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Hpubemembue

8 okmomBpu 2015 e, [NroBguB

Vimam 2oramomo ygoBoacmBue ga npuBemcmBam ¢ gobpe gowau YAeHo-
Beme Ha bvacapcko gpyskecmBo no eHgokpuHoAo2ua u Bcuvuku 20cmu Ha KO6u-
AelHuA KoHzpec ,50 20guHu bbazapcko gpyxecmBo no eHgokpuHoAao2ua”. Kak-
mo BuHaz2u KoHepecbm e macmomo, Kbgemo ce npegcmaBam opuauHaAHU Ha-
yuHU pa3zpabomku u nocaegHa uHOpPMaUUA om pa3AudHuU 0bAaCMu Ha eHgo-
KpuHoAozuama. 1 ma3u 2oguHa 6axa npegcmaBeru 3a yuacmue 8 KObuaelHua
KOHepec 2o0Aam bpol HayuHu memu. [Npozpamama e cmpykmypupaHa maka, ye
MakcumaAeH 6pol yyacmuuuyu ga 83emam yyacmue u ga nokaxkam cobcmBeHu-
me cu pa3zpabomku, Kakmo u ga hocemam uHmepecyBawume 2u memu. B obe-
guHeHume 3aau MOCKBA u IMAPKXX we npomeye ocHoBHama yacm om KO6u-
AelHUA KoHepec. B mpume gHu we ce uzHecam pa3AuyHU memu U we ce npoBe-
gam akmuBHU gucKycuu no pa3AuYHU npakmuyecku Bvnpocu. flocm-aekmopu
we 6bgam Prof. David Matthews (UK), Prof. Angelo Avogaro (ltaly) u Liliya Ros-
tomyan (Belgium). Bceku we mo>ke ga gage AUYHOMO CU OMHOWeEHUe KbM UHMe-
pecyBawama 20 mema. He nponyckaiime ga 3agageme cBoume Bvnpocu, He
nponyckaime ga gageme cBoemo mMHeHue u ga cnogeaume cBoa onum uAu
2pewku, cnogeAeme mpygHocmume cu. Pabomeme akmuBHo ¢ mogepamopu-
me. Ope2aHu3zupam ce npegu KoHzpeca Yuuauwa no npakmuvecku Bbnpocu om
eHgoKpuHoAo2uama - Exoepacua Ha wumoBugHa >kaeza u OcmeogeHcumo-
mempus. lMocmepHume pazpabomku we ce npegcmaBam 3a nbpBu nbm B erek-
mpoHeH BapuaHm, a yacm om max we 6bgam u ycmuo gokaagBarHu no Bpeme
Ha Ob6egHu NMocmepHu cecuu. LLle ce npoBegam u CameAumHu CuMnNO3uymu.
bvazapcko gpyxkecmBo no eHgokpuHOAO2UA Op2aHu3upa CheuuasHa u3AoXKba
666 poatemo npe3 3ara NMroBguB Ha mema: ,Vicmopuama Ha bbazapcko gpy-
>kecmBo no eHgoKpuHOAO2UA”.

A3 CbM cu2ypHa, Ye u Bue we 6bgeme BnevamaeHu Kamo MeH He camo om u3-
KAIOUUMEAHO 20Aemun bpol npegcmabeHu 3a yuacmue 8 KO6uaelHUA KoHzpec pa3-
pabomku, Ho u om gedicmBumeaHo Bucokomo um HayuHo HuBo. [Npakmuyeckume
NOA3U om me3u pa3pabomku ca CbWwo Maka MHO20 U 3Ha4Yumu. Bcuuko moBa 6e3
CbMHEeHUe We gonpuHece 3a u3guzaHe Ha HayvyHama cmolHocm Ha KObuaelHua
KoHzpec ,50 20guHu bba2apcko gpyskecmBo no eHgokpuHoaozua” u ¢ uyBemBo 3a
nbAHa ygoBaemBopeHocm om gobpe cBbpuweHa paboma, kakmo u ¢ npakmuyec-
KU noA3u we 3aBbpwum Hawama paboma. Taka Hue, Bbnpeku MHO2006poUHUME
npoaBu B8 obracmma Ha eHgokpuHoAoz2uama 6 cmpaHama, ¢ uyBecmBo 3a nbAHO
ygoBaemBopeHue we omberexkum HaucmuHa omkpoaBawomo ce Hal-20A9MO Cb-
6umue B Hawama cneuuaaHocm npe3 nocaegHumMe gecemuaemus - KObuaeeH KoH-
epec ,,50 2oguHu bvacapcko gpyskecmBo no eHgokpuHoao2ua”!

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

[Mpop. A-p AHHa-Mapusa bopucoBa, gmH
[Mpegcegamea Ha bbvaeapcko gpyskecmBo N0 eHgoKPUHOAO2USA



OPTAHN3ALUUNOHEH KOMMTET:

[MTouemeH npegcegamen
[Mpodp. Apazomup KoeB
[lpegcegamen
[Mpodp. AHHa-Mapua bopucoBa
Cekpemap - lNpod. LiBemanuHa TaHkoBa
Kacuep - A-p ArekcaHgop LLIuHkoB

YreHoOBe:

[Mpoh. Mapua OpbeuoBa
[pocp. Kupua Xpucmo3oB
[podh. Muxaua boaHoB
[Mpodp. XKyauema l'epeHoBa
Aou. MBaH LluHAukoB
Aou. MaauHa NemkoBa
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Macmo 3a npo6exgaHe Ha KObuAeeH KoHzpec
,50 2oguHu bbvAzapcko gpyxxecm6Bo no eHgoKpuHoAo2UAY
HoBomea-IaoBguB Tea/Makc: 032/ 934 346

Peczucmpauua:

Cpaga, 7 okmomBpu 2015 2. om 17,00 go 19,00 yaca

YembBbupmubk, 8 okmomBpu 2015 2. om 08,00 go 20,00 yaca

Memubk, 9 okmomBpu 2015 2. om 8,00 go 18,00 uaca

Cv60ma, 10 okmomBpu 2015 2. om 8,00 go 18,00 vaca
PezucmpayuonHomo 6ropo Ha Kouzpeca wje 6vge paznosoxxeHo 6 yeHm-

parHomo ¢poatie Ha HOBOTEA - Mho6gub

~ Yuacmue 8 HayuHama npozpama Ha KoHepeca, 8-11 okmomBpu 2015

~ Yuacmue 6 MN3r0xb6ama Ha dpapmaueBmuