoaozaus, koamo BkaouBa 6 guaecHocmuuHu Kamezopuu (maba.). Baxken acnekm Ha Bethesda
cucmemama e, ye Bcaka guazHocmuuHa kamezopusa e cBbp3aHa ¢ OMHOCUMEAEH PUCK 3a MaAuzHe-
HOCM U ar20pumbMm 3a KauHuuHO noBegeHue. C uea Ha 6bgewo U pymuHHO u3znoa3zBaHe, pekaacudu-
uupaxme pempocnekmuBHO onpegeareHUmMe YUMOAO2UYHU Kamezopuu npu Bcuuku nayueHmu ¢ Th Ha
wumoBugHama >Ae3a 3a nepuog om nocaegHume 5 2oguHu (n=2907, xeHu 2554, mbxke 353, cpegHa




Bb3pacm 51,22+14,39, om 5 go 79 2.). B 3akaioueHue, BbBexxgaHemo Ha Bethesda cucmemama 3a
cmaxgapmu3upaH omzoBop Ha mupeougHama uumonamoao2ua 6 npakmukama we nogobpu KAUHUY-
Hama uHmepnpemauua Ha UUMOAO2UYHaMa guazHo3a U NPegAo>KU Npenopbku 3a noBegeHue (xupyp-
2ua/npocaegaBane) 6 3aBucumocm om ycmaroBeHua pucka 3a maau2HeHoCm.

Tabauua 1. PeramuBeH puck 3a maAuz2HeHOCM U NPENOPbKU 3a KAUHUYHO noBegerue cnopeg Bethesda
cucmemama 3a cmaHgapmusupaH omeoBop Ha mupeougHama yumonamoAo2us

Kamezopua Puck 3a maauzHeHocm (%) MoBegeHue
HeguazHocmuuHa uau 1-4 NMoBmopHa Thb nog exozpadcku
HegocmambyeH mamepuaa KOHMPOA
AobpokauecmBeHa <13 IMpocaegaBane
Amunua c HeonpegeAeHO 3HayeHue 5-15 MoBmopHa Tb

UAU (pOAUKYAQpHa Ae3uA C
HeonpegeAeHO 3HavYeHue

(DoAukyaapHa HeonAazua UAU 20-30 Aobekmomusa

Cycnekuua 3a PoAUuKyAapHa

HeonAa3un

Cycnekuua 3a maAu2HeHOCM 60-75 Aobekmomua uau cydbmomaanHa
mupeougekmomus

ManuzHeHa 97-99 CybmomanHa mupeougekmomusn

The Role of Cytology for the Diagnosis of Thyroid Diseases
and the Bethesda System for Reporting Thyroid Cytopathology

R. Ivanova, P. Karanova, R. B. Ivanova, A. Shinkov, R. Kovacheva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia, Bulgaria

Fine-needle biopsy (FB) of thyroid gland with cytology is a method of choice in the up-to date diag-
nostics of malignant thyroid nodules, as well as the benign ones. The main indication of the method is an
early diagnosis of thyroid cancer and selection of patients for surgical treatment. Until recently, there has
no standardized and internationally recognized system for reporting the results of thyroid FNA. In 2008
has been published the Bethesda system for reporting thyroid cytopathology, which proposed six diag-
nostic categories (tabl.). An important aspect of this system is that each diagnostic category is associated
with a relative risk of malignancy and clinical management algorithm. With the purpose of it’s future rou-
tine use, we retrospectively reclassified cytological categories done in all patients with FB of thyroid gland
for a period of last 5 years (n=2907, female 2554, male 353, mean age 51,22+14,39, from 5 to 79 y). In
conclusion, the use of Bethesda system for reporting thyroid cytopathology might improve the clinical
interpretation of cytological diagnosis and to provide clinical management recommendations (surgery or
observational) according to the estimated risk of malignancy.
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Table 1. A relative risk of malignancy and recommended clinical management according to the Bethesda
System for Reporting Thyroid Cytopathology

Diagnostic category Risk of malignancy (%) Usual management

Non-diagnostic or unsatisfactory 1-4 Repeat FNA with ultrasound
guidance

Benign <13 Clinical follow-up

Atypia of undetermined significance 5-15 Repeat FNA

or follicular lesion of undetermined

significance

Follicular neoplasm or suspicious 20-30 Surgical lobectomy

for a follicular neoplasm

Suspicious for malignancy 60-75 Near-total thyroidectomy or
surgical lobectomy

Malignant 97-99 Near-total thyroidectomy

XKeHcka 2oHaga -
The Female Gonad

DeHomun u memaboAUMHU HapyweHUA NPU CUHGPOM Ha

NOAUKUCMO3HU AUYHUUU
Mapua OpbeyoBa

KauHuka no EHgokpuHoroeusa u boarecmu Ha obmanama, YMBAA ,CB. Feopau”, MY, [NroBguB

CuHgpombm Ha noaukucmo3sHu aduHuuu (PCOS) ce xapakmepu3upa ¢ oauzomeHopesn (Oligo), xu-
nepaHgpozeHusbm (HA) u Haaudue Ha noaukucmo3zHu atuHuuyu (PCO). Cnopeg ocHoBHUMe guazHOC-
muuHu Kpumepuu (Rotterdam, 2003) sxeHume ¢ PCOS mo2am ga 6bgam paznpegeaeru 8 4 gpeHomun-
Hu 2pynu: A (Oligo + HA + PCO), B (Oligo + HA), C (HA + PCO), u D (Oligo + PCO). Hat-uecm, Bkatou-
Baw, noumu gBe mpemu om HocumeAkume Ha CUHgPOMa, e KAacudeckuam aHoByaamopeH xunepaHg-
pozeHeH PCOS peHomun (epynu A u B). INpu no-2oasmama vacm om >keHume ¢ Kaacudecka u3zaBa Ha
cuHgpoma ce Buzyaauzupam u NOAUKUCMO3HU at4YHUUU — peHomun A. 3a nocoueHume gBe 2pynu xe-
HU 3amAabcmaBaHemo e xapakmepHo, kamo Yecmomama my Bapupa 68 pazauuHume nonyaayuu. Omk-
puBam ce 3axapeH guabem/HapyweH 2AI0KO3EH MOAEpaHC, gucaunugemun, memaboAaumeH CUHgPOM,
noBuweHu HuBa Ha peguua goka3zaHu mapkepu 3a CbpgedyHo-cbgoB puck, HO 3a maxHomo pa3zBumue
uzpae pora u meaecHomo mezaao. @eHomun C ugeHmMuguyUpa KEHU C XUNepaHgPO2EHU3bM U NOAU-
KUCMO3HU al4yHUUU, HO C HaAauyue Ha oByaamopHu yukau. Te3u nayueHmMKU ca HOCUMEAKU Ha AeKu
gpopmu Ha PCOS, npu koumo uHcyauHoBama pe3ucmeHmMHOCM U XunepuHCYAUHeEMUAMA He ca u3paze-
HU, Yecmomama Ha memaboAUMHU HapyweHUA U HaAudue Ha CbpgeuHo-cbgoBu puckoBu hakmopu e
no-Hucka 8 cpaBreHue ¢ nauueHmkume ¢ kaacudeckua PCOS-peHomun. TeAeCHOMO me2A0 npu PeHo-
mun C obukHoBeHo e HopmaaHO uau Aeko noBuweHo. W3pazeHume npomeHu B mezaomo mozam ga
goBegam go npemuHaBaHe Ha >keHume om eguH xunepaHgpozeHeH peHomun 6 gpya. C peHomun D




€a XKeHu € xpoHu4Ha aHoByAaauua U NOAUKUCMO3HU AUYHUUU, HO C HOPMAAHU aHgpozeHHu HuBa. Mpo-
yuBaHuama npu mazu 2pyna HOCUMEAKU Ha CUHgpoMma ca ockbgHu. HabatogaBam ce 3Hauumu pazauku
NO OMHOWeEHUE Ha aHMPONOMEMPUYHUME, XOPMOHAAHUME U MemaboAumHUMeE noka3zameAu MeXKgy
KAacuveckume ¢popmu U ocmanaaume KauHuuHu Bapuadmu Ha PCOS 8 6bA2apcka nonyaauus.

Phenotype and Metabolic Disturbances in Polycystic Ovary Syndrome

Maria Orbetzova
Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, MU, Plovdiv

The polycystic ovary syndrome (PCOS) is characterised by oligomenorrhea (Oligo), hyperandro-
genism (HA), and the presence of polycystic ovaries (PCO). Following the main criteria of diagnosis (Rot-
terdam Consensus 2003), the patients with PCOS could be divided into 4 phenotype groups: A (Oligo +
HA + PCO), B(Oligo + HA), C (HA + PCO), and D(Oligo + PCO). The most common, including at least
two-thirds of the patients, is classic PCOS with an anovulatory hyperandrogenic phenotype (A+B). In
majority of the patients, polycystic ovaries are present (A). Obesity is common, but the prevalence varies
largely among populations. Diabetes/altered glucose tolerance, dyslipidaemia, metabolic syndrome, and
increased circulating cardiovascular risk factors are also present, but their prevalence is influenced by
body weight. The C phenotype identifies patients presenting with hyperandrogenism and polycystic
ovaries but ovulatory cycles. These patients seem to present a mild form of PCOS with insulin resistance
and hyperinsulinemia being less severe and with a lower prevalence of metabolic and cardiovascular risk
factors than in patients with classic PCOS. In these patients, body weight is often normal or only slightly
increased. Changes in body weight may move the patients from one hyperandrogenic phenotype to
another. Phenotype D is present in women with chronic anovulation and polycystic ovaries but normal
androgen levels. Data on this group of patients are few and more studies are needed.There is a significant
difference in anthropometric, hormonal and metabolic indices between the classical form and the clinical
variants of PCOS in Bulgarian population.

AHmUMIO/\epOBUﬂm XOPMOH KamoO guacHOCMuU4YeH mapkep
Ha penpogykmuBHama cucmema
A. TomoBa, P. PobeBa, I'. KupuroB, @. KymaHoB

KauHuyeH yeHmwvp no eHgokpuHoAozua u eepoHmonoeus, MeguyuHcku yHuBepcumem, Cocpua

AnmumiorepoBuam xopmoH (AMX) e gumepeH 2aukonpomeuH, KOUmo NPUHAgAEXU KbM 20AAMO-
mo cemedcmBo Ha mpaHcopmupawua pacmexxkeH pakmop B. INpu mbXkeme mod ce cekpemupa om
He3zpeaume cepmoaueBu kaemku u npegu3zBukBa 3akbpHaBaHe Ha MioaepoBume cmpykmypu 8v06 de-
myca. AMX npembpnaBa xapakmepHu npomeHu npe3 gemcmBomo. o Bpeme Ha nybGepmema Hezo-
Bume koHueHMpauuu HamaraBam go cmoUHOCMU, KOUMO ce 3agbp>kam cmabuaHu y noaoBo 3peau-
me mbke. [Mpu momuema uau Bb3pacmHu mbxke no HUBOMO My MOXe ga ce Cbgu, Ye e HapyweH mec-
MUKyYyAApHUAM gecueH3yc, gokamo HegoroBumume My cmoUHOCMU ca cycnekmHu 3a aHopxua. [lpu
»kKeHume Mol ce npogyuyupa camo NOCMHAMAAHO OM 2paHYAO3HUME KAEMKU OM npeaHmpaAaHume u
MaAkume aHmpaaHu oAukyau. Tol kamo AMX ce ekcnpecupa npegumHo no Bpeme Ha POAUKYAO2e-
He3zama cepymHume my HuBa moxke ga gagam peaaHa npegcmabBa 3a kauecmBomo u koauvecmBomo
Ha poAaukyaapHua pe3epB Ha alduyHuka. AMX e gobbp mapkep 3a onpegeaaHe Ha penpogykmuBHua
Kanauumem Ha >KeHume U MOXe ga NOMO2He 3a guazHOCMUuuyHO ymouHaBaHe Ha CuHgpoma Ha
NOAUKUCMUYHUME AUYHUUU U Ha HAakou oBapuaAHu mymopu.

BbJITAPCKO HOPYXECTBO MO EHOOKPUHONOIMA 47



i

o' .0 %0

®
Pe3lo;'61ema/Abstr

Anti-MUlerian Hormone as a Diagnostic Marker of
Reproductive System

A. Tomova, R. Robeva, G. Kirilov, Ph. Kumanov
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

Anti-Mlerian hormone (AMH) is a dimeric glycoprotein belonging to the transforming growth factor
superfamily. In males, it is secreted by immature Sertoli cells and triggers the involution of the fetal Mdllerian
ductus. AMH shows substantial changes during the childhood. At the time of puberty, AMH concentrations
decline and remain relatively stable during adulthood. A measurable value in a boy or adult man with bilater-
al cryptorchidism is predictive of undescended testes, whereas an undetectable value is highly suggestive of
anorchia. In females, it is produced only postnatally by the granulosa cells from preantral and small antral fol-
licles. As AMH is largely expressed throughout folliculogenesis, from the primary follicular stage towards the
antral stage, serum levels of AMH may represent both the quantity and quality of ovarian follicle pool. AMH
seems to be a good marker for the reproductive capacity in women and for the diagnosis of polycystic ovary
syndrome and some ovarian tumours.

YcaoxHeHua no Bpeme Ha 6pemeHHocm npu xeHu ¢ PCOS
M. MaaunoBa, AT Kaunuka, YMBAA ,,CB. Feopau” EAA, MroBguB

Moaukucmo3zHuam ad4yHukoB cuHngpom (MKAC) e Hal-vecmama eHgokpuHonamua npu >keHu B
penpogykmuBHa Bb3pacm. No-2oAamama yacm om max ca ¢ aHoByaamopHu uukau. o-vecmo ce
HaAaza AedyeHue 3a cmepuaumem u uH-8umpo npouegypu. Yecmomama Ha cnoHmaHHume abopmu
npu »eHu c MNMKAC e npubauzumeaHo egHa mpema om Bcuuku bpemeHHOCMU. AOpU ga ce nocmuzHe
OpemeHHocm mopbugumembm HapacmBa, 0cobeHO ako eHama € C HagHOPMEHO Me2A0 UAU
3amabcmaBaHe. MepuHamaaHama gemcka cmbpmHocm e yBeaudeHa 1,5 nbmu. YcAoXKHeHUAMa Ha
ObpemeHHocmma ca no-yecmu u BkatouBam npeekaamncusn, 2ecmauuoHeH guabem, npexkgeBpemeHHO
paxkgaHe, noBuweHa yecmoma Ha mbpmBopaxkgaHua. Te3u YcAoXKHeHUA U makpo3omuama Ha naoga
noBuwaBam vecmomama Ha Lle3zapoBo ceueHue, ¢ Bb3moxkeH aHecme3uoAo2uveH, onepamuBeH u
cregonepamuBen puck. Xenume ¢ MKAC mpabBa ga ce npuemam kamo nauvueHmku ¢ Bucok puck u
ga 6bgam cmpukmHoO MOHUMopupaHu no Bpeme Ha BpemeHHOCM.

Pregnancy Complications in PCOS

M. Malinova, Department of Obstetrics and Gynaecology StGeorge Hospital, Plovdiv

Polycystic ovary syndrome (PCOS) is the most frequently encountered endocrinopathy in women of
reproductive age. The majority of women with PCOS have anovulation with infertility. The spontaneous
abortion rate in PCOS is approximately one third of all pregnancies. Once pregnancy is established, the
morbidity increases particularly if the woman is obese. Perinatal mortality is increased at least 1,5 times,
and pregnancy complications are increased including preeclampsia, gestational diabetes mellitus, prema-
ture labor, and an increased stillborn rate. Because of these complications and the increased likelihood of
delivering a large infant, the C-section rate is also increased. Women with polycystic ovary syndrome
should be considered ,high risk” obstetric patients andtheyshould be more closely monitored.
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Pediatrics

Hu6o Ha memaboAumeH KOHMpPOA npu ObA2apckume
nayueHmu ¢ mun 1 3axapeH guabem go 18-2oguwHa Bb3pacm

[Mpoekm Ha bwvAcapckomo Hauuonaano CgpyxeHue no Aemcka EHgokpuHoAo2uA

INaBen uzcregoBamen: Maa KoncmanmuuoBa;

U3zcregoBamenu: P. CaBoBa, K. KonpuBapoBa, H. KareBa, Y. lMempoBa, B. MomoBa,
I. MonoBa, M. ApwurkoBa, P. KoreBa, T. AmanacoBa, B. boagxueB, B. MrageHoB,
MuweBa, A. barabanoBa, B. AecnomoBa

Llea Ha npoekma e ga ce u3zcaegBa HUBoMoO Ha akmyaaHuUA 2AUKeMUYeH KOHMPOA npu 815 nauyuex-
mu ¢ mun 1 guabem (420 momuema) Ha Bb3pacm go 18 20guHU C egHa U Cbw,a CMaHgapmu3upaHa me-
moguka (HPLC /Bio-Rad) ¢ eguH u cbuwy, anapam 6 egHa u cbwa ueHmpaaHa Aabopamopua 8 Codus, 3a
ga ce aHaauzupa BauaHuemo Ha dpakmopume: Bb3pacm, noA, NpogbAKUMeEAHOCM Ha 3aboaaBaHemo,
uHcyAauHoB peskum u Bug uHcyauHoBu npenapamu, couuaAHua cmamyc Ha pogumeaume U maxHOMo
obpazoBameaHo HUBo, Bauaewu Bbpxy memaboAUMHUA KOHMPOA.

Pesyamamu: CpegHomo HuBo Ha HbA,. 3a epynamHa e HezagoBoaumeaHo: 9,0% * 1,948. He ce
ycmaHoBuxa cmamucmuyecku 3Hadumu pazaudua mexgy gBama noaa. CvomHoweHuemo ma-
aua/pbem = 0,4520,5 He noKa3za meHgeHUUA KbM HAGHOPMEHO Me2A0 3a 2pynama. 77% om u3caegBa-
HUMe nauueHmMu ca Ha AeveHue C uHcyauHoBu aHaaujz (n = 628) , Ho HUBomo Ha HbA,: 9,05 £ 2,0%
ocmaBa Bucoko. 3Hauumu pazauyua ce ycmaHoBuxa mexkgy nogzpynume ¢ pasaudHa gaBHocm u Bb3-
pacm Ha nauueHmume - Hat-Bucoko HuBo ce ycmanoBu npu nauueHmume 6 nybepmemua Bv3pacm, Ko-
umo ca U ¢ Hal-20A9Ma NPOgbAKUMEAHOCM Ha 3a6oaaBatemo. CoyuaaHua cmamyc Ha cemelicmBomo u
obpazoBameaHuam ueH3 Ha pogumeAume ca 3HauuMU PaKmMopu 3a ycnexa Ha AeyeHuemo: Hal-Bucoko
HuBo Ha HbA, . ce ycmaroBu npu nauueHmume ¢ Hal-HUCKU couuaaeH cmamyc u HuBo Ha obpazoBaHue.

Level of Metabolic Control of Bulgarian Type 1 DM Patients
Aged 0 - 18 Years

Bulgarian National Society for Paediatric Endocrinology Project

M. Konstantinova - principle investigator

Investigators: R. Savova, K. Koprivarova, N. Kaleva, Ch. Petrova, V. lotova, G. Popova,

M. Arshinkova, R. Koleva, T. Atanasova, V. Boiadjiev, V. Mladenov, Misheva, V. Despotova,
A. Balabanova.

Aims:

« To evaluate the actual level of HbA,. in a cohort of 815 (420 boys) Bulgarian patients aged 0 - 18
years with type 1 diabetes

- With thesamestandardized method: HPLC (Bio-Rad)

- With the same device in a Central lab (Sofia)
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« To analyze the factors: Age, Sex, Duration of DM, Current insulin regimen, Type of insulin prepa-
rations, Family social statusand Educational level on the control

+ To make decisions for the next step in improving control

Results: Average HbA, . is unsatisfying: 9,0% + 1,948; No difference between sexes; Waist/Height
ratio = 0,45£0,5 - no tendency for overweight for the cohort; 77 % of the cohort (n = 628) is on ana-
logue therapy, but HbA,. is still high: 9,05 £ 2,0%; Significant difference was found between the age
groups with the highest level in the teenage subgroup, as well as in the group with longer duration of the
disease (above 5 years).

Social factors and educational level of the parents are very significant for the success of the treat-
ment - the highest level of HbA,. were found in patients in the lower social and educational level.

HagHopmeHo mezao u 3amabcmaBane 6 npegyuuAuwHa
Bb3pacm - meHgeHyua u Bb3moxxHOCMU 3a npeBenyun
M. AameBa, C. laryeBa, W. DeWitte, B. lomoBa

Kam. no leguampusa u Meg. 'eHemuka, MY, BapHa

B gokaag Ha C30 om Hauaromo Ha 2011 2. ce cbobwaba 3a Hag 5 mAH. geua Ha Bb3pacm nog 5
20gUHU C HagHOPMeHO mez2A0 U 3amAabcmaBaHe. B Hawe npoyuBane npe3 2009 2. ycmaHoBuxme
HapacmBaHe Ha kopemHama obukoaka (KO) ¢ Bb3pacmma u 3a gBama noaa npu geua Ha Bb3zpacm 4-
6 20QUHU.

Llea: ga ce onpegeaam yecmomama Ha HagHOPMEHO me2A0 U obwo u abgomuHaAHO
3amabcmaBaHe 8 npegyuuauwHa Bb3pacm u maxHama meHgeHyua cnpamo 2009 .

YyacmHuuyu u memogu: usmepeHu baxa pvcm, meaao u KO Ha 117 geua Ha Bb3pacm 4,53%0,29
20g., nocewaBawu gemcku 2paguHu 666 BapHa. M3uucreHuam UTM (kg/m?) 6e cpaBuen c IOTF
pegepeHmHumMe cmodHocmu 3a cbomBemuua noa u Bv3pacm. CpaBHeHuemo Ge ¢ 2pyna om 189
geua om BapHa Ha cbwama 6v3pacm (4,58+0,31 20g.), u3mepeHu no cbwama memoguka npe3 2009 e.

Pesyamamu: npu cpaBHeHue Ha gBeme 2pynu He ce HabAalogaBa cuzHudpukaHmHa npomaHa 6 KO.
HagHopmeHomo meaao/3amabcmabBare cpeg uzmepeHume npe3 2009 2. geua e 12,7%, Kamo cu2HuU-
gpukaHmHo ce yBeauuaBa 6 epynama om 2013 2. Ha 19,7% (p<0,05). HabaogaBa ce HamaraBaHe Ha om-
HOCUMEAHUA gaA Ha geua CcbC 3amabecmabBare (om 4,2% Ha 0,9%) u yBeauuaBaHe Ha me3u ¢ HagHOP-
MeHo meaAo (om 8,5% Ha 18,8%).

3akaoueHue: HamanaBaHe Ha npoueHma Ha 2pagcku geuache 3amabemaBaHe Ha masu maska 6b3-
pacm Hau-8epoamHoompazaBa noro>kumeaHa meHgeHuua 6 omHoweHuemo Kbm 3amabecmaBaHemo. Y6e-
AudaBawuam ce npoueHm Ha geua C HagHOPMEHO ME2A0, KOUMO MPYgHO ce ugeHmudpuyupam om 06-
wecmBomo u om cemelHUME Aekapu kamo puckoBu u koumo ca nomeHuuareH nya 3a yBeauuaBaHe Ha
3amabcmeaume ¢ Bb3pacmma, uzuckBa cepuo3zHo BHumaHue npu npeBeHuuama Ha 3amabcmaBaHemo.

Overweight and Obesity Among Preschoolers - Trends and
Opportunity for Prevention

M. Lateva, S. Galcheva, W. De Witte', V. lotova
Dept. of Pediatrics and Medical Genetics, Varna MedicalUniversity, Faculty of Medicine and Health
Sciences, Ghent University'

A report of WHO from the beginning of 2011 states there are more than 5 million children under the
age of five that are obese. In our study in 2009 we found an increase in waist circumference (WC) with
age for both sexes in children aged 4-6 years.
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Objective: To determine the incidence of overweight and total and abdominal obesity in preschool-
ers, and their tendency to 2009.

Participants and methods: the height, weight and WC of 117 children aged 4,53 + 0,29 years attend-
ing kindergarten in Varna were measured. BMI (kg/m?) was calculated and compared to the IOTF refer-
ence values for the corresponding gender and age. The comparison was made with a group of 189 chil-
dren,living in Varna, of the same age (4,58 £ 0,31 years), measured with the same methodology in 2009.

Results: when comparing the two groups there was no significant change in WC. Overweight /obe-
sity measured in 2009 children was 12,7% and significantly increased in the group in 2013 to 19,7% (p
<0,05). There is a decrease in the relative value of obese children (from 4,2% to 0,9%) and an increase in
those who are overweight (from 8,5% to 18,8%).

Conclusion: Reducing the percentage of urban children with obesity at this young age likely reflects
the positive trend in attitudes towards obesity. The increasing rate of overweight children who are difficult
to identify by society and family doctors as children at risk and who are a potential pool for increased obe-
sity with age, requires serious consideration in the prevention of obesity.

MHgquUﬂ Ha nyﬁepmem npu momyema
B. Maageno8, B. lomoBa, B. boagxueB, C. laanueBa, M. AameBa, U. XarBagxuaH

MHozonpoguaHa cneyuasu3zupaHa gemcka KAUHUKa, BapHa

KscHuam nybepmem e egHa om Hal-yecmume NpPUYUHU 32 KOHCYAMAaUUa ¢ gemcku eHgOKPUHOAO2.
Yecmomama my e npubauzumenHo 2% om momuemama Ha 14 2oguHu. ToBa cbcmonaHue npegcmaBaa-
Ba 3HaYUM NCuxoAO2UYEH CcMpec 3a 3acezHamume nauvueHmu. [Mpenopbkume 3a nybepmemHa UHgyK-
uua ca 3anouBaHe Ha cybcmumyupawa mepanua C MecCmMoCmepoH, 3a cmumyAaupaHe Ha Bupuauzauus-
ma, pacmexa, MyCKyaAHama maca, KocmHama nabmuocm u camouyyBcmBuemo, a No-KbCHO — CMUMYAU-
paHe Ha cnepmamozeHe3ama ¢ kombuHauua om 2oHagomponuHu (hCGu cunmemuuen FSH). Y Hac Bce
owe HAMa KOHCEeHCYC OMHOCHO UHgyKuuama Ha nybepmema.

INpegcmaBame 7 nayueHma, guazHocmuyupaHu u AekyBaHu 68 Hawama kauHuka no noBog Ha KbCeH ny-
6epmem. ABama om nauueHmumMe ca ¢ Xuno20HagoMpPONEH XUNO20Hagu3bm (CUHgPOM Ha KaamaH), 3 mom-
yema - C KOHCMUMYUUOHaAHO u3ocmaBaHe Ha pacmexka u hybepmema u 2 momyema ca C HapyweHue Ha
mecmukyAapHama PyUHKUUA caeg HechoaydauBa opxugonekcua no noBog Ha kpunmopxusbm. [Mpu Bcuuku
nayueHmu e npoBexkgaHo AeveHue C mecmocmepoH NOg hopmMama Ha UHXEKUUU UAU 2eA, C MHO20 gobbp
egpekm Bbpxy pacmeska, KOCMHOMO Cb3pabaHe, mecmukyAapHua obem u xopmoHaaHume HuBa. Mpobaem oc-
maBa uHgykuyuama Ha cnepmamozeHe3ama nopagu Aunca Ha nogxogawu npenapamu u Bucokama um ueHa.

Induction of Puberty in Boys

V. Mladenov, V. lotova, V. Boyadziev, S. Galcheva, M. Lateva, I. Halvadzian
Multiprofile Pediatric Specilaised Clinicc UMHAT ,Sv. Marina”, Varna

Delayed puberty in boys is one of the most common reasons for consultation with pediatric endocri-
nologist. Its prevalence is approximately 2% of the 14 years old boys. The condition causes significant dis-
tress for the patients. The recommendations for puberty induction include substitution with testosterone,
aiming at improvement of virilization, growth, muscle mass, bone density and self-esteem. At a later stage,
the spermatogenesis should be stimulated with a combination of gonadotropins (hCG and synthetic FSH
preparations). In our country there is still no consensus on puberty induction.

We present 7 patients, diagnosed and treated at our clinic because of delayed puberty. Two of the
patients were with hypogonadotropic hypogonadism (Kallmann syndrome), 3 boyswith constitutional
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delay of growth and puberty and 2 boys with impaired testicular function, following unsuccessful orchi-
dopexy. All of the patients were treated with testosterone preparations - injections or gel, with very good
effect on growth, bone maturation, testicular volume and hormonal levels. The induction of spermatoge-
nesis is still a problem, because of lack of medications and their price.

Muvoxkka 2o0Haga

Tecmucume u mecmocmepoHsbm 6 ucmopuama u

6 Haykama (PaxgaHemo Ha eHgOKpUHoAO2UAMA)
@. KymaHo6

KauHuveH yeHmsp no eHgokpuHoAoaua u eepoHmoioeus, MeguyuHcku yHuBepcumem, Cogua

Upe3 cucmemHo npoyuBaHe Ha 3ana3zeHu ucmopudecku cBegeHua ce npocaegaBa popmupaHemo
Ha pa3zbupaHemo 3a pu3zuoA02UYHAmMa PoAa Ha MbxXkume noaoBu >xae3u u ce uzacHaBa 3HaueHUemMo
Ha me3u op2aHu Bvbobwe 3a Bb3HUKBaHemo Ha Haykama eHgokpuHoAozua. [MpegcmaBam ce gaHHuU 3a
nbpBua uzBecmen B ucmopuama eBHyx, o6cbxgam ce BepoamHume 3aboaaBaHua Ha papaoHa ExHa-
MoH u Ha Hez2oBua npuemHuK TymaHKamoH, aHaAu3upam ce nocaeguuume om Bv3kauBaHemo Ha xe-
Ha Ha nanckua npecmoa. 3ana3eHu ca cBegeHua OMHOCHO NpobAemu, kKoumo uzBecmHu ucmopuvecku
AUYHOCMU Ca umaau ¢ noaoBume cu >kae3u.

C pazBumuemo Ha xupypauama 6 kpaa Ha XIX u Hayaanomo Ha XX Bek 3anouBa wupoko ga ce npak-
mukyBa npucaxkgaHe Ha mecmucu, HO Henpukpumuam Komepcuaruzbm mBbpge 6bP30 Haraza Heza-
muBeH omneuambk Bbpxy mazu Aekapcka gedHocm. Caeg paszkpuBaHemo Ha mecmocmepoHoBama
cmpykmypa u BvB8exxgaHemo Ha xopmoHa kamo AevebHo cpegcmBo ce omkpuBam 2oremu Bb3MOXK-
Hocmu 3a nogobpaBare kavecmBomo Ha >kuBom Ha GOAHUME C MecmukyAHa HegocmambyHOCM, HO
u 3a HenpaBomepHomo my macoBo uznoa3zBaHe 3a HeecmecmBeHo cMuMyAupaHe Ha Myckyaamypama
u HezakoHHO noBuwabBaHe Ha cnopmHUMeE NoCMuUXKeHUs.

Testes and Testosterone in History and Science
(The Birth of Endocrinology)

Ph. Kumanov
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

The evolution of understanding the physiological role of the male gonads and their contribution to
the formation of endocrinology as a science is systematically investigated through preserved historical
data. Information about the first known in history eunuch is presented, possible pathology of the pharaoh
Akhenaton and his successor Tutankhamen would be discussed and the consequences of the accession
of a woman on the holy see would be analyzed. Records about prominent historical figures with proba-
ble disturbances of the sex glands are preserved. At the end of 19" and the beginning of the 20" century
with the rapid development of surgery, the practice of testicular engrafting becomes widely available.
However, the unconcealed commercialism rapidly puts a negative imprint on this medical activity. The dis-
covery of testosterone structure and the introduction of the hormone as a remedy allow vast improve-
ment in quality of life in patients with testicular deficiency and, on the other hand, unauthorized wide use
for unnatural stimulation of muscle mass and illegal enhancement of sport achievements.
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TecmocmepOH u CbpgeqHO-C'bQOB puckK
3gpabko KameHoB

Kaunuka no EngokpuHorozus, YMBAA ,ArekcaHgpoBcka’, MeguyuHcku yHuBepcumem, Cogpua

AbA2u 20gUHU mMecmocmepoHbm bewe cuumaH 3a egHa Om NpUYUHUME 3@ No-Kpamkama NPogbA-
»kKumeAHocm Ha »kuBoma Ha mbxxeme. B kpas Ha muHaaua Bek 3anouHaxa ga ce HampynBam peguua
gokazameacmBa, koumo He camo 20 ,0HeBuHaBaxa”’, HO U noka3zaxa, ye gepuyumbm Ha mecmocme-
poH e cepuo3eH puckoB akmop 3a cbpgeuHo-cbgoBu 3aboaaBaHus.

B gokaaga ca npegcmaBeHu enugemuoAo2udHU gaHHU 3a HeGAazonpuamHama poAa Ha Had-pa3n-
pocmpaHeHama opma Ha Xunoz2oHagu3ma — MO3U C KbCHO Hadaro Bbpxy memaboaumHua u cbgoB
npocua, mopbugumema u mopmaaumema npu mb>keme. TecmocmepoHbmM Uma gupeKmMHU U UHgupek-
mHu Bb3geticmBua B cbpgeuHo-cbgoBama cucmema. Pa3eaegaHu ca HAKOU hamoO2eHeEMUYHU MeXaHUu3-
mMu Ha mecmocmepoHoBua gecpuuum. NopoyHuam Kpbe ,Xuno2oHagu3zbm — memaboAumeH cuHgpom”
BuHazu mpabBa ga 6bge aHaauzupaH u noBauaBaH KomnaekcHO mepaneBmuuHo. IMbcmpama KAUHUY-
Ha KapmuHa Ha xunozoHagu3ma B 3pasa Bvb3pacm Hepagko obade 6uBa nponyckaHa UAU UHMepnpemu-
paHa HenpaBuAHo.

M3nbAHeHama ¢ noBpamu ucmopusa Ha HaBauzaHemo u ymBbprkgaBaHemo Ha 3amecmumeAHomMo
AeUYeHUe C mecmoCcmepoH e UHmMepecHa u noyyumeaHa. Peguua npocnekmuBHu npoyuBaHua npes noc-
AegHUME 20gUHU hogkpenam BAazonpuamuua ecpekm Ha mecmocmepoHoBama cybcmumyuua 8 cop-
geuHo-cbgoBama cucmema. Bb3 ocHoBa Ha max Bce noBeue ce pazwupaBam uHgukauuume u cMecHs-
B6am koHmpauHgukauuume 3a moBa aeueHue. ima obave u gaHHu, Koumo Harazam BHumameAHO npe-
uu3upaHe Ha KaHgugamume 3a 3amecmumenHo Aederue. Kakmo u 68 gpyeume obracmu Ha meguuuHa-
ma, NOX0gbM KbM Mb>Ka C Xunoz2oHagu3zbm mpabBa ga 6bge uHguBugyaausupaH, 3a ga Moxe ga ce
nocmuzHe MakCumaAeH epekm om KOMNAEKCHOMO AeyeHue.

B 3akatoveHue, xunozoHaguzmbm yBeauuaBa cbpgeuHo-cbgoBua puck U cMbpmMHOCM, a 3amecmus-
MEeAHOMO AeYeHuUe C mecmocmepoH uma baazonpuameH egpekm. Peguua acnekmu Ha Bpb3kama mex-
gy XunozoHagu3zma u memaboAumHua u cbpgeuHo-cbgoB puck Bce owe ouakBam cBoemo uzacHaBaHe.

Testosterone and Cardio-vascular Risk

Zdravko Kamenov
Clinic of endocrimology, Alexandrovska University hospital, Medical University, Sofia

Many years testosterone was claimed to be one of the reasons for the shorter life expectancy of men. At
the end of the last century a huge amount of evidence started to accumulate, supporting not only the ,inno-
cence” of testosterone, but also showed that its deficiency is a serious risk factor for cardio-vascular diseases.
In this report are presented epidemiological data about the unfavorable role of the most common form of
hypogonadism - the late onset hypogonadism, on the metabolic and vascular profile, morbidity and mortali-
ty in men. Testosterone has direct and indirect effects on the cardiovascular system. Some of the pathogenetic
mechanisms are discussed. The vicious circle ,hypogonadism - metabolic syndrome” has to be analyzed and
targeted with a complex therapeutic approach. Unfortunately, the broad clinical spectrum of hypogonadism
in adult men quite often is missed or interpreted inaccurately.

The tortuous history of introduction and approval of testosterone replacement therapy is interesting and
instructive. During the last years several prospective studies support the beneficial effect of testosterone sup-
plementation in the cardio-vascular system. On their base of evidence the indications of this treatment broad-
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en and the contraindications shrink. Nevertheless, there are also data advocating a careful selection of the can-
didates for the replacement therapy. Like in other areas of medicine, to obtain the maximal effect from the
treatment, the approach to the man with hypogonadism should be individualized.

In conclusion, hypogonadism increases the cardio-vascular risk and mortality, and testosterone replacement
therapy has a beneficial effect. Some aspects of the link between hypogonadism and metabolic and cardio-
vascular risk still remain to be elucidated.

MuguBugyarna npuueAHa cmoliHOCM Ha 2AUKUpaHUA
XeM02A00uH npu 60AHU om 3axapeH guabem mun 2
Tpogp. Apazomup KoeB

BoenHomeguyuHcka Akagemus, MBAA, BapHa

B nocaegHume 10 2oguHu 2aukupaHuam xemoz2ro6uH (HbA;.) ce ymBuvpgu kamo yHuBepcaseH u
obwonpuem mapkep 3a OUeHKa Ha 2AUKEMUYHUA KOHMPOA NPU AeYeHUemo Ha 3axapHua guabem. Pe-
guua guabemonozudHu obwHocmu B cBema npegaoxkuxa npuyeAaHa cmouHocm Ha HbA, ., koamo 2a-
paHmupa no-gobpusa uzxog Ha 3aboaaBaHemo: no-maako guabemHu ycAroxkHeHUs, no-maska uHBaaugu-
3auun u ygbaxaBaHe Ha ouakBaHama npogbakumeaHocm Ha >xuBoma. Makap u ¢ uzBecmHu pazaudua
8 ma3zu npuuyeaHa cmotHocm (6%, 7%, 7,5%), ma ocmaBa yHuBepcaaHama uea 3a uarama guabemna
nonyaauus. PazBumuemo Ha guabemoaozuuyHume u3zcaegBaHun, obave, nokaza, ye pazaudusma B 6o-
AECMHama xapakmepucmuka Ha KoHKpemHua guabemto 6oaeH - Bb3pacm, npugpyrkaBawu 3a60Aa8a-
HUA, CKAOHHOCM KbM Xunoz2Aukemuu, pazBuau ce guabemHu ycao>kHeHus, koeHUmuBHU HapyweHusn, UH-
Baauguzayusn, ycaoBua Ha xuBom u gp. mo2am ga npeBbpHam cmpemerka 3a nocmuzaHe Ha NPUUEeAHa-
ma ueA Ha yHudpuyupaHua cmaHgapm 3a 2aukemudeH KoHmpoa 8 puckoB pakmop 3a 3gpaBemo u npo-
gbAKumeaHocmma Ha >kuBoma Ha onpegeaeHu 2pynu guabemHo 60AHU. Bcuuko moBa HaroxKu Kopek-
yuu B8 nocaegHume npenopbKu Ha MexkgyHapogHume guabemHu opzaHu3auuu, kamo cbBembm e ga
ce npuaaza nogxog cbobpazeH CbC CbCMOAHUEMO Ha KOHKpemHua nauvueHm (patient-centeredap-
proach). NMpu moBa, obaye, ce npegaazam mpu cmeneHu 3a hnocmu2aHe Ha onmumaaHo HuBo Ha HbA, .
3a pa3AuvHU 2pynu 60AHU: om 6,0% go 6,5% 3a yacm om GoAHume ¢ maaka gaBHocm Ha guabema u
6e3 copgeuHocbgoBu 3aboaaBaHun, okoao 7% 3a GoawuHcmBomo 6oAHU u om 7,5% go 8,0% 3a 6oa-
HUME C MHO20 YCAoXKHeHUs, cbnbmcemBawu 3ab6oraBaHua u maska ovakBaHa NPOgbLAXKUMEAHOCM Ha
>kuBoma. He e nocoueHa ,06aue, memogukama upe3 koamo moBa noxxeaaHue moxe ga ce npeBopHe
8 egHa koHkpemHa uudgpa 3a Bceku eguH KOHKpemeH 6oaeH u kakBo 3HaveHue uma Bb3zpacmma Ha
OoAHuA.

B npe3enmauuama we ce nocodu hopmyaa 3a xeaaHama npuueaHa cmouHocm Ha HbA, . 8 3aBu-
cumocm om Bb3pacmma Ha 60oAHUA, KAKMO U HelHama KOpeKuua Npu Haauduemo Ha gpyau boaec-
momBopHU hakmopu u pazaudHa ovakBaHa npogbaxumeaHocm Ha >xuBoma. Haauuuemo Ha egHa
KOHKpemHa yudpa 3a >xeaaHua HbA;. we momuBupa kakmo aekyBawua aekap, maka u camua 6oaeH
3a hocmuz2aHemo u noggbp>kaHemo U 668 Bpememo, kakmo u 3a no-gobpa npozHo3a 3a ygovakaBare
Ha ouakBaHama npogbAkumeaHocm Ha >kuBoma.

BbJITAPCKO OPYXECTBO O EHOOKPUHOJIOMNA 55




o0

3
®

Pe3fo;i7|ema/Abstr cts

Personal Target of Glycated Hemoglobin A,_for
Type 2 Diabetic Patients

Prof. Dragomir Koev
Military Medical Academy - General Hospital, Varna

In the last 10 years glycated hemoglobin (HbA,.) was accepted as an universal and widely used mark-
er for evaluation of glycemic control in the treatment of diabetes mellitus. A number of diabetological soci-
eties in the world proposed HbA, . targets associated with the best outcome of the disease: less diabetic
complications, less disability and enlargement of life expectancy. In spite of some differences of the HbA, .
target (6%, 7%, 7,5%), HbA, . remains an universal target for the whole diabetic population. Nevertheless,
the progress of diabetic research showed that the differences in the diabetes characteristics of an indi-
vidual patient - age, co-morbidities, susceptibility to hypoglycemia, presence of diabetic complications,
cognitive disorders, disability, life conditions etc. may convert the ambition to achieve one universal tar-
get for very strict glycemic control into a risk factor for the health and shorter life expectancy in some par-
ticular groups of diabetic patients. This considerations forced diabetic societies to correct the previous rec-
ommendation for HbA, . targets. The last advices are one to have an approach that is suitable for the pecu-
liarities of the concrete patient (patient-centered approach). In this issue there are three degrees of optimal
HbA, . for different diabetic groups: HbA,. from 6,0% to 6,5% for those patients with short duration of dia-
betes and without cardiovascular disturbances, about 7,0% for majority of patients without serious compli-
cations and long life expectancy and from 7,5% to 8,0% for patients with a number of complications, co-
morbidities and short life expectancy. But it is not pointed out how this wish may be transformed into a per-
sonal target for everyone patient and iot is not taken into consideration the age of the patients.

In this presentation it will be discussed a formula for the desirable target of HbA,. depending on the
patient’s age, as well as its correction in the presence of other health risk factors and complications. The
presence of a precise figure of target HbA, . will motivate both the patient and his physician to reach and
to maintain it with the time for better prognosis and enlargement of life expectancy.

AHMuUXUNep2AUKEMUYHO AeYeHUe Npu pagHocmeneHHa
b0bbpeuHa HegocmambyHOCM

Aoy. Baagumup XpucmoB
MeguyuHcku ueHmvp NPO-BUTA, Cogpus, bvaeapua

ABagecem go yemupugecem npoueHma om guabemuuume npozpecupam go ymepeHo U mMexko
HapyweHue Ha 6bb6peuHama pyHkyua 6 3a6ucumocm om Bv3pacmma, gaBHocmma Ha guabema u 2Au-
KemuuHua KoHmpoa. ToBa ce ompazaBa Ha uzbopa Ha aHmMuxXUNEpP2AUKEMUYHO AeveHue u u3uckBa no-
YeCmMO MOHUMOpUpaHe Ha BbOpeyHama PYHKUUA U 2AUKEMUYHUA KOHMPOA. YMepeHo HapyweHa 0b0-
peuyHa yHKuyuAa (2aomepyaHa puampauua 30 - <60ml/min) usuckBa pegykuyus Ha go3ama uAu npeyc-
manoBaBaHe Ha mepanuama ¢ memdpopmuH, GLP-T-peuenmopHu azoHucmu, Hakou CYIT u Hakou DPP-
4-peuenmopHu uHxubumopu. MNMpu no-Hucku HuBa Ha 2aomepyaHa puampauyua (nog 15ml/min) e no-
ygauHo ga ce npurazam me2aumuHugu, Hakou CYIT uau nuoeaumaszoH ¢ BHumameneH uzbop Ha go3a-
ma u omuumaHe Ha komopbugHomo cbcmosHue. [NoBeuemo DPP-4-unxubumopu ce npuaazam 6 pegy-
yupaHu go3u NpuU NayueHMuU C HUCKU CMOUHOCMU Ha 2AOMEepYAHama uampauus, gokamo AuHazAun-
MUH MO>Ke ga ce npuaaza 6e3 oepaHudeHue Ha go3ama, BkAloUUMeEAHO U npu guaau3zupaHu 60AHu. UH-
CYAUH ce npuaaza npu Bceku cmagud Ha XBH, npu ycroBue uve pexkumbm u go3upoBkama BHumamen-
HO Ce aganmupam U ca Npugpy>keHu ¢ 2pukauBo moHUMoOpupaHe.



Diabetes Therapies in Renal Impairment

Assoc. Prof. Vladimir Christov
Medical center PRO-VITA, Sofia, Bulgaria

Depending on age, duration of diabetes and glycemic control, 20-40% of patients with type 2 diabetes
will incur a moderate or severe deterioration of renal function. This will impact the choice of blood glucose -
lowering therapy and require more frequent monitoring of both renal function and glycemic control. Moder-
ate renal impairment (GFR 30 - <60 ml/min) requires consideration of dose reduction or treatment cessation
for metformin, glucagone-live peptide-1-receptor agonists, some sulphonylureas and some DPP-4-inhibitors. At
lower rates of GFR down to about 15 ml/min it may be appropriate to use a meglitinide, pioglitazone or cer-
tain sulphonylureas with careful consideration of dose and comorbidities. DPP-4-inhibitors can be used at
reduced dose in patients with very low rates of GFR, and Linagliptin can be used without dose reduction, and
has been used in patient on dialysis. Insulin can be used at any stage of renal impairment, but the regime and
dose must be suitably adjusted and accompanied by adequate monitoring.

Ralph Anthony DeFronzo, MD

Ralph A. DeFronzo, MD, is Professor of Medicine and Chief of the Diabetes
Division at the University of Texas Health Science Center and the Deputy Direc-
tor of the Texas Diabetes Institute, San Antonio, Texas. Dr. De Fronzo is a grad-
uate of Yale University (BS) and Harvard Medical School (MD) and did his train-
ing in Internal Medicine at the Johns Hopkins Hospital. He completed fellowships
in endocrinology at the National Institutes of Health and Baltimore City Hospitals
and in Nephrology at the Hospital of the University of Pennsylvania. Subse-
quently, he joined the faculty at the Yale University School of Medicine (1975-88)
as an Assistant/Associate Professor. From 1988 to present Dr. DeFronzo has been
Professor of Medicine and Chief of the Diabetes Division at the University of
Texas Health Science Center at San Antonio. He also serves as the Deputy Direc-
tor of the Texas Diabetes Institute.

His major interests focus on the pathogenesis and treatment of type 2 dia-
betes mellitus and the central role of insulin resistance in the metabolic-cardio-
vascular cluster of disorders known collectively as the Insulin Resistance Syn-
drome. Using the euglycemic insulin clamp technique in combination with
radioisotope turnover methodology, limb catheterization, indirect calorimetry,
and muscle biopsy, he has helped to define the biochemical and molecular dis-
turbances responsible for insulin resistance in type 2 diabetes mellitus.

For his work in this area, Dr. DeFronzo received the prestigious Lilly Award
(1987) by the American Diabetes Association (ADA), the Banting Lectureship (1988)
by the Canadian Diabetes Association, the Novartis Award (2003) for outstanding
clinical investigation world wide and many other national and international awards.
He also is the recipient of the ADA’s Albert Renold Award (2002) for lifetime com-
mitment to the training of young diabetes investigators. Dr. DeFronzo received the
Banting Award from the ADA (2008) and the Claude Bernard Award from the EASD
(2008). These represent the highest scientific achievement awards given by the
American and European Diabetes Associations, respectively. In 2008 Dr. DeFronzo
also received the Italian Diabetes Mentor Prize and the Philip Bondy Lecture at Yale.
With more than 600 articles published in peer-reviewed medical journals, Dr.
DeFronzo is a distinguished clinician, teacher, and investigator who has been an invit-
ed speaker at major national and international conferences on diabetes mellitus.
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ABmobuozpadun
Ralph Anthony DeFronzo

A-p Pardp AeDpoH30 e npodhecop Nno meguuuHa u
pbkoBogumen Ha AuabemHua omgea 8 HayuHus ueHmbp
Ha YHuBepcumema Ha Tekcac, Kakmo u 3amecmHuK gu-
pekmop Ha Tekcackua guabemeH uHcmumym, 8 CaH AH-
moHuo, Tekcac. Ap AeDpoH3o e 3aBbpwua YHuBepcu-
mema 6 Meua u XapBapgckua meguuuHcku yHuBepcu-
mem. Cneuuaau3zupas e BbmpewHa meguuuHa 6 60AHU-
uama A)koH XonkuHc. Npugobua e cneuuarHOCM NO €H-
gokpuHoaoz2ua B8 HauyuoHaaua uHcmumym Ha 3gpaBemo
u B8 Ipagckama 6oaHuUUa B bBaamumop, Kakmo u cneuuan-
Hocm no Hegpporozua B 6oaHuuama Ha YHuBepcumema 6
MeHcuaBanua. Caeg moBa pabomu kamo acucmeHm/go-
ueHm 6 MeguuuHckua yHubepcumem 8 Meun (1975-1988
2). Om 1988 2. A-p AeDpoH30 e npohecop No MEgUUUHA,
kakmo u 3aBexkgaw, Ha AuabemHua omgeA 8 HayuHua
ueHmMbp Ha YHuBepcumema Ha Tekcac, u 3amecmHuk gu-
pekmop Ha Tekcackua guabemen uncmumym, 6 CaH Ax-
moHuo, Tekcac.

OcHoBHume unmepecu Ha A-p AeDpoH3o ca B 06-
Aacmma Ha namogzeHe3ama u AedeHUemo Ha 3axapeH gu-
abem mun 2 u ueHMpaAHama poaa Ha uHcyauHoBama pe-
3ucmeHmHocm 6 cbuyemaHuemo Ha memabGoAUMHU U
cbpgeuHo-cbgoBu 3aboaaBanus, uzBecmuo nog obwomo
HaumeHoBaHue CcuHgpom Ha uHcyauHoBa pe3ucmeHm-
Hocm. C nomowma Ha ey2zaukemudHa uHcyaunoBa kaamn
mexHuka 8 cbyemaHue ¢ paguouzomonHa Memoguka 3a

uzmepBare Ha obmaHama, kKamemepu3auua Ha KpalHUyU-
me, UHgUpeKmMHa KaAopumempusa U MyckyaHa Guoncus,
moU gonpuHaca 3a uzacHaBaHe Ha GUOXUMUYHUME U MO-
AEKYAApPHU HapyweHus, omzoBopHu 3a uHcyauHoBama
pe3ucmeHmHocm npu 3axapeH guabem mun 2.

3a pabomama cu 8 mazu obracm, A-p AeDpoH30
noayyaBa npecmuykHama Lilly Haepaga (1987 2) Ha Ame-
pukaHckama guabemHa acouuauus, Banting Aekmop
(1988) Ha KaHagckama guabemHa acouuauus, Hazpagama
Ha Novartis (2003 2) 3a U3KAIOUUMEAHU KAUHUYHU U3CAEQ-
BaHua B8 cBemoBeH mawab, u MHO20 gpyau HAUUOHAAHU U
MeXXgyHapogHU Haepagu. Tol e HocumeA Ha Hazpagama
Ha AmepukaHckama guabemHa acouuauua Ha UMEMO Ha
Albert Renold (2002 2) 3a uarocmeH npuHoc 6 obyyeHue-
mo Ha maagu uzcaegoBameau B obracmma Ha 3axapHuA
guabem. A-p AeDpoH30 noayuaBa Haepagama Banting Ha
AmepukaHckama guabemta acouuauua (2008 2) u Hazpa-
gama Claude Bernard Ha EBponelckama acouuauus 3a
uzyuaBaHe Ha guabema (2008 2), kamo moBa ca Hau-Bu-
COKUME U NPEeCMUKHU Hazpagu 3a Hay4yHu NOCMUdKeHUA,
npucbXgaHu om AmepukaHckama guabemHa acouuauua
u EBponedckama acouuauun 3a uzyuaBaHe Ha guabema.
IMpe3 2008 2. A-p AeDpoH3o noayuaBa u Hazpagama ltal-
ian Diabetes Mentor Prize, kakmo u Philip Bondy Lecture
8 Meun. A-p AeDpoH3o uma Hag 600 nybaukauuu 6 npec-
MUXKHU peueH3upaHu MeguuuHcku cnucaHua. Tod e npus-
Ham kAuHuuucm, npenogaBamen, uzcaegoBamen, kaHeH
AEKMOP HA 20AEMU HAUUOHAAHU U MEXJYHapOgHU (popy-
mu, nocBemeHu Ha 3axapHua guabem.

Insulin Resistance: a Multifaceted Syndrome Responsible for
T2DM, Hypertension, Dyslipidemia and ASCVD

Prof. Ralf DeFronzo

University of San Antonio, Texas, USA

Insulin resistance is a hallmark of type 2 diabetes mellitus and is associated with a metabolic and cardio-
vascular cluster of disorders (dyslipidaemia, hypertension, obesity (especially visceral), glucose intolerance,
endothelial dysfunction), each of which is an independent risk factor for cardiovascular disease (CVD). Mul-
tiple prospective studies have documented an association between insulin resistance and accelerated CVD in
patients with type 2 diabetes, as well as in non-diabetic individuals. The molecular causes of insulin resistance,
i.e. impaired insulin signalling through the phosphoinositol-3 kinase pathway with intact signalling through the
mitogen-activated protein kinase pathway, are responsible for the impairment in insulin-stimulated glucose
metabolism and contribute to the accelerated rate of CVD in type 2 diabetes patients. The current epidemic
of diabetes is being driven by the obesity epidemic, which represents a state of tissue fat overload. Accumu-
lation of toxic lipid metabolites (fatty acyl CoA, diacylglycerol, ceramide) in muscle, liver, adipocytes, beta cells
and arterial tissues contributes to insulin resistance, beta cell dysfunction and accelerated atherosclerosis,
respectively, in type 2 diabetes. Treatment with thiazolidinediones mobilises fat out of tissues, leading to
enhanced insulin sensitivity, improved beta cell function and decreased atherogenesis. Insulin resistance and
lipotoxicity represent the missing links (beyond the classical cardiovascular risk factors) that help explain the
accelerated rate of CVD in type 2 diabetic patients.




Treatment of T2DM: a Sound Approach Based Upon its
Pathophysiology
Prof. Ralf DeFronzo

University of San Antonio, Texas, USA

Insulin resistance in muscle and liver and B -cell failure represent the core pathophysiologic defects in
type 2 diabetes. It now is recognized that the B -cell failure occurs much earlier and is more severe than
previously thought. Subjects in the upper tertile of impaired glucose tolerance (IGT) are maximally/near-
maximally insulin resistance and have lost over 80% of their B -cell function. In addition to the muscle,
liver and B -cell (triumvirate), the fat cell (accelerated lipolysis), gastrointestinal tract (incretin
deficiency/resistance), B -cell (hyperglucagonemia), kidney (increased glucose reabsorption), and brain
(insulin resistance) all play important roles in the development of glucose intolerance in type 2 diabetic
individuals. Collectively, these eight players comprise the ominous octet and dictate that:

1) multiple drugs used in combination will be required to correct the multiple pathophysiological
defects, 2) treatment should be based upon reversal of known pathogenic abnormalities and not simply
on reducing the A, and 3) therapy must be started early to prevent/slow the progressive B -cell failure
that already is well established in IGT subjects. A treatment paradigm shift is recommended in which com-
bination therapy is initiated with diet/exercise, metformin (which improves insulin sensitivity and has
antiatherogenic effects), a thiazoldinedione (TZD) (which improves insulin sensitivity, preserves B -cell
function, and exerts antiatherogenic effects), and exenatide (which preserves B -cell function and pro-
motes weight loss). Sulfonylureas are not recommended because, after an initial improvement in glycemic
control, they are associated with a progressive rise in A;. and progressive loss of B -cell function.

MemaboAumHu kocmHu 3aboaaBaHusa

\ = Amer Soc Bone Mineral Research 2002 Fred C Bartter Award Winner.
J R Matheson Lecturer. University of Melbourne 2004
AHMREF Distinguished Scientist Award 2008

""::" IOF medal of scientific achievement award 2008
.q_ Recipient Intern. Bone Mineral Society ] Haddad Award 2013 ofrout-
il standing contributions to clinical research.

Past President Australian and New Zealand Bone Mineral Society
g = Board member International Osteoporosis Foundation,
s { Past Board member International Bone Mineral Society,

h 1 Editor Progress in Osteoporosis.

i Assoc Editor Osteoporosis International
Editorial Board - all main bone journals

E Seeman, Professor of >300 publications
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Professor Seeman has worked in the field of
osteoporosis for over 30 years studying the epidemi-
ology, pathogenesis, risk factors and treatment of
fractures in advanced age in women and men of Cau-
casian and Asian origin. In studying the pathogenesis
of bone frailty and in many disease states in
advanced age, he signaled that fractures and osteo-
porosis in elderly men is a public health problem con-
tributing one third of all hip fractures and one fifth of
all spine fractures. He helped establish the Geelong
Osteoporosis Study, a population based study run-
ning for over 20 years giving insights of worldwide
significance into the morbidity, mortality, and health
costs of osteoporosis. He demonstrated the impor-
tance of skeletal growth in structure as a forerunner
of bone frailty in old age. His work illustrates the sex-
and race-specific differences in bone structure
responsible for differences in fracture patterns in
women and men in Caucasians and Asian groups.
His and his group have emphasized the neglected
and pivotal role of cortical bone loss in development
of frail bones in old age as a major cause of fractures

in old age. This has led to a patent of a method of
quantifying cortical porosity in vivo to identify and
target treatment to those patients who need it, and
allows monitoring of therapy. He has had

research support from the NHMRC consistently since
1988, and from other institutions such as the Victorian
Health promotion foundation, Diary Research Devel-
opment Council, Ramaciotti Foundations for Biomed-
ical Research, and Anticancer Foundation. He has
contributed as collaborator in most studies of drug
therapy used today for prevention of fractures in the
elderly (alendronate, risedronate, strontium ranelate,
denosumab). He has been instrumental in organiz
ing many conferences in Australia, and Asia and
actively promote educational exchange in the region
through scientific meetings and convened the Uni-
versity of Melbourne Osteoporosis training course
annually during the past 15 years. His editorship of
Progress in Osteoporosis since 1993, a quarterly jour-
nal, provides an on line summary and analysis of the
best literature for investigators worldwide.

YHukaAaHume cBoticmBa Ha Denosumab ga HamaAaaBa u
YaCMUYHO ga eAuMuHupa yynaubocmma Ha kocmume

The Distinctive Actions of Denosumab in Reducing

and Partly Reversing Bone Fragility
(6 pamkume Ha Cameaumen cumnojuym: AMGEN/GSK)

Prof. Ego Seeman

Austin Health, University of Melbourne, Melbourne, Australia

MpuHyunu Ha npenopbkume 3a guazHo3a, NPohUAAKMUKA

U A€4€HU€ Ha ocmeonopo3ama

A-P IMramen MonuBanoB, YMBAA ,ArexcaHgpoBcka”, Cogpun

KAuHuuHumMe npenopbku umam kao4doBo 3HaveHue 3a cb3zgaBaHemo Ha goGpu MEQUUUHCKU NPaK-
MUKU Ype3 mpaHcAupaHe Ha u3zcaegoBameackume gokazameacmBa.

OcHoBHume npuHuunu 3a cb3zgaBanemo um ca:

« Hayunama o6ocHoBaHocm ¢ nomowyma Ha meguuyuHama 6a3upawa ce Ha gokazameacmBa, KAu-

HUYHamMa enugemuoA02ufq, Cmamucmuyecku U papmMako-uUKkoOHOMUYECKU NOgxogu.

« EmuyHocm ¢ nomowma Ha npo3pavHocm, ACHOMa, gekaapupaHe u u3kaouBare Ha noBauaBare
om KoH(AUKMU Ha uHmepecu. Cb3gageHu C KOHCEHCYC CAEg NPOgbAXKUMEAHU gebamu acHO pa3epa-
HuuyaBam uHmMepnoAayusma om ekcmpanoAayuama Ha pakmume. Te ca npenopbKu 3a akmyaaHume




,npaBuaa Ha uzkycmBomo” (legeartis) u He ca pueugHu umnepamuBHU cmaHgapmu 3a U3NbAHEeHUe U3-
KatouBawu AuuHua onum, 3gpaBus pa3zym, uHguBugyaaHus nogxog UAu aamepHamuBHume memogu.
[Mpegaazam u npenopbuBam, a He Harazam.

Mo-2ope u3aoXkeHUMe npuHyunu ca 3arezHau B MNpenopbkume 3a guazHOCMUKA U AeyeHue Ha ocme-
onopo3ama Ha bBAE 8 pegakuusma um om 2013 2.

Principles of the Guidelines for the Diagnosis, Prevention

and Treatment of Osteoporosis
Plamen Popivanov MD, University Hospital Alexandrovska, Medical University, Sofia

Clinical recommendations are crucial to the establishment of good medical practices by translating
research evidence.

The basic principles for their elaboration are:

+ Scientific substantiation by means of evidence based medicine, clinical epidemiology, statistics and
pharmaco-economic approaches.

+ Ethics by means of transparency, clarity, and declaring and excluding conflicts of interest. Created by
consensus after lengthy debates, they clearly distinguish interpolation from extrapolation of the facts. They rep-
resent the current recommendations for the "rules of art" (lege artis) and are not rigid mandatory standards
excluding personal experience, common sense, personal approach and alternative methods. These guidelines
propose and recommend, not impose.

The above principles are set out in the Guidelines for the diagnosis and treatment of osteoporosis of the
Bulgarian Endocrinology Association in the 2013 edition.

[Mpenopbku 3a gobpa KAUHUYHA NpakKMuKa N0 0CMeonopo3a

6 bbAazapua - Ho6u akuenmu 2013

AHHa-Mapusa bopucoBa’, Muxaua boaHo8’, Axekcangwp LLluHkoB'

'KauHUKa no mupeougHu u memaboAumHu KocmHu 3aboraBarus, KAuHuYeH yeHmvp No eHgOKPUHOAO-
aus, YCBAAE ,Akag. NBaH lNeHueB”, MeguuyuHcku YHuBepcumem Cogpus; *KAauHuka no eHgoKpuHoAo2UA
u borecmu Ha obmaHama, Kamegpa no 8empewru 6oaecmu, YMBAA ,, AnekcangpoBcka”, MY, Cogpus

Haauue e mpemomo nopegHo u3gaHue Ha bbazapckume [Npenopbku 3a gobpa KAUHUYHA nNpak-
muka 8 guaeHocmukama u AedeHuemo Ha ocmeonopo3ama. To cbuemaBa enemeHnmu om EBponedicku-
me pbvkoBogHu ykazaHua om 2012, KaHagckume npenopbku om 2010, om KAUHUYHUME yKa3aHua Ha
AmepukaHckama acouuauus Ha KAUHU4YHUme eHgokpuHoao3u om 2011, om obHoBeHume npe3 2012
DpeHcku npenopbku, KAKMO U om Hemckume yka3aHua Ha epmaHckama acoyuayus no 0CmMeonopo-
3a. M3uaro ca obHoBeHU gaHHUME 3a enugemuoAo2UAMa Ha ocmeonopo3ama u pakmypume y Hac
Kamo ca BkAloueHu peyamamume om nocaegHume 2oaemu npoyyBarua. NaBama 3a puckoBume dak-
mopu 3a ocmeonopo3a bewe gonbAHeHA C NOgPOOHO U3A0XKEHUE 3a Npo2pamama 3a OUeHKa Ha dpak-
mypHua puck, FRAX. NThaBama, nocBemeHa Ha guazHocmuyHuA Nogxog bewe pagwupeHa C NPUAoXKe-
Huemo Ha oueHkama 3a BepmebpaaHu gppakmypu, VFA. NMoguepmaHa e poArama Ha ueHmMpasHama
gBolHo-eHepaulHa abcopbuuomempusn, DXA. BubkHama 6ewe ocbBpemeHeHama koHuenuua 3a gedu-
uum Ha BumamuH D u HYKHama My cynaemeHmauyun, maka Kakmo e u3AoxkeHa om MexxgyHapogHama
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ocmeonopo3Ha gpoHgauus, IOF. INpepabomeHa 6e u 2raBama, nocBemeHa Ha (PapMakOAO2UUHOMO Ae-
yeHue. BkaoueHu 6axa HoBu gaHHu 3a DenosumabuBazedoxifene, kakmo u 3a Beue gobpe nozHamume
AekapcmBa. NpegcmabBena e cbBpemeHHama KoHUENUUA 3a HAMaAeHUEe Ha (PPAKMyPHUA PUCK U HeXe-
AaHU cmpaHu4Hu gedcmBua Ha megukameHmMumMe. AONbAHEH e aceH ar2opumbm 3a noBauaBaHe Ha Bep-
mebpaaHug, HeBepmebpaaHua u hemopasrHua PpakmMypeH pUCK NPU XKEHU U MbXKE, KAKMO U NPU 2A10-
KOKOPMUKOUg-UHgyuupaHa ocmeonopo3a. Macmo e omgeAeHO U Ha ocmpama u XpoHudHa 60Aka, Cb-
nbmcmBawa ocmeonopo3zama. B 3akaloueHue, Hacmoawume npenopbku npegcmaBaaBam cbop om
UHCMPYMEHMU, KOUMO UMam 3a UeA ga nognomozHam kAuHuuucma 6 noBegeHuemo my cnpamo nauu-
eHmume ¢ ocmeonopo3a u noBuweH pakmypeH puck.

The Bulgarian Guidance for the Diagnosis and Management
of Osteoporosis 2013 - Summary of Changes

Anna-Maria Borissova’, Mihail Boyanov’, Alexander Shinkov’

"Department of Thyroid and Metabolic Bone Diseases, University Hospital of Endocrinology, Medical
University of Sofia, Sofia, Bulgaria; * Department of Internal Medicine, Clinic of Endocrinology and
Metabolism, University Hospital Alexandrovska, Medical University, Sofia

This is the third edition of the Bulgarian clinical practice guidelines for the diagnosis and management of
osteoporosis. It combines elements and recommendations from the European Guidance 2012, the 2010
Canadian clinical practice guidelines, the American Association of Clinical Endocrinologists guidelines 2011,
the 2012 update of the French guidelines, as well as the German DV? Leitlinie. The data on the epidemiolo-
gy of osteoporosis and fractures in Bulgaria were fully updated including the results from recent studies. The
chapter on the risk factors for fracture was expanded and included a detailed description of the fracture risk
assessment tool, the FRAX. The chapter on the diagnosis of osteoporosis was appended by the use of the ver-
tebral fracture assessment, the VFA. The role of central DXA was underlined. The up-to-date concept for vita-
min D deficiency and supplementation was incorporated as issued by the International Osteoporosis Foun-
dation, the IOF. The chapter on the pharmacologic treatment was updated. The update included new data
about Denosumab and Bazedoxifene as well as about the already well known medications. The actual con-
cept on fracture risk reduction and side effects due to the medications was reviewed. A clear algorithm for the
reduction of vertebral, non-vertebral and hip fracture risk in women, men and in glucocorticoid-treated
patients was presented. In conclusion, this guideline provides the clinician with an ecclesiastic tool to help him
managing the patients with osteoporosis and increased fracture risk.

MuHepaAHU U KOCMHU HapyWweHUA Npu XPOHUYHO ObOpeyHo

3360/\963He u ocmeonopo3a
Cm. KpuBowueB, Kiunuxa no guaruza, YMBAA ,L{apuya Voarna - ICYA”, Cogpus

MuHepaAHUmMe U KOCMHU HapyweHUa Npu XpoHUYHO 6bbpeuHo 3aboaaBaHe u ocmeonopo3ama ca
cBbp3aru ¢ Bucoka yecmoma Ha KOCMHU PpakmMypu, Hucko kayuecmBo Ha »kuBom, cbgoBu Kaauugu-
Kamu u noBuweHa cMmbpmHocm. Yecmomama Ha gBeme cbecmoaHua HapacmBa 3Hayumo ¢ Bb3pacm-
ma. Bbnpeku cxogHama KAUHUKA, Me umam pa3AudHa namozeHes3a u pa3audHo AedeHue. Cba2AacHo ge-
¢puHuyuama Ha C30 ocmeonopo3ama e ,3aboaaBaHe, xapakmepu3upawo ce € HUCKa KOCMHa MuHe-
paAHa NABMHOCM U MUKpOapxXumekmypHu HapyweHus, Bogewu go Hucka kocmHa 3gpaBuxa u noBu-
weH puck om ¢ppakmypu”. Mpu obwama nonyaayua uma gobpa kopeaauua Mexkgy KOCmHa MuHepaa




Ha NABMHOCM U puck om ¢ppakmypu. MUHepaAHUMEe U KOCMHU HapyweHUA NpU XPOHUYHO 6bOpeUHo
3aboaaBaHe He BuHazu ca cBbp3aHu € HuCka KOCMHa MuHepaaHa nAbmHocm, a Bpb3kama Ha nocaeg-
Hama c KocmHume pakmypu He e cueypHa. Om MHO206polHUME Mapkepu Ha KoCmHua memaboAu-
3bM eguHcmBeHo KOCMHama aAkaaHa pochamaza uma cuzypHo macmo B8 guazHocmukama u npocae-
gaBaHemo Ha MUHepaAHUME U KOCMHU HapyweHUA Npu XpoHUYHO 6bbpeuHo 3aboanBate. Mopagu me-
3U NpuUYUHU, eguHcmBeH cuzypeH guazHoCMuYeH nogxog Npu moBa cbcmonaHue e kocmHama Guoncus.
Bbnpeku Haauduemo Ha MHO200polHU aHMuUoCMeonopo3HU (ocHOBHO aHmMupe3opomuBHu) cpegecm-
Ba, onumbm ¢ max Npu XpoHU4YHO ObOpeuHo 3bb60ABaHe e gocma oz2paHudeH. TaxHOMO npuAazaHe

Npu GOAHU CbC CUAHO HamaneHa ObOpedHa PyHKUUA (2A0MepyAHa puampauusa nog 30 ma/muH) e cBobp-
3aHO C 20AaM puck om cBpbxcynpecua Ha KOCMHUA MemMaboAU3bM U aguHamuyHa KocmHa 6oaecm.

CvobpazaBaHemo ¢ 6bbpevHama yHkuua, ocobeHo npu xopa B HanpegHara Bb3pacm, uma 20AAMO
3HayeHue 3a npaBuaHama guazHocmuka u edpekmuBHomo u 6Ge3onacHO AeveHue Ha ocmeonopo3ama.

Chronic Kidney Disease-Mineral and Bone Disorder

and Osteoporosis
Krivoshiev 8. Dialysis Clinic, University Hospital , Tsaritsa Joanna - ISUL”, Sofia

Chronic Kidney Disease-Mineral and Bone Disorder (CKD-MBD) and osteoporosis are linked to a
high frequency of bone fractures, low quality of life, vascular calcification and increased mortality risk. Fre-
quency of both states increases significantly with age. Although similar clinical signs, they have a different
pathogenesis and different treatment. According to WHO definition osteoporosis is ,a disease character-
ized by lowbone mineral density and micro architectural deteriorationleading to low bone strength and
increased risk offractures.”

In general population there is a good correlation between bone mineral density and risk of fractures.
CKD-MBD is not always linked to low bone mineral density and connection with fractures is not certain.
Among many markers of bone metabolism, bone-specific alkaline phosphatase is the only one proved to be
certain in diagnosis and follow up of CKD-MBD. This is the reason why the only reliable diagnostic approach
in this state is bone biopsy. Although presence of many antiosteoporotic (mainly antiresorptive) drugs, the
experience with them in CKD is limited. Treatment with them in cases of low kidney function (GFR <
30ml/min) may lead to oversuppression of bone metabolism and high risk of adynamic bone disease.

To consider kidney function, especially in elderly people, is critical for exact diagnosis and effective
and safe treatment of osteoporosis.

Pe3yamamu om AeyeHue Ha nbpBuyeH xunepnapamupeougu3bm
¢ Bucokounmen3zuben okycupan yampazbyxk (BUDY)

P. KoBaueBa', U. Baaxo8', IO. Cmoiino8', P. UBanoBa’, A. LlluHko6',
K. Opmiwono’, T. Aprok®

'KauHuyveH LleHmwvp no EHgokpuHoroeua u lepoHmonozusa, MY Cogpus;
*Theraclion, Paris, France; * Inserm ERI-12, Université de Picardie Jules Vernes, Amiens, France

Peguua 60AHU ¢ nbpBuuen xunepnapamupeouguibm (MXMT)omkazBam uau umam npomuBonoka-
3aHuA 3a XUpypa2udHo AeveHue. BbamoxkHocmume 3a aamepHamuBHO AeueHue ca o2paHuUYeHu - megu-
KaMeHMO3HO UAU CKAepO3UpaHe C abCOAIOMEH aAKOXOA.
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Llea Ha moBa npoyuBaHe e ga ce ycmaHoBu gbvazocpouHama edpekmuBHocm u 6e3onacHocm Ha
BVDY 3a HamaaaBaHe obema Ha napamupeougHUA ageHOM U KOHMPOA Ha oyHKUUAMA my.

Mamepuas u memogu: 13 nauueHmu, 11 xxeHu u 2 MbXe, Ha cpegHa Bb3pacm 55 20guHU, C KAUHUYHU
u buoxumuuHu gaHHu 3a MXMT u yumoao2uyHU gaHHU 3a gobpokavecmBeHo obpa3yBaHueca Bxkatoueru B
npoyuBaHemo. AeueHuemo ¢ BUDY e npoBegero 6 gBe cecuu, uznoazBalku anapam Thyros-1 (THERA-
CLION, Paris, France), nog exozpadycku KoHMpoa u bygHa aHecme3ua. Obembm u chyHKuuAMa Ha napamu-
peougHuUA ageHOM ca NpocAegeHUu go 2 20guHuU caeg nbpBomo uau Bmopomo BUDY aeveHue.

Pezyamamu: CepymHusm napamxopmoHce noHuxkaBa npu 5 60AHU U ce Hopmaau3zupa 68 pamkume
Ha 1 - 48 meceua caeg Bmopomo AedeHue npu 3 60AHU. CepymHUAM KaAyul HamMaAa u cmaHa Hopma-
A€H UAU 20pHO-HOpMaAeH npu 12 6oaHu. INpu 10 60AHU 06ema Ha hapamupeougHUA ageHOM HamaAsa C
13,1 % go 82,6 % 3a 12 meceua creg nbpBomo uau Bmopomo BUIDY reuerue. CBbp3aHume c memo-
ga CmpaHUYHU epekmu Kamo MEeKOMbKaHEH NOGKOXKEH egem U HamaAeHa nogBuxkHoCcm Ha 2aacHama
Bpb3ka om cmpaHama Ha MaHunyaauuama, ce HabatogaBaxa npu 8 6oaHu. Te baxa npexogHu u om30By-
yaBaxa HanbAHO 3a 5 - 30 gHU CAeg MaHUNYyAauuama.

M3Bogu: BUDY e ecpekmuBeH memog 3a AedeHUe Ha hapamupeougHa XunepgyHKUuUa U nocmuaa-
He Ha cmabuAHo HamaraBaHe Ha obema Ha ageHoma. Memogbm moxe ga ce npeBbpHe 8 aamepHamu-
Ba Ha xupypaudHomo AeveHue npu Bb3pacmHu 6oaHU ¢ npugpy>kaBawu 3a6oaaBaHus uau npu 6ezcum-
nmomHo npomuyauw, MXMT. Tol e HeunBazuBen u ¢ Bb3moxkHoCM 3a Heo2paHudeHa noBmopaemocm.

Results of High Intensity Focused Ultrasound (HIFU)
Treatment in Primary Hyperparathyroidism

R. Kovatcheva', J. Vlahov', J. Stoinov', R. Ivanova’, A. Shinkov', C. Ortuno’®, T. Drieke’
"Clinical Center of Endocrinology, Medical University, Sofia, Bulgaria;* Theraclion, Paris, France;
*Inserm ERI-12, Université de Picardie Jules Vernes, Amiens, France

High Intensity Focused Ultrasound is a promising new therapeutic approach tomanage parathyroid
adenomas or hyperplasia in primary hyperparathyroidism (PHPT). The aim of this study was to investigate
the long-term safety andefficacy of HIFU ininducing shrinkage of parathyroid volumeand in controlling the
parathyroid hyperfunction insubjects with PHPT.

Methods: Thirteen patients, 11 female and 2 male,mean age 55 years, with history of overt PHPT with
mean duration 3,6 years and with benign cytology were included inthe study.After written informed con-
sent wassigned, HIFUtreatment was performed in one or two sessions withThyros One (THERACLION,
Paris, France), under ultrasonographicguidance and after application of conscious anesthesia. Parathyroid
volume and parathyroid function were evaluated at baseline, one day, 1, 3, 6, 9, 12 months after HIFU 1
or HIFU 2.

Results: Serum PTH decreased in 5patients, but normalized in three of them 1 to 48 months after
HIFU 2. Serum Ca decreased and became normal or upper normal in 12 patients. Ten parathyroid glands
decreased in size after HIFU 1 and HIFU 2 with 13,1% to 82,6% for one year of follow-up. Adverse events
from HIFU treatment as subcutaneous oedema and impaired vocal cord mobility presented 8 patients,
both transient.

Conclusions: HIFU is an effective procedure for treating parathyroid hyperfunction in PHPT and
obtaining stable shrinkage of parathyroid volume. HIFU may be an alternative to the conventional treat-
ment and particularly attractive forelderly people for whom surgery is often contraindicated.lt is noninva-
sive and with unlimited repeatability.



Ll,umO/\OZU‘IHa guacHO3a Ha napamupeougHume mymopu
P. U6aHoBa, I1. KapaHoBa, P. b. U6aHoBa, A. LLlunkoB, P. KoBayeBa

Kaunuyer LieHmvp no eHgokpuHoAoaua u eepoHmonoeus, MY, Cogua

Mpe3 nocregHume 20guHu, ¢ pazBumuemo Ha Bucoko-uecmomHama exozpagpua U pymuHHOMO
u3zBoupwBaHe Ha mbHKO-u2AeHa Guoncua (Th) Ha wumoBugHama >kae3a, 6posm Ha Th Ha exozpadcku
cycnekmHume (PYHKUUOHaAHO akmuBHU uAu HeakmuBHU napamupeogHU MyMopu HapacmHa.

Llea Ha Hacmoawemo npoyuBaHe e ga ce oueHam xapakmepHume UuMmoAo2udHU 6eae3u Ha napa-
mupeougHUMe Mymopu U ce OUeHU 3HaYeHUemo Ha UumoAO2UYHama guazHo3a Ha cCycnekmHume na-
pamupeogHuU Ae3uu Ype3 XucmoaozuuHa Bepudpukauus.

Memogu: 3a nepuog om 5 2oguHu (2008-2012 2.), uumoao2uuHo u3caegBaHe Ha cycnekmHu napa-
mupeougHu Hogyau e u3BbpweHo npu 144 nayueHmMu C KAUHUYHU gaHHU 3a Xunepnapamupeougu3bm
UAU CcAyYalHO ycmaHoBeHu ekcmpamupeougHu HOgyAu npu exozpadpcko uzcaegBaHe Ha wuama (119
XeHu, 25 mbxke, cpegHa Bv3pacm 54,86+12,02 2, om 24 go 79 2.). Llumoao2uyHama guazHo3a Ha u3c-
AegBaHume cayvau e KaacupuuupaHa kKamo HeguagHOCMUYHa (HegocmambyeH mamepuaa), HezamuB-
Ha, cycnekmHa uAu no3umuBHa 3a napamupeougHa Ae3us.

AHaAu3zbm Ha pe3yamamume noka3Ba, ye uumoAoz2uYHama guazHo3a Ha napamupeougHume my-
MOpU € mpygHa, 2AaBHO Nopagu mMaAkusa ueAayaapumem Ha uumoHamaskume. AuazHocmuyHUAM aA20-
pumbm exozpadua Ha wuama = Th nog exozpadpcku KOHMPOA = YUMOAO2UA HAa CYyCneKkmHume napa-
MUPEOUgHU Ae3UU UMa 3HayeHue 32 moyHama npegonepamuBHa AoKaAu3auua Ha napamupeougHume
mymopu. [NozHaBaHemo Ha xapakmepHume uumomopgoroz2udHUMe ocobeHocmu Ha napamupeoug-
HUMe Mymopu we nogobpu guazHoCMuYyHama cMoUHOCM Ha memoga.

Cytological Diagnosis of Parathyroid Tumors

R. Ivanova, P. Karanova, R. B. Ivanova, A. Shinkov, R. Kovacheva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia, Bulgaria

In last years, withthedevelopmentof ultrasonographyandtheroutineuseof thyroid fine-needle biopsy
(FNB), thenumberofFNBofultrasonicallysuspicious functional or nonfunctional parathyroid lesions (PTL)
hasbeenincreased.

The aim of this study was to evaluatethecharacteristiccytomorphogicalfeaturesofparathyroid tumors
andtoanalyzethediagnosticaccuracyoffine-needlecytologyofsuspiciousparathyroidlesions through histolog-
ical verification.

Methods: For a period of 5 years (2008-2012), cytological investigation for suspicious PTL was done
in 144 patients with clinical data for hyperparathyroidism or incidentally found ultrasonically extrathyroid
lesions (119 female, 25 male, mean age 54,86£12,02 y, from 24 to 79 y). The cytological diagnosis was
classified as unsatisfactory, negative, suspicious or positive for PTL. The analysis of the results showed that
the cytological diagnosis of parathyroid lesions is difficult, mainly for the scant cellularity of the smears.

The diagnostic algorithm, including neck ultrasonography = FNB under US control = cytology of
suspicious parathyroid lesions is helpful for their prompt localization prior to surgery. The recognition of
the typical cytomorphological features of parathyroid tumors might improve the diagnostic accuracy of
cytology.
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ycmuo npegcmaBaue

6pwb3kama mexgy cepymHume HuBa Ha
nokajameAume Ha MemadoAUMHUA KOHMPOA npu
peH guabem mun 2 Ha NePOPaAHO AeueHue

A. bakaroB’, M. boano8’, A. LlakoBa>, B. IpozeBa’, P. MekoBa’
'KauHuka no eHgokpuHoaoezun, Kamegpa no BbmpewHu 6oaecmu; *Kamegpa no KAuHU4YHA Aabopamopus u
KAUHUYHA umyHoao2ua YMBAA ,ArekcangpoBcka”, MeguuuHcku yHuBepcumem, Codpusa

MybaukyBaHu HauyaAHU gaHHU NpegnoAazam, ye Hegocmuzbm Ha BumamuH D kKopeaupa ¢ uHcyauHoBa-
ma pe3zucmeHmHocm u memaboAumHua KOHMPoOA Npu 6OAHU CbC 3axapeH guabem mun 2.

Llea Ha Hacmoawemo uzcaegBaHe be ga ce uzcaegBa Bpbikama mexkgy cepymHume HuBa Ha BumamuH
D u nokazameAume Ha MemaboAUMHUA KOHMPOA NPU NAayUeHMuU CbC 3axapeH guabem mun 2 Ha nepopan-
HO AeueHue. YyacmBaxa 100 guabemuuu mun 2 - 56 xxeHu u 44 mbxke. CpegHama Bb3pacm Ha xxeHume Ge
59 20g., a Ha mbXkeme — 58 20g. CpegHama gaBHocm Ha 3axapHua guabem npu >keHume 6e 9,8 £ 6,3 20gu-
HU; a Npu mbXXeme - 7,7 £ 4,5 2oguHu. CHe ce aHamHe3a u (pu3zukaaeH cmamyc, ocbwecmBuxa ce uzmep-
BaHe Ha apmepuarHOMO HaAA2aHe C guauMmaAeH chuemomaHomemsbp U buoearekmpuUecku umnegaHc ¢ ana-
pam TanitaTBF-215 Ha ¢pupma Tanita (TanitaCorp., Japan). N3caegBaHu 6axa cepymHu HuBa Ha 25-(OH)-D
Total (umyHomecm, RocheDiagnostic) u napamxopmoH (iPTH, eaekmpoxemuAymuHUCUEHMEH UMUYHEH aHa-
AU3), CEPYMHU U ypuHHU HuBa Ha KaAuul u oCeop, KpeamuHuH U KpeamuHUuHoB KAupbHC (C aHaauzamop
Cobasintegra), 6ema-kpocaanc, 2aukupaH xemo2aobuH, kpbBHa 3axap, AunugeH npodua. [pu oueHka Ha Ko-
peAauuama mexgy cepymHume HuBa Ha BumamuH D u nokazameAume Ha memaboAUMHUA KOHMPOA Ce U3-
caegBaxa kpuBume cbaaacHo caegHume oyHKUUU: AuHelHa, kBagpamHa, kybuuHa, uHBepcHa, power, Ao2a-
pummuvHa, obpamHo-nponopyuoHaaHa, S-obpazHa. YcmanoBu ce, ye u npu gBama noaa cepymHume HuBa
Ha 25(OH)-DTotal kopeaupam eguHcmBeHo cbe cepymHume HuBa Ha KaAuua u pocpamume, HO He U C OC-
maHaaume nokazameau. Tazu 3aBucumocm Gewe egHakBa npu gBama noaa. 3aBucumocmma Ha cepymHu-
me HuBa Ha Bumamun D om 3ambeaaBawu hakmopu Kamo NpoueHM MacmHa MbKaH (MapKa 3a 3amAbCcms-
Bane) u 6b6peyHa pyHkuua (KpeamuHuHoOB KaupbHC) ce nomBbpgu camo Npu mbXkeme.

B 3akAto4yeHue, npuHocbm Ha BumamuH D kbm memaboaumHua KOHMPoOA BeposmHO e No-CKopo CKpo-
meH. CpaBHumeaHo ozpaHudeHama 6polika auva 8 Hawemo npoyuBare He no3BoAu ga ce omkposm acHu
meHgeHuuu, koemo nomBbpyxkgaBa Hyxkgama om caegBawu no-o6emHu npoyuBarus.

tudy of Serum Levels of Vitamin D and the
trol Parameters in Patients with Type 2 Diabetes
al Antidiabetic Drugs

D. Bakalov', M. Boyanov', A. Tsakova’, V. Grozeva', R. Mekova’
'Clinic of Endocrinology and Metabolism, Department of Internal Medicine; ? Department of Clinical Laboratory
and Immunology, University Hospital Alexandrovska, Medical University, Sofia

The data from the literature suggest that the vitamin D insufficiency is correlated to insulin resistance and
metabolic control in type 2 diabetes patients.

The aim of this study was to test the correlation between the serum levels of vitamin D and the metabol-
ic control parameters in patients with type 2 diabetes mellitus on oral antidiabetic drugs. One hundred type 2
diabetes patients participated - 56 men and 44 women. The mean age of the women was 59 years, of the men
- 58 years. The mean diabetes duration in women was 9,8 £ 6,3 years and in men — 7,7 £ 4,5 years. Complete
patient history as well as physical exam including blood pressure measurements was performed, followed by
body composition analysis by bio-electrical impedance on a Tanita TBF-215 device (Tanita Corp., Japan). Serum
levels of vitamin D were measured (25-(OH) D Total; Immunotest, Roche Diagnostics, Switzerland) as well as
parathyroid hormone (iPTH, electro-hemiluminescent analysis), serum and urinary calcium and
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phosphates, creatinine and glomerular filtration rate (on a Cobas Integra analyzer), serum beta-crosslaps togeth-
er with glycated hemoglobin A, fasting blood glucose, lipid profile. The correlation between the serum levels
of vitamin D and the parameters of the metabolic control was assessed by using a variety of functions: linear,
quadratic, cubic, inverse, power, logarithmic, s-shaped. Our data showed that inbothsexes the serum 25(OH)-D
Total levels correlated only with serum calcium and phosphates but not with any other parameter under study.
A correlation with confounding factors such as body fat percentage (a measure of obesity) or renal function (esti-
mated as creatinine clearance) could be confirmed only in men not in women. In conclusion, the impact of vit-
amin D on the metabolic control is expected to be of modest significance. The small study size did not allow us
for tendencies to be registered, which corroborates the need for future larger-scale studies in the field.

ycmto npegcmaBane

2. Gumamun A gecpuyum npu 6bA2apcKku nayUueHMKU
Ha NOAUKUCMO3HUMeE AUYHUUU

Aumoanema lame@Ba’, 3gpa6ko Kameno8', Aobpurn C6urapo8’
1 KauHuka no eHgokpuHoroz2ua YMBAA ,AreckangpoBcka”, Cogus; ? LieHmpaaHa kauHuuHa Aabopamopusa
YMBAA ,AnekcaHgpoBcka”, Cogun

CuHgpombm Ha noaukucmo3zHume atuHuuu (Cl14) e cBbp3aH ¢ Bucoka yecmoma Ha 3amabcmaBanqe, uH-
cyauHoBa peucmenmHocm u noBuweH puck om pazBumue Ha 3axapeH guabem mun 2. Hanocaegbk ce 06-
pvwa Bce noBeue BHumaHue Ha porama Ha BumamuH D 8 namozeHe3ama Ha memaboAUMHUA CUHgPOM U 3a-
xapHua guabem mun 2. YcmaHoBeHo e, ye nayueHmume ¢ Hucku HuBa Ha BumamuH D umam 3Ha4YUMO No-
Bucok puck om cbpgeuHo-CbgoBu UHUUgEHMU, MO3bUYEH UHCYAM U nNepudpepHa apmepuarHa boaecm, Kak-
mo u cuzHugpukaHmMHo no-Bucok puck om uHcyauHoBa pe3ucmeHmHocm, memaboAumeH CUHgPOM U Hapy-
weHa pyHKuua Ha bema - kaemkume.

Lleama Ha Hacmoawomo npoyuBaHe Gewe ga ce ycmaHoBu yvecmomama Ha Bumamurd D gedpuyum npu
nauueHmku cbe ClM4 u ga ce aHaau3upa Bpb3zkama Ha HuBama Ha 25 (OH)A ¢ xopmoHaaHume u memabo-
AUMHUME HapyweHua Npu me3u nauueHmMkuU.

MayueHmu u memogu: B npoyuBaHemo 6axa BkatoueHu 69 XXeHu CbC CUHgPOM Ha NOAUKUCMO3HUMEe AlY-
HUUU, guazHocmuuupaH cnopeg Pomepgamckume kpumepuu (gB8a om caegHume mpu Kpumepus - Xxunepat-
gpo2eHu3bm, oAuzoaHoByaauua U NOAUKUCMO3HU AlYHUUU Npu exozpadpcku npeaaeg). 3a oueHka Ha Buma-
muH D cmamyca 6ewe uznoa3zBaHo uzcaegBane Ha 25(OH)A ¢ nomowma Ha BaaugupaH Memog meuHa Xop-
mamozpadpua C maHgem maccnekmpomempus u uzomonHo pazpexgare (ID-LC-MS/MS). B 3aBucumocm om
HuBama Ha 25(OH)A nauueHmkume 6axa KaacupuyupaHu kakmo caegBa - gocmambyHOCM 275 HMOA/A, He-
gocmambuHocm - 50-74,9 HMoA/A, BumamuH A gedpuuum 25-49,9 HMOA/A U MeXXKbK gedouuum < 25 HMOA/A.
MpoBegeH Gewe opareH 2AI0KO30-moAepaHceH mecm ¢ npocaegaBaHe Ha kpbBHama 3axap u umyHopeak-
muBHua uHcyauH Ha 0, 60 u 120 muH, kakmo u uzcAegBaHe Ha mecmocmepoH, aHgpocmeHguoH u AXEAC.

Pe3yamamu: MauueHmkume 6axa Ha Bb3pacm 24,3+4,9 2oguHu u ITM 26,4+7,5 ke/m*. CpegHume HuBa
Ha BumamuH D 6axa 37,8+21,6 Hmoa/A. Hecmomama Ha BumamuH D mexxbk gedpuuum, gepuyum, Hegoc-
mambyHOCM U gocmambyHocm 6ewe cbomBemuo 26,5%, 51,0%,19,6% u 2,9%. He ce ycmaroBu pazauka
6 HuBama Ha 25(OH)A mexkgy >KeHume C HOPMaAHO MEAECHO Me2A0, HAgHOPMEHO Me2A0 U 3amAbcmaba-
He. HezBucumo om moBa obaue, >keHume ¢ 06ukoAka Ha maauama Hag 80 cm umaxa 3Ha“uUMO NO-HUCKU HU-
Ba Ha 25(OH)A c cpaBHeHue ¢ me3u ¢ obukoAaka Ha maausma nog 80 cm (31,8£15,5 HMOA/A cnpamo
43,9£25,3 Hmoa/A coomBemHo, p=0,018). YcmaHoBu ce cueHugukaHmHa HezamuBHa kopeaauua Ha HuBama
Ha 25(OH)A ¢ umyHopeakmuBHua uHCYAuH Ha 2aagHo (r=-0,25, p=0,03) u mecmocmepona (r=-283, r=0,019),
HO He U c ocmaHaAume aHgpozeHu. He ce ycmaroBu Bpb3ka Ha HuBama Ha BumamuH D ¢ meHCmpyaaHuUme
HapyweHus.

Obobuwerue: B uzcaegBaHama om Hac nonyaauua nauueHmku cbe CM4A ycmanoBuxme u3kAloUUMEAHO
Bucoka yvecmoma Ha BumamuH D HegocmambuHocm u gedpuuum. HuBama Ha Bumamun D umam omHowe-
Hue KbM abgomuHaAHO 3amabcmaBaHe, XunepuHCYAUHEMUAMA U XUNepaHgpOo2eHemuama npu me3u >KeHu.




Prevalence of Vitamin D Deficiency in Bulgarian Patients with
Polycystic Ovarian Syndrome

Antoaneta Gateva MD’, Zdravko Kamenov MD’, Dobrin Svinarov MD?

'Clinicofendocrinology, University Hospital ,Alexandrovska”, Sofia
?Central clinical laboratory, University Hospital ,Alexandrovska”, Sofia

Polycystic ovarian syndrome (PCOS) is linked to a high prevalence of obesity, insulin resistance and
increased risk of type 2 diabetes. Recently much attention is drawn to the role of vitamin D in the pathogene-
sis of the metabolic syndrome and type 2 diabetes. Data show that the patients with low vitamin D levels have
significantly higher risk of insulin resistance, metabolic syndrome and impaired beta cell function.

The aim of the present study was to determine the prevalence of vitamin D deficiency in patients with
PCOS and to analyze the link between 25(OH)D levels and the hormonal and metabolic disturbances in these
patients.

Patients and methods: In the study were included 69 women with PCOS, diagnhosed by the Rotterdam cri-
teria (two out of thee - hyperandrogenism, oligoanovulation and ultrasound data of polycystic ovaries). For vit-
amin D status determination we used validated method of liquid chromatography with tandem mass spec-
trometry and isotopic dilution (ID-LC-MS/MS) for 25(OH)D mesurement. According to the 25(OH)D levels the
patients were classified as follows - deficiency = 75 nmol/l; insufficiency - 50-74,9 nmol/l, vitamin D deficien-
cy 25-49,9 nmol/l and severe deficiency < 25 nmol/l. All the patients underwent oral glucose tolerance test
(with measurement of blood glucose and immunoreactive insulin on 0, 60 and 120 min) and plasma testos-
terone, androstendione and DHEAS measurement.

Results: The patients were aged 24,3+4,9 years with BMI 26,417,5 kg/m?. The mean 25(OH)D levels were
37,8121,6 nmol/Il. The prevalence of severe vitamin D deficiency, deficiency, insufficiency and sufficiency was
respectively 26,5%, 51,0%,19,6% u 2,9%. There was no significant difference in vitamin D levels between
women with normal body weight, overweight and obesity. Despite this however patients with waist circum-
ference over 80 cm had significantly lower 25(OH)D levels compared to patients with waist circumference
below 80 cm (31,8£15,5 nmol/lvs. 43,9+25,3 nmol/l respectively, p=0,018). There was a significant negative
correlation between 25(OH)D levels and fasting immunoreactive insulin (r=-0,25, p=0,03) and testosterone (r=-
283, r=0,019), but not with the other androgens. There was no correlation between vitamin D levels and the
presence of menstrual disturbances.

Conclusion: In the present population of PCOS patients we found a very high prevalence of vitamin D
insufficiency and deficiency. Vitamin D levels are connected to the abdominal obesity, hyperinsulinemia and
hyperandrogenemia in these women.

Cpegto HuBo Ha PTH u yecmoma Ha xunepnapamupeougu3bm
6 6bA2apcka nonyaayua

BopucoBa A-M, LLIunkoB A, BraxoB Y, AakoBcka A, TogopoB T, KacaboBa A, C6urapoB A.

KAuHuka no mupeougHu u memaboaumHu kocmHu 3aboaaBaHus, YHuBepcumemcka 60AHUUA NO EHgOKPUHOAO2US,
MY, Copus; *LleHmpaaHa rabopamopua no KauHuuHa gpapmakorozus, ArekcaHgpoBeka 6oaHuua, MY, Codgun

Mpe3 2012 2. ce npoBege enugemuorozuuHo npoyuBaHe cpeg Gba2apcka nonyaauua 3a OUeHKa cpeg-
Homo HuBo Ha napamupeougeH xopmot (PTH), yecmomama Ha xunepnapamupeougu3ma u Bpb3kama my ¢
HAKOU napamempu.

Mamepuaau u memogu: B npoyuBanemo ca BkatoyeHu 2033 Auua om Gbazapckama nonyaauus, 1076
eHu (52,9%) u 957 mouxke (47,1%), Ha cpegHa Bb3pacm 49,3£14,8 2. (19-87), kamo camo 158




(7,8%) auua npuemaxa Bumamut D. IMpu Bcuuku Auya ca uzcaegBaHu aHMpoNoMemMpuUYHU Xapakmepucmu-
Ku, HUBa Ha PTH u Bumamux D3, kaauul, pocthamu, CEpymeH U YpUHEH KpeamuHUH, KpeamuHUHoB Kau-
PBHC, aAkaaHa pochpamasa. [NoaydeHume gaHHu ca cpaBHeHu ¢ gemozpadpckume U KAUHUYHUME Xapakme-
pucmuku Ha u3zcaegBaHume AuUQ, C HAAUMUEMO Ha KOMOPBUGHU CbCMOAHUA U € npoBexkgaHomo AeveHue.

Pe3zyrmamu: CpegHomo HuBo Ha PTH npu u3caegBanume auua e 4,8+3,9 pmol/l (0,01-82,9); ¢ Hopman-
Ho HuBo Ha PTH (1,3-9,3 pmol/l)ca 1966 Auua, a ¢ noBuwetro HuBo (> 9,3 pmol/l) 67 auua (3,30%). Cpeg
Auvama c noBuweHo Hu6o Ha PTH 61,2% ca »xeHu (41/67) u 38,8% mbixxe (26/67). CpaBHumeaHuam aHaau3
nOKa3a ye nauueHmume ¢ noBuwen PTH ca c:

no-Hucku cpegHu HuBa Ha 25(OH)D3 (25,9 u 39,3 nmol/l, p<0,001);
+ no-Bucoko cpegHo HUBO Ha cepymHua kpeamuHuH (83,7 u 76,1 mcmol/l, p<0,001);
+ no-8v3pacmuu (59,9 u 48,9 2., p<0,001);
no-Bucok uHgekc Ha meaecHa maca (29,4 u 28 kg/m?, p=0,038) u obukoaka Ha maauama (94,4 u 91,1

cm, p= 0 ,052);

CpaBHumeaAHuam aHaAu3 Ha mb>keme U >keHume nokaza no-8ucoku cpegHu HuBa Ha PTH npu >keHume
(4,9 cpewy 4,6 pmol/l, p=0,024), npu no-Hucku HuBa Ha 25(OH)D3 (26,4cpewy 41,8nmol/l, p<0.001). B cb-
womo Bpeme npu keHume cepymHume HuBa Ha KaAuua ca 3HAYUMO NO-HUCKU, a Ha pocgpopa no-Bucoku
(p<0,0001 3a gBama nokazameaa).

Kenume 8 meHonay3a ca cbe 3Ha4umo no-Bucoko HUBo Ha PTH B8 cpaBHeHue ¢ gpepmuaHume >keHu (5,3
cpewy 4,5 pmol/l, p=0,003) npu cbnocmaBumu HuBa Ha 25(OH)D3.
HuBomo Ha PTH ce pazauuaBa 3Hauumo 8 mpume Bv3pacmoBu 2pynu: maagu/cpegHa Bb3pacm (4,3 cpewy
4,7, p=0,022), cpegHa Bb3pacm/mpema Bv3pacm (4,7 cpewy 5,7, p<0,001 ), mraga/mpema Bb3zpacmoBa
epyna (4,3 cpewy 5,7, p<0.001) npu cbnocmaBumu HuBa Ha 25(OH)D3.
HuBomo Ha PTH nokaza kopeaauus c: Bb3pacmma (r=-0,183, p<0,001), gaBHocmma Ha meHonay3ama npu
>xeHume (r=0,262, p<0,001), HuBomo Ha 25(OH)D3, p<0,001).

M3B6ogu: Auuama c Hucku HuBa Ha BumamuH D u no-Bucoku Ha KpeamuHuUH, KaKmo u »keHume, no-6b3-
pacmHume, 3amAbCMeAUME U MeHonay3aaHume >xeHu umam no-Bucoko HuBo Ha PTH.

P3. PTH and Frequency of Hyperparathyroidism in
lation

Borissova AM, Shinkov A, Vlahov J, Dakovska L, Todorov T, Kassabova L, Svinarov D.

Clinic of Thyroid and Metabolic Bone Diseases, University Hospltal of Endocrlnology, Medical University, Sofia;
* Central Laboratory of Clinical Pharmacology, Alexandovska Hospital, Medical University, Sofia

A populational epidemiological study was carried out in Bulgaria in 2012 investigating the mean PTH lev-
els, the prevalence of hyperparathyroidism and its correlation with some other parameters.

Material and Methods: A total of 2033 subjects participated, 1076 female (52,9%) and 957 male (47,1%),
mean age 49,3+14,8 y (19-87), 158 (7,8%) of them reporting vitamin D supplementation. Anthropometric data
was collected and serum PTH, 25(OH)D, calcium, phosphate, alkaline phosphatase and creatinine were mea-
sured as well as urinary creatinine and GFR was calculated. Correlations were sought with the demographic
characteristics, existing comorbidities and concomitant medication.

Results: The mean serum PTH was 4,8£3,9 pmol/l. It correlated negatively with 25(OH)D (p<0,001) and
the age (r=-0,183, p<0,001) with significant differences between the age groups (4,3 pmol/l in the young, 4,7
pmol/l in the middle-aged and 5,7 in the elderly, all p<0,05). The 25(OH)D did not differ. It was higher in the
females (4,9 pmol/I) than the males (4,6 pmol/l), p=0,024 and 25(OH)D3 was lower in the females (26,4nmol/I)
than the males (41,8 nmol/l), p<0,001. PTH was higher in the postmenopausal women (5,3 pmol/l vs. 4,5
pmol/l in the premenopausal, p=0,003) and correlated with the time since menopause (r=0,262, p<0,001) with
no difference in the 25(OH)D levels. Serum Ca was lower in the females and serum inorganic phosphate - high-
er (both p<0,001).




PTH was within reference range (1,3-9,3 pmol/l) in 1966 subjects and in 67 (3,30%) it was elevated. Forty-one
(61,2%) of the subjects with elevated PTH were female and 26 (38,8%) - male. As compared to those with nor-
mal PTH, the subjects with high PTH had:

+ lower 25(0OH)D3 (25,9 vs. 39,3 nmol/l, p<0,0001);

+ higher serum creatinine (83,7 vs. 76.1 mcmol/l, p<0,0001);

+ higher age (59,9 vs.48,9 y, p<0,0001);

+ higher BMI (29,4 vs. 28 kg/m? p=0,038) and waist .circumference (94,4 vs. 91,1 cm, p=0,052);

Conclusion: Higher PTH was found in females and the subjects with lower 25(OH)D, higher creatinine,
older age and overweight and obesity.

Wi KAauHuuHo 3HaueHue Ha aBmoanmumena KoM napuemassume
KAeMKU npu nayueHmu ¢ aBmoumyxen mupeoug Ha Xawumomo

Xyauema lepenoBa’, peHa MaHoroBa’, Bana LjoneBa’
'Kamegpa lNponegeBmuka Ha BbmpewHu 6oaecmu/EHgokpuHoao2ug, 2 Aabopamopua no KAuHuYHa uMyHoAO2US,
* Aabopamopua no KaunuuHa 6uoxumus, MeguuuHcku Dakyamem, Tpakudcku YHuBepcumem, Cmapa 3azopa

KAUHUYHOMO 3HauveHue Ha HaAuduemo Ha aBmoaHmumeaa Kbm napuemasHume kaemku (ATA) npu na-
yueHmu ¢ aBmoumyHeH Tupeougum Ha Xawumomo (TX) e npomuBopeuuBo.

Lleaume na Hacmoawemo npoyuBatre ca: ga ycmaHoBu yecmomama Ha AlA npu 137 nauuetma c TX 6
pa3zAudHU cmaguu Ha akmuBHocm Ha 3aboaaBaHemo; ga ce u3acHu poaama Ha Bb3pacmma u noaAa 3a HaAu-
yuemo Ha AlTA; ga ce aHaau3zupa acouuauyuama Ha AlTA ¢ HaAudue Ha XeMamoAO2UYHU UAU CMOMawHU Npo-
aBu, kakmo u ¢ gozama Levothyroxine, Heobxoguma ga ce hocmuzHe eymupeougHo cbecmosnaHue B AekyBa-
Hume nauyueHmu c TX. MNMayueHmume ¢ aBmoumyHeH mupeougum, cnopeg PYHKUUOHAAHOMO CbCMOAHUE,
6axa nogpa3geAaeHu Ha 3 nogepynu: 2pyna | (n=41) BxatouBawe nayueHMuU ¢ HOpmaAHa PYHKUUA HA WUMO-
BugHama >Ae3a; 2pyna Il (n=25) BkatouBawe nayueHmu ¢ xunomupeouguzbm;zpyna lll (n=71) ce cbcmoe-
we om Auua ¢ xunomupeouguzbm aekyBaru ¢ Levothyroxine (LT,),6 go3a ga ce noggwbp>ka TSH u fT, 6 Hop-
MaAHU cmouHocmu. M3caegBaxme cbwo maka Haauduemo Ha AlA 6 23 3gpaBu koHmpoau.

Pesyamamu: Haauuue Ha ATTA ycmanoBuxme 645 navuuenma ¢ TX (32,8%). He ycmanoBuxme cmamuc-

MuYecku 3HaYUMU pazauYua mexxgy Haauduemo Ha AlA 6 pazauuHume nogepynu nauueHmu c TX:
(epyna | - 31,7%; 2pyna Il = 36%; epyna lll - 32,4% cbomBemHo (p=0,9). Yecmomama Ha AlA 6e 6au3ka
6 gBama noaa u He ycmaHoBuxme 3aBucumocm om Bv3pacmma. Mpu 10 (7,3%) om nauueHmume c TX, 6
pa3AudHU cmaguu Ha akmuBHocm Ha 3a6oaaBaHemo 6axa ycmaHoBeHU KAUHUYHO 3HAYUMU CMOMaWHU UAU
xemamoaoz2udHu cumnmomu; 8 70% om max AlA 6axa nogumuBHu. (OR=5,5, p=0,009). AekyBaHume nauu-
eHmu ¢ TX, nogumuBHu 3a AlTA, ce Hyxkgaexa om no-Bucoku go3u LT, 8 cpaBHeHue c AIA HezamuBHume
(1,46 pg/kg cnpamo 1,24 ug/kg, p=0,04).

B 3akatouyeHue, AITA mo2am ga ca Haauue 8 pa3zauuHume cmaguu Ha akmuBHocm Ha TX u moBa He 3aBu-
cu om mexkecmma Ha 3aboaaBaHemo. Haauuuemo Ha ATTA moxe ga npegu3zBecmu cumnmomume Ha ampo-
puyHUa aBmoumyHeH 2acmpum npu navueHmume ¢ TX. Mauuesmume ¢ TX, nogumuBHu 3a AlA ce Hyxkga-
am om no-Bucoku go3u LT,.

W28 Clinical Significance of Autoantibodies to Parietal Cells in Patients
with Autoimmune Hashimoto’s Thyroiditis

Julieta Gerenova’, Irena Manolova?, Vania Tzoneva“®
'Department of Propaedeutics of Internal Medicine/Endocrinology, ? Laboratory of Clinicallmmunology,
*Laboratory of Clinical Biochemistry, Medical Faculty, Trakia University, Stara Zagora, Bulgaria




Clinical significance of autoantibodies to parietal cells (PCA) in patients with autoimmune (Hashimoto’s)
thyroiditis (HT) remains contradictory.

This study aimed: to characterize the frequency of PCA in 137 patients with HT in different stages of dis-
ease activity; to clarify the role of gender and age in PCA positivity; to analyze the association of PCA with gas-
tric or haematologic symptoms and with the Levothyroxine dose required to achieve a serum TSH within the
normal range in treated HT patients. HT patients were divided into tree subgroups according to the thyroid
function: group | (n=41) involved subjects with normal thyroid function; group Il (n=25) included patients with
hypothyroidism,in group Il (n=71) were enrolled subjects with hypothyroidism treated with such a dose of
Levothyroxine (LT,) to maintain TSH and T, within the normal range. We also studied the PCA positivity in 23
healthy controls.

Results: PCA positivity was found in45 (32,8%) HT patients. No significant differences in PCA were
observed between the groups of HT patients (group | - 31,7%; group Il = 36%; group Ill - 32,4% respective-
ly (p=0,9). The frequency of PCA in both genders was similar and there were no difference depending on age.
In 10 (7,3%) of HT patients in different stages of disease we found clinically relevant gastric or haematologic
symptoms; in 70% of them PCA were positive (OR=5,5, p=0,009). PCA positive HT patients required higher
LT, doses than PCA negative (1,46 ug/kg vs 1,24 pg/kg, p=0,04).

In conclusion, PCA may be present in different stages in HT patients and does not depend on the severi-
ty of disease. PCA concentrations may predict symptoms of atrophic autoimmune gastritis in patients with
autoimmune thyroiditis. PCA positive HT patients require higher doses of LT,.

ycmHo npegcmaBane

Mns. upu 3a wumoBugHama xAe3a npu HopmaAHa

UBanoBa P. b., KoBayeBa P., KupuroB I., bopuco6a A-M, U6anoBa P. C.

KAuHuka no mupeougHu u memaboaumuu kocmHu 3a6oaaBaHus, KAuHUYEH UeHMbP NO EHJOKPUHOAO2UA,
MeguuuHcku ynuBepcumem, Codpusa

Peguua puckoBu gpakmupu 8 omgeaHume cpokoBe Ha GpemeHHOCcmmMa mo2zam ga noBauaam npeHac-
mpoliBaHemo Ha mupeougHama maluvuHa yHKuua Kbm HoBo paBHoBecue kKoemo ga ocuaypu HOPMaAHO-
Mo npomudvaHe u cpemanHo pazBumue.

Liea Ha npoy4Baremo: Aa ce oueHu BauaHuemo Ha Hakou puckoBu hakmopu 3a cmpymuzeHesa u pyHK-
UUOHAaAHO MUPEOUgHO CbCMoAHUE npe3 pazaudeHu cpokoBe om GpemeHHocmma u npu 3gpabu KOHMPOAU.

Mamepuaa u memogu: MNMoBegeHo e aHkemHo npoyuBare npu 450 KauHUYHO 3gpaBu GpemeHHu >eHu B
I Y 1MUY mpumecmsbp u 50 3gpaBu HebpemeHHU KOHMPOAU. AHaAu3upaHu ca Bb3pacm, UHgEKC Ha meAecHa
maca, mMMIOHONYWeHe, KOHCYyMauua Ha togupaHa 2omBapcka coa u hamuaHoCm 3a mupeougHu 3a6oanBa-
HUA U ca oueHeHU mupeougHua obem upe3 yampazBykoBo uzcaegBaHe u hyHKUUOHAAHO MUPEOUGHO CbC-
mosnaHue - TSH, FT,, FT;

Pesyamamu: YcmaroBuxme kopeaauus mexxgy Bb3pacmma u cpegHume cmolHocmu Ha exozpadckusn
obem 66 17 mpumecmsbp (r=4,17, p=0,0001). Kopeaauua bewe ycmaHoBeHa u mexgy Bb3pacmma u ce-
pymHume HuBa Ha FT, npu cbwama e2pyna (r=-0,262, p=0,035) kakmo u npu HebpemeHHUME KOHMPOAU (r=-
0,400, p=0,023).

YcmanoBuxme Bpb3ka mexxgy TM u exozpadpcku obem npu 6pemerHHu 868 [IPY mpumecmbp (r=0,260,
p=0,018) u 6 MY mpumecwbp (r=0,284, p=0,009) u koperauua mexxgy NTM u FT, 866 IIPY mpumecmbp (r=-
0,285, p=0,023). bewe ycmaroBeHa cbwo Maka KopeAauua MeXKgy mIomioHONYweHemo npu OpemeHHU
666 [IPY mpumecmbp u exoepadpckuam um obem kKamo o6embm npu GpemeHHUMEe NYwavaku e 3Havumen-
HO no-2oaam, 14,43+7,69ml cnpamo 12,94+3,51ml (F=4,87, p=0,001) u no-Hucku cpegHu FT, npe3 MY mpu-
Mecmbp npu nywadku 5,77%1,20 pmol/l cnpamo 6,60+1,42 pmol/l npu Henywauku (F=5,315, p=0,025). INpu
HebpemeHHUMe nywauku ce ycmarnoBaBa no-zoaam exoepadpcku obem — 15,37+2,2 ml 6 cpaBreHue ¢ Heny-
wayku 12,32+2,40ml (F=6,67, p=0,004). Mo-Bucoku cmodHocmu Ha TSHB IlIMY mpumecmbp ce ycmaHoBu npu




»KeHu uznoa3zBawu HelogupaHa coa - 2,51£0,76pmol/l cnpamo koHcymupawu Gogupana - 1,8210,83pmol/Il
(F=7,81p=0,007).

M3B8ogu: Pesyamamume goka3zBam cbwecmByBaHe Ha cmamucmudecku 3Havuma Bpb3ka mexgy aHa-
AU3UpaHume npegomBpamumu ek3o2eHHU akmopu u npomeHume B wumoBugHama »xae3a no Bpeme Ha
6pemeHHOCM.

Risk Factors for the Thyroid of Normal Pregnanacy

Ivanova RB, Kovacheva R, Kirilov G, Borissova AM, Ivanova RS.
Department of Thyroid and Mineral Bone Diseases, Clinical Center of Endocrinology- MedicalUniversity, Sofia

Many risk factors during pregnancy can affect the reset of the maternal thyroid function to a new equi-
librium to ensure the normal course of pregnancy and fetal development.

Aim of the study: To assess the impact ofcertain riskfactors for goitrogenesis and thyroid function during
different periods ofpregnancy andin healthy controls.

Materialand Methods: A study on 450 clinically healthy pregnant women in thel-lland lll+d trimester and 50
healthynon-pregnant controls was conducted. The following variables were analyzed: age, body mass index,
smoking, consumption of iodizedsalt, and family history of thyroiddisease and thyroid volume assessed by
ultrasound and function al thyroid status by TSH, FT,, FT;.

Results: A correlation was found between the age andthe mean thyroid volume inthe thirdtrimester Il (r =

4,17, p =0,0001). Correlationwas also found between the age and the serum FT, in thesame group (r =-0,262, p
= 0,035) andin non-pregnant controls (r =-0,400, p = 0,023). We found correlation also between BMI and thyroid
volumeinthe Il trimester of pregnancy (r = 0,260, p = 0,018) and in the llld trimester(r = 0,284, p = 0,009) and
correlation between BMI and FT, in the Il trimester (r = -0,285, p = 0,023).
It was also found correlation between smoking habit during the second trimester and the thyroid volume
being significantly higher in smoking pregnant women 14,43 £ 7,69 mlvs. 12,94 + 3,51 ml (F= 4,87, p =0,001)
and lower mean levels of FT, in Ill'd trimesterin pregnant smokers 5,77 + 1,20 pmol / [t06,60 = 1,42 pmol / |
compared with non smokers (F = 5,315, p = 0,025).

A higher thyroid volume by ultrasonography was established also in non-pregnant smokers — 15,37 £ 2,2
ml compared with non smokers 12,32 £ 2,40 ml (F = 6,67, p =0,004). The TSH values in Il trimester was high-
er in women using iodized salt -2,51 £ 0,76 pmol / | compared to those using iodized salt —1,82 + 0,83 pmol
/1(F =781 p=0,007).

Conclusions: The results show statistically significant association between the analysed preventable exoge-
nous factors and changes in thethyroid during pregnancy.

Wi Onmumu3upate Ha npuema Ha log u 2omBapcka coa
no Bpeme Ha GpemeHHOCM — NONYAAUUOHHU CMpamez2uu u
uHguBugyaauzupan nogxog
UBanoBa, A'.,, Pb. UBanoBa*

'CY, ,CB. Kaumenm Oxpugeku”, Meguuuxcku pakyamem, Cocpus;
*KAUHUYEH ueHMBP NO eHgoKpuHOoAo2ua, MeguuuHcku yHuBepcumem, Codpun

MogHuam gedpuyum e ycnewHo AukBugupan 6 Bbazapua cnopeg mexkgyHapogHume Kpumepuu, —cAeg
BvBegeHama npe3 1994 2oguHa cmpamezua 3a yHuBepcarHo GogupaHe Ha COAMA 3a XPaHUMEAHU UEAU.
Cnopeg C30 cmaHgapmbm 3a GogupaHe Ha 2omBapckama coa Ha HuBo 20-40 mg/kg npu Bceobwa ynom-
peba Ha GogupaHa 2omBapcka coa BkaoyumeaHo npu npouzBogcmBomo Ha xpaHu 2apaHmupa agekBamen



npuem Ha Gog 3a Bcuyku NoNyAaUUOHHU 2pYynu Om HaceAeHuemo. MexxgyHapogHume ekcnepmu cyumam,
ye goNbAHUMEAHO cynaemeHmupaHe gopu no Bpeme Ha GpemeHHOCM He ce Haaaza ko2amo Hag 90% om
gomakuHcmBama koHcymupam eguHcmBeHo cmaHgapmHo togupaHa coa kakBamo e cumyauuama 6 boaza-
pus. Bvnpeku moBa cvwecmByBa peaseH puck npuembm Ha Gog no Bpeme Ha GpemeHHocm ga He Gbge
agekBameH Ha HapacHaaume nompebHocmu gocmuzawu 200-250 mcg/geH. bbazapckuam cmargapm 3a Uo-
gupaHe Ha 2omBapckama coa e 28-55 mg/kg KIO3, koemo pearHo cbomBemcmBa Ha 16,6-32 mg/kg | u e
u3yucaeH ga gocmaBa gocmambuHo koaudecmBo coa 3a Bb3pacmen uHguBug Npu cpegHa KOHCymauua Ha
2omBapcka con 10 2/gHeBHo. MNocaegHume npenopbku Ha C30 3a npuem Ha COA C UeA Ha pegykuusa Ha Cbp-
geuHo — cbgoBume 3aboaaBaHun e 5 g/geH. ToBa meopemuuHo 6u gocmaBuao cpegHo 120 mcg Gog 6e3 ga
ce omyumam KyAuHapHume 3a2ybu u He mo>ke ga 3agoBoau noBuweHume nompebHocmu om Gog 6 nepuog
Ha 6pemeHHocm. [pegumcmBo 6u Guao ga ce pazpabomam cneuuduyHU NPENOPBKU 32 BPEMEHHU XKEHU Cb-
obpazeHu ¢ peaaHuam npuem Ha coa, uHguBugyaaHuam cmaHgapm 3a GogupaHe U MeXkgyHapogHume npeno-
PbKU Kakmo 3a npopuAakmuka Ha cbpgeyuHo cbgoBume 3aboasBaHua maka u cmpamezuume 3a KOHMPOA Ha
uogHua gecbuuum.

fiodine and Salt Intakeduring Pregnancy-Population
Individualized Approach

Ivanova, L', RB. Ivanova’
'Sofia University ,St. Kliment Ohridski“, Faculty of Medicine, Sofia
*Clinical Center of Endocrinology, Medical University, Sofia

lodine deficiency has been success fully eradicated inBulgaria, according tointernational criteria, after the
introduction of universal salt iodizationin 1994. According to the WHO recommendations, the standard of salt
jodization at 20-40 mg / kgfor table salt and food processing guaranteesadequate intake ofiodine forall popula-
tion groups. International experts consider that additional supplementationis not necessary even during pregnan-
cy when over 90% of house holds consume only standard iodized salt as isthe case in Bulgaria. However, there
isa real risk iodine in takeduring pregnancy not beadequate to theincreased needs of up to 200-250 mcg /day.

Bulgarian standards for iodization of salt is 28-55 mg/ kg KIO3, which actually corresponds to16,6-32
mg/kg land was calculated to providea sufficient amount of salt for an adult with average salt consumption of
10 g/day. Recent WHO recommendations however of salt in take for reduction of cardio-vasculardiseaseis 5g
/day. This would the oretically suppliedan average of 120mcg of iodinewithout taking into accountcook-
inglosses andcan not satisfythe increaseddemand foriodine inpregnancy. An advantagewould be todevelop
specific recommendations for pregnant women comply with that realintake of iodized salt, salt iodization stan-
dard and international recommendations for the prevention of cardiovascular disease and strategies for control
of iodine deficiency.

ycmuo npegcmaBane

0 U OMKAOHeHua 6 apmepuaAHOMO HaAAZaHe
CUHJPOM Ha NOAUKUCMO3HU m'NHuqu

Mapua OpbeyoBa’, AaHuera KoaeBa', FOAua HukoaoBa’, lMemwvp HukoroB’,
Dega Hukonrob'

! KauHuka no EHgokpuHoAoz2ua u 6orecmu Ha obmaHama; * Kamegpa no Du3uonozus;
’KauHuka no Kapguoaozus, YMBAA ,C8.leopau”; Meguuurcku YruBepcumem, MaoBguB, bbazapua




BvBegeHue: CuHgpombm Ha noaukucmo3sHu addyHuyu (PCOS) ce acouuupa ¢ memaboAumHu HapyweHuA
u puck om pa3zBumue Ha cbpgeuHo-cbgoBu 3aboaaBaHua ¢ HanpegBaHe Ha Bb3pacmma, BkAlbUUMEAHO No-
BuweHa yecmoma Ha xunepmoHus.

Llea Ha npoyyBaHemo: AHMponoMempuYHa OUeHKa U Xapakmepu3upaHe Ha omkAoHeHuama 6 apmepu-
aAHomo HaaazaHe (AH) npu >xeHu ¢ PCOS ¢ HopmaAHO me2Ao u 3amabcmaBaHe.

Mamepuar u memogu: NpoyuBaHemo o6xBawa 62 »xxeHu ¢ PCOS (cp. Bb3zpacm 24,316,0 2., cp. BMI
27,95,4+7,5 kg/m?) ¢ goka3aHa guazHo3a Ha 3aboaaBaHemo cbaaacHo Kpumepuume Ha ESHRE-ASRM. Koau-
yecmBomo u NpoueHMb M MacmHa MbkaH ca onpegeAaHu upe3 GuoumnegaHceH memog C nomowma Ha
NpoecuoHareH MOgeA aHaau3amop Ha meaecHua cbecmab — TanitaTBF-300M. M36bpwBaro e 24-yacoBo
ambyaamopHo Holter-moHumopupane Ha AH ¢ anapamu Oscar (Sun Tech Medical Instruments, USA) napa-
AEAHO C KAUHUYHO u3mepBaHe Ha AH.

Pezyamamu: CpegHomo cucmoaHo AH npu >xxeHume ¢ PCOS e 117,62+19,23 mmHg, a cpegHomo guac-
moAHo AH - 76,39£12,49 mmHg. Du3zuonocauvueH HoweH cnag Ha cucmoaHomo AH He ce HabatogaBa npu
53,22%, a Ha guacmoAaHomo AH — npu 25,81% om HocumeAkume Ha cuHgpoma. B nogepynama cwc 3am-
abcmaBare (n=37, BMI= 33,07+5,0 kg/m?) AH e cuzHudguxkaHmto no-Bucoko B cpaBHeHue ¢ nogepynama c
HopmaAaHO mezao (n=25, BMI=20,36%2,29 kg/m?), kakmo caegBa: cucmoaHo AH 122,16+19,81 mmHg cnpa-
mo 110,63£16,31 mmHg, P<0,05; guacmoaro 80,14£12,39 cnpamo 70,63+10,46 mmHg, P<0,01, pecnekmu6-
Ho. Mpu >xeHume ¢ PCOS u 3amabcmaBaHe xunepmoHua ce HabaogaBa 68 18,9%, a npe-xunepmoHua — 6
21,6%. B nogepynama >xeHu ¢ PCOSu HopmaAaHO me2A0 Yecmomama U Ha XunepmoHusma, U Ha npe-xunep-
moHuama B6b3au3a Ha 8%.

3akaroverue: PCOS ce xapakmepu3upa ¢ noBuweHa yecmoma Ha HecmabuaHo AH, koemo e gonbAHU-
meaeH puckoB ¢gpakmop 3a no-HamambwHo pa3zBumue Ha cbpgeuHo-cbgoBu 3a6oaaBaHua B8 mazu cpabHu-
meAHO MAaga Bb3pacmoBa epyna. 3amabecmaBaHemo ce aBaBa 3Havum ymeskHaBaw, pakmop.

Hawume pezyamamu nomBuprkgaBam kAuHuYHama 3Ha4YUMOCM Ha oueHkama Ha npe-xunepmen3uBHume
cbCcmoaHua u npegumcmBama Ha npuaazaHemo Ha 24-yacoBo ambyramopHo moHumopupaHe Ha AH kamo
guazHOCMUYEH U NpO2HOCMUYEH MemMog 3a oueHka omkAoHeHuama 6 AH gopu npu Aunca Ha xunepmoHua.

Body Weight and Blood Pressure Alterations in Women with
Polycystic Ovary Syndrome

Maria Orbetzova’, Danieal Koleva’, Julia Nikolova?, Petar Nikolov’, Fedia Nikolov’

' Clinic of Endocrinology and metabolic diseases; *Department of Physiology;
*Clinic of Cardiology; Medical University, Plovdiv, Bulgaria

Introduction: Polycystic ovary syndrome (PCOS) is associated with metabolic disturbances and risk of
developing cardiovascular diseases including higher incidence of hypertension later in life.

Aim: Anthropometric evaluation and characterization of blood pressure (BP)alterations in PCOS women
with normal weight and obesity.

Materials and methods: The study comprised of 62PCOS women (mean age 24,3+6,0 years, mean BMI
27,95,4%7,5 kg/m?) with proven diagnosis according to the ESHRE-ASRM criteria. The amount and percentage
of body fat were determined by bioimpedance method using Tanita TBF-300M professional body composition
analyzer. 24-hour ambulatory Holter-monitoring using Oscar device (Sun Tech Medical Instruments, USA) was
performed in parallel with clinical measurements of BP.

Results: Mean systolic BP was 117,62+19,23 mmHg, and mean diastolic BP was 76,39+12,49 mmHg.
Physiological nocturnal drop in the systolic BP was not observed in 53,22% of the patients and in the diastolic
BP —in 25,81% of the cases. In the subgroup with obesity (n=37, BMI=33,07£5,0 kg/m?) BP was significantly
higher as compared to the subgroup with normal weight (n=25, BMI=20,36%2,29 kg/m?) as follows: systolic BP
122,16£19,81 mmHg vs.110,63£16,31 mmHg, P<0,05; diastolic BP 80,14+12,39 vs. 70,63+10,46 mmHg,
P<0,01, respectively. There were 18,9% of the obese PCOS women diagnosed with hypertension, and 21,6%
diagnosed with pre-hypertension. In the subgroup of PCOS women with normal weight the incidence of both
hypertension and pre-hypertension was 8%.
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Conclusions: PCOS is characterized by higher incidence of unstable BP that is an additional risk factor for
further development of cardiovascular diseases in this relatively young age group. Obesity is a strong aggra-
vating factor. Our results confirm the advantages and the importance of assessing the pre-hypertensive states
and using the ambulatory 24-hour monitoring as a diagnostic and predictive method for assessment of BP alter-
ations even in the absence of clinical hypertension.

ycmHo npegcmabBane

_lqﬂu npegumcmBa Ha HamypaAHua BumamuH K 2

BrageBa C', AoHyeBa H> [Ma6ro6 K*
OmgeaeHue no EHgokpuHoAo2ua u 6Boaecmu Ha obmaHama, MBAA ,Kacneaa”, INMaoBguB’, Kamegpa no MDapmako-
Ao2ua u AekapcmBeHa mokcukoaozun, MeguuuHcku YHuBepcumem, MaoBguB?, AKLL ,C8. Teopau”, MaoBguB?

OmkpuBaHemo Ha Bumamun K npe3 1926 2. Hacouu HezoBomo uzyuyaBare kbm egHa eguHcmBeHa oyH-
KuuAa Ha opzaHu3ma - kpbBocwcupBanemo. NMpe3 nocaegrHume 15 2o0guHu Bum. K2 ce npeBbpHa om maako
no3zHama opma Ha Bum. K 8 Had-uzcaegBanua BumamuH. M38ecmHu ca HakoAko popmu Ha mo3u Buma-
MUH, HO B mepaneBmuuHama npakmuka e 3acmbneH Bum. K2 - HamypaaeH meHakBuHoH (MK-7). MH0206-
polHu uzcaegBaHus, npoBegeHu Bv6 Bogewu HayuHu ueHmpoBe, gemoHcmpupam poaama Ha Bum. K2 3a
yoBewkomo 3gpabe. YHUBepcumemckume ueHmpoBe 8 Maacmpuxm (XoaaHgusa) u Tokuo o6aBuxa caegHu-
me ¢papmakomepaneBmuyHu kavecmBa Ha Bum. K2:

IMpegu Bcuuko 6e nocoueHo cuzHugukaHmMHo noBuwabaHe Ha MUHEPAAHOMO CbgbpyKaHue Ha Kocmma
U HamaAeHue Ha (hpakmypHUA puck caeg npuem Ha Bum. K2. Omuyuma ce 3Ha4umo nogobpeHue B8 3acazaHe-
MO Ha KocmHama cucmema npu >xeHu 8 nocmmerHonay3aaHa Bv3pacm. MNamozeHemuuro Bum. K2 akmuBu-
pa ocmeokaAuuHa, koumo cnomaza 3a cBbp3zBaHemo Ha KaAuua Kbm KocmHuaa mampukc. KombuHauuama
Ha mo3u BumamuH ¢ GugpochoHamu cbwecmBero 3acuaBa kocmHomuHepasHama nabmuocm. VzcaegBa-
Hua Bbpxy apmepuasHama cbgoBa cmeHa noka3zBam 3HaUUMEAHO HAMAAEHUE Ha aopMmHama KaAuugukauus
npu yBeauuveHa aopmHa eracmuvHocm. AokazaHo 6e, ue Bum. K2 npemunaBa npe3 kpbBHomo3buHama Ga-
puepa u nogobpaBa pyHkuuama Ha mo3zbuHume HeBpoHu. [NpegnazBa u 3acuaBa eaacmuHa B8 koxkama u Ha-
mupa npuaoxerue 8 kozmemukama. Bcuuko moBa komnaekcHo ce ompazaBa 6aazonpuamHoO NPU >KeHU ¢
nocmmeHonay3aaHa ocmeonoposa.

B mo3u cnekmbp Ha geicmBusa e BaxkHo 3acezHamume Auya ga npuemam agekBamuu koaudecmBa Bum.
K2. boeamu ugmouHuuu ca pepmeHmupasume coeBu 3bpHa, AlUHUAM >XXbAMAk, YepHuam gpob u cupeHe-
mo. Om 2009 2. HamypaaHama ¢popma Ha Bum. K2 kamo meHakBuHoH-7 e ogobpeHa 3a ynompeba 6 EC. B
Hawama cmpaHa mol e cuHme3upaH kamo 4ucma, 6uorozudHo akmuBHa xpaHumeara gobabka u e pazpe-
weH B anmeuHama mpe>ka nog umemo Ocmeokapgukc.

_ Advantages of the Natural Vitamin K2

Vladeva C', Doncheva N?, Pavlov K*

Clinic of Endocrinology and metabolic diseases, MHAT ,Kaspela”, Plovdiv', Department of pharmacology and
drug toxicology, Medical University, Plovdiv, DCC St.Georgy, Plovdiv?

Since its discovery in 1926 Vitamin K has been studied exclusively for one main function - blood clotting.
However from a little know form of Vitamin K, in the last 15 years Vitamin K2 has become one of the most
studied vitamins. There are several forms of this vitamin, but in clinical practice is advocated Vitamin K2-nat-
ural menaquinone (MK-7). Numerous studies carried out in leading research centers demonstrate the roleof Vit-
amin K2 for the human health. University ceneters in Maastricht (Holland) and Tokyo (Japan) have announced




the following pharmacotherapeutic qualities of Vitamin K2:

On first place is noted significant increase in the bone mineral content and reduction of the fracture risk.
Reported is also significant improvement in the bone quality of postmenopausal women. Pathogenetically vit-
amin K2 activates osteocalcin, which contributes to the binding of calcium to bone matrix. Combination of this
vitamin with bisphosphonates improves the bone mineral density. Studies of the arterial wall demonstrate sig-
nificant reduction of the aortic calcification and improved elasticity. It has been established that Vitamin K2
passes through the blood-brain barrier and improves the function of the neurons. It protects and improves the
elastin in the skin and is also applicable in the cosmetics. All this complex is beneficial in women with post-
menopausal osteoporosis.

In this context it is important the concerned population to have adequate Vitamin K2 intake.Rich sources
are fermented soy beans, egg yolk, liver and cheese. Since 2009 the natural Vitamin K2 as menaquinone-7 has
been approved for use in EU. In Bulgaria it is synthesized as a pure, biologically active food additive is permit-
ted in pharmacies under the name Osteokardix.

BMLER PuckoBu hakmopu 3a pazbumue Ha zecmayuoHeH guabem

M. boagxueBa’, 1. AmanacoBa’, L|B. TankoBa', C. 3axapueBa’, B. Cmoiko6a’
'KauHuveH Llenmbp no EHgokpuHoaozug, Meguuurcku YHuBepcumem, Codpus;
?YHuBepcumemcka Akywepo-TuHekoroz2uuHa boanuua, YCBAAAT ,Maduun gom”, Cocpun

lecmauuoHHuam 3axapeH guabem (I3A) e egHo om Hal-yecmo cpewaHume ycaoxkHeHun B xoga Ha Ope-
meHHocmma. B cBemoBen mawab Bce noBeue ce guckymupa npoBeskgaHemo Ha OI'TT camo cpeg Bucoko-
puckoBama 2pyna bpemeHHU XeHu.

Llea: Lleama Ha Hacmoawomo npoyuBaHe e ga ce onpegeaam ocHoBHume puckoBu pakmopu, Koumo ca
cBbp3aHu ¢ noBuwen puck om pazBumue Ha [3A.

Mamepuaa u memogu: B npoyuBanemo ca Bxaoueru 1300 6pemeHHu xeHu, npoBeau cmarHgapmen OITT
Mexgy 24-28 2ecmauuoHHa cegmuya, Kamo Yacm om ckpuHuHz 3a 3A 6 KauHuueH LleHmbp no EHgokpu-
Hoaoz2uAa. 3a nocmaBaHe Ha guazHo3zama 3A ca uznoa3zBanu kpumepuume Ha IADPSG. 3a onpegeaaHe Ha
3HaYUMOCMmMa Ha puckoBume hakmopu e uznoa3zBaH Ao2ucmuYeH pe2pecuoHeH aHaAu3.

Pe3yamamu: YcmaHoBuxme 3A npu 29,1% (378) om u3caegBaHume 6pemeHHU eHu. Haauuuemo Ha
pogcmBeHuk cbe 3axapeH guabem mun 2 yBeauuaBa 1,394 nbmu (p<0.034) pucka 3a pa3zBumue Ha [3A,.
Haauuuemo Ha nbpBocmenernHu u BmopocmeneHHu pogcmBeHuuu cbe 3axapeH guabem mun 2 gonbAHU-
meAHo noBuwaba pucka — - OR2,523 (p<0,001). MHgekc Ha meaecHa maca (MITM) mexxgy 25-29,9ke/m? npe-
gu 6pemenHHocmma yBeauuaBa pucka 1,629 nomu (p<0,019), gokamo UTM > 30ke/m* - 4,162 nbmu
(p<0,0001). )XeHume Ha Bb3pacm > 30 20guHU umam 3Ha4yumo no-Bucok puck (OR2,245, p<0,0001) cnpamo
»keHume Ha Bb3pacm 25-29 2oguHu. Apyau 3Ha4umu puckoBu pakmopu ca ycmaHoBeHama cayyadHo noBu-
weHa cmoldHocm Ha kpbBHama 3axap (OR3,883, p<0,0001) u Hy>kgama om acucmupaHa penpogykuua Ka-
mo memog 3a HacmbnBaHe Ha 6pemeHHocmma (OR 2,123, p<0,001).

3akarodeHue: Auncama Ha u3epageHa HauuoHaAHa ckpuHuHzoBa npoepama Haraza Heob6xogumocmma om
akmuBHO mbpceHe Ha BpemeHHU »eHu ¢ noBuweH puck 3a pazBumue Ha [3A, C ycmaHoBaBaHe Ha ocHOB-
Hume puckoBu dpakmopu 3a [3A ce kamezopu3zupam »KeHume, Npu Koumo e Heobxogumo npoBexxgaHe Ha
OITT, c uea HamaraBaHe Ha puckoBeme 3a naoga u malikama.

BER Risk Factors for Gestational Diabetes Mellitus

M. Boyadzhieva', I. Atanassova’, T. Tankova’, S. Zacharieva', V. Stoikova*
'Clinical Center of Endocrinology, Medical University, Sofia; *University Hospital of Obstetrics and Gynecology
,Maichin dom”, MU Sofia
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Gestational diabetes mellitus (GDM) is one of the most common complications during pregnancy. It is
speculated that OGTT should be performed only in women at high risk for GDM.

Aims: The aim of the present study was to assess the main risk factors, associated which risk for GDM
development.

Material and methods: 1300 pregnant women between 24" and 28" week of gestation were included in
the study. Standard OGTT was performed as part of a screening program for GDM at the Clinical Center of
Endocrinology. GDM diagnosis was based on IADPSG criteria. Logistic regression analysis was used for identi-
fying significant GDM risk factors.

Results: We found GDM in 29,1% (378) of the participants. The history of a relative with diabetes increas-
es the risk for GDM development 1,394 times (p<0,034). Furthermore, the presence of first and second degree
relatives with type 2 diabetes additionally increases the risk — OR 2,523 (p<0,001). Body mass index (BMI)
between 25 and 29,9 kg/m?* before pregnancy increases the risk 1,629 (p<0,019), while BMI > 30kg/m* - 4,162
(p<0,0001). Women above 30 years of age have significantly higher risk (OR 2,245, p<0,0001) for GDM when
compared to women between 25 and 29 years of age. Other significant risk factors are increased random
blood glucose (OR 3,883, p<0,0001) and the need for assisted reproduction as a method of conception (OR
2,123, p<0,001).

Conclusions: The lackof an established nationalscreening programnecessitates theactive search forpreg-
nantwomen at highrisk for GDM. Identifying the major risk factors will define thewomen,who will benefit from
performing OGTT, thus leading to a reduction in their risks.

ycmHo npegcmaBane

Mn1o. Hu HuBa Ha ocmeonpomezepuH Nnpu MbXKe €
03€H MOAEPAHC U KOPOHapHa apmepuaAHa 6orecm

M. BoagxueBa’, K. Xxpucmo3zo8', C. leopzue6’, P. HopganoB’

' KauHuka no EHgokpuHoao2us; 2 KauHuka no uimepBeHuuoHaaHa kapguoaozus, Y6 ,CB. MapuHa”, BapHa

BwBegeHue u yeau: OcmeonpomezepuHocHoBHO uHxubupa ocmeokaacmozeHe3ama, Ho ce npousBexkga
u om cbgoBeme. CepymHuam ocmeonpomezepuH (cOIT) e yBeauueH npu guabemuuu U nayueHmMu c Ko-
poHapHa apmepuarHa 6oaecm (KAB), HO ca maako gaHHUME 3a KOHUeHmMpayuume My Npu AuUa C HapyweH
2A10Kk03eH moaepatnc (HIT).

Lleama Ha uzcaegBaHemo Bewe ga onpegeaum cONMT npu muyke ¢ HIT u npugpyskaBawa KAB u ga no-
mbpcum Bpb3ka C HAKOU 2Al0KOMEemMaboAUuMHU nokKa3ameau.

Mamepuaau u memogu: cOIT ce uzmepu npu 26 mbxke ¢ npoBegeHa nepkymaHHa KOPOHapHa UHMep-
Benuua nopagu KAB: 14 ¢ HIT u 12 HopmozAaukemuyHu, Kakmo u npu 11 3gpaBu HOpMO2AUKEMUYHU KOHM-
poau, cbnocmaBumu no Bv3pacm u UTM. Moko3zHume HapyweHua ce ycmaHoBuxa npu ckpuHuHao080 u3c-
AegBane upe3 OITT, npoBegeH mexxgy 5-10 geH caeg gexocnumaauzauvuama. AebeauHama uHmMuma-megua
(IMT) Ha obwume KapomugHU apmepuu ce oueHu upe3 B-modeyampacoHoepadgus.

Pezyamamu: cOTT e 3Ha4umo no-Bucok npu nauueHmume ¢ HIT cnpamo koHmpoaume (5,09£0,7cnpamo
2,87£0,29pmol/l; p=0,01), Ho Hama pa3auka B HuBama my mexkgy HopmozaukemudHuUme Auua u mes3u ¢ HIT
u npugpyxaBawa KAB (5,09+0,7 cnpamo 3,79+0,6 pmol/l, p=0,2). MNMpu Bcuuku uzcaegBanu, cOll nokaza
noAaoXkumeaHa kopeaauua ¢ IMT(p0,008;Pr 0,58). NMogobHo Ha moBa, npu mbxeme ¢ HIT, OIl kopeaupa

- camo ¢ IMT (p 0,02; Pr 0,75). He ycmanoBuxme Bpb3ka ¢ nna3meHama 2A0KO3a Ha 2AagHo U caeg HamoBap-
Bane, HbA, ., uHcyauHa Ha 2aagHo, HOMAIR, AunugHume nokazameau, apmepuaaHomo HaaseaHe, BMI uau
KopemMHama obuKoAka.

3akaroverue: YecmanoBuxme no-Bucok cONT npu mbxe ¢ HIT u KAB, cnpamo koHmpoau. OFl He noka-
3a Bpb3Kka C 2AlOKO3HUME NOKazameau, a NO-CKOPO C MapKepu Ha amepockaepo3a. [Mpegnoaazame, ve npu
me3u navueHmu, yBeauueHuam OII moxxe ga ompazaBam cvgoBama yBpega, koemo u3zuckBa no-Hama-
mbWwHU u3zcaegBaHua.




NZIH High Osteoprotegerin Serum Levels in Males with Impaired
Glucose Tolerance and Coronary Artery Disease

M. Boyadzhieva', K. Hristozov', S. Georgiev’, R. Jordanov*

' Clinic of Endocrinology; ? Clinic of Interventional Cardiology, University Hospital ,St. Marina“, Varna, Bulgaria

Background and aims: Although mainly inhibits osteoclastogenesis, osteoprotegerin is produced by
vasculature too. Serum OPG (sOPG) is elevated in both diabetics and patients with coronary artery dis-
ease (CAD) but there is still insufficient data for its concentrations in impaired glucose tolerance (IGT) sub-
jects. The aim of our study was to determine sOPG in males with IGT and concomitant CADand to inves-
tigate its relationship with certain glucometabolic parameters.

Materials and methods: sOPG was measured in 26 males with performed percutaneous coronary
interventions for CAD-14 with IGT and 12 normoglycemic, and in 11 age- and BMI-matched healthy nor-
moglycemic controls. Glucose abnormalities were screen-detected using a standard OGTT performed 5-
10 days after hospital discharge. Mean intima-media thickness (IMT) of common carotid arteries was mea-
sured by B-mode ultrasonography.

Results: sOPG was significantly higher in IGT patients compared to controls (5,09£0,7 vs 2,87+0,29
pmol/l; p=0,01)but did not differ between IGT and normoglycemic CAD patients (5,09+0,7 vs 3,79+0,6
pmol/l, p=0,2). In all participants, sOPG correlated positively with IMT (p 0,008; Pr 0,58). Similarly, in IGT
males with CAD, sOPG correlated only with IMT (p 0,02; Pr 0,75). There were no associations with fast-
ing and postchallange plasma glucose, HbA,, fasting insulin, HOMA-IR, lipid parameters, blood pressure,
BMI or waist circumference.

Conclusions: We found higher sOPG in males with IGT and CAD compared to the controls. OPG was
not correlated with glucose parameters but rather with markers of atherosclerosis. We speculate that in
CAD patients with IGT, the increased sOPG levels might reflect the vascular damage which requires fur-
ther investigations.

NifES ABmoHomHa cbpgeuHa gucyHKUUA NPU NayUeHmu ¢
npeguabem u Ho6oomkpum 3axapeH guéem mun 2

AP. AumoBa,H. YakwvpoBa, A. AakoBcka, I'. [pozeBa, L|. TankoBa

Kautuka no Auabemoaozus, KauHuveH ueHmbp No eHgoKpuHoaoz2ua, MeguuuHcku YHuBepcumem, Cocpun

B Aumepamypama ce HampynBam Bce noBeue gaHHU, ye XPOHUYHUME YCAOXKHEHUA HA 3axapHua gua-
6em, 3acazawu nepugpepHama u aBmoHomHama HepBHa cucmema, ce uzaBaBam owe npu npeguabemHume
CbCMOAHUA - HapyweHa 2Aukemun Ha 2aagHo (HIT) uHapyweH 2atoko3eH moaepaHc (HIT),kakmo u Kbm mo-
MeHmMa Ha guazHoCMuUUpaHe Ha 3axapeH guabem mun 2.

Llea: Lleama Ha Hacmoawomo npoyuBaHe e ga ce u3caegBa Haauuuemo Ha aBmoHomHa cbpgevHa guc-
PyHKUUA U ga ce oueHU cumnamukycoBama u napacumnamukycoBa akmuBHocm npu pa3zAudHU cCmeneHu Ha
omkAoHeHua B 2aloko3HUS moaAepaHc — npeguabem (HIT u HIT)u HoBoomkpum 3axapeH guabem mun 2
(H3A mun 2),

Mamepuaa u memogu: N3caegBanu ca obwo 191 auya,Ha cpegHa Bb3zpacm 48,5+14,1 20guHuU u cpe-
geH ITM 31,8515,87 ke/m?, koumo ca BkatoueHu B cpe3oBo npoyuBane. MauueHmume ca pazgeaeHu 68 mpu
2pynu cnopeg 2AlKO3HUA MOAEpaHC - 72 C HopMaAeH 2Atoko3eH moaepaHc (HopmIT), 74 ¢ npeqguabem (HIT,
HIT u HIT+HIT) u 45 ¢ H3A mun 2. TAloko3HUAM moAepaHc e oueHeH Ha Ha3ama Ha cmaHgapmeH opaAeH
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2AI0KO30-MOAEpaHCeH mecm CbC 75 g 2Al0Ko3a cnopeg kpumepuume Ha C30 om 2006 2oguHa. ABmoHom-
Hama cbpgeuHa yHkuyua e uzcaegBana ¢ anapam ANSAR ANX 3,0 - HeuBHazuBeH memog 3a moHUMOpU-
paHe Ha cumnamukycoBama u napacumnamukycoBama akmuBHocm upe3 cnekmpaAeH aHaAu3 Ha CbpgeyuHa-
ma yecmoma u egHoBpemeHeH cnekmpaaAeH aHaau3 Ha guxameaHama akmuBHocm 6 nokoUl, Kakmo u oueH-
Ka Ha cumnamo-BazaaHua 6aaaHc. MNMpoBegeHu ca caegHume mecmoBe:gbaboko guwane (E/1),BaacarBa u op-
mocmamuuHa npoba (30:15). Cmamucmuueckama obpabomka Ha gaHHume e HanpaBeHa cbC cmamucmu-
yecku nakem SPSS 19,0.

Pe3yamamu: Tpynume ¢ omkaoHeHua B 2aloko3HUA moaepaHc — npeguabem u H3A mun 2, nokazBam
3Hayumo noHuxkeHue B cumnamukycoBama (p=0,029 u p=0,011, cbomBemHo) u napacumnamukycoBama
(p=0,019 u p<0,001) akmuBHocm cnpamo 2pynama ¢ HopmIT. Bbnpeku meHgeHuuama kbm HamaraBaHe Ha
cmolHocmume Ha cumnamukycoBama u napacumnamukycoBama akmuBHocm ¢ npozpecuama om npegua-
6em kbm H3A mun 2, mexxgy gBeme 2pynu He ce omkpuBacmamucmuuecku 3Havuma pazauka. [pynume ¢
HapyweHua B 2Al0Kko3Hama xomeocmasa nokazBam 3Hauumo no-Bucok npoueHm Ha KAUHUYHU mecmoBe ¢
omkAoHeHuA. [Mamoaozuver E/Imecm ce HabaogaBa npu 21,6% om auuama c npeguabem, 31,1% om Auua-
ma ¢ H3A mun 2 u 5,6%6 2pynama ¢ HopmIT. Namoaozuuer BarcarBa mecm e Haauuenpu 39,2% om Au-
uama c npeguabem, 34,4% om auuama ¢ H3A mun 2 u 11,7%om auuama ¢ HopmIT. OpmocmamuyHuam
mecm e HapyweH npu 14,9% 6 epynama c npeguabem, 31,1% 6 epynama ¢ H3A mun 2 u 12,5% 6 epyna-
ma ¢ HopmIT. AaHHu 3a aBmoHomHa cbpgeuHa gucyHkuua ¢ omkaoHeHua 68 gBa uau mpu om KAUHUYHU-
me mecmoBe ce ycmarnoBaba npu 24,3% om auuama c npeguabem u 26,7% om auuama ¢ H3A mun 2, cnpa-
mo 11,1% om auuama c HopmlIT.

M360gu: IMNoayueHume pe3yamamu nokazBam, yue omkaoHeHusa B cumnamukycoBama u napacumnamukyco-
Ba akmuBHocm ce peaucmpupam gopu 6 paHHuUmMe emanu Ha HapyweHua B 2Aa0ko3HUA moaepaHc. Cumnamo-
BacarHuam gucbaraHc ce 3agbabovaBa ¢ BaowaBaHe Ha 2AOKO3HUA MOAepaHC U aBmMOHOMHA CbpgeyHa guc-
dyHkuua BepoamHo e Haauue owe Npu nauueHmume ¢ npeguabem u HoBoomkpum 3axapeH guabem mun 2.

P11. nomic Dysfunction in Patients with Prediabetes and
psed Type 2 Diabetes

R. Dimova, N. Chakarova, L. Dakovska, G. Grozeva, T. Tankova
Department of Diabetology, Clinical Center of Endocrinology, Medical University, Sofia

There is increasing evidence in the literature that diabetes chronic complications, including peripheral and
autonomic nervous system damage, are present even in prediabetic states - impaired fasting glucose (IFG) and
impaired glucose tolerance (IGT), and at the time of diagnosis of type 2 diabetes.

Aim: The aim of this study was to investigate the presence of autonomic cardiac dysfunction and to
assesssympathetic (SNS) and parasympathetic nervous system (PSNS) activity at the early stages of glucose
intolerance - prediabetes (IFG and IGT) and newly-diagnosed type 2 diabetes (NDD).

Materialand Methods: A total of 1971subjects, of mean age 48,5+14,1yearsand mean BMI31,
8515,87kg/m?, were in volvedin across-sectionalstudy. The patients weredivided in 3groups according totheir
glucose tolerance- 72with normal glucose tolerance (NGT), 74 with prediabetes (IFG, IGT and IFG+IGT), and
45with NDD. Glucose tolerance was studied during a standard OGTT, applying 2006 WHO criteria. Cardia-
cautonomic function was investigated by ANSAR ANX 3,0 technology -a non invasive method for monitoring
SNS and PSNS activity based on spectral analysis of heart-rate variability with concurrentspectral analysis of res-
piratory activity at resting, andmeasuring the sympathovagal balance, using the following clinical tests: deep
breathing (E/I ratio), Valsalva and standing from a seated position(30:15 ratio). Statistical analysis was per-
formed by SPSS 19,0.

Results: The two groups with altered glucose metabolism — prediabetes and NDD, presented a significant
decline in both SNS (p=0,029 and p=0,011, respectively) and PSNS (p=0,019 and p<0,001, respectively) activ-
ity as compared to the group with NGT. Despite the trendtowards lower SNS and PSNS values with the pro-
gression from prediabetes to NDD, the difference between the groups is not statistically significant. The groups
with glucose intolerance showed significant deteriorations in the clinical tests.




AbnormalE/I ratiowas foundin 21,6% of subjects with prediabetes and 31,1% of those with NDD and
5,6% of NGT group. Abnormal Valsalva test was present in 39,2% of prediabetes, 34,4% of NDD and
11,7% of NGT group. 30:15 ratio wasimpairedin 14,9% of prediabetes group, 31,1% of NDD and 12,5%
of NGT group. Cardiac aut onomic dysfunction (CAD) with abnornalities in two or three of the clinical
tests was establishedin 24,3% of subjects with prediabetes, in 26,7% of those with NDD in comparison
to 11,1% in the group with NGT.

Conclusion: Our results demonstrate that abnormalities in both SNS and PSNS activities are found
even at the early stages of glucose intolerance. The sympathovagal imbalanceaccelerateswith the wors-
ening of glucose tolerance, and CAD is probably present even in subjects with prediabetes and NDD.

Kak moxe ga 6bge npekpamena uHcyauHoBama ynompe6ba
caeg 15 2oguHu

"MlomoBa B., 'MaageHo8 B., 'boagxueB B., 'TaryeBa C,, 'AameBa M., 'MlopganoBa I.,
2Flanagan S., *Ellard S., *Hattersley A.

'"MYm, BapHa, Kamegpa no neguampus u meguuuHcka 2eHemuka; *Peninsula Medical School, Exeter, UK

Caeg yBeauueHuemo Ha gocmbna go MeAeKyAapHoO-2eHemMuUYHa guazHo3a Ha MOHo2eHHUA guabem, 3Ha-
Huemo 3a HeGHama npaBuaHa ynompeba u BauaHuemo u Bbpxy >kuBoma Ha xopama ¢ guabem cbwo ce
yBeauuuxa. Npegcmabame cemelicmBo ¢ guabem 8 mpu nocaegoBameaHu nokoaeHua. Malikama e pa3Buaa
guabem Ha 20 20g. Bb3pacm u BegHaea e 3anouHara AedeHue ¢ UHCYAUH. [1o Bpeme Ha guazHO3ama Ha gb-
wepsa U, ma 6ewe Ha mHoxecmBeHu gHeBHU anAukauuu ¢ uHcyauHoB aHaroz. HeliHama 54 20g. madka Cb-
wo e c guabem om maaga Bv3pacm u noHacmoawem ce aekyBa ¢ aHaro2oBa cmec. Hawama nauueHmka
pa3zBuBa noarugunconoauypusa Ha 10 20g. Bvb3pacm. Ta Hukoza He e Buaa NbaHa. [Mopagu gramusHama obpe-
MEHEHOCM, AUNCama Ha auugo3a u no-uzpazeHume nocmnpaHguasHu HuBa Ha K, uzBupwuxme npoBepka
Ha HuBama Ha aHmumeaa. AHmu-GADG5, IAA u IA2 6axa HeeamuBHu. M3B8bpwu ce eeHemuuHo mecmBaHe
u ce omkpu HNFTA xemepo3u2omHa cnaaticuHz mymauus, ¢.526+1G>A npu malikama u gvwepama. VHcy-
AUHBM Gewe cnpaH egHoBpemeHHO Npu malikama u gbuwepama u Ae4eHUemo NPOgbAXKU C NEPOPAAEH CYA-
paHuAypeeH npenapam. Ao momeHma nauueHmkume ca Beuye 2 20g. 63 UHCYAUH, CbC 3HAYUMEAHO NOgO6-
peH KOHMpoA. Ao3ama Ha FaubeHkaamug npu geBoukama e 0,5 mg/kg. d-1, a npu matikama 0,25 mg/kg. d-
1. MocaegHuam HbA, . npu maiikama e 6,2%, a npu gbwepama — 7,2%. Aememo no-yecmo HapywaBa gue-
mama u uma eguHu4Hu nocmnpanguaaHu KI' Hag 10-12 mmol/l. Ha 6abama 6e npegao>keHO ga cnpe uHCy-
AUHa, HO MA He npue.

B 3akatoueHue, ycnewHama 2eHemMuUYHa guazHo3a MOXe ga NoOMoz2He 3a N0gobpeHue Ha guazHo3ama u
gbA20CPOUHUA guabemeH KOHMPOA, KAKMO U 3@ 2EHEMUYHOMO KOHCYAMUpaHe Ha hauueHmume. Ta cbwo
nogobpaBa u uzxoga npu 6pemeHHu ¢ MODY guabem.

2P How Insulin can be Stopped After 15 Years of Regular Use

" lotova V., 'Boyadzhiev V., 'Mladenov W., 'Galcheva S., 'Lateva M., 'Yordanova G.,
’Flanagan S., *Ellard S., *Hattersley A.

' MY, BapHa, Kamegpa no Neguampusa u meguyuHcka 2eHemuka; *Peninsula Medical School, Exeter, UK
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After the increase of availability of molecular genetic diagnosis of monogenic diabetes, the knowledge for
its proper use increased and the impact upon the life of families with diabetes dramatically changed.

We present a family with diabetes in 3 consecutive generations. The mother developed diabetes at 20
years of age and was immediately started on insulin. At the time of diagnosis of her daughter she was on mul-
tiple daily injections with insulin analogs. Her 54 years old mother has had diabetes since young age and is cur-
rently on pre-mixed analogs. Our patient developed polydipsopolyuria at the age of 10. She had never been
obese. Because of the family history, the lack of acidosis and the more pronounced postprandial BGL eleva-
tions, we performed antibody testing. Anti-GAD®65, IAA and IA2 were all negative. A genetic testing was per-
formed and HNFTA splicing mutation, ¢.526+1G>A, was found in both mother and daughter. Insulin was
stopped simultaneously in both and treatment continued with oral sulfonylurea preparation. The patients are
now for 2 years off insulin with much improved glycemic control. The Glibenclamide dose of the child is 0,5
mg/kg.d-1, and of the mother is 0,25 mg/kg.d-1. HbA, . of the mother is 6,2%, and of her daughter 7,1%. The
child’s diet is more often broken and has some postprandial BGLs as high as 10-12 mmol/l. The grandmother
was offered a try off insulin but she didn‘t accept.

In conclusion, successful genetic diagnosis can help improve diabetes diagnosis and its long-term control,
as well as genetic counseling of patients. It also improves the outcome of known MODY diabetes pregnancies.

Ynompe6ama Ha Buagazaunmun 6 pearHama KAUHUYHA npakmMuka
8 bwAzapua e cbbp3aHa ¢ N0-20AAMO NOHWKEHUE HA 2AUKUpPAHUA
Xemo2A06uH Ge3 xunozaukemuu u HaggaBaHe Ha mezao:
pesyamamu om npoyuBaHemo EDGE

" 3gpaBko KameHoB, *AxxoBanu bagep

' KAUHUKA NO eHgoKpuHoAo2ug, ArekcaHgpoBcka 6oAHuua, MeguuuHcku YHuBepcumem, Cogusa
*Novartis Pharma AG, bazen, LLBetuapus; om umemo Ha uzcaegoBameacku koaekmuB no npoyuBaHemo

BwvBegeHue: MemdopmuH e nbpBo cpegcmBo Ha uzbop 3a AedeHue Ha 3A mun2 (3A2), Ho obuualHo ¢
meueHue Ha Bpememo ce Harazapa3zwupaBaHe Ha nepoparHama mepanus.

Llea Ha npoy4Baremo The Effectiveness of Diabetes control with vilda Gliptinandvildagliptin/mEtformin
(EDGE) e ga 6bge cpaBHeHa ecpekmuBHocmma u 6e3onacHocmma Ha BuAagazauNmMuUH CNpAmMo gpyau nepo-
paAHu xunozaukemusupawu cpegecmBa (MXC) cpeg 45868 nauueHmu cbc 3A2 U HegocmMambyeH KOHMPOA
¢ moHomepanusa B8 ycroBuama Ha exxegHeBHa npakmuka.

Memogu: Tyk ca npegcmaBerHu pesyamamume 3a ecpekmuBHocmma u cuzypHocmma npu gobaBaHe Ha
Buagazaunmut (2pyna Ha BuagazaunmuH) uau gpyzo MNXC (epyna 3a cpaBHerue) kbom cbwecmByBawa mo-
Homepanua cpeg 6bazapckama nonyaauyus 8 EDGE. B npoyuBanemo ca BkaoueHu He gobpe koHmpoaupa-
HU NauUeHMuU Ha MOHOMepanus, Npu Koumo AekyBawuam Aekap e uzbpan gobaBave Ha NMXC cbobpazHo uH-
guBugyarHume um Hyxgu. EdpekmuBrocmma e oueHaBaHa upe3 noHuxxeHuemo Ha HbA;. u nocmuzane Ha
KombuHupaHama KpalHa uea — geAbm Ha nayueHmume, gocmueaHaau HbA ;. <7% 6e3 gokazaHu xunoaauke-
MUU U 3Ha4umo HaggaBaHe Ha meaao (25 %om nbpBoHavarHOMO) caeg 12 meceuHo AedeHue.

Pe3yamamu: bpoam Ha BkatoueHume 6 bbacapua nauueHmu e 754: 384 6 epynama Ha BuagazaunmuH
u 369 6 2pynama 3a cpaBrerHue. CpegHama Bb3pacm Ha nauueHmume e 58,7£9,52 2, gaBHocmma Ha 3A2-
5,79£4,812, BMI — 31,9£5,0 kg/m* CpegHume u3zxogHu cmolHocmu Ha HbA, . He ce omauvaBam 3Hauumo -
8,5% 6 2pynama Ha BuagazaunmuH u 8,2% 6 epynama 3a cpaBHeHue. B 2pynama 3a cpaBHeHue, gobaBeHo-
mo Bmopo MNXC e cyacpoHuaypeeH npenapam 6 56%, mempopmuH 8 33%, o-2AtoKko3ugazeH uHxubumop uau
mua3oAuguHguoH 68 11%. Caeg 12 meceyHo AedeHUe e omyemeHacu2HUMUKAHMHO NO-20AAMa PegyKuua Ha
HbA,;. 8 epynama Ha BuagazaunmuHn (-1,37%), omkoakomo 6 2pynama 3a cpaBreHue (-0,54%) (A -0,61%,
Cl95% -0,74 -0,48; P<0,001). B epynama Ha BuagazaunmuH (25,5%) noBeue nayueHmu nocmuzam KOMOUHU-
paHama kpadHa uea (HbA;. £7%, 6e3 xunozaukemuu u HaggaBaHe Ha mea2A0mMoO) cnpamo 2pynama 3a cpab-
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HeHue (3,8%, P<0,001). Ocem (2,0%) u wecm (1,65%) nauueHmu ca gokaagBaau HexkeaaHu cbbumua, cbom-
Bemno B8 2pynama Ha BuagazaunmuH u masu 3a cpaBHeHue.

M38ogu: B ycaoBuama HapeaaHama KAUHUYHa npakmuka 6 bbvazapua gobaBaHemo Ha BuagazaunmuH e
goBeno go no-2oaamo noHwkeHue Ha HbA;. u no-2oaam gaa nayueHmu ca hocmuz2HaAu npuyeAHu HuBa Ha
HbA, . 6e3 xunoaaukemuu u HaggaBaHe Ha meaao, cnpamo MXC, uznoazBaru 3a cpaBHeHue.

TpoyyBanemo e gpunancupano om Novartis Pharma AG

Vildagliptin Use in Real Life Practice in Bulgaria is Associated with

Greater HbA,. Reduction Without Hypoglycemia and Weight Gain:
Results from the EDGE Study

" Zdravko Kamenov, *Giovanni Bader
' Endocrinology Clinic, Aleksandrovska University Hospital, Medical University, Sofia, Bulgaria and
*Novartis Pharma AG, Basel, Switzerlandon behalf of the study team

Introduction: Metformin is an established first line treatment for type 2 diabetes mellitus (T2DM) patients
but intensification of oral antidiabetic therapy is usually required over time.

Objectives: The Effectiveness of Diabetes control with vildaGliptin and vildagliptin/mEtformin (EDGE)
study compared worldwide effectiveness and safety of vildagliptin and other oral antidiabetic drugs (OAD) in
45868 patients with T2DM inadequately controlled with monotherapy under real life conditions.

Methods: Here we demonstrate the results for patients receiving vildagliptin (vildagliptin cohort) or anoth-
er OAD (comparator cohort) add-on to monotherapy in Bulgaria. T2DM patients inadequately controlled with
current monotherapy are eligible after add-on treatment was chosen by the physician based on patient’s need.
Effectiveness was assessed by HbA, . drop and by means of a composite endpoint assessing the proportion of
patients responding to treatment (HbA,. <7%) without proven hypoglycemic event and significant weight gain
(25% from the initial) after 12 months of treatment.

Results: In total 754 patients were enrolled in Bulgaria, 384 in the vildagliptin cohort and369 in the com-
parator cohort. Mean age was 58,7+9,52 years; mean T2DM duration was 5,79%4,81 years. Average BMI was
31,9£5,0 kg/m*. Mean baseline HbA;. was comparable — vildagliptin: 8,5%; comparator: 8,2%. In the com-
parator cohort the second agent added to the monotherapy was sulphonylurea in 56 % of the patients, met-
formin in the 33%; and alpha Gl or TZD in the remaining 11%. After 12 months of treatment, HbA, . decreased
in both cohorts (vildagliptin: -1,37%; comparator: -0,54%) but the drop was significantly greater with vildagliptin
compared to comparator (A -0,61%; CI95% -0,74-0,48; p<0.001). In the vildagliptin cohort, a higher proportion
of patients reached the composite endpoint (HbA;. < 7, no hypoglycemic events, no weight gain) when com-
pared to the comparator cohort (vildagliptin 25,5%; comparator 3,8%; p<0,001). Eight (2,0%) and six (1,6%)
patients reported adverse events in the vildagliptin and comparator cohort respectively.

Conclusions: In real life clinical practice in Bulgaria, vildagliptin is associated with a greater HbA, -drop,
and a higher proportion of patients reaching target HbA,. without hypoglycemia and weight gain compared to
the addition of other OAD.

Disclosure: The study was funded by Novartis Pharma AG

AguUNOKUHU NpPU hayueHMu ¢ MemaboAuUmeH CUHgPOM
I. PaaHoBa,’ C. laneBa’, K.Togopo6a’, L|. Aykarno®’, C. leyeBa’

! KAUHUKA NO eHgoKpuHoAO2US; ‘MeguKo-guazHOCMUYHA Aabopamopua N0 UMYHOAO2UA
YMBAA ,A-p Teopau Cmpatcku®, MNMaeBeH
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B nocaregHume 2oguHu ce goka3a, Ye macmHama mbKaH He e nacuBHo eHepaulHo geno, a memaboAum-
Ho-akmuBeH eHgoKpuHeH opzaH. Agunouumume ekcnpecupam Bbpxy noBbpxHocmma cu mHoxkecmBo pe-
uenmopu, cekpemupam XOPMOHU, UUMOKUHU, pacmexHu akmopu ¢ BauaHue Bbpxy eHepauliHama xome-
ocmasa, Bb3znareHuemo, Koazyrauuama, pubpuHoauzama.

Liea Ha Hacmoawemo npoyuBaHe e uzcaegBare HUBama Ha agunoKuHUME- AgUNOHEKMUH, AENMUH U pe-
3uCmuUH Npu nauueHmMu ¢ memaboaumen cuHgpom (MC).

Mamepuaa u memogu: B npoyuBaHemo ca BxatoueHu 153 auua ¢ MC (108 xxeHu, 45 mb>ke) U KOHM-
poaHa 2pyna om 19 auua 6e3 gavHu 3a MC. AuazHozama MC e nocmaBeHa no kpumepuume Ha MexgyHa-
pogHama guabemna gegepauua (IDF) om 20102. BbaaexugpamHama obmaHa e oueHeHa upe3 npoBeskgaHe
Ha opaAeH 2atoko3omoaepaHced mecm (OITT) cbe 75g 2aoko3a. KpbBHama 2a0k03a e npocaegeHa 666 Be-
HOo3Ha naazma Ha 0, 60 u 120-ma muHyma, kKamo e uznoa3Bax 2atoko300kcugaseH memog (GlucoseAnalyzer-
Beckman). Cnopeg 2a0k03HUA moaepaHc () nauueHmume ca paznpegeaeHu 8 caegHume yemupu 2pynu:
nbpBa 2pyna- Auua C HOPMaAEH 2AI0KO3eH MoAepaHc (HopmaaeH IT; ngr.,= 40) npu kpbBHa 2Al0KO3a Ha 2Aag-
Ho < 5,6 mmol/l, (kpumepuu HalDF 3a MC/ 20102.), Bmopa 2pyna- Auua C HapyweHa 2AUKEMUA Ha 2AagHO
(HIT; ngr.,=40) npu kpbBHa 2at0k03a 25,6 mmol/l u < 7,0mmol/l,mpema 2pyna- Auua c HapyweH 2AOKO3€eH
moaepanc (HIT; ngr.;=28), uemBbpma 2pyna- auya ¢ HoBoomkpum 3axapeH guabem mun 2 (HoBoomkpum
3Am2; ngr.,= 45), (kpumepuu Ha C30/20062.). HuBomo Ha uHcyauHa e uzmepeHo Ha 0, 60 u 120-ma MuHy-
ma 6 xoga Ha OI'TT ype3 RIAmMemoguka. AGQunoKuHUME- agUNOHEKMUH, AENMUH U pe3ucmuH ca u3caegBa-
Hu upe3 ELISA-memoguka. ABa xomeocmazHu mogeaa ca uznoa3BaHu: 3a oueHka Ha uHcyauHoBama pe3uc-
meHmHocm- HOMAIR u 3a 6bema-kaembuHama pyHkuyua- HOMA-%B.

Pesyamamu: Hopmanen T ce ycmanoBu npu 40 (26,14%), HIT- 40 (26,14%), HIT- 28 (18,30 %), HoBo-
omkpum 3A m2- 45 (29,42%). CpegHama Bb3pacm Ha BkaloueHume B npoyuBaHemo Auua e 42,7 £ 13,0 2.,
Ha KOHMPoOAHama 2pyna e cxogHa - 43,3 = 12,0 2. Bbgpacmma Ha nauueHmume ¢ HoBoBoomkpum 3Am?2 e
cuzHUuUKaHmMHo no-Bucoka om masu Ha nauueHmume c HopmaaeH [T, HIT u HIT (gr., =49,2+12,32.cp. gr.4
=32,83+8,72.; cp.gr.,= 44,9+13,32. cp.gr.; = 43,1£10,92).; (P<0,005). INpu cpaBHabare Ha kKOHMpoOAHaMa 2py-
na ¢ Bcuuku uzcaegBaHu nauuenmu ¢ MC ce ycmaHoBu cmamucmuuecku 3Haduma pasaukaB NTM
(21,64%2,33 cp. 35,52+7,20), obukoAka Ha maauama (76,42+3,56 cp.112,42+15,02), HuBa Ha 6azareH uHcy-
AUH (7,93% 3,41 cp. 16,6 2,72), HOMA-IR (1,72+0,36 cp.4,68+0,80); (P<0,005). 3Hauuma pa3Auka npu
HOMA- % B ce ycmanoBu me>kgy KoHmpoAHama 2pyna u nauueHmume ¢ HoBookpum 3Am2 (HOMA-%B-
KOHMpoAHa 2pyna=131,45+44,0 cp.gr.,~=88,67+35,0); (P<0,005). MNpu HIT ce HabaogaBa HecueHuukaHMHO
no-Hucka couHocm Ha HOMA% B 8 cpaBheHue c Hopmaaen IT u HIT (gr.,=112,79+19,44 cp. gr.,
=244,31£75,31, cp. gr,=204,15+68,0). He ce ycmanoBu cmamucmuuecku 3Hauyuma pazauka 8 HuBomo Ha
agunoHeKmMuUHa Npu KOHMpPoAHama 2pyna u npu navduedHmume ¢ MC (1,96£0,73 pug/ml cp.1,57+0,19). 3Hauu-
MO CHUYKeHue ce HabaogaBa npu HoBoomkpum 3Amun2 cpaBHeHo ¢ koHmpoaHama 2pyna (gr.4= 0,97+0,47
cpewy 1,960,73); (P<0,005). HecuzHugukaHmMHO No-HUCKa cMoUHOCM Ha agunoHeKmuHa ce ycmaxHoBu npu
HIT 8 cpaBHeHue c Hopmanen [T u HIT (gr.,=1,67+0,41 cp. Hopma T=1,68%0,90, cp. gr. ;=1,92%0,65). INpu
nayueHmume ¢ MC HuBomo Ha aenuHa e 3Hauumo no-Bucoko om moBa 6 koHmpoaHama epyna
(27,82%4,75ng/ml cp.11,8618,83 ); (P<0,005). Cmamucmuyecku 3Ha4uma pasauka ce HabaogaBa cbwo npu
cpaBHaBaHe Ha koHMpoAHama e2pyna ¢ HopmaaeH [T, HIT, HIT u HoBoomkpum 3A m?® (11,86+8,83
cp.gr..=33,55%14,63, cp.gr.,=26,83%6,26, cp.gr.;= 29,0% 6,91, cp.gr.,=22,90+4,76); (P<0,005). He ce ycmaro-
Bu cueHugukaHmHa pazauka 6 HuBomo Ha pe3ucmuHa mexkgy KoHmpoaHama 2pyna (0,71£0,31 ng/ml) u na-
uueHmume ¢ MC (1,1£0,29). Hau-Bucoko HuBo Ha pe3ucmuH ce HabAatogaBa npu HoBoomkpum 3Amun?2 (gr.
4+=1,85%0,7). CmouHocmma Ha pe3zucmuxa npu HIT e HecueHudukaHmHo no-Bucoka om masu npu Hopma-
AeH I'T u npu HIT (gr.,=1,06+0,26 cp.gr.,=0,86%0,21, cp.gr.,=0,93%0,15).

3akatoueHue: MpomeHume 6 HUBOMO Ha aguNOKUHUME- agUNOHEKMUH, AeNMUH U PE3UCMUH ca Hau-u3-
pa3eHu npu auua ¢ MC u HoBoomkpum 3A m2. Mauuesmume ¢ MC u HIT noka3zBam no-uzpa3eHa UHCYAU-
HoBa pe3ucmHemHocm B cpaBHeHue ¢ me3u npu HopmaaeH T u HIT.

Hay4ven npoexkm Ne7/20012, ¢punancupan om MY, lNreBen.
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Adipokines in Patients with Metabolic Syndrome

G. Rayanova,’'S. Ganeva', K.Todorova', T. Lukanov’, S. Gecheva®
' Clinicofendocrinologyum, *Medico-diagnostic laboratory of immunology UMBAL ,Dr G. Stansky”, Pleven

It has recently been appreciated that adipose tissue isn‘t only an energy reservoir, it represents a meta-
bolic-active endocrine organ. Adipocytes release on their surface a large number of receptors, derived hor-
mones, cytokines, growing factors, and modulate nutrient homeostasis, inflammation, coagulation, fibrinolisis.

The aim of the present study is to investigate the adipokine’s levels of adiponectin, leptin and resistin in
patients with metabolic syndrome (MS).

Material and methods: A prospective study was performed, 153 (108 female, 45 male) subjects with MS
and 19subjectswithout criteria for MS were included. Diagnosis of MS was performed using criteria of Inter-
national Diabetic Federation (IDF) published in 2010. The carbohydrate metabolism was estimated by oral-glu-
cose-tolerance test (OGTT) with 75 g glucose. The blood glucose was measured in venous plasma at 0, 60 and
120 minutes, with glucose-oxydate method (GlucoseAnalyzerBeckman). According to glycaemic control the
patients were divided in the following four groups: the first group- subjects with normal glycaemic control (nor-
mal GC; ngr.;= 40) with blood glucose in the fasting state <5,6 mmol/I (criteria of IDF for MS,2010), the sec-
ond group- subjects with impaired fasting glycaemia (IFG; ngr.,=40) with fasting blood glucose > 5,6 mmol/I
and <7,0 mmol/l, the third group- subjects with impaired glucose tolerance (IGT; n gr.;=28), the fourth group-
subjects with new diagnosed diabetes mellitus type 2 (new diagnosed DM;n gr.,=45) (WHO,2006). Insulin’s
level was measured at 0, 60 and 120 minutes with RIA method. Adipokine’s level of of adiponectin, leptin and
resistin were measured with ELISA method. Two homeostasis models were used: the first to estimate insulin
resistance-HOMA(IR and the second assessment of B-cells function- HOMA- %B.

Results: NormalGCwasdeterminedin 40 (26,14%), IFG- 40 (26,14%), IGT-28(18,30%), new diagnosed DM
type 2- 45 (29,42%). Themediumageofpatientsincludedinthestudywas42,7 +13,0, the control group had similar
age- 43,3 £ 12,0.The age of the patientswith newdiagnosedDMwassignificantlyhigherfrompatients with IFG and
IGT (gr., =49,2%12,3 vs. gr.,= 44,9%13,3 vs gr.; = 43,1£10,9); (P<0,005). There was significant different in BMI,
waist circumference, level of insulin and HOMA-IR between examined subjects compared to control group.
Subjects with new diagnosed DM had significantly lower HOMA-B% compare to control group (HOMA-%B-
control group =131,45+44,0 vs. gr.,~88,67£35,0); (P<0,005). IFGgroupshowed nonsignificant lower level of
HOMA- %B compared to normal GC and IGT (gr.,= 112,79+ 19,44 vs. gr.,=244,31+75,31, vs.
gr.,=204,15£68,0). There wasn‘t significant different in adiponectin’ level between all examined with MS com-
pared to control group (1,96+0,73 ug/mlvs. 1,57£0,19, pug/ml). Significantly lower adiponectin‘level was in
group of new diagnosed DM compared to control group (gr.,= 0,97+0,47 vs. 1,96%0,73); (P<0,005). IFG-
groupshowed nonsignificant lower level ofadiponectin compared to normal GC and IGT (gr.,=1,67£0,41 vs.
normal GT=1,68%0,90, vs. gr.;=1,92+0,65). Patients with MS showed significantly higher level of leptine com-
pared to control group (27,82+4,75ng/mlvs. 11,86£8,83); (P<0,005). There was significant different in leptine’
level between normal GC, IFG, IGT and new diagnosed DM compared to control group (11,86£8,83 vs.
gr.,=33,55+14,63, vs. gr.,=26,83%6,26, vs. 3= 29,0+ 6,91, vs. gr.,=22,90£4,76); (P<0,005). Patients with MS
weren’t significant different of resistin’level compared to control group (0,71£0,31 ng/ml vs. 1,1£0,29); (P
>0,005). Subjects with new diagnosed DM showed the highest resistin‘level (gr.,=1,85%0,7). IFGgroupshowed
nonsignificant high level of resistincompared to normal GC and IGT (gr.,=1,06%0,26 vs.gr.,=0,86£0,21,
vs.gr;=0,93%0,15); (P>0,005).

Conclusions: Subjects with MS and new diagnosed DM exhibited significantly changes in levels of
adiponectin, leptin and resistin compared to normal GC, IFG, IGT. Patients with MS and IFG had significant
insulin resistance in compared to normal GC and IGT.

Scientific project Ne7/2012, granted from MU, Pleven.
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ycmuo npegcmaBane

M1s. cyauHoBa nomna Ha geua mexgy 3 u 6-2oguwiHa
bAZapuA

Maa KoncmaumunoBa
MY - Kamegpa lNeguampus, KauHuka no EHgokpuHoAaozuq, guabem u 2eHemuka

AeyeHuemo ¢ uHcyauHoBu nomnu B Bbazapua cmapmupa npe3 2007 20guHa U hopagu Aunca Ha peum-
bypcauun, 6posm Ha nauueHmume ¢ uHcyauHoBu nomnu e Bce owe marbk. Pezyamamume om nbpBume
29 nauueHmu 6axa mBbpge obHagexxgaBawu, HO npe3 nocaegBasume 20guHU HAKOU OM Me3u nayueHmu
noka3axa BaowaBaHe Ha koHMpoAa. B cmpanama ocBer moBa auncBawe ekun om mMeguuuUHCKU cecmpu 3a
AedeHue ¢ uHcyauHoBa nomna. LLlecm-meceunuam npoekm, cpuHaHcupad om Megmporuk cu nocma8Bu caeg-
HUMe ueAu:

Aa ce cmapmupa aeveHue ¢ uHcyauHoBu nomnu Ha Bcuuku 12 nayueHmu ¢ mun 1 guabem, nocewaBawu
cheuuaiAuzupaHama 2pyna 3a geua ¢ guabem 6 Codpus;

Aa ce aHaau3upa pa3npegeaeHuemo Ha gHeBHama uHcyauHoBa go3a mexgy 6azaaHama u 6oaycHama go3u;

Aa ce gage Bb3moxxHocm 3a nogobpaBaHe Ha KoHMpoAa Ha 3aboaaBaHemo upe3 mazu cbBpemeHHa mex-
HoAOR2US;

Aa ce obyuu ekun om MegUUUHCKU CeECMpU 3a AedeHue ¢ UHcyauHoBa nomna.
OpezaHuzayusn:

+ Caeg noayuaBaHe Ha uHpopmupaHo cbaaacue om gBamama pogumeau ce npoBege cmpykmypupa-
Ho obOyueHue.

- MNpoBegoxa ce: a aHmponomempuyHu uzcaegBanua Ha nauueHmume u u3caegBane Ha HbA;. - /Nyco-
Card/npu cmapmupaHe u npe3 3-meceveH nepuog caeg moBa.

+ Caeg nvpBume 3 meceua ce nocmaBu u 2Al0KO3eH CeH30p 3a ocmaHaaume 3 meceua

« CmapmupaHemo Ha uHcyauHoBume nomnu cmaHa Ha 6azama Ha 50% 6a3aaHa go3a om obwama
gHeBHa go3a.

+ B camomo Hauano ce Bkalouu u onuuama Ha 6oayc - ceBemHuka.

MavueHmume ce npocaegaBaxa peayaapHo om aekyBawua ekun no Bpeme Ha npoekma u ce npaBexa cbom-
BemHu Kopekyuu Ha uHguBugyaaHume AeyebHUA arZopUMMU.

Pezyamamu:

ba3aaHa go3a:

INpu 5 om nauueHmume 6a3zaaHama uHcyauHoBa go3a ocmaHa 50% om obwama gHeBHa go3a (OAA) go
Kpaa Ha HabAlogeHuemo.

[pu 1 nayuerm - e 52% om OAA u npu ocmaHaaume 6 nauueHma - 40-45% om OAA.

HbA;. - ce pegyuyupa om 8,47% 8 Hauaromo go 7,21% (p<0,001) B kpas Ha HabAtogeHuemo.

He ca HabaogaBaHu HeGAazonpuamHu cmpaHuyHU epekmu npe3 ueaus nepuog Ha HabalogeHue (kemoauu-
gOo3U UAU MEeXXKU XUNO2AUKEMUU).

3akatoueHue: AeueHuemo ¢ uHcyauHoBu nomnu B paHHa gemcka Bb3pacm e ycnewHo u 6e30nacHo, HO
e Heobxogumo pegoBHO aganmupaHe Ha uHcyauHoBume areopummu.

Treatment in Children Aged 3,0 - 6,0 years in Bulgaria

Maia Konstantinova
University Pediatric Hospital, Medical University, Sofia

Insulin pump treatment in Bulgaria started in 2007 but for lack of reimbursement the number of patients
on pumps is low. The results for the first 29 patients were satisfying but the following years showed deteriora-
tion for some of the patients. The country also needed a team of nurses educated for pump treatment. The 6-




months project sponsored by Medtronic aimed:

To start pump treatment in 12 type 1 diabetes children, aged 3,0 to 6,0 years, attending a kindergarten for
children with diabetes (6 girls)
To evaluate the proportion for basal/bolus dose in this age group
To give the opportunity for better control
To further educate a team of diabetes nurses for pump treatment
Organization:

« Structured education for the parents

« An informed consent signed by both parents

+ Anthropometry and HbA,. (NycoCard) at the start and follow up

+ Sensor-augmented pump after the initial 3 months

« Starting basal dose - 50% of the total daily dose (TDD)

- Starting Bolus wizard from the beginning

+ 4 nurses gave duties 4 hours daily in the kindergarten to control the diet, insulin boluses and the over-
all control

Results: Basal dose in 5 patients is 50%, in one — 52% and in six patients 40-45% of the TDD; HbA,
decreased from 8,47% to 7,21% (p<0,001) without adverse events (DKA or severe hypoglycemia).

Conclusion: Insulin pump treatment in early childhood is successful and safe but needs regular adaptation
of the insulin algorithms.

Bpb3ka mexgy uHcyauHoBama uyBecmBumeanocm u Aenmun
npu GpemeHHU XKeHU € 2ecmayuoHeH 3axapeH guabem

Feno6a M.’, K. Togopo6a’

' Kamegpa no KauHuuHa aabopamopusn u KAUHUYHA umyHoAao2un, MeguuuHcku yHuBepcumem, Codpus,
?KAuHUKa no eHgokpuHoAaozus, MeguuuHcku yHuBepcumem, MNaeBen

BwBegeHue: bpemeHHume >xeHu € 2ecmauuoHeH 3axapeH guabem (I3A) umam no-2oaamo KoaudecmBo
macmHa mukaH 68 cpaBHeHue cbc 3gpaBume 6pemerHu. HagHopmeHomo mezao u 3amabecmaBaHemo pe3ya-
mupa 6 no-Bucoku HuBa Ha AenmuH npu GpemeHHume c 3A,

Llea Ha npoy4yBaHemo: Aa ce onpegeauBauaHuemo Ha AenmuHa Bbpxy uHcyauHoBama uyBecmBumen-
Hocm no Bpeme Ha KbCcHama GpemeHHocm. 3a oueHka Ha uHcyauHoBama uyBecmBumeaHocm Gewe u3NOA3-
BaH uHgekca I1Syoma-

Mamepuaa u memogu: B npoyuBaHemo 6axa BkaoueHu 102 GpemeHHU XeHu mexxgy 24-28 2ecmauu-
OHHa cegmuua. Npu bpemeHHume >keHu bewe npoBegeH 2 u OITT cbe 752 2al0Kk03a. Ha 6azama Ha noayve-
HUMe pe3yamamu u cbobpazHo Kpumepuume Ha MexxgyHapogHama Acouuayus 3a usyyaBaHe Ha guabema
no Bpeme Ha 6pemeHHocm (IADPSG), 6pemeHHume xeHu 6axa pazgeaeHu B8 gBe 2pynu: nvpBa epyna 3gpa-
Bu bpemeHHU Cc HopmaAeH 2AloKo3eH moaepaHc (HIT), n=49 u Bmopa 2pyna: 6pemeHHu >keHu ¢ [3A, n=53.
[Mpu Bcuuku 6pemeHHu >keHu HUBomo Ha kpbBHama 2Al0ko3ama Gewe onpegeaeHo Bb6 BeHo3zHa naazma
(upe3 uzmepBaHe Ha KucAOpogHama KoHcymauus), HuBama Ha uHcyauH (upe3 ECLIA) u Ha AenmuH (caHgBu-
yeB ELISA memog) B8 cepym. MHcyaunouyBecmBumenHus uHgekc ISpoma 6ewe onpegeaeH kakmo caegBa:
ISHoma = 405/ Insy X Glug, kbgemo Insy e HuBo Ha uHcyauH npu 6a3aaHu ycaoBua (LU/ml) u Gluy- HuBo Ha
kpbBHama 2aoko3a Ha 2aagHo (mmol/l).

Pesyamamu: ABeme 2pynu 6pemeHHu xeHu 6axa cpaBHeHu no nokazameaume 2ecmauuoHHa Bb3pacm
(6e3 3Hauuma pazauka) u no UITM (P=0,011). bpemeHHume c I3A umam 3Ha4umo no-Bucoku HuBa 3a cepym-
HUA UHCYAUH (13,8448,43 c/y 11,35%£7,38 uU/ml, P=0,02), no-Bucoku HuBa 3a BeHo3Hama nAa3meHa 2A0KO-
3a (5,93 £1,04 c¢/y 4,63%0,28, P<0,0001 ) u 3a AenmuHa (16,96+11,89 c/y 8,49+5,38ng/ml, P=0,002) npu 6a-
3aAHU ycaoBusa B cpaBHuHue ¢ epynama 6pemerHu ¢ HIT. MHcyauHoBama uyBecmBumeaHocm, oueHeHa upes
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ISHoma UHgeEKca, e 3Hayumo no-Hucka 6 epynama c 3A (4,93£3,17 vs. 7,7%4,41, P=0,04). Kopeaauuama Ha
Spearman noka3a obpamHa kKopeAayuoHHa 3aBucumocm Mexxgy AenmuH U uHgekca 3a uHcyaunoBa yyBem-
Bumeanocm ISyoma ( 1= -0,803 3a epynama 6pemeHHu ¢ HIT u r=- 0,606 3a 6pemeHHume c 3A).
3akatoueHue: bpemeHHume >keHu ¢ [3A umam cuzHugukaHmHo no-Bucoku HuBa Ha cepymeH UHCYAUH U
AenmuH 6 cpaBHeHue cbe 3gpaBume GpemeHHu. YemanoBeHa Gewe BucokocmeneHHa HezamuBHa Kopeaa-
uua Mexxgy Aenmuna u utcyauHoBama uyBecmBumeanocm. Aenmurbm HamaaaBa uncyauHoBama uyBemBu-
meAHOCM U No Mo3u HavuH BepoamHo yuacmBa 6 npouecume, goBexxgawu go pazBumue Ha [3A,

Relationship Between Insulin Sensitivity and Leptin in Pregnant
Women with Gestational Diabetes Mellitus

Genova M.", Todorova K.?

'Chair of Clinical laboratory and Clinical Immunology, Medical Faculty, Medical University, Sofia, Bulgaria;
*University Clinic of Endocrinology, Medical University, Pleven, Bulgaria

Background: Gestational diabetes mellitus (GDM) individuals have higher body fat than healthy. The obe-
sity in GDM patients results in elevation of leptin concentrations.

Aim of the study: The aim of this study was to determine leptin influence on insulin sensitivity during the
late pregnancy. The index IS yoma is used to assess the insulin sensitivity.

Methods: Pregnant women (n= 102, gestational weeks 24 vs 25+4) were included in the study. Based on
75 g 2-h OGTT, the participants were stratified into the following groups (IADPSG criteria): I-st group: healthy
pregnant women with normal glucose tolerance (NGT), n=49; IImd group: pregnant women with GDM, n=53.
All women were tested for venous plasma glucose (by measuring of oxygen consumption), serum insulin (by
ECLIA) and serum leptin (sandvich ELISA). The index is defined as follows: IS joma = 405/ Insy X Glug, where
Insg is the fasting plasma insulin level (WU/ml) and Glu, is the fasting blood glucose level (mmol/I).

Results: Both groups were compared for gestational age (non significant difference) and BMI (significal dif-
ference, P=0,011). Women with GDM had significantly higher levels of serum insulin (13,84%8,43
vs.11,35%£7,38 uU/ml, P=0,02), higher levels of venous plasma glucose (5,93 £1,04 vs. 4,63%0,28, P<0,0001 )
and serum leptin levels (16,96£11,89 vs.8,49+5,38ng/ml, P=0,002) in comparision to NGT group. Insulin sen-
sitivity calculated from IS ,oma Was significantly lower for GDM group (4,93%3,17 vs. 7,7+4,41, P=0,04). Spear-
man correlation analysis revealed significant correlation between leptin and IS ;oma index (r=-0,803 for NTG
and r=- 0,606 for women with GDM).

Conclusions: The women with GDM had significantly higher levels of serum insulin and leptin concentra-
tions in comparision to the NGT group. A signicant negative correlation between leptin levels and insulin sen-
sitivity is established by us. Our findings suggest that leptin might contribute to development of GDM by
decreasing insulin sensitivity.

OueHKa Ha KpallHU NPOgYKMU Ha 2AUKUPaHemo Kamo memog
3a CKpUHUHZ 3a npeguabem

H. YakwpoBa, I. Ipo3eBa, P. AumoBa, A. Aako6Bcka, L. TankoBa

KauHuka no Auabemoaoaus, KauHudeH ueHmbp no eHgokpuHoaoaus, MeguuyuHcku YHuBepcucmem, Copusa
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BwBegeHue u yea: HampynBaHemo Ha kpalHU NpOgyKmMu Ha 2AukupaHemo 8 mbkaHume ce npuema 3a
cneuuduyeH mMapkep 3a gbA20CPOYEH 2AUKEMUYEH KOHMPOA U CbpgeuHo-cbgoB puck. MNpeguabemuume
CbCMOAHUA - HapyweHa 2aukemua Ha 2aagHo (HIT) u HapyweH 2atoko3eH moaepaHc (HIT), ca kamezopuu
Ha noBuweH puck 3a pazBumue Ha 3axapeH guabem u cbpgeuHo-cbgoBu 3aboanBaHus.

Lleama Ha Hacmoswomo npoyuBaHe e ga ce onpegeAu mbkaHHOMO HampynBaHe Ha KpauHu NPOgyK-
MU Ha 2AUKUpaHemo Npu Auua ¢ pa3audeH BbaaexugpameH moaepaHc u ga ce Hanpabu oueHka Ha Bb3MOX-
HOMO UM NpuAO>KeHuUe kamo HeuHBazuBeH memog Ha CKpuHUH2 3a npeguabem.

Mamepuar u memogu: B uzcaegBarHemo ca BkatoueHu 197 auua, Ha cpegHa Bb3pacm 51,6£11,6 20qu-
HU, CbC cpegeH VITM 30,4£5,2 k2/m?, koumo ca pazgeaeHu cnopeg Bbeaexugpamuua moaepaHc 68 gBe nog-
6paHu no Bb3pacm 2pynu - 102 Auua ¢ HopmaaeH 2aoKko3eH moaepaHc (HopmIT) u 95 auua ¢ npeguabem
(HIT u HIT). FAlokoo3Huam moaepaHc e onpegeaer ¢ OI'TT, kamo ca uznoa3zBaHu kpumepuume Ha C30 om
20062. [ra3meHama 2A0KO3a € U3MepeHa NO XeKCOKUHa3eH eH3umeH memog; HbA,. e onpegeaeH umyHo-
myp6ugumempuuHo. TokaHHomo HampynBaHe Ha KpalHU NPOGYKMU Ha 2AUKUPAHEMO € ONPegeAeHo NO He-
uHBazuBen memog upe3 uzmepBaHe Ha KoXXHama AyopecueHuua Ha BeHmpaaHama yacm Ha NpegMmullHU-
uama (AGE Reader, DiagnOpticsTM).

Pesyamamu: B 2pynama c npeguabem ce ycmarnoBu 3Hauumo no-8ucoko HuBo Ha HbA,. 8 cpaBHerue
¢ 2pynama ¢ HopmIT (p=0,0001). He ce ycmarnoBu 3Hauyuma pa3auka NnoO OMHOWeEHUE Ha MbKaHOMO Ham-
pynBaHe Ha kpalHU NPOgYKMU Ha 2AuKUpaHemo mexkgy 2pynume ¢ HopmIT u npeguabem. He ce Habaloga-
Ba Kopeaauyua mexxgy mbkaHHomo HampynBaHe Ha KpalHu Npogykmu Ha 2AukupaHemo u HbA, .

M38ogu: HeunBazuBHama oueHka Ha mbkaHHOMO HampynBaHe Ha KpalHU NPOGYKMU Ha 2AUKUpPaHEMO
BepoamHo He e gocmambyHo YyBcmBumenreH memog 3a ugeHmMuguUUpaHe Ha Auua 6 paHHume emanu Ha
omkAoHeHua B 2Aoko3Hama xomeocmasa u ¢ noBuweH kapguomemaboAumeH puck.

Assessment of Advanced Glycation end Products as a Screening
Method for Prediabetes

N. Chakarova, G. Grozeva, R. Dimova, L. Dakovska, T. Tankova

Department of Diabetology, Clinical Center of Endocrinology, Medical University, Sofia

Background and aims: Tissue advanced glycation end products (AGEs) accumulation is thought to be a spe-
cific marker of long-term glycaemic control and cardiovascular risk. Prediabetes — impaired fasting glucose (IFG)
and impaired glucose tolerance (IGT), are considered as risk categories for the development of both type 2 dia-
betes and cardiovascular disease. The aim of the present study was to measure AGEs in subjects with different
glucose tolerance and assess their possible role as non-invasive screening method for prediabetes.

Material and methods: A total of 197 subjects (mean age 51,6£11,6 years, mean BMI 30,4%5,2kg/m?) were
enrolled. According to glucose tolerance they were divided in two age-matched groups - 102 subjects with
normal glucose tolerance (NGT) and 95 with prediabetes (IFG and IGT). Glucose tolerance was studied during
OGTT applying 2006 WHO criteria. Plasma glucose was measured by a hexokinase enzyme method; HbA{ .
was assessed immuno-turbidimetricaly. Tissue AGEs accumulation was assessed non-invasively measuring the
skin fluorescence of ultraviolet light on the ventral side of the lower arm (AGE Reader, DiagnOpticsTM).

Results: The level of HbA, . was significantly higher in the group with prediabetes as compared to the NGT
group (p=0,0001). No significant difference was found in AGEs accumulation between the groups with predi-
abetes and NGT. No correlation was found between AGEs accumulation and HbA, .

Conclusions: The non-invasive assessment of tissue AGEs accumulation probably is not a sensitive enough
method for identifying subjects at early stages of glucose intolerance and increased cardiometabolic risk.
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Bpb3ka MeXgy HUCKO MOAEKYAAPHUME NPOMeUHU Ha MONAUHHUA
cmpec u bema kAembuyHama gucyHKUUA Npu GpemeHHU XKeHU C
HapyweHua 6 2Al0K03HUA MoAepaHC

K. TogopoBa’', M leno6a>, K lNMemkoBa’

'KAuHUKa no eHgokpuHoao2us, MeguuuHcku yHuBepcumem, [NaeBen
?Kamegpa no kauHuU4Ha rAabopamopua u umyHorozus, MeguuuHcku yHuBepcumem, Codpus,
’VIHcmumym no umyHoaozua u Buoaoz2ua Ha penpogykuuama, bbaeapcka akagemus Ha Haykume, Cocpua

BwBegeHue: NMpomeurume Ha monauHHua cmpec (MTC) umam nomeHyuaaHa poaa ga npomeHam Gema
(B)-kAembuHama gpyHkyua u uHcyauHoBa yyBecmBumeaHocm npu 3axapeH guabem (3A). Aaau HUCKO-MOAe-
KYAapHUME npomeuHu Ha monaAuHHua cmpec (HMITC) gonpuHacam 3a Bb3HukBaHe Ha B-kAembuHa gucyH-
kuyua no Bpeme Ha bpemeHHocm e Bce owe HeuzBecmHo.

Ljeama Ha moBa u3caegBaHe e ga npoyuu Bpb3kama mexkgy cepymHume aHmumeaa cpywy HMITC u npo-
meHume B - kiembuHama yHKUUA NPU GPEmMeHHU XKEHU C HOPMAAEH U NAMOAO2UYEH 2AIOKO3EH MOAEPaHC.

Mamepuaa u memogu: Ha 102 GpemeHHU >XeHu e npoBegeH e 75 2p. OpaAeH 2AlOKO30-mOAepaHmeH
mecm (OITT) 6 nepuoga 24-28 e.c. NayueHmkume ca pa3zgeaeHu 6 mpu 2pynu cnopeg HuBama Ha kpb6-
Hama 3axap (K3), uHmepnpemupaHu no kpumepuume Ha C30: (1) HopmanreH 2a0k03eH moaepaHc (HIT;
n;=49), (2) NMamoAo2uyeH 2AI0KO3EH MOAEPAHC, C egHa NamoAo2u4YHa cmolHocm Ha 60 muH (IMIT; n,=31) u
(3) FecmauuoHeH guabem 6e3 Heobxogumocm om AeveHue ¢ UHCYAuH (FA; n3=22). Bcuuku GpemeHHU >KeHu
ca HeeaamuBHu 3a aHmu GAD65 u aHmuuHcyauHoBu anmumeaa. HuBama Ha kpwBHama 3axap ca uzmepBa-
HuU 866 BeHo3Ha nAazma Ha O muH., 60 muH. u 120 muH. HuBama Ha umytopeakmuBHua uHcyaut (IRI) ca us-
mepeHu B cepyma upe3 ECLIA Ha OmuH., 60muH. u 120muH. Llupkyaupawume aBmoaHmumena cpewy HMITC
ca uzcaegBaru 6 cepyma Ha Bcuuku GpemeHHU >keHu Ha O mMuH. upe3 uHgupekmHa ELISA. 3a oueHka Ha [-
KAembyHama pyHkuua 68 ycroBusma Ha npomeHeHama uHcyauHoBa uyBecmBumeaHocm npes bpemeHHoCcM-
ma ca uznoazBanu HOMA-B, HOMA-IR u uHcyauHo-uyBcmBumenHua uHgekc Ha Matsuda-DeFronzo (ISI-M).
Bcuuku cmamucmuyecku aHaAu3u ca HanpaBeHu cbc cmamucmudecku naHea — SPSS 3a Windows Bepcus
11.0.1. Pazauvuuama mexxgy 2pynume ca onpegeseHu upe3 mecmoBeme Ha Student u Mann-Whithey. 3a
MHoxecmBeHu cpaBHeHua e uznoazBan ANOVA. 3a camucmuvecku 3Havumu ca npuemu HuBa Ha 3Hauu-
mocm c P <0,05.

Pesyamamu: CpegHama Bb3pacm Ha 6pemeHHume e 28,5+5,2 2. CpegHume HuBa Ha WITM, onpegene-
HU npegu 3abpemeraBatemo, ca noBuwenu nocregoBamearo om n; go n;. K3 Ha 2aagHo, u cpegHama K3
no Bpeme Ha OITT HapacmBam npoezpecuBHo 6 mpume 2pynu. CpegHume 6a3zaaHu uHcyauHoBu HuBa Cb-
wo HapacmBam npozpecuBHo B8 mpume 2pynu. CpegHume HuBa Ha IRI, usmepeHu Ha 60 MuH, ca Hal-HUC-
Ku npu 6pemeHHume c I3A 8 cpaBHeHue cbe cbwume HuBa Ha 6pemenHume ¢ TIT u ¢ HIT [n3=53.94£30.7
plU/ml c/y ny,=65,5£34,1 plU/ml; (P<0,04); u cvomB. n;=53,9+30,7 plU/ml c/y. ny=28,7£23,3ulU/ml;
(P<0,001)]. AHMu-HMITC aHmumeaa ca omkpumu 6 cepymume Ha 5 (16,1%) om 6pemeHHume ¢ MNIT u Ha
12 (54,5%) om bpemeHHume c [3A, HO He ca omkpumu 6 cepymume Ha 3gpaBume GpemeHHU >KeHu. Bcuu-
Ku 6pemeHHU ¢ no3umuBHu aHmumena cpewy HMITC om n, and n ; umam cu2HUUKAHMHO NO-HUCKU ba-
3aAHU U CmumyAupaHu uHcyauHoBu HuBa, caeg 2atoko3Homo HamoBapBare, B cpaBHeHue ¢ keHume om Cb-
wume gBe 2pynu, koumo ca 6e3 aHmumeaa kom HMITC. HOMA-B 8 2pynama Ha xxeHume c 3A e cueHu-
¢pukaHmo no-Hucvk omkoakomo HOMAB 8 epynama Ha xxeHume ¢ HIT (n3=99,9 vs. n;=125,4; P<0,001).
HOMA:- IR ce noBuwaBa npozpecuBrHo om 2pynama Ha >keHume ¢ HI'T, npe3 INMIT u 3A. He cowecmByBam
cmamucmuyecku 3Ha4umu pasaudua 6 cmodHocmume Ha uHgekcume HOMA-B u HOMAIR mexgy Gpemen-
Hume om n; ¢ no3umuBHu u HecamuBHu HMITC anmumeaa. Had-Bucoku cpegHu cmoltHocmu Ha ISI-M ca
uzyucaeHu 6 epynama Ha >keHume ¢ HIT (9,18), no-Hucku npu >xeHume ¢ [T (4,3) u Hal-Hucku B 2pynama
Ha »keHume c 3A (4, 04) (06wo p<0,0001). bpemenHume c I3A, c no3umuBHu Kbm HMITTC aHmumeaa umam
CU2HUPUKAHMHO No-HUCKU cmolHocmu Ha ISI-M, B cpaBreHue c xxeHume c I3A 6e3 aHmu HMITC aHmume-
Aa. [2,88%0,3 ¢/y.3,83%0,5; (P<0,001)]. MHO>XecmBeHua Ac2ucmu4HO pez2pecuoHeH aHaau3 noka3Ba He3aBu-
cuma Bpb3ka mexxgy noBuweHume cepymHu aHmu HMITC anmumeaa ¢ T u I3A.
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3akaroverue: CepymHume aHmu HMITC aHmumeaa ce omkpuBam npu 6pemenHu >xeHu ¢ TIT u 3A,
Te moxke 6u uepaam poaa 8 namozeHe3zama Ha B-kaembuHama gucyHKUUA, MOXKe BU Kamo UMYHEH (heHo-
meH, B ycaoBuama Ha cvwecmByBawama uHcyauHoBa pezucmeHmHocm.

Association Between Small Heat Shock Proteins Antibodies and

Beta Cells Dysfunction in Pregnant Women with Abnormal
Glucose Tolerance

K. Todorova’, M. Genova?, K. Petkova®

' Clinic of Endocrinology, Medical University, Pleven, *Department of Clinical Laboratory and Immunology,
MU, Sofia, ’Institute of Biology and Immunology of Reproduction, Bulgarian Academy of Science, Sofia

Introduction: The heat shock proteins (Hsp) have the potential role to alter the beta (B)-cell function and
insulin sensitivity in diabetes mellitus (DM). Whether the small Hsp (sHsp) contribute to B-cell dysfunction dur-
ing pregnancy is still unknown.

The aim of this study was to evaluate the link between serum small Hsp antibodies and changes in B-cell
function in pregnant women with normal and abnormal glucose tolerance.

Subjects and Methods: A 75 grams Oral Glucose Tolerance Test (OGTT) was performed on 102 Bulgari-
an pregnant women in the middle of gestation. According to the results of blood glucose (BG), interpreting by
WHO criteria, the patients were divided in three groups: (1) Normal glucose tolerance (NGT; n;=49), (2)
Impaired glucose tolerance (IGT; n,=31) and (3) Gestational diabetes mellitus without needs of insulin treat-
ment (GDM; n;=22). All pregnant with GDM were negative for anti GAD65 and antiinsulin autoantibodies. The
levels of BG were measured in venous plasma at 0 min., 60 min. and 120 min. The levels of immunoreactive
insulin (IRl) were measured in serum by ECLIA at Omin. and 60min and 120min. Circulating sHSP autoanti-
bodies was investigated in sera in all pregnant at 0 min. by using the indirect ELISA. To evaluate B-cell function
in relation to ambient insulin sensitivity HOMA-B, HOMA-IR and Matsuda-DeFronzo insulin sensitivity index
(ISI-M) were used. All statistical analysis were done with statistic panel - SPSS for Windows version 11.0.1. The
difference between the groups was determined by the two tailed Student,s t test and the Mann-Whithey’s test.
ANOVA was applied for multiple comparison. Statistical significance level of P < 0,05 was used.

Results: The mean age of the pregnant women were 28,5%5,2 yrs. The mean prepregnancy BMI values
progressively increased from NGT to GDM. The fasting plasma BG, and the mean BG during the OGTT all
increased progressively among the 3 groups. The mean basal insulin values also increased progressively. The
stimulating mean levels of IRl measured at 60 min were significantly lower in pregnant with GDM than those
levels in pregnant with IGT and with NGT [n;=53,9+30,7 plU/ml vs. n,=65,5£34,17ulU/ml; (P<0,04); and resp.
n;=53,9£30,7 plU/ml vs. n;=28,7+23,3plU/ml; (P<0,001)]. Anti-sHsp antibodies were detected in 5 (16,1%)
serum samples of pregnant with IGT and in 12 (54,5%) serum samples from pregnant with GDM, but not
found in healthy pregnant. All pregnant with positive circulating sHsp antibodies from g, and g; had statistically
lower levels of basal and stimulating insulin after glucose loading, compared with those women from the same
both groups who were negative for anti sHsp antibodies. HOMA-B in GDM group was significantly lower that
HOMASB in NGT group (n;=99,9 vs. n;=125,4; P<0,001). HOMA:- IR was progressively increased from NGT
group, to IGT and GDM groups. There is no statistically significant difference in HOMA-B and HOMA-IR
between pregnant of group 3 with positive and negative sHsp antibodies. Mean ISI-M was highest in the NGT
group (9,18), followed by that in the IGT group (4,3) and then that in the GDM group (4, 04) (overall p<0,0001).
The pregnant with GDM positive for sHsp antibodies have had significantly lower mean ISI-M compared with
those levels of pregnant with GDM negative for anti sHsp antibodies [2,88£0,3 vs.3,83£0,5; (P<0,001)]. Multi-
variate logistic regression analysis have shown independent association of elevated serum anti sHsp antibodies
with IGT and GDM.

Conclusion: Serum sHsp antibodies are detected in pregnant women with GDM and IGT. They may play
a role in pathogenesis of B-cell dysfunction, could be as an immune phenomenon, in relation to ambient insulin
resistance.
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NLER MumpuzyBaw, cayuail Ha moMmuye € XUNnepuHCYAUHUZBM U HaAuuUe
Ha eMOpPUOHaAHA NaHKpeacHa MYMopHa maca

C. FaayeBa’, B. MomoBa’, SE Flanagan’, K. Kupa3oB6', M. XeaeBa', K. Hussair’, S. Ellard’

'MeguuuHcku yHuBepcumem, BapHa, Kamegpa no lNeguampusa u meguuuHcka 2eHemuka,’Peninsula Medical School,
Exeter, UK; *UCL Institute of Child Health and Great Ormond Street Hospital for Children, London, UK

Kacae ce 3a momuue Ha 1 2oguHa, pogeHo om nbpBa ycroxkHeHa GpemeHHocm B 35 zecmauuoHHa ceg-
muua, ¢ meaao 2900 ep., cbe 3abaBeHa KapguonyamoHaAHa aganmauus, XUnomoHuUs, aHemMUA U XUNO2AUKe-
MUYHU enu3ogu, nbpBoHadaaHO uHMepNpemupaHu kamo guabemHa gpemonamus. Bbnpexku uHmpaBeHosHa-
ma uH(y3uA Ha 2AlOKO3HU pazmBopu, nayueHmKama ocmaxa Xuno2aukemudHa u Ha 12-gHeBHa Bvb3pacm ce
guazHOCMUUUpa nepcucmupauw, XunepcuHcyauHuzbvm. Om ¢pu3ukaaHUA cmamyc He ce omKpuxa gu3mop-
puyHU beae3u u cumnmomu B NnoA3a Ha CUHgPOMEH XUNEPUHCYAUHU3BM, HO abgomuHaaHuam KT obpaz no-
Ka3za HaAuyue Ha mHoxxecmBo naHkpeacHu kucmu, xunepnaacmuueH AaB 6v6pek u AaBa HBX. 3anouHama
6e mepanua ¢ Auazokcug 8 goza go 21,2 me/ke/gHeBHo, Ho KI' ocmaHa omHocumenHo Hucka. CekBeHupa-
Hemo Ha 2eHume 3a xunepuHcyauHuzbvm ABCC8 u KCNJ11 He ycmanoBu Haauvue Ha mymauua. Ha 1,5-me-
ceuHa Bb3pacm no noBog Ha MeXKa XUNO2AUKEMUSA U 2bpy, NPU MOMUYemo ce omkpu AeBocmpaHHa Xemu-
Xunepmpoagus, MaAka NbnHa xepHua u upucoBa xemepoxpomusa. 3anogo3pa ce cuHgpom Ha Beckwith-Wiede-
mann ¢ amunu4Ho npegcmabaHe u kbm mepanuama ce gob6aBu ComamocmamuHoB aHaro2 ¢ nocmeneHHO
HopmaAu3upaHe Ha HuBama Ha KI' u Bb3moxkHOCM 3a mpadHo npeycmaHoBaBaHe Ha NpuAOXKEHUEMO MY Ha
10-meceuHa Bv3pacm. MNpu xocnumaauzupare 68 Great Ormond Street Hospital ce nomBbpgu Haauuuemo Ha
20AIMa MYAMUKUCMUYHA MyMOpHa hopmauus, aHzaxkupawa ocHoBHo 2aaBama Ha naHkpeaca (guamembp
10 cm), C XucmoAo2uYHa Xxapakmepucmuka Ha naHKpeacHa KUCMuy4Ha gucnaa3ua u pa3Hoobpa3ue om naHk-
peacHu kaemku, BkatouumeaHo ¢ nozumuBHo ouBemaBaHe 3a uHcyauH. AabopamopHume nokazameau u
mymopHume mapkepu 6axa 8 pamkume Ha Hopmama u gememo 6e ocmaBeHo 3a HabAtogeHue. Mukpocame-
AUMEH aHaAu3 Ha mapkepu Ha Xxpomo3oma 11p15,5 goka3za guazHo3ama cuHgpom Ha BW, gbaxkaw, ce Ha Ga-
WUHa YyHUNapeHmMHa gu3omuAa Ha pa3AuUYHO MEMUAUPaH yyacmbk Ha Xpomo3oma 11, acoyuupaHo ¢ noBuwer
MaAuz2HeH puck. To3u cayual npegcmaBa npeguzBukameacmBama 8 AeueHuemo u npo2HO3ama Ha nauvueH-
MU CbC CUHgpom Ha BW.

NZER  An Intriguing Case of a Girl with Hyperinsulinism and

the Presence of an Embryonal Pancreatic Tumor Mass
S. Galcheva', V. lotova', SE Flanagan®, K. Kiryazov', M. Zheleva', K. Hussain’, S. Ellard’

'Medical University, Varna, Department of Paediatrics and medical genetics; *Peninsula Medical School, Exeter,
UK; *UCL Institute of Child Health and Great Ormond Street Hospital for Children, London, UK

Itis a T-year-old girl, born from a first complicated pregnancy at 35" weeks of gestation, with a birth-weight
of 2900 g. and retarded cardiopulmonary adaptation, hypotonia, anemia and hypoglycaemic episodes, initially
interpreted as diabetic fetopathy. Despite intravenous dextrose, the patient remained hypoglycaemic and at the
12th postnatal day she was diagnosed with a persistent hyperinsulinism. On physical examination we did not
find dysmorphic features and symptoms suspicious for syndromic hyperinsulinism, but the abdominal CT scan
showed multiple pancreatic cysts, hyperplastic left kidney and left adrenal gland. We initiated treatment with
Diazoxide with a dose up to 21,2 mg/kg/day but BGLs remained relatively low. The sequencing of ABCC8 and
KCNJ11 genes for hyperinsulinism failed to detect mutations. At the age of 1,5 months, because of severe hypo-
glycemia and a seizure, the girl presented a leftsided hemihyperplasia, small umbilical hernia and iridic hete-
rochromia. The diagnosis of BWS with an atypical postnatal presentation was suspected and we added a ther-
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apy with Somatostatin analog with a gradual normalization of BGLs and a possibility for its permanent discon-
tinuation at the age of 10 months. At Great Ormond Street Hospital the presence of a large multicystic mass,
located mainly in the pancreatic head (diameter 10 cm), with a histological characteristics of a pancreatic cys-
tic dysplasia and a variety of pancreatic cells, including those with a positive staining for insulin, was confirmed.

The biochemical investigations and tumor markers were normal and the child was followed-up. The
microsatellite analysis of markers on chromosome 11p15,5 confirmed the diagnosis of BWS due to paternal
uniparental disomy of the differentially methylated region on chromosome 11, associated with an increased risk
of malignancy. This case presented the challenges of treatment and prognosis of patients with BWS.

Aeuenue Ha Turner syndrome c rhGH 6 bbAzapun
E. CmegparoBa, A. lNeHeBa

Aemcka YHuBepcumemcka boaHuua, Meguuurcku YHuBepcumem, Copus, OmgeaeHue N0 eHgoKPUHOAO2UA

Turner syndrome (TS) e HeobuualiHa KOMBUHaUUA OM pegku CUMNMOMU 3acazawu >KeHckua noA. EgHu
om xapakmepHume cumnmomu moBa e uzocmaBanemo 6 pacmexka u 2oHagHama gucaeHe3ua cbnpoBoge-
Ha om aduHukoBa gucyHkuua. Huckuam pbcm e Had-uecmuam cumnmom u e cBbp3aH ¢ xanAouHcyuuU-
eHuua Ha SHOX gene, AokaAu3upaH Ha X xpomo3zomama. foHagHama guczeHe3ua ce omkpuBa npu 80% om
me3u momuvema npu Koumo He HacmbnBa nybepmem u me ca uHPEPMUAHU.

3a KoHmMpoAHa 2pyna ce npuexa 23 HeaekyBaHu momuuema ¢ TbpHep cuHgpom Ha Bb3pacm om 4 go
18 2oguHu. KpauHusm pbcm Ha me3u momuvema bewe 142 cm.

AekyBaxme 82 momuuyema c TS Ha Bb3pacm om 4 go 18 2oguHu B npogbAakeHue Ha gbAabe nepuog (2
go 12 20g.) c rhGH. PacmeyxHama ckopocm ce noBuwu om 2,5cm npegu AedeHuemo go 7,03cm npe3 nop-
Bama 2oguHa om AeuveHuemo, 5,17cm npe3 Bmopama 2oguHa u 4,49cm go 2,98cm om 3 go 10 2oguHa om
AedyeHuemo. M3ocmaBanemo 8 pacmexka ce Hamaau om SDSh = - 2,56, go SDSh = - 1,26. KpalHuam pbcm
npu me3u momuvema e 151,2cm, ¢ 9cm noBeue om kpalHuam pbem Ha HeaekyBaHume. KpaldHuam pbcm 3a-
Bucu om uzocmaBaHemo B pacmexa u kocmHama Bb3pacm 6 HaYaAOMO Ha AeveHUEMO, OM NPOYHAXKU-
meAHOCmMMa Ha AedeHuemo u gozama Ha rhGH.

B 3akatoueHue mpabBa ga ombeaexkum, ye oM 20AAMO 3HaUYEHUe e paHHOMO guazHOCMuUUUpaHe U paH-
Homo 3anouBaHe Ha aeueHuemo ¢ rhGH (4 -6 20g. 6b3pacm) ocueypaBam Ha me3u momuuema no-Bucok kpa-
eH pbcm u pecnekmuBHo no-gobpo kauecmBo Ha >kuBom.

Treatment to Turner Syndrome with rhGH in Bulgaria

E. Stefanova, L. Peneva
University Children’s Hospital, Medical University, Sofia, Department of Endocrinology

The Turner syndrome is an unusual combination of different peculiar symptoms. Some of the main symp-
toms is the growth retardation and gonadal dysgenesis with ovarian disfunction. Short stature is the most frequent
symptom and it is connected with the haploinsuficiency of SHOX gene, located on the X - chromosome. The
gonadal dysgenesis is discovered in about 80% of this girls without pubertal development and infertility.

As a control group, the growth and the final height of 23 untreated girls with TS , aged 4 to 18 years, were
followed up. The final height of that group was 142 cm.

The results of long term rhGH treatment (2 - 12 years) of 82 girls with Turner syndrome, aged 4-18 years
were presented . The growth velocity increase from 2,5cm before treatment till 7,03 cm in the first year, 5,17
cm for the second year and from 4,49 cm till 2,98cm from the 3 to the 10" years. The growth retardation
decrease from SDSh = - 2,56 till - 1,26. The final height was 151,2 cm, with 9cm more than final height of
untreated girls. The final height depends on retardation of growth and bone age in the beginning of the thera-
py, on duration of the treatment and the dose of rhGH.

In conclusion it was underlined that the early diagnosis and the early rhGH therapy is of a greath impor-
tance for the best final height and good quality of life.
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Bbmpeympo6HO npozpamupaHe Ha XpoHuuHume 3a6oaaBaHun
A-p Kama AHanueBa-TogopoBa gm

Cneuuaausupara 6oaHuua 3a akmuBHo AeyeHue no akywepcmBo u 2uHekoAozua ,MadyuH gom”,
Meguuurcku yHuBepcumem, Codpua

Mpe3 nocaegHume gBe gecemuaemusa ce Hampynaxa ybegumeaHu gokazameacmBa 3a pemaaHua npo-
u3xog Ha 3aboanBaHun, HabagaBaHu npu Bv3pacmHu kamo: 3amabemaBaqe, guabem, memaBboAumeH CuH-
gpoM, apmepuasHa XunepmoHus, KopoHapHa 6oaecm, pak, gemeHuua U asepaun. Bpb3ikama mexgy HUcKo-
MO MEeAECHO Me2A0 NPU pakgaHemo, nopagu hemaiHo HegoxpaHBaHe u npegpaznoAo>keHuemo Kom cBbp-
3aHuUme ¢ Bv3zpacmma 3aboaaBarua e ycmarnoBeHa Nnpu ekcnepumMeHmMaAHu U KAUHUYHU npoy4Banus. [Mop-
Bu Barker e uzkazaa xunomesama, 4ye hemaaHomo HegoxpaHBaHe npe3 cpegHa u KbcHa GpemeHHocm Bogu
g0 gUCNPONOPUUOHAAEH pacmex U Npoz2pamupa NPOgbAXKUMEAHU NpomeHu B8 KpbBHOMO HaAazaHe, UHCYAU-
HoBua omzoBop Kbm 2Al0K03a, xorecmeporoBua memaboAauzbm, Koazyaauuama u XOpMoHaAHama peayaa-
uusa. [pousxoga Ha XpoHUYHUME CbpgeuHo-cbgoBu u memaboaumtu 3a6oaaBaHua moxe 6u ce kopeHu 6
me3u BbmpeympobHo ,npozpamupaHu’ HapyweHus.

Bbnpeku, ye npeyuzHuUA MexaHu3bM Ha mazu GuoAo2udHa namem ocmaBa He HaNbAHO U3ACHEH, Hampy-
naHume gokazameacmBa nomBbp>kgaBam, ye uHcyauHoBama pezucmeHmuocm (MIP) e nbpBuuHua ocHo-
BeH puckoB pakmop, geicmBaw, om GpemeHHocmma go cmapocmma. NocmoanHomo Hapywerue 6 VP u
gonbAHUMeAHOMO gedcmBue Ha XpaHumeAHU, ampozeHHu, noBegeHuecku U gpyau Pakmopu Ha cpegama
noBuwaBam nogamauBocmma kbm cBbp3zaHume ¢ Bv3pacmma 3aboaaBaHus.

B Hacmoawama Aekuua ce o6cbxga cbBpemeHHama KoHuenuua 3a pemaaHua NPou3xog Ha 3aboraBa-
Huama npu Bb3pacmHume, 3aegHO € poAaama Ha puckoBume hakmopu, 3agbabouaBawu uHcyauHoBama pe-
3UCMEeHMHOCM, Koumo ca om cbwecmBeHHO 3HaveHuUe 3a npouaakmuKama u AeyeHuemo Ha boaecmume,
cBbp3aHu ¢ Bb3zpacmma.

In Utero Programming of Chronic Disease

Katya Ananieva Todorova MD, PhD
High Risk Pregnancy Department, Specialized Hospital of Obstetrics and Gynecology, MUniversity, Sofia

During the last two decades there are convincing evidence, refer to in utero origins of age-related diseases such
as obesity, diabetes mellitus, metabolic syndrome, arterial hypertension, coronary heart disease, cancer, dementia
and allergic diseases. Association between low birth weight due to undernutrition in fetal life and increased sus-
ceptibility to age-related diseases is demonstrated in both experimental and human clinical studies. First D.). Barker
is stated hypothesis that fetal undernutrition in middle to late gestation, leads to disproportionate fetal growth and
programmes persisting changes in blood pressure, insulin responses to glucose, cholesterol metabolism, blood
coagulation and hormonal regulation. These in utero ,programmed” changes may be the origins of chronic cardio-
circulatory and metabolic diseases in later life.

Although the precise mechanism of this biological memory remains unclear, the growing evidences confirm,
that insulin resistance (IR) beginning from pregnancy to adulthood is the primary basic risk factor. The permanent
impairment of IR after the impact of cumulative environment nutritional, jatrogen and behavioral factors increased
susceptibility to chronic age-related disease.

In the present lecture are discussed the current concept of fetal origins of adult diseases with the associated
role of IR inducing risk factors, which appears to be of critical importance for the prevention and treatment of chron-
ic age-related diseases.
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KauecmBo Ha xxuBom Ha nauyuenmume cobc 3axapeH guabem
mun 2 6 Mro6gu6

leopzu Ae6mepoB, bopana AeBmepoBa*, EAena BugenoBa, Mapua Opb6eyoBa*
MBAA ,Kacneaa” EOOA, *Meguuutrcku YHuBepcumem, MaoBguB

YBog: 3axapHuam guabem e egHo om Hal-paznpocmpaneHume 3aboaaBarua 6 cBema u 3aegHo C He-
2oBume ycroxxHeHus, npegcmabBaaBa meguuuHCKU, COUUAAEH U UKOHOMUYeCKU Npobaem. Pazxogume 3a Ae-
YyeHue Ha guabema ca 3HavyumeaHu u moBa oka3Ba BauaHue Bbpxy puHaHcupaHemo Ha obwecmBeHomo
3gpaBe. OueHkama Ha KauecmBomo Ha »xuBom Ha nayueHmume cbc 3axapeH guabem mun 2 npegcmabas-
Ba uzMepum KOMNOHEHM Ha KAUHUYHUA MEHUQXKMbHM U MOXE ga CAUYXU 3a npoz2HOo3upaHe Ha npexxkuBae-
MOCMMa u u3xoga om pasAudHu 3gpaBHu u obyvumeaHu uHmepBeHuuu.

Llea: Lleama Ha npoyuBaHemo Gewe oueHka Ha kadecmBo Ha >kuBom (HRQol) Ha nauueHmMu cbe 3axa-
peH guabem mun 2 u onpegeaaHe Ha 3HaYUMU NPegukmopu Ha 3aboaaBaHemo.

Mamepuaa u memogu: NpoyuBanemo Gewe uzBbpweHo Npu NnayueHmMu CbC 3axapeH guabem mun 2
(N=70, 53,1% >eHu, cpegHa Bb3pacm 63,0 2oguHu), >kuBeewu Ha mepumopuama Ha NMroBguB obaacm. be-
we u3noa3Ban obw, BbnpocHuk 3a uzcaegBaHe Ha kavecmBomo Ha xxuBom — SF-36v2. (Medical Outcomes
Study Short Form Health Survey version 2). SF-36 ce cbcmou om ocem ckaau: puzudecka akmuBrocm ((DA);
puzuuecka uzgpwxauBocm (DU); meaecHa 6oaka (Th); obwo 3gpabe (O3); »xuzHeHocm (K); couuarHa ak-
muBHocm (CA); emouuoHaaHa cmabuaHocm (EC); ncuxuuHo 3gpaBe (M13).

Pezyamamu: CamooueHkama 3a 3gpaBer cmamyc ce Bause om couuogemozpadpcku Xapakmepucmuku
kKamo ce ycmaHoBaBam cmamucmuyecku 3Havumu pazauku 8 ouerkama 3a KK mexxgy gBama noaa. Mauu-
eHmume om >KeHCKU NoA cbobwabBam 3a no-Hucko kayecmBo Ha >kuBom 6668 Bcuuku o6Aracmu, no-cneuu-
anHo DA, Tb, XX, u CA (P <0.001), O3, EC u M3 (P <0,01) u ®U (P <0,05). NMpogbaxkumeaHocm Ha 3aboaaBa-
Hemo Moxke ga 6bge Hal-3HaYUMeAHUA hakmop, Mbl Kamo OMpPUUAMEAHO U CMamucmuyecku 3Ha4YUMO 3a-
caea Bcuuku SF-36 nogckaau, ocobeHo B cayual Ha gaBHocm ,5 u noBeve 2oguHu”. XunepmoHuama u guc-
Aunugemuama moxke ga 3acezHam kadecmBomo Ha >kuBom no HezamuBeH HayuH, C Hal-3HaYUMEAHU pa3AU-
4ua N0 omHoweHue Ha o6womo u ncuxuvHo 3gpabe (P <0,001). CamooueHkama 3a kadecmBomo Ha >kuBom
€ No-HUcKa npu 3amabcmabaHe, MUKpo- U MakpoBackyAaapHU YCAOXKHEHUS, XUNEPMOHUA, gUCAUNUgEeMUA U gu-
abemHa komopbugHocm.

O6cvxgare: Hanbano 6 cbomBemcmBue ¢ kauHuuHUME gaHHu u cbBpemenHu npoyuBarus, cBbp3aHu-
me ¢ guabema ycaoxHeHua ca no-BaxkHu npegukmopu Ha kadecmBomo Ha xxuBom, B cpaBHeHue ¢ gemoe-
papckama u couuaaHa xapakmepucmuka Ha uzBagkama. M3katoueHue npaBu noabm (>keHcku), KoUmo Ka-
mo uano oka3Ba 3HauumeaHo HezamuBHo BauaHue. Bb3pacm, noa, cemeliHo noAoxkeHue u obpazoBaHue ca
BaxxHu cpakmopu, Bausewu Bobpxy camooueHkama 3a kadecmBo Ha kuBom, koemo no3BoaaBa ga 6bge cb3-
gageH cneuugpudeH NpouA Ha hayueHmume u mexHume nompebHocmu 3a uzpabomBaHe Ha agekBamHu
nogxogu 3a 3gpaBHo obyueHue u uHmepBeHuuu.

M3680gu: Mo-gobpo kauecmBo Ha »kuBom Ha nauueHMumMe CbC 3axapeH guabem mun 2 ce nocmuza ¢ npe-
BeHuun Ha ycaoxkHeHuama u edpekmuBHo ynpaBaeHue Ha conbmemBawume xpoHuuHu 3a6oaaBaHun. Heobxo-
gUMU Ca HacoYeHU MeguuuHcku uHmepBeHuuu u obpazoBameaHu npozpamu 3a noBuwabare ecpexkmuBHocm-
ma Ha camooynpabaeHue Ha 3a6oaaBaHemo, koemo we nogobpu kadecmBomo Ha >kuBom Ha me3u nauueHmu.

Quality of Life Assessment in Patients with Type 2 Diabetes
Mellitus in Plovdiv

Georgi Levterov, Boryana Levterova®, Elena Videnova, Maria Orbetzova™
MHAT ,Kaspela” Ltd, *Medical University, Plovdiv
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Background: Diabetes Mellitus (DM) is one of the most common non-communicable diseases in the world
and along with its complications, it is a medical, social and economic problem. Globally, it is the major cause
of morbidity and mortality affecting millions of people worldwide, while placing a noteworthy strain on public
health funding. Quality of Life measurement in patients with type 2 diabetes mellitus is an important compo-
nent for assessment of the efficacy of clinical management and can be used as a survival forecast and outcome
of the different health interventions.

Aim: The aim of this study was to assess health-related quality of life (HRQOL) of Bulgarian type 2 DM
patients and to identify significant predictors of the disease in this patient population.

Methods: The sample (N=70, 53,1% women, mean age 63,0 years) patients over 18 years of age are liv-
ing in Plovdiv region. The generic SF-36 instrument (Medical Outcomes Study Short Form Health Survey ver-
sion 2) was used to measure HRQOL. The SF-36 consists of eight scaled scores: Physical Functioning (PF); Role-
Physical (RP); Bodily Pain (BP); General Health (GH); Vitality (VT); Social Functioning (SF); Role-Emotional (RE);
Mental Health (MH).

Results: High reliability was obtained for all subscales (Cronbach alfa varies from 0,76 for GH to 0,96 for
RP). The obtained median assessments by scale are within the interval from 48,9 in the assessment of GH to
74,8 in the assessment of SF. The patients have indicated low quality of life with regards to the indexes for Men-
tal Health (60,1), followed by Role-Physical (62,0) and Role-Emotional (63,6).

The self assessment of health status is influenced by socio-demographic characteristics and statistically signifi-
cant differences are found in the quality of life assessment among male and female patients. The female patients
report lower quality of life in all areas, especially, PF, RP, VT and SF (P <0.001), GH, RE and MH (P <0.01) and
PF (P <0,05). The disease duration could be the most significant factor as it concerns in negative and statisti-
cally all SF-36 subscales, especially in case of disease duration ,5 or more years”. The hypertension and dys-
lipidaemia could affect the quality of life in a negative way with most significant differences with regards to the
General or Mental health (P <0,001).

The self-assessment of quality of life is lower in case of obesity, micro- and macrovascular complications, hyper-
tension, dyslipidaemia and diabetic co-morbidity.

Discussion: In line with clinical data and current studies, the diabetes related complications are more important
predictors of quality of life than the demographic and social characteristics of the sample. There is an exception with
regards to the gender (female) which as a whole has a negative impact. The age, gender, family status and educa-
tion are important factors influencing the self assessment of quality of life which allows creation of specific profile
of the patients and their needs for the development of adequate health education approaches.

Conclusion: Better quality of life in patients with type 2 diabetes could be achieved with complications pre-
vention and effective management of chronic diseases. Focused medical interventions and formulating educa-
tional programs are required in order to enhance the disease effectiveness self-management which will improve
the quality of life of these patients.

Yecmoma Ha nyaAMoHaAHamMa XunepmoHuA npu xuneppyHkyua
Ha wumoBugHama xAe3a

b. Kanazupe8*, K. Xpucmo306**, M. bvyBapoBa**, M. AumoBa*

Kaunuka no EHgokpuHoAoz2usa u 6orecmu Ha o6maHama MBAA ,C6. Mapuna”**
Kamegpa no lNponegeBmuka BbmpewHu 6oaecmu MBAA ,CB8. Mapuna” *

Mpe3 nocregHUMe 20guHU ce Hampynaxa Bce noBeye gaHHu 3a Bucokama yecmoma Ha NYAMOHAAHa-
ma xunepmoHnus (IMX) npu 6oaHU ¢ mupeougHa gucdyHkuus. MNMpegBug obpamumocmma Ha npoueca, moBa
Haraza HeUHOMO MbPCEHE U pe2ucmpupaHe Npu NayueHmMu ¢ mupeougHa gucyHKUUA, Kakmo U mbpceHe-
Mo Ha mupeougHa gudyHKuua npu 6oaHU ¢ X,

Llea: Hacmoawomo npoyuBaHe uma 3a uea ga onpegeau yecmoma Ha [1X npu nayueHmu ¢ xunepgyH-
Kuua Ha wumoBugHama xae3a.
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Mamepuaau u memogu: INpoyuBarHemo o6xBawa 40 nayueHma Ha Bb3pacm om 21 go 7420g., om Kou-
mo 33 »keHu. Ha Bcuuku nauueHmu e onpegeAaeH mupeougHUAM XOPMOHAAEH CMamyc U e U3MEPEHO HaAa-
2aHemo B apmepusa nyamoHaauc nocpegcmBom exokapguozpadpcku Memog.

Pe3zyamamu: Pesyamamume noka3zBam, ue 23 om 40 nauueHma (57,5%) ¢ xunepdyHkuua Ha wumoBug-
Hama xae3a ca c [1X, 78% ca 8 cuHycoB pumbm, 22%- mpaldHO UAU NAPOKCU3MAAHO NPEJCHPGHO MbXKJEHE,
npu 42% e yBeauueHa naowma Ha AaBomo npegcbpgue u npu 34% e yBeauueHa aeBokamepHama MyCKyA-
Ha mMaca. 3 om nauueHmume ca C MoKcu4yHa mHo2oBb3Aecma 2ywa, 1 ¢ mokcudeH ageHom u 36 ¢ bazego-
Ba 6oaecm.

3akatoyeHue: MpoyuBaHemo omkpuBa Bucoka yecmoma Ha [MX npu nayueHmMu ¢ MUPEOMOKCUKO3a U
npaBu u3zBoga, ue nopagu Yecmomo cbyemaHue Ha gBeme CbCMOAHUA € YMECMHO OUEeHKa Ha MupeougHUA
cmamyc npu navueHmu ¢ HeuzBecmHa emuoaoaua Ha MX.

Incidence of Pulmonary Hypertension in Patients with
Thyrotoxicosis

Kanazirev B., Hristozov K., Bachvarova M., Dimova M.
Medical University, Varna

In recent years, more and more data are being accumulated concerning the high incidence of pulmonary
hypertension in patients with thyroid disfunction. Having in mind the reversibility of the process with treatment
of thyrotoxicosis pulmonary should be looked for in this condition and vice versa in pulmonary hypertension
thyroid function should be checked.

OBJECTIVE: The aim of this study was to prove the high incidence of pulmonary hypertension in patients
with thyrotoxicosis.

MATERIALS AND METHODS: The study includes 40 patients (7 men and 33 women) aged 21 to 74 years.
All patients underwent echocardiographic examination and thyroid hormone status determination.

RESULTS: The results showed that 57,5% were with pulmonary hypertension, 78% were in sinus rhythm,
22% - in permanent or paroxysmal atrial fibrillation, in 42% the area of left atrium was increased and 34% left
ventricular muscle mass was high. 3 patients with toxic multinodular goiter, 1 with toxic adenoma and 36 with
Graves’ disease.

CONCLUSION: The study found high incidence of PAH in patients with thyrotoxicosis and concluded that
because of the frequent combination of both conditions it is appropriate to assess thyroid function in patients
with unknown PAH etiology.

Exozpacpuama Ha wusa u nepkymansama Tb nog Y3 koHmpoa -
npuHoc 6 guazHo3ama Ha kapuuHOMa Ha e3uKa
(OnucaHue Ha KAUHUYeH cAyYali)

PaikoB H., BuyeBa CH.”, PatikoBa A.™™

MBAA ,BapHa”, BbmpewHo omgeaeHue, BapHa; *“MAO3C ,Mapko MapkoB8”,
OmgeaeHue No KAuHUYHA namoaozus, Bapra; **MY, MNaeBen

BwBegeHue: B bba2apua 3ab6oaeBaemocmma om pak Ha ycmHama KyxuHa e okoao 3/100 000. Kapuu-
HOMbM Ha e3uka npegcmabanBa 50% om mymopume ¢ ma3u Aokaauzauus. C onucaHUEMO Ha MO3U KAUHU-
yeH cayvad, npegcmabBame eguH HeobuuaeH nogxog 3a guaeHo3zama Ha CA Ha e3uka.

Llea: AokazBaHe, ye wulHama exozpadua u nepkymaHHama Tb moke ga 6bge BaxHa 3a Gbp3zama
guazHo3a Ha CA Ha e3uka.
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Mamepuaru u memogu: OnucaHue Ha KAUHUYHUA cAyyal:

Mauyuenmka T.4. (492.).

— 05. 2071 12. noaBa Ha onaakBaHua om 60Aku B 2bpAaomo.

—11. 201 12. noaBa Ha 6oaku B ocHoBama Ha e3uka.

— 06. 20122. KAT Ha 2raBa ¢ A2: CuanoageHum 6 aaBo.

- 08. 20122. IMP Ha 2raBa: TY ¢popmauun 8 kopeHa u aaBama noroBuHa Ha e3uka ¢ pazmepu 3/5cm.

—09. 20122. 3amBopeHa, eHgockoncka Guoncua Ha xunoapuHKc: Bb3nareHue ¢ gucnaasua |l cmenen
Ha NAOCKUA enumea.

- 10. 10. 2012e.:

+ Exockonua Ha wumoBugHa »Ae3a u wus:

- LLlumoBugHa >xae3a: mHOXecmBo KOAOUgHU Kucmu.

- Nog goaHama ueatocm, noBeue B AaBo, ce Buzyaauzupa xunoexoz2eHHa, COAUGHA, HOgO3HA CMPYKMYy-
pa, HenpaBuAHO u HeacHo odepmana, ¢ A=30mMm.

« MNpoBegena nepkymarHa Tb Ha popmauuama nog Y3 KoHMpPoA.

« LJumoaozuuHo uzcregBane

Pe3zyamamu: LlumoaozuyuHa guazHo3a: HuckogudepeHuyupaH, NAOCKOKAEMbYEH KapUUHOM.

M3B8ogu: Exoepacpuama Ha wua u nepkymaHHama Tb nog Y3 KoHMpoA mozam ga 6bgam gonbAHUMEA-
HU memogu B8 guaeHO3ama Ha KapuuHoMma Ha e3uKa.

P24. aphy and Percutaneous FNA under Ultrasound
tribution to the Diagnose of the Tongue
’resentation)

Raykov. N, Vicheva S.* Raykova A.**

,Varna” Hospital, Department of Internal Diseases; Varna; *Oncological Dispensary ,Marko Markov”, Department
of Clinical Pathology; Varna; **Medical University, Pleven

Introduction: The morbidity of the oral cavity cancer in Bulgaria is 3/100000. The tongue carcinoma com-
prises 50% of all the tumours with this localization. With the following case presentation we propose an unusu-
al method for the diagnose of the tongue cancer.

Objective: To prove, that the neck ultrasonography and the percutaneous FNA under ultrasound guidance
can play an important role in the rapid diagnose of the tongue CA.

Materials: A case presentation:

Female pation 48 y.o.

- 05. 2011. complains from throat pains.

— 11. 2011. complains from pains in the base of the tongue.

- 06. 2012. CT of the head; Dg: A Sialoadenitis to the left. CuanoagerHum 6 AaBo.

- 08. 2012. MR of the head; Dg: A Tumour in the base and left side of the tongue 3-5cm.

- 09. 2012e. Endoscopic biopsy of the hypopharynx Dg: An Inflamation with Il degree displasy of the
spindlecell epithel.

- 10. 10. 2012a.:

Ultrasonography of the neck and thyroid:

— Thyroid: Multiple coloid cysts.

— Neck: Under the lower jaw, on the left side - a hypoechoic, solid mass, with blured margins, with a
diameter of 30mm.

A percutaneous FNA under ultrasound guidance was done.

+ A Cytological evaluation:

Results: A Cytological diagnose: Poor differentiated, spindlecell CA.

Conclusions: The neck ultrasonography and the percutaneous FNA under ultrasound guidance can be
helpfull in the diagnose of the tongue CA.




MoaekyaapHo-2eHemuuHu u3caegBaHun 3a gokazBane Ha
mymauuu 6 RAS u BRAF zeHume 6 6uoncuueH mamepuaa om
wumoBugHu Bb3Au c HeonpegeAeHa UUMOAOZUYHA guazHO3a

A. Kupo@B', A. TogopoBa’, T. Togopo8', T. Kaguiicka', H. Paiiko6?, CH. BuyeBa’
A. PaidkoBa*

'TeHemuuHa Meguko-AuazHocmuyHa Aabopamopus ,l'eHuka”, Cocpun, *MBAA ,BapHa“, BbmpewHo omgeaeHue,
BapHa, *MAO3C ,Mapko MapkoB8”, OmgeaeHue no KAUHUYHA hamoaozun, BapHa, * MY— IaeBeH

BvBegeHue

INpegonepamuBHama guazHo3a Ha wumoBugHume Bb3au ce ocHoBaBa Ha uumoao2uvHO uzcregBaHe
Ha mMamepuaa, NoAy4veH upe3 mbHKouzaeHa buoncua (Th). B okoao 15-30% uumonamoAo2uyHuam pe3ya-
mam co4u HeonpegeaeHa kamezopua. Te3u Bb3Au ca maauzHeHu egBa 6 20-30%, koemo o3HauaBa, ye oko-
A0 70% om navueHmume C HeonpegeAeHa UUMOAO2UA Mo2am ga uzbezHam onepamuBHomMoO AedeHue.

TouHocmma Ha Th ce nogobpaBa upe3 MoAekyaapHo-2eHemuYeH aHaAu3 Ha uzcaegBaHume npobu 3a
Hat-yecmume mymauuu 8 2eHume BRAF, KRAS, NRAS u HRAS. Te kogupam yuacmuuuu 8 MAPK cuzHarHua
Nbm, KOUMO UHUUUUpa geAeHe Ha kaemkama. Mymauuu 6 me3u 2eHu ce uznoazBam kamo mapkepu 3a my-
MOpHa azpecuBHocm U ce acouuupam C HaAUYUEMO Ha pe3ucmeHmHocm Kbm mepanua ¢ 131J.

PabomtHa xunome3sa

Auncama Ha mymauuu 8 uzcaegBaHume Bb3AU ¢ HeonpegeaeHa kamezopua no3BoaaBa koHcepBamuB-
Homo npocaegaBaHe Ha u3zcaegBaHume Bb3Au.

Mamepuaau u memogu

3a nepuog om 27 meceua 6axa npoBegeru 760 Tb. INpoBegeH Gewe u MOAEKYAApHO-2eHEeMUYEH aHa-
AU3 npu 22 om u3caegBaHume nauueHmu (3 mbxke u 19 »eHu) € KAUHUYHA guaz2Ho3a HOgo3Ha CMPYMa; mok-
CUYHa HOgO3Ha CMpyma U Hogo3Ha cmpyma npu mupeougum Ha Xawumomo. M3caegBaHume wumoBugHu
Bb3AU ca C HeONpegeAeHa UUMOAO2UYHA guaz2Ho3a.

Pezyamamu

MoaekyaapHo-2eHemuyHUAM aHaAU3 noka3a Haauduemo Ha mymauua — ¢.1799T>A; p.V600E 6 BRAF 2eHa
6 4,5% (1/,,) om cayuaume. Npu ocmaHaaume nayueHmu He 6axa omKpuMU 2eHemUuYHU u3meHeHus. To3u
(hakm, Npu AUNCama Ha CYCNEKMHU KAUHUYHU U exo2padpcku Kpumepuu Ha u3zcaegBaHume Bb3AU, MUHUMUSU-
pa npoueHma BepoasmHOCM 3a MaAUZHEHOCM, KOEMO ONpegeAu OMMeHAHEMO Ha onepamuBHOmMO AeyeHue.

3akAroyeHue

M3caegBaHemo Ha cneuuduuHU 3a hanuAapHUA KapUUHOM 2eHemuyHU mymauuu npu wumoBugHu 663-
AU C HeonpegeAaeHa uumoaAo2uuHa guaeHo3a yBeauuaBa guaeHocmuuHama mouHocm Ha Th u pegyuupa
OpoA Ha He HY>KHUMe pe3ekuuu.

Molecular-genetic Testing for RAS and BRAF Mutation in Thyroid
Nodule Biopsy in Case of Undetermined Cytological Results

A. Kirov', A. Todorova', T. TodoroV', T. Kadiyska', N. Raykov’, Sn. Vicheva®’, A. Raykova’

' Genetic Medico-diagnostic Laboratory Genica, Sofia; ?MBAL Varna, Department of Internal Medicine, Varna
*MDOZS ,Marko Markov”, Department of Clinical Pathology, Varna; * MU Pleven

Introduction

Preoperative diagnostics of thyroid nodules is based on cytological testing of fine-needle (FIN) biopsy. In
15-30% of these cases the result is intermediate (undetermined significance). These nodules are malignant only
in 20-30% which means 70% of these patients could escape unnecessary surgery.

The accuracy of the diagnostics could be improved by additional molecular-genetic testing for most fre-
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quent mutation in BRAF, KRAS, NRAS and HRAS genes. These genes are involved in the MAPK signal pathway,
which regulate various cellular functions, including cell proliferation. These mutations are used as genetic mark-
ers for cancer characterization, including 131) therapy resistance.

Working hypothesis

The lack of genetic changes in the thyroid nodules with intermediate cytological result permits conserva-
tive observation of the nodules.

Materials and methods

For a period of 27 months 760 FIN biopsies were performed. Molecular-genetic testing of 22 patients (3
male and 19 female) was performed. All patients were clinically diagnosed as toxic struma nodosa and
Hashimoto's thyroiditis and all genetically tested nodules were classified as intermediate.

Results

The molecular genetic testing detected only one mutation — ¢.1799T>A; p.V60O0E in the BRAF gene in 4,5%
(1 out of 22) of the patients. No other mutations were detected. The lack of mutations in combination with no
suspected clinical and echographical findings minimizes the chance for malignancy in the tested nodules and
no surgery was needed.

Conclusion

The genetic testing for papillary thyroid cancer specific mutations in nodules with intermediate cytological
results increases the accuracy in FIN nodule biopsy diagnostics and reduces the unnecessary surgery.

Onpegeaane Ha TGL, PTH u FT, 66 washout(cmu6) om
BuoncuuHama uzaa-pauuoHareH memog 6 guazHocmukama Ha
3ab0Aa6anuama Ha wumoBugHama u okorowumoBugHume
Ae3u. Hawuam nemzoguwen onum.

Paiiko8 H., BazoBa A.*, Togopo6 CB.%, BuueBa CH.**, Yayweb b.***, bouyeB I1.***,
AanyeBa X.***, PatikoBa A.****

MBAA ,BapHa”, BbmpewHo omgeaetue, BapHa; * KaunuuHa aabopamopusa ,Cmamyc” BapHa;
** MAO3C ,Mapko MapkoB“, OmgeaeHue no KAUHUYHA namoAo2us, BapHa;
*** MBAA ,,CBema MapuHa“, Kaunuka no HykaeapHa meguuuHa, BapHa; **** MY - NaeBen

BwBegerue: LLluGHama exozpacpua u mbHkouzaeHama 6uoncus (Th) ocueypaBam obpazHama u yumo-
mopoao2uYHa guazHo3a npu Bb3aecmume 3ab6oaaBaHua Ha wumoBugHama u okorowumoBugHume >Kae-
3u. Cbgbp>kumomo B GuoncuvHama uzaa ce CbCMoOU OM KAembyeH mamepuaa u buoao2uyHo akmuBHu Be-
wecmBa. Tb uHgopmupa 3a KAembyHama cmpykmypa u opz2aHHama npuHagAexHocm Ha u3caegBaHus
obekm.

ViHgpopmauua 3a cpyHkyuoHaaHama akmuBHocm noayuaBame u om Washout mexHukama.

Llea: AokazBaHe, ue onpegeaaHemo Ha TGL, PTH u FT, Washout 3aema cbwecmBeHo macmo 6 mop-
poao2UYHaMa U (PYHKUUOHaAHamMa guazHocmuka Ha 3aboaaBaHuama Ha wumoBugHama u napawumoBug-
HUMeE XAe3U.

Mamepuaau u memogu:

« MNpunacame Washout mexHukama om 20082.

+ N38bpweru 1100 Tb Ha wumoBugHa, napawumoBugHu >kAe3u u wudHu AB.

+ MpoBegerHu Washout uzcaegBarua npu 79 navueHma.

lpuroxxeHue:

TGL Washout:

+ AokaauzupaHe Ha mema AB u peuuguBu npu wumoBugeH CA u onpegeaaHe Ha Xupyp2udHomo no-
BegeHue — 25 nayueHma.

+ MoHumopupaHe Ha epekma om ckaepomepanuama npu memacmamuyru AB — 2 nauueHma.

PTH Washout: nokaau3upaHe Ha XunepyHKUUOHUpaWU napamupeougHu ageHomu — 46 nauueHma.
FT, Washout: onpegeaa ¢pyHKuuoHaaHama akmuBHocm Ha wumoBugHu Bb3Au — 6 nauueHma.
M3B6ogu: Tb u uzcaegBaremo Ha TGL, PTH u FT, Washout no38oaaBa:
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+ AokaauzupaHe Ha wulHu peuuguBu npu wumoBugeH CA.

« AokaauzupaHe Ha XunepyHKUUOHUpaWU hapamupeogHu ageHoMU.

+ AoKaAu3upaHe Ha xunepgyHkuuoHuUpawu wumoBugHu Bb3Au.

3akaoverue: N3caegBanemo Ha TGL, PTH u FT, washout e noaeseH memog 8 wumoBugHama u napa-
wumoBugHama guazHocMuKa.

The Evaluation of TGL, PTH and FT, Washout from the Biopsy
Needle — an Usefull Method in the Diagnose of Thyroid and
Parathyroid Gland Diseases. Our Five Year Experience.

Raykov. N, VjagovaD.*, Todorov.Sv.* Vicheva Sn.**, Chaushev.B***, Bochev.P.***,
Dancheva.].***, Raikova A.***

,Varna” Hospital, Department of Internal Diseases, Varna; * Clinical Laboratory ,Status”, Varna; ** Oncological Dis-
pensary ,M. Markov”, Department of Clinical Pathology, Varna; *** University Hospital ,St. Marina”, Clinic of
Nuclear Medicine, Varna; **** Medical University - Pleven

Introduction: The ultrasonography of the neck and the FNA provide citomorphological diagnose of nodu-
lar thyroid and parathyroid diseases.The biopsy needle content consists of a cellular material and biologically
active substances.The needle biopsy informs us about the cell structure of the examined object. An information
about its functional activity we get from the Washout technique,too.

Objective: To prove that the evaluation of TGL, PTH and FT, washout contributes to the morphological
and functional diagnose of the of thyroid and parathyroid gland diseases.

Methods: We apply the Washout technique since 2008.

1100 FNA of thyroid, parathyroid glands and lymph nodes were performed.
TGl, PTH and FT, washout evaluations were done to 79 patients.

Clinical application:

TGL washout: to prove the local recidives and metastatic lymph nodes of the thyroid cancer.

« to give information about the extend of the surgical resection, that should be performed - 25 pts.

« to follow the effect of the PEl treatment of metastaic lymph nodes - 2 pts.

PTH Washout:
to find and prove hyperfunctionig parathyroid adenomas - 46 pts.

FT, Washout: to check the function of the thyroid nodes - 6 pts.

Discussion: FNA and TGL, PTH and FT, Washout checks help us in:

« proving the local recidives and metastatic LN of the thyroid CA.

« proving the hyperfunctioning parathyroid nodes.

« proving the hyperfunctionig thyroid nodes.

Conclusion: The evaluation of TGL, PTH and FT, in the biopsy needle is a helpfull method in the diag-
nose of thyroid and parathyroid gland diseases.

Pagok cayuail Ha pamuaHa HeBpohubpomamosa mun 1
E. 3ramanoBa, K. Xpucmozo6, M. boagxxueBa, M. CugepoBa, M. lTempo6a, M. bvuBapoBa

KauHuka no eHgokpuHorozua MBAA ,CBema MapuHa”, BapHa

HeBpocpubpomamoza mun 1 e pagko, aBmo3omHo-gomuHaHmMHO 3aboanBaHe, koemo ce cbuemaBa c
pa3AUYHU eHgOKPUHHU MyMopu, BKAIOUUMEAHO (DEOXPOMOUUMOMU.

MpegcmaBame 51-2oguwHa xeHa ¢ mHOXecmBo HeBpodgubpomu, BrkAOUUMEAHO eguH 2u2aHMCKU, C
pa3zmep > 35 cm. Ha AaBo Begpo, Hag 10 KOXXHU nemHa ,Kagpe C MAAKO” U MYMOp Ha 20pHama 4eAlocm.
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CvobwabBa 3a usnomaBaHe, cbpuebueHe, apmepuasHa xunepmoHua go 170/100mm Hg u npexxuBan uc-
xemuueH mo3zbueH uncyam. DamuaHama aHamHe3a noka3Ba malka ¢ mHoXKecmBo KOXKHU mymopu u apme-
puasHa XunepmoHusa, KOAMOo € N0YUHAaAA OM MO3bUHA Xemopazus, cecmpa C KO>KHU NnemHa mun ,Kagpe ¢ MAs-
Ko” u BHyue c gBa HeBpodubpoma.

Ypes KT uzcaegBare ce ycmanoBu cpopmayun 6 gacHama HagbbbpeuHa >kae3a ¢ pazmepu 25/22/30mm,
NpuU HOPMaAHU, HO 20pHO-2paHuYHU memaHedpuHu 80 (Hopma go 90 pg/ml ) u HopmemangpuHu 171 (Hop-
ma go 180 pg/ml).

Rare Clinical Case of Familiar Neurofibromatosis Type 1

E. Zlatanova, K. Hristozov, M. Boyadzhieva, M. Siderova, M. Petrova , M. Buchvarova
Department of Endocrinology, University Hospital ,Saint Marina”, Varna

Neurofibromatosis type 1 is a rare, autoimmune-dominant disorder that commonly is associated with a
variety of endocrine tumors including pheochromocytoma.

We report a 51-year- old female with multiple neurofibromas, including a giant one > 35 cm in diameter of the
left hip, over 10 ,café au lait” cutaneous spots and tumor of the upper jaw.

The patient complaints of sweating, heartbeat and arterial hypertension up to 170/100 mm Hg. The patient
survived ischemic brain stroke. The family history revealed a mother died of brain hemorrhage with concomi-
tant arterial hypertension and multiple skin lesions, a sister with ,café au lait” cutaneous spots and grandchild
with 2 neurofibromas.

CT-scan showed a tumor in the right adrenal gland (25/22/30mm) and laboratory tests of methanephrines
and normethanephrines were in the upper limit of the normal range: 80 pg/ml (normal value <90 pg/ml) and
171 pg/ml (normal value <180 pg/ml) respectively.

KAauHuueH cayyvail Ha geme ¢ AINC mun 3 (ABmoumynen

NoAuzAaHgYAapeH CUHGPOM)

ApwunkoBa M., KoncmaumunoBa M., KonpuBapoBa K., CaraBqeBa O., CaBoBa P.
KauHuka no EHgokpuHoaoeus u guabem , MY-Cocgpus, CbAA no Aemcku borecmu

KAuHuYeH cayuall Ha 6 20gUWHO MOMuYEe, Koemo omkatouBa mun 1 3axapeH guabem Ha 1 2. 6 mec. (KAu-
HUYHU U AabopamopHU gaHHU 3a guabem, gokazaHu aBmoanmumera GADA 65).

Ocem meceua No-KbCHO pogumeaume cbobwaBam 3a pazgpazHumeAHOCM Ha gememo u yecmu gede-
Kayuu, 2AUKeMuYHUAM KoHMpoA e BaoweH. M3caegBaHu ca mupeougHu XOpMOHU U aHmumenaa, 663 ocHoBa
Ha koumo ce nocmaBa guazHo3a aBmoumyHeH mupeougum c xunepdyHkuua (TSH<0,03 mU/l, FT, -
65pmol/l, noBuweru TAT, TPO, u TSH-R-Ab ). 3anoyHamo e mupeocmamuyHo AedeHue, 9 meceua NO-KbLCHO
Kbm AedeHuemo e gobaBen L-thyroxin. KombuHupaHo aeueHue mupeocmamuk u L-thyroxine e npoBexgaro
1 20guHa, creg koemo ocmaBa camo Ha 3amecmumeaHa mepanua ¢ L-thyroxine.

INpe3 anpua 2012 2. gememo nocmbnBa no cnewHocm B 6oAHuuama ¢ kbpBeHe u obpazyBaHe Ha ne-
mexuu U Ccygy3uu Ha UHXeKyuoHHUmMe mecma. YcmaHoBeH e MHO20 HUCBHK Bpol Ha mpombouumume -
5x109/1 (Hopma 150 - 440x109/1). Tecmbm 3a aHmumeaa Kbm mpombouumume e ompuuameaeH, Ho mod
e npoBegeH 3 gHU caeg 3anouBaHe Ha KOpmuKOCMepougHOMO AedveHue. AedyeHuemo e npoBegeHo 6 Hauva-
Aomo uHmpaBeHo3zHo ¢ Methylprednisolon 8 go3za 2mg/kg meaao 3a 5 gHu, caeg moBa Medrol nepopaaHo
6 gosa 1,14 mg/kg 3a 4 gHu, gozama e HamaAreHa 6bP30 NO CXEMa U AeYeHUEemO € CNPAHO go 25-mua geH.
Mo Bpeme Ha AedeHUemo uHcyauHoBama go3a HapacmBa om 1E/ke meaao go 2E/ke meaao. B pe3yamam Ha
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AeveHuemo 6poam Ha mpombGouumume ce yBeauuaBa 6bp30. Ha 9-mua gen om xocnumaauzauusma e 356
x109/1 (8 Hopma), KOHMpOoAHO u3cregBaHe B kpaa Ha meceua 220 x109/l. Mpegnoaaza ce aBmoumyHHa
mpombouumoneHus kamo yacm om AlNC mun 3.

Ao momeHma gememo uma 2 aBmoumyHHu 3a6oaaBaHun - mun 1 3axapeH guabem u mupeougum, 3a Ko-
umo npoBexkga 3amecmumerHo AedeHue, u e B pemucua no omHoweHue Ha mpombouumoneHuama. Moggbp-
»a gobbp KOHMPOA Ha guabema u mupeogHomo 3aboaaBare. AbazocpouHama npozHo3a e HeacHa 868 Bpb3-
Ka maakama Bb3pacm Ha gememo u Bb3moxkHocmma 3a pazBumume Ha HOBo aBmoumyHHo 3a60AaB8aHe.

Clinical Case of a Child with APS Type 3

Archinkova M., Konstantinova M., Koprivarova K., Slavcheva O., Savova R.
Clinic of Endocrinology and diabetes, Medical University , Sofia, SHAT of pediatric diseases, Sofia

Clinical case of a 6-years-old girl diagnosed with Type 1 DM at the age of 16 months confirmed with pos-
itive autoantibodies (GADA 65).

Eight months later she started complaining of irritability, frequent defecations and unstable glucose levels.
Hyperthyroidism was suspected and measurements of: TSH<0,03 mU/I, FT4-65pmol/l and thyroid antibodies
(TAT,TPO, TSH-R-Ab) confirmed autoimmune thyroiditis with hyperfunction.

Thyrostatic therapy was initiated and the child showed high sensitivity to the treatment. On the 9th month of
diagnosis L-thyroxin was added to the therapy and monitored with increasing of the dose to 50mg in June 2012.

In April 2012 the girl is admitted to hospital with a bleeding disorder: multiple suffusions and petechiae on
injection sites and extremites. CBC is normal except for the platelet number - 5x109/1 /150 - 440x109/1/. All
the other biochemical parameters are in reference ranges.

The test for platelet antibodies is negative and that of alloantibodies is slightly positive (in 10%) /on the
3rd day after the initiation of corticosteroid therapy/.

Therapy: Methylprednisolon i.v. 2mg/kg for 5 days; Medrol p.o. 1,14 mg/kg for 4 days and gradually
decreasing dose for a month; Insulin dose was raised from 1U/kg to 2U/kg during corticosteroid treatment.

The platelets number began to rise very quickly in response to the medications. The girl is discharged from
hospital after 9 days with platelet count 356 x109/l, control measurement in a month is in reference range as
well (220 x109/1).

The diagnosis autoimmune thrombocytopenia is proposed as a component of APS 3.

The fast response to corticosteroid therapy and lack of symptoms relapse makes us believe the short-term
prognosis of the disease is good. However the long-term diagnosis remains uncertain because of the already
exisiting two autoimmune disorders and the very high risk of developing another one in the future.

HuBa na cepymiu uimepae6kunu (1I-1, 1l-6), TNF-0t u hsCRP npu

nayueHmMu ¢ MemaboAuUmeH CUHGPOM U 3axapeH guabem mun 2
lraneBa C.', TogopoBa K., PaaHoBa I.", Aykano8 LI6.>, leyeBa CB6."

"YMBAA ,A-p I.CmpaHcku", [TheBeH, KauHuka no eHgokpuHoAozua u borecmu Ha obmaHama
YMBAA ,A-p I.CmpaHcku", reBeH, Meguko-guagHoCmuy4Ha Aabopamopua No UMYHOAOR2UA.

Memaboaumuuam cuHgpom (MC) u 3axapHua guabem mun 2 (3A mun 2) ca namoAO2UYHU CbCMOAHUS,
6 yuamo namozeHe3a akmuBHa poAa uzpae HUCKO- CMeneHHO XPoHUYHO Bb3nareHue. Makpogazume, eHgo-
meAHuUme Kaemku u agunouumume 8 macmHama mbkaH ocBob6okgaBam uHgAaMamMoOpHU LUMOKUHU Kamo
uimepaeBkun 1 ( 1-1), uHmepaeBkun 6 (I1-6) u mymop- Hekpo3uc hakmop- aada (TNF-o), koumo om cBoa
cmpaHa cmumyaAupam npogykuua Ha ocmpo- pazoBu npomeuHu kamo Bucoko ceHzumuBer C peakmuBeH
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npomeuH (hsCRP). C He(pu3uoA02UMHOMO CMUMYAUPaHEe Ha UMYHHamMa cucmema, Kamo HekAacuvecku Cbp-
geuHo-cbgoB puckoB hakmop moxke ga ce obacHu npoepecuama Ha uHcyauHoBama pezucmeHmuocm u
pazBumuemo Ha cbpgeuHo- cbgoBu ycaoxHeHua npu 3A mun 2.

Llea Ha Hacmoawomo npoyuBaHe Gewe ga ce uzcaegBam cepymHume HuBama Ha IL- 1, Il- 6, TNF-aL u
hsCRP npu nayueHmu ¢ MC.

Mayuermu u memogu: Mpu 81 nauuenmu (n;=81) ¢ MC 6axa uzmepeHu cepymHu HuBa Ha uHpAamamop-
HU uumokuHu. B 3aBucumocm om HuBama Ha 2aukemuama navueHmume 6 akmuBHama 2pyna 6axa pazge-
AeHu Ha gBe nogepynu: ¢ MC 6e3 3A mun 2 (nq subgr,= 48) u ¢ MC u 3A mun 2 (n; subgry= 33). MoayueHu-
me pe3yamamume 6axa cpaBHeHu Bbmpe 6 2pynama mexxgy omgeaHume nogepynu (n1 subgr; vs n; subgr,)
U C me3u Npu KOHMpoAHa 2pyna auya 6e3 gaHHu 3a MC u/uau 3A mun 2 (n,=21). Cmamucmuuyeckama 06-
pabomka Ha gaHHume e u3BbpweHa ¢ KomnoMbPHA Npozpama 3a Guocmamucmuuecku aHaau3 Statgraph-
ics. Mi3noa3BaHu ca memogu 3a napamempuyeH u HenapamempudeH aHaau3. CmoaHocm Ha p< 0,05 e npue-
ma 3a Cu2HUPUKaHMHa.

Pesyamamu: Mauuenmume ¢ MC 6axa no Bb3pacmHu 6 cpaBHeHue ¢ koHmpoaume (46,22+13,93 cpe-

wy 31,14%6,92 20guHu; p<0,05). MiHgekcbm Ha meaecHa maca (MITM), obukoakama Ha maAuama, cpegHomo
HuBo Ha apmepuarHOMO HaanzaHe, HuBama Ha umyHopeakmuBeH uHcyAuH Ha 2aagHo (MIPU) u HOMA-IR 6a-
Xa CbWoO cueHupukaHmHo no-Bucoku cpeg navueHmume om gBeme u3zcaegBaHu nogzpynu cNpamo KOHM-
poaume (30,84+8,39 cpewy 36,8+6,53ke/m?%; 100,95+ 14,2 cpewy 113,84+14,82cm,;
116/76 cpewy 132/85mmHg; 9,67+1,61 cpewy 18,95+5,18; 2,19+0,71 cpewy 5,8£1,55). CepymHume HuBa-
ma Ha lF1[(Il-1 ny=17,3242,54 pg/ml cpewy Il-1n,= 10,93+2,63 pg/ml; p< 0,05)] u II-6 [(Il-6 n;=1,02%0,22pg/ml
cpewy ny= 0,41+0,23pg/ml; p<0,05)] npu Bcuuku navuuermu ¢ MC u 3A Gaxa cmamucmuyecku 3Ha4UMo no-
Bucoku cnpamo cepymHume HuBa Ha KoHmpoAHama 2pyna Auua. [pu uzcaegBaHume nauuenmu ¢ MC 6e3
3A mun 2 (n, subgr,) ce ycmaroBuxa HecuzHucpukaHmuo no-Bucoku HuBa Ha II-1(18,75£4,01pg/ml) u no-Huc-
ku Ha I-6 (0,9+0,24pg/ml) cnpamo me3u Ha nauueHmume ¢ MC u 3A mun 2 (ny subgr., ; II-1-15,25%2, 4pg/ml
ull-6 -1,23+£0,41pg/ml ). HuBama Ha TNF-0, u hsCRP He nokazaxa pa3zaudua mexkgy nayueHmume ¢ MC u KoH-
MpOoAHama 2pyna.

M3Bogu: Mpu MC ce HabaogaBa paHHo noBuwaBare Ha cepymHume HuBa Ha uHmepAeBKuHU, Kamo
u3aBa Ha namoAozuyHa umyHoAo2uuHa akmuBHocm owe npegu KAauHudHama u3aBa Ha 3A.

(MU3cregBanuama ca uzpabomenu 6 pamkume Ha HayveHn npoekm Ne8/ 2012 zoguHa, puHarcuparH om MY, lNreBen)

P29. els of Interleukins (II-1, 1I-6), TNF-o. and hsCRP in

etabolic Syndrome and Type 2 Diabetes

Ganeva S.", Todorova K., Rayanova G." Lukanov Tsv. >, Gecheva Sv.*
'"UMHAT ,,D-r G. Stranski”, Pleven, Clinic of endocrinology and metabolic diseases;
‘UMHAT ,D-r G. Stranski”, Pleven , Medico-diagnostic laboratory of immunology

The metabolic syndrome (MS) and type 2 diabetes mellitus (type 2DM) are two pathological states in
which pathogenesis the low-grade inflammation acting active role. Macrophagies, endothelial cells and
adypocytes in visceral fat tissue are secret some inflammatory cytokines interleukins 1(1l-1), interleukins 6 (11-6),
tumor necrosis factor alfa (TNF-or), which stimulates acute inflammatory proteins as high sensitive C reacting
protein (hsCRP) secretion. The stimulation of immune system as non- classical cardiovascular factor may
describe progression of insulin resistant and development of cardio- vascular complications in type 2 DM.

Aim of the study was to investigate the IL-1, II-6, TNF- a0 and hsCRP in patient’s sera with MS.

Patients and methods: The levels of inflammatory cytokines were measured in the sera of 81 (n;=81) patients
with MS. Via the glycemic blood levels the patients of active group were divided in two subgroup: MS without
type 2 DM (n; subgr,;= 48) and MS whit type 2 DM (n; subgr.,= 33). The results were compared intra subgroups
(nq subgr; vs n; subgr., ) and whit these in control group subject without MS and/or type 2 DM (n,=21). Statisti-
cal processing of data was provided whit software StatGraphics. The p value < 0,05 was significant.

Results: The patients with MS were older than controls (46,22+13,93 vs 31,1446,92 years; p<0,05). BMI,
waist, arterial blood pressure, immune-reactive insulin (IRI) and HOMA-IR in two active subgroup were signifi-
cant higher then these in control group (30,84%8,39 vs. 36,8£6,53kg/m% 100,95£14,2 vs 113,84£14,82sm.;



116/76 vs 132/85mmHg; 9,67+1,61 vs 18,95%5,18mUl/ml; 2,19+0,71 vs 5,8+1,55). The II-1[(ll
n1=17,32%2,54 pg/ml vs Il1n,= 10,93£2,63 pg/ml; p< 0,05)] and I-6 [(I-6 n;=1,02+0,22pg/ml vs. n,=
0,41£0,23pg/ml; p<0,05)] serum levels in all patients with MS and type 2 DM were significant higher then these
in control group. Non-significant higher levels of Il-1 and non- significant lower levels of -6 were measured in
patients with MS without type 2 DM (n; subgry; 1I-118,75+4,01pg/ml and 1L6-0,9+0,24pg/ml) compare to
patients whit MS whit type 2 DM (n; subgr., ; ll-1-15,25%2,4pg/ml and 1I-6 -1,23+0,41pg/ml ). There no differ-
ences in TNF-oe and hsCRP levels between patients whit MS and control subjects.

Conclusions: We observed the early interleukins serum level increasing as appearance of pathological
immune activity in MS, before clinical appearance of DM.

DyHKuuoHUpawa HagobLOpeuHa oHKOUUMOMa NpPuU 9 20gUWHO
momuye

'T. MopgaHoBa, *K. UBarHo6, *H. KoreB, *A. ToueB, °K. KaryeB, 'B. MomoBa
'Kamegpa no nequampus u meg. 2eHeMuUKa,

’Kamegpa no obwa u onepamuBHa xupypaus, aHeCme3uoA02ua U UHMeH3UBHO AedeHue,
*Kamegpa no obwa u kauHu4Ha namoaoeus, MeguuyuHcku YHuBepcumem, BapHa

AgpeHaaHama OHKOUUMOMA € U3KAIOHUMEAHO pagKa HeonAa3ma, Hal-yecmo HedgyHKuuoHupawa. Ao mo-
MEHMa cnopeg gocmbNHUME HU AUMEpamypHU U3MOYHUUU Ca onucaHu no-maako om 150 cayuas, egBa 3 om
Koumo npu geua. MNMpegcmaBame 9 20guwIHO MOMUYE C aHgPO2EH-NPOgYUUPaWA agpeHaAHa OHKOUUMOMma.

Kacae ce 3a geme ¢ mexka Bupuauzauus, nbpBume npuszHauu Ha Koamo ca buau 3abeana3aHu 7 mece-
ua npegu guazHozama. M3caregBanuama nokazaxa noBuweru HuBa Ha aHgpozeHu: mecmocmepoH 17,8
HMOA/A (pedpepeHmHu cmouHocmu 0,5-2,6), AXEA-C 13,9 Hmona/a (0,95 -11,67), 17-OH-Tpoz2ecmepoH 2,21
HmoA/A (0,4-1,55), angpocmeHguoH 3,7 He/A (0,4-3,4). ObpazHume u3caegBaHua pazkpuxa gobpe omeapaHu-
yeHa coaugHa popmauvun 8 obaacmma Ha aaBama HagbbbpeyHa >kae3a, ¢ guamembp 23 mm. MNpoBegera Ge-
we AanapocKoncka agpeHaAekmomua, Kamo mymopbm Gewe npemaxHam u3uano, 3aegHo ¢ aaBama HBEX.
Xucmoaoz2uuHomo u3caegBaHe nokaza HaAUMUEMO Ha PAgHK MymMop - HagbbOpeyuHa oHKouumoma, gobpoka-
yecmBeH Bapuanm. INpoBegeHomo noBmopHo namoaHamomudHo u3caegBane B8 uyxbuHa ¢ uea omxBobpaaHe
Ha MaAu2HUMeM nokasa cbwua pesyamam. NMopBume gBe cegmuuu creg onepayuama Haxa conpoBogeHu c on-
AakBaHua om u3pazeHa emouuoHaAHa AABUAHOCM, A€CHA pa3gpazHUMEAHOCM U NOCMOAHHA ymopa. B mo3u ne-
puog He ce ycmaroBuxa gaHHU 3a gecpuyum Ha Kopmu3oa, HuBama Ha aHgpo2eHU chagHaxa CMPbMHO go HOp-
MaAHU cmouHocmu. Meceu, caeg npemaxBare Ha mymopa npu npocaegaBare ce Bb3cmarHoBuxa nybepmemHu
HuBa Ha 20HAagOMPONHU U U30CeKCyaAHU NOAOBU XOPMOHU. A0 MOMEHMA HAMA gaHHU 3a peuuguB.

IMopagu u3kAlOYUMEAHama PAgKOCM Ha HeonAazmama Hama ycmaHoBeHu npenopuku 3a BogeHe Ha no-
go6Hu nayueHmu. Bbnpocume 3a Hald-nogxogawo mepaneBmuyto noBegeHue u npocaegaBaHe 3a MomeH-
ma ocmaBam 6e3 omzoBop.

Functioning Adrenal Oncocytoma in a 9 year-old Girl

" G. Yordanova, ’K. Ivanov, °N. Kolev, °A. Tonev, °K. Kalchev, 'V. lotova
" Department of Pediatrics and Genetics, *Department of General and Operative Surgery, Anesthesi-
ology and Intensive Care, *Department of General and Clinical Pathology, Medical University, Varna

Adrenal oncocytoma is an extremely rare neoplasm, most often non-functioning. According to the pub-
lished data available to us, there have been only 150 cases described so far, only 3 of which in children. We
present a 9-year-old girl with androgen producing adrenal oncocytoma.

The child presented with severe virilization, first noticed 7 months prior the diagnosis. Investigations
revealed elevated levels of androgens: testosterone 17,8 nmol/l (referent range 0,5-2,6), DHEA-S 13,9 nmol/I
(0,95-11,67), 17-OH-Progesteron 2,21 nmol/l (0,4-1,55), androstendione 3,7 ng/l (0,4-3,4). Imaging showed well
defined solid formation in the area of the left adrenal gland, 23 mm in diameter. Laparoscopic adrenalectomy was




performed and the tumor was removed along with the left adrenal gland. Histology showed the presence of a rare
tumor - adrenal oncocytoma, benign. The repeated pathology investigation abroad with the main goal of ruling out
malignancy, showed the same result. For the first two postoperative weeks the girl suffered from severe mood
swings, irritability and tiredness. During this period no cortisol deficiency was found, androgen levels dropped rapid-
ly to normal values. On follow-up one month after the surgery we found pubertal levels of gonadotrophins and iso-
sexual sex hormones. There are no signs of recurrence so far.

Due to the extreme rarity of this tumor there are no established guidelines for management of such patients.
The questions about the most appropriate treatment and follow-up remain unansweared until this moment.

eHuA Ha 3axapHua guadem 6 gemcka Gv3pacm.
Xocnumaauszayuume.

CaboBa, P., M. KoncmaumunoBa, M. ApwuHkoBa
OmgeaeHue no guabem, YHuBepcumemcka gemcka 6oaHuya, Cocpua

YBog. MogobpaBaHemo Ha 2auKemuyHUA KOHMPOA 6e3 u3AUWHU Xochumaau3zauuu noka3zBa HuBomo Ha
obyueHue Ha nayueHmume u kadecmBomo Ha uzBbHOOAHUYHAMA cheuuasu3zupaHa MeguUUHCKa NoMoW,

Mamepuar u memog. MNMpoyyeHu ca Bcuuku npemuHaau npe3 2010 2oguHa geua ¢ ycmaHoBeH no-paHo 3a-
xapeH guabem 6 kauHukama. Bka. npeBegeHume om uHmeH3uBeH cekMop cAeg AedeHue 3a mexkka Kemoauyu-
go3a. AHaAau3upaHu ca obwo 184 xocnumaausauuu npu 160 geua.

PaznpegereHue: 84 momuema, 76 momuvema, Bb3pacm Ha uzcregBane 11,9£4,5 2oguHu, gaBHocm Ha gu-
abema 5,4+4,15 2oguHu.

Pe3yamamu. CpegeH 2aukupaH xemoznobud (HBA, ) 3a uaaama epyna -9,45+1,96% (momuema 9,61,92%,
momuuema 9,27£2,0%, p>0,05). AaHHume 3a HBA,. ca conocmaBeHu ¢ obpazoBamearun ueH3 Ha malikume u
He2o0B80mo paznpegeAeHue: He2pamomHu, HavaAHO u ocHoBHo obpazoBaHue -16,36%, cpegHo obpazoBaHue-
59,4%, noayBucwe u Bucwe- 24.24% om >xeHume. CpegHusm HBA;. 32 mpume 2pynu cbomBemto e:
10,4£2,32%, n=27; 9,49£1,67%, n=98; 8,68+2,03%, n=40. Aeuama Ha matkume c Bucwe obpazoBaHua ce om-
AudaBam c Hal-Huckua HBA; . kakmo om 2pynama Ha me3u ¢ ocHoBHo obpa3zoBaHue (p<0,01), maka u om 2py-
nama cbc cpegHo obpazoBarue (p<0,05). MopBume gBe 2pynu Ha ocHoBHO U cpegHo 06pazoBaHue He ce pa3-
AuvaBam nomexxkgy cu (p>0,05). AHaau3zupaHu ca 6poa u Hal-H4ecmume NPUYUHU 3a XOCNUMaAu3auua CbC Cbom-
BemHun 3a epynama HBA,

1. Xunoaaukemusa: n=21 (10 mexxku), HbA,. 8,1£1,35%

2. Kemoauugo3a ¢ pH<7,20: n=15, HbA;. 11,4£1,64%

3. CmomawHo-upeBHu uHgpekuuu ¢ Bogewo noBpbvware: n=29, HbA, . 8,4+1,45%

4. Mngpekuuu Ha guxameaHume nbmuwa/mpabmu: n= 14, HbA, . 8,3+1,29%

5. MpegxogHa gekomneHcauus om ambyaamopHomo npocaegaBate: n=65, HbA;. 10,2+1,63%

6. OueHka Ha AeueHuemo/cmaHa Ha uHcyauHoBume npenapamu: n=40, HbA, . 9,2+1,93%.

Obcwokgare. AaHHume nokazBam, ue xochumaauzauuume NO NPUYUHA Ha XUNO2AUKEMUA U UHpeKuuu (2py-
na 1, 3 u 4) ca npu geua ¢ npuemauB memaboaumeH KoHMpPoA ¢ HuBa Ha cpegeH HBA ;. marko Hag 8%, c Haro-
>KUAO Ce NOo chnewHocm nocmbnBaHe nopagu HYxKgama om napeHmMepaAHO XpaHeHe, AedeHUe Ha XUNO2AUKEMU-
ama u uHgpexkuuama. Had-row memaboaumen koHmpoa (HBA, . 11,4+1,64%) umam geuama, rekyBaHu 3a mex-
Ka kKemoauugos3a (2pyna 2), koemo nogckazBa cucmemHu HapyweHusa 8 uHcyauHoaeueHuemo. Aeuama ¢ NAaHO-
Bu xocnumaauzayuu 3a npegxogHa gekomMneHcauua U 3a NpeueHka Ha Ae4eHUemo U CMaHa Ha uHcyauHoBume
npenapamu (epynu 5 u 6) cbwo nokazBam no-row memaboaumeH koHMpoa ¢ HuBa Ha HBA, . 9-10%. Aeuama,
XOCNUMAaAU3UpPaHU 3a pecnupamopHU UHGPEeKUUU U cMaHa Ha uHcyauHoBume npenapamu (2pyna 4 u 6) umam no
pagko maiku ¢ Bucwe obpazoBatue, pecn. 8,33 u 17,5%, nokazBalku KomnemeHmMHoCMMa um ga pewam npob-
Aema Bkowiu. Mpu geyama, xocnumaau3upaHu 3a mexkka kemoauugo3sa, pecn. ¢ H8A; . 11,4+1,64% 6 33,3% mad-
kume ca ¢ Bucwe u 53,3% cbe cpegHo obpa3zoBaHue, koemo nogckazBa HaauuuemMo Ha NCUXOAO2UYHU NPODAE-
| MU/AOW pOgUMEACKU KOHMpoA Kamo Bogewa npuduuHa 3a gonyckaHume 2pewku 6 uHCYAuHoAeueHuemo.

3akaroyeHue. MNMocoyeHume NpUYUHU 3a XOCNUMaAu3auua Ha geuama CbC 3axapeH guabem ca ocHoBa-
meaHu u ca cBbp3aHu c ocmpume ycaro>kHeHua Ha 3aboaaBaHemo. MpegxogHama gekomneHcauua Cbwo Ha-
Adz2a xocnumaau3auus 32 OueHKa Ha Ae4eHUemMo U gonbAHUMEAHO 0byueHue Kakmo Ha cemelicmBomo, ma-
Ka u Ha nogpacmBawume mAagu navueHmu.



Acute Complications in Children with Type 1 Diabetes Mellitus.
Structure of the Hospitalizations in 2010

Savova, R, M. Konstantinova, M. Arshinkova
Department of Diabetes, University Pediatric Hospital, Sofia

Introduction. The improvement of the glycaemic control without many hospitalizations depends on the
level of the patients’ education and the quality of the ambulatory medical care.

Material and methods: We analyzed all hospitalized children in 2010 with previously diagnosed type 1 Diabetes
together with children transferred from the Intensive Care Unit after severe ketoacidosis. The number of hospitaliza-
tions was 184 for 160 children (84 boys, 76 girls), aged 11,9 + 4,5 years, with disease duration 5,4 £ 3,7 years.

Results: The average level of glycated hemoglobin (HbA1c) for the whole group was 9,45 £ 1,96%, with-
out significant difference between sexes: boys HbA,. 9,6%1,92, girls - 9,27 + 2,0%, p>0.05. We analyzed rela-
tionship between educational level of the mothers and the quality of glycaemic control. HbA,. was 10,4
2,32% for the patients whose mothers have elementary level of education (n=27, 16,36%), 9,49+1,67% for the
patients of mothers with secondary level of education (n=98, 59,4%) and 8,68 £2,03% for the patients of moth-
ers with university level of education (n=40, 24,24%). The group of higher educational level outlined signifi-
cantly to the group of the lowest level of education (p<0,01) and to the group of secondary level of education
(P<0,05). The difference between first two groups was not significant (p>0,05). The groups divided according
to the reasons for the hospitalization were compared by their mean HbA, as well:

1. Hypoglycemia: n=21 /in 10 - severe/, HbA,. 8,1%1,35;

. Severe ketoacidosis with pH<7,20: n=15, HbA,. - 11,4%1,64%;

. Gastrointestinal diseases with vomiting: n=29, HbA, . 8,4£1,45%;

. Upper respiratory tract infections/traumas: n=14, HbA;. 8,3%1,29%;

. Recently/permanent poor glycaemic control: n=65, HbA;. 10,2+1,63%;

6. Assessment of insulin regime/change of insulin preparations: n=40 HbA,. 9,2+1,93%;

Discussion: Our data showed that the inpatients treated for hypoglycaemia or infections had relatively
good metabolic control with HbA;. around 8% (groups 1,3,4). The most unfavourable control had patients
treated for severe ketoacidosis, showing systematic therapeutic problems. The inpatients hospitalized for
impaired glycaemic control and for change of insulin preparations (groups 5,6) were also with poor HbA,..
Among children, hospitalized for acute respiratory infections or change of therapy (groups 4,6) university edu-
cated mothers were more rare (8,33% and 17,5% respectively) showing their capacity to resolve this kind of
problems at home. Patients treated for severe ketoacidosis had 33,3 % of university educated mothers and
53,3% of mothers with secondary level of education. These patients possibly had some psychological problems
and/or poor parents’ control.

Conclusion: All the children were hospitalized for serious reasons such as acute complications of diabetes
or need for reassessment of the treatment and/or additional education of the family and of the growing child.
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CAyuail Ha 17-xugpokcurazeH gepuuum - Hai-pegkuam
6apuanm Ha BHX

U. l'eneBa, H. KareBa, Kamegpa no neguampus u meguyurcka 2zeHemuka, MY, N1oB8quB

BpogeHama HagbbbpeuHa xunepnaazua (BHX) ob6xBawa 2pyna om aBmo3omHo-peuecuBHu 3aboaaba-
Husa, Bcaka om koumo e cBbp3aHa ¢ gedpuyum Ha eH3um, ysacmBaw, 6 cuHmeszama Ha KOPMU30A, AAGOC-
mepoH u noroBu cmepougu. Aedpuuumsbm Ha 17-xugpokcuaazama e MHO20 pAgbK 2eHemuveH gegpekm u
npegcmabBaaBa no-maako om 1% om caydaume ¢ BHX. B cBema ca cbobweHu okoao 150 cayuas ¢ mo3u eH-
3umeH geduuum. Aecpuuumsbm Ha 17-xugpokcuraza Bogu go HamareHa NPOGYKUUA HA 2ALOKOKOpMUKOoUgu
u noroBu xopMoHU U yBeauueHa cuHmMe3a Ha NPEKYPCOPU Ha MUHEpaAKopmukougu, koimo obycaaBa noroB
UHPAHMUAU3BM NPU >KeHu u nceBgoxepmappogumuzbm Npu mbxke. NoBuweHama MuHeparkopmukougHa
akmuBHocm Bogu go apmepuasHa XunepmoHua U XunokaAuemus.
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IMpegcmaBame momuue Ha 142.10m, koemo nocmbnBa no noBog ameHopes u Aunca Ha BmopuuHu ny-
6epmemtu Geae3u. Aanapockoncku e ycmaHoBeHa pygumeHmapHa atuHukoBa mbkaH. M3mepen e Bucok
pbcm 3a Bb3zpacmma (164cm) u Bucoku cmolHocmu Ha KpbBHOMO HaaszaHe- 170/90mmHg. buoxumuyHu-
me u3caegBanun ca B HOpMaAHU CMOUHOCMU C U3KAOHYEHUE HA XUNOKAAUEMUAMA U KUCEAUHHO-aAKaAHOMO
paBHoBecue ¢ gaHHU 3a HeKomneHcupaHa memaboAumHa aakaro3a. Om xopmoHaaHume u3caegBaHus ce yc-
maroBaBa Hucko cepymHo HUBO Ha ecmpaguora u mecmocmepoHa, Bucoko HuBo Ha DCX, AX, AKTX, npo-
2eCcmepoH, aAgoOCMeEPOH, PeHUH U HopmaaHu HuBa Ha 17-OH-npozecmepoH, HO ¢ noBuweHu cmolHocmu Ha
17-KC u HamareHu cmolHocmu Ha 17-OH-KC. KocmHama 6b3pacm omezoBapa Ha 10 20guHU KaaeHgapHa,
koemo noka3Ba uzocmaBaHe ¢ 6Au3o 5 2oguHu. He ce omkpuBam omkaoHeHua 8 obpaza Ha sella turcica.
Hopmanaaen >keHcku kapuomun- 46,XX. CeBkynHocmma om KAUHUYHUME U XOPMOHaAHU u3caegBaHua Hu
Hacovuxa kbm BHX nopagu gegpuuum Ha 17-xugpokcuaasa.

3anouyHama e aHmuxunepmeH3uBHa mepanua u 3amecmumeAHa mepanua C eCmpo2eHU U KOPMU30H.
Yemupu meceua caeg 3anouBane Ha aedeHuemo ce ombeaa3Ba HauarHo nybepmemHo pa3zBumue - meaap-
xe- Il cmenen u mbxoBugHo nybapxe, a caeg 7 meceua HaCMbNU MeHCMpYaaHo kKbpBeHe. Hopmaauzupaxa
ce cmoUHocmume Ha KpbBHOMO HaAnszaHe.

droxylation Deficiency - a Rare form of
nal Hyperplasia

I. Geneva, N. Kaleva, Department of Pediatrics and Medical Genetics, Medical University of Plovdiv

Congenital adrenal hyperplasia (CAH) comprises a group of autosomal recessive disorders, each of which
is associated with a deficiency of an enzyme involved in the synthesis of cortisol, aldosterone and sex steroids.
Deficiency of 17-hydroxylase is a rare genetic defect and represents less than 1% of cases of congenital adren-
al hyperplasia. There are about 150 reported cases with this enzyme deficiency in the world. Deficiency of 17-
hydroxylase results in decreased production of glucocorticoids and sex hormones and increased synthesis of
mineralocorticoid precursors that determines sexual infantilism in females and pseudohermaphroditism in
males. Increased mineralocorticoid activity leads to high blood pressure and hypokalemia.

We introduce a 14y 10 m aged girl with amenorrhea and lack of secondary pubertal signs. Laparoscopy
established rudimentary ovarian tissue. A tall height for the age (164 ¢cm) and hypertension -170/90mmHg
have been detected. Laboratory tests were normal except for hypokalemia and uncompensated metabolic alka-
losis. The executed hormonal tests revealed low serum estradiol and testosterone, high FSH, LH, ACTH, prog-
esterone, aldosterone, renin and normal levels of 17-OH-progesterone, but increased 17-KS and reduced val-
ues of 17 -OH-CS. The bone age corresponded to a 10-year old person according to calendar measures,
indicating nearly 5 years retardation. No deviations in the shape of sella turcica were detected. Normal female
chromosomal karyotype,46,XX was found.The combination of clinical and hormonal tests suggested CAH due
to deficiency of 17-hydroxylase.

Antihypertensive therapy and estrogen and cortisone therapy have been initiated. Four months after the
onset of treatment initial pubertal development was revealed (telarhe-ll degree and pubarhe), and menstrual
bleeding occured after seven months. The blood pressure was also normalized.

M33. yweHuA NpU NayueHMu ¢ XxpoHuveH xenamum C
HmepgepoH Arga + Pubabupun

boaH HonyeB', A. Cmanye6’, M. OpbeyoBa’, I1. [Ma6rob’
'KauHuka no EHgokpuHoroeus; *KauHuka no FacmpoeHmepoaoaus;
*LleHmpaAHa KAuHU4YHa Aabopamopus; MeguyuHcku YHuBepcumem, NaoBguB

BvBegeHue: TupeougHume HapyweHua ca yecmu cmpaHudHu aBaeHua Ha uHmepdgepoH 6azupaHama
aHmuBupycHa mepanua Ha xpoHudeH xenamum C. Te mozam ga momuBupam pegykuua Ha go3ume u npe-
ycmaHoBaBaHe Ha AeyeHUemo, ¢ koemo ce komnpomemupa mepaneBmuuHua ecpekm. AaHHUmMe om npoBe-
geHu npoyuBaHusn, obaue, nokazBam 2oaama Bapuauyua B yecmomama Ha uHMepepoH-UHgYUUpaHUMe Mu-
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peougHu HapyweHus, a puckoBume pakmopu ca Bvbnpoc Ha guckycus.

Liea: Aa ce aHaau3upa yecmomama Ha mupeougHume HapyweHua u ga ce onpegeaam puckoBume ak-
mopu 3a pazBumuemo um npu nayueHmu ¢ xpoHuueH xenamum C Ha AeueHue C ne2uAupaH UHMepgepoH
argpa 8 kombuHauua ¢ pubaBupuH.

MMayuenmu u memogu: MNpoBegeHo e npocnekmuBHo npoyuBaHe Bbpxy 52 6OAHU € XpOHUYEH Xenamum
C Ha AedeHue ¢ uHmMepgepoH aaga + pubaBupuH ¢ HoOpmaaHa u3xogHa mupeougHa gpyHkuua. TupeougHu-
me PYHKUUOHAAHU U UMYHOAO2UYHU noka3ameau ca u3caegBaHu npegu u 6 meceua caeg 3anouBaHe Ha Ae-
yeHuemo ¢ uHmepgepoH. VM3BbpweH e MHo2ohakmopeH A02UCMUYEH pe2PECUOHEH aHaAU3 3a OUEeHKa Ha
HezaBucumume npo2HOCMUYHU hakmopu 3a pazBumue Ha MUPEOUgHU HapyweHuA.

Pesyamamu: o Bpeme Ha AeueHuemo 10 navueHmu (19,2%) ca pa3zBuau mupeougHu HapyweHua (ab-
moumyHeH mupeougum - n=6; 6orecm Ha peldBc - n=22, HeaBmoumyHHeH mupeougum - n=2). KauHuuHa
uzaBa Ha mupeougHa gucpyrkyua 6e omuemena npu 4 nayueHmu. MHO20hakmopHUAM aHaAU3 ceArekmu-
pa nozumuBHume mumpu Ha TTIOAM u >KeHCKUAM NOA Kamo Npo2HOCMUYHU (hakmopu 3a pazBumue Ha uH-
mepgepoH-UHgYUUPAHU MUPEeoUugHU HapyweHus.

3akaroueHue: KombuHupaHOmMo AeveHue ¢ uHmepgepoH aaga u pubaBupuH npu nayueHmMu ¢ XpoHUYeH
xenamum C moxke mo>xe ga goBege go pazBumue Ha mupeougHu HapyweHus, 2aaBHo Ha aBmoumyHeH mu-
peougum. >)KeHckuam noa u nosumuBHume mumpu Ha TTTOAmM yBeauuaBam pucka 3a mupeougHa gucyH-
KUuA Npu me3u nayueHmu.

Thyroid Disorders in Patients with Chronic Hepatitis C Treated
with Interferon-a +Ribavirin

Boyan Nonchev', D. Stanchev’, M. Orbetzova', P. Pavlov
'Clinic of Endocrinology, Medical University, Plovdiv; *Clinic of Gastroenterology
Medical University, Plovdiv; *Central clinical laboratory, Medical University, Plovdiv

BACKGROUND: Thyroid disorders (TD) are common side effects of interferon-based antiviral therapy for
chronic hepatitis C (CHC). They may lead to dose reduction or discontinuation of therapy which compromis-
es the therapeutic outcome. However, previous studies have shown a wide variation in the incidence of TD in
patients with CHC.

OBJECTIVE: To analyze the frequency of thyroid dysfunction and determine its risk factors in CHC patients
treated with pegylated-interferon alpha and ribavirin (RBV) combination therapy.

PATIENTS AND METHODS: A prospective study comprising of 52 patients with hepatitis C with normal base-
line thyroid function, who received IFN-o. based therapy, was performed. Thyroid functional and immunological
parameters were assessed at baseline and at the 6-th month after treatment. Multivariable stepwise regression analy-
sis was used to explore the independent effects of the baseline factors on the incidence of thyroid disorders.

RESULTS: During the treatment period 10 patients (19,2%) developed thyroid disorders (autoimmune thy-
roiditis - n=6; Graves disease - n=22, non-autoimmune thyroiditis - n=2), Overt thyroid dysfunction was
detected in 4 patients. The multifactorial analysis showed that TPOAb positivity and female sex are predispos-
ing factors for developing thyroid dysfunction during treatment with INF- o.

CONCLUSION: Combined IFN-o and ribavirin therapy for chronic hepatitis C may cause thyroid disorders,
mainly autoimmune thyroiditis. Female sex and thyroid auto-antibody positivity may drive hepatitis C patients
into higher risk of developing thyroid dysfunction.

3HaueHue Ha uHmpaonepamuBHomo u3mepBaHe Ha napamupeo-
UgHUA XOPMOH 3a NPO2HO3a Ha XUnoKaAyuemuama caeg momaaHa
mupeougekmomua

Memun Aau’, A. AxekcoBa’, b. HonueB’, M. OpbeyoBa’, T. AeneBa’, A. AaByeba’
" Kaunuka no CneyuaaHa xupypeus; *Kaunuka no EHgokpuHoAozus;
*LleHmparHa KAuHu4Ha aabopamopus; MeguuyurHcku YruBepcumem, [MroBquB
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BvBegeHue: Xunonapamupeougu3mbm e 4ecmo YCAOXKHeHUe CAeg momaaHa mupeougekmomus. [po-
yuBaHu ca pazaudHu cmpameauu 3a Npo2Ho3a Ha caegonepamuBHama xunokaauuemus. Bce noBeue ce pasz-
wupaBa uznoazBaremo Ha uHmMakmHua napamupeougeH xopmot (IMTX) B onum ga ce ugeHmupuyupam na-
uueHmume ¢ noBuweH puck om caegonepamuBeH xXunonapamupeougu3bm.

MayueHmu u memogu: B npoyuBaremo ca BkatoueHu 42 nauueHmu ¢ npoBegeHa momaaHa mupeougek-
momua. HuBomo Ha IMTX e uzmepBaHo careqg BvBexkgaHe 6 aHecmesua u 10 MUHYMU caeg mupeougekmo-
mua. CepymeH Kaauul e uzcaegBaH 24 u 48 vaca caeg onepauuama. AHaau3upaHa e npegukmuBHama cmou-
Hocm Ha TX u omHocuMeAHOMO NoHuXXeHue Ha HUBOMoO My 3a Npo2Ho3a Ha caegonepamuBHua xunona-
pamupeougu3bm.

Pe3yamamu: Caeg momaaHa mupeougekmomua 11 om uzcaegBaHume nauueHmu (26.1%) pa3zBuBam
npexogHa XunokaAuuemus, Haaazawa KpamkocpouHa kaauueBa cynaemenmauua. HuBomo Ha IMTX 10 muHy-
MU cAeg MUpeougekmomua e No-HUCKO npu nauueHmume, pa3zBuau xunokasuuemus (P<0.05). OmHocumea-
Huam cnag Ha [TX Ha 10-ma MmuHyma cAeg mupeougekmomua € CU2HUUKAHMHO NO-20AAM NPU NauueHmu-
me, pa3zBuAu xunokaAuuemus, CNPAMo Me3u, 0CMaHaAUu HOPMOKAAUUEMUYHU.

3akatoueHue: MumpaonepamuBruam moHumopure Ha [TX e BaxeH om KAUHUYHA 2AegHA MouKa 3a
ugeHmMuduuupaHe Ha NauUeHmMuUMe C HUCbLK puck 3a pazBumue Ha caegonepamuBeH xunonapamupeougu-
3bM, NPU KOUMO MOXe ga ce ocbwecmBu paHHa u Be3onacHa gexocnumaausauus.

traoperative Parathyroid Hormone Assay for
ypocalcaemia Following Total Thyroidectomy

Metin Ali’, L. Alexova’, B. Nonchev’, M. Orbetzova®, T. Deneva’, D. Davcheva’
'Clinic of Special surgery; *Clinic of Endocrinology;
*Central Clinical Laboratory; Medical University - Plovdiv

Background: Hypoparathyroidism is a frequent complication following total thyroidectomy. Various of
strategies for predicting hypocalcdemia after a total thyroidectomy have been advocated. The use of intact
parathyroid hormone (PTH) is expanding in an attempt to identify patients at increased risk of postoperative
hypoparathyroidism.

Patients and methods: The study comprised of 42 patients who have undergone a total thyroidectomy.
PTH levels were measured after induction of anaesthesia and 10 minutes after the total thyroidectomy. Serum
calcium was measured 24 and 48 hours after the operation. The value of the intraoperative PTH level and its
decline in predicting postoperative hypoparathyroidism were analysed.

Results: After total thyroidectomy 11 of the investigated patients (26,1%) developed transient postopera-
tive hypocalcaemia that required a short-term calcium supplementation. The PTH levels 10 minutes after thy-
roidecomy were significantly lower in subjects developing hypocalcaemia (P<0,05). The relative decline in PTH
levels at the 10-th postoperative minute was significantly greater in patients with hypocalcaemia compared to
those who remained with normocalcaemia.

Conclusion: Intraoperative PTH monitoring may serve as an useful tool in identifying patients at low risk
for developing postoperative hypoparathyroidism who could be subject of early and safe discharge.

nogxog npu AeyeHue Ha bazego6a 6oaecm -
egocmambyun

P. Heuko8 , P. PageB, K. Xpucmo3o68

KauHuka no epwvgHa xupypeus, KauHuka no eHgokpuHoaoaus, YMBAA ,CB. Mapuna”, MY, BapHa




MunuuHnBazuBrHuam nogxog 8 mupeougHama xupypaua e pazpabomer nbpBoHauasHo 3a onepamuBHo
A€YEHUE Ha MAAKU CoAUMApHU mupeougHu Bb3Au. MocmeneHHO nokazaHuAma 3a NPUAOXKEHUEMO HA MUHU-
uHBazuBHume memogu ce pazwupaBam. B meguyuHckama aumepamypa uma eguHu4HU CbobweHua omHoC-
Ho Bb3MOXKHOCMUME Ha MeEMOgUKama npu xupypauyeckomo AeveHue Ha bazegoBama 6oaecm.

Llea: Aa npegcmaBum onuma Ha KAuHUKama npu onepamuBHomo AedeHue Ha navueHmu ¢ 6orecmma
Ha bazegoB npe3 muHuUMareH omKpuUM gocmbn C XapMOHUYEH CKaANeA.

Mamepuaa u memog: 3a nepuoga 2008-2012 2oguHa 8 KAUHUKamMa ca onepupaHu 4pe3 MUHUMaAEeH om-
Kpum gocmwbn € XapMoHU4deH ckaanea 640 nauueHmu. Om max ¢ bazegoBa 6oaecm ca 63 60AHU - Bcuuku
om >KeHCKU NoA, Ha Bb3pacm om 21 go 49 2oguHu.

Pesekuuama e uzBopwbBaHa npe3 ueHmpaaeH wueH pazpe3 ¢ gbaxuHa 2,5-3,0cm. M3noa3zBax e xapmoruuen
ckaanea Ha pupmama  Ethicon Endo-Surgery.

M3caegBaHu ca: gbaxkuHa Ha onepamuBHua pazpe3, obem Ha pe3ekuus, uznoazBare Ha xemocmamuyHu
uHcmpymeHmu u gpeHaxku, onepamuBHo Bpeme, uHmpa- u caegonepamuBHu ycaoxkHeHun, GoAHUYEH Npec-
mol, Ko3memuueH pe3yamam u peuuguB Ha 3a6oaaBaHemo.

Pesyamamu: TMpu 19 60aHU e u3zBbpweHa cybmomanHa pe3zekyua Ha wumoBugHama »ae3a, npu 15 -
Aobekmomuna cbe cybmomaaHa pe3ekyua Ha gpyaus gaa u npu 29 - mupeougekmomus. XemocmamuyHu UH-
CMpymeHmMu u Auzamypu He ca u3noa3Banu. Onepauusma e 3aBbpwBara 6e3 Heobxogumocm om nocma-
BaHe Ha gpeHaxu. MlHmpa- u caegonepamuBHU ycaoxkHeHUA He ca HabatogaBaHu. OnepamuBHomo Bpeme
Bapupa mexkgy 28 u 53 muHymu. CaegonepamuBHuam npecmou He HagBuwaBa 24 yaca. PeyuguB Ha 3a60-
AaBaHemo He e ycmaHoBeH.

3akatoveHue: MuHuuHBazuBHuam omkpum gocmbn € xapMoHuYeH ckaanea e agekBamen u edpekmuBe
MEMOJ 3a XUpypauyecko AeveHue Ha nogbpaHu nauueHmu ¢ bazegoBa 6oaecm.

Minimally Invasive Access in the Treatment of Grave’s Disease -

Advantages and Disadvantages
R. Nenkov', R. Radev', K. Hristosov’

Clinic of Thoracic Surgery', Clinic of Endocrinology?
UMHAT ,St. Marina”, Medical University, Varna

The minimally invasive techniques in thyroid surgery wereinitially developed for the surgical treatment of
small solitary thyroid nodules. Gradually, the indications for minimally invasive access thyroid surgery expand.
There are few initial reports in the literature concerning the possibilities of these techniques in the surgical treat-
ment of Grave’s disease.

Objectives: To present our institution experience with the surgical treatment of patients with Graves’s dis-
ease through minimally invasive open access using harmonic scalpel.

Patients and methods: For the period 2008-2012, 640 patients underwent surgical treatment in our clinic
using minimally invasive open access with harmonic scalpel. Sixty three of the operated on were with Grave’s
disease, all females, 21 to 49 years old. The thyroid resection was performed though a central collar incision,
2,5-3,0cm in length. Harmonic scalpel device (Ethicon Endo-Surgery TM) has been used. The operative incision
length, extent of surgery, use of hemostatic instruments and drainages, operative time, intra- and postoperative
complications, length of hospital stay, quality of cosmetic results, incidence of recurrences were explored.

Results: In 19 patientssubtotal thyroid resection was performed, in 15 patients - lobectomy with subtotal
thyroid resection of the opposite thyroid lobe and in 29 patients - thyroidectomy. Hemostatic instruments and
ligatures were not used. The procedure was finished without need of draining in all patients. Intraoperative and
postoperative complications were not observed. The operative time varied between 28 and 53 minutes. The
postoperative hospital stay did not exceed 24 hours. Recurrence of hyperthyroidism was not registered.

Conclusions: The minimally invasive open access thyroid surgery with harmonic scalpel is a feasible, safe
and effective method of surgical treatment of selected patients with Grave’s disease.
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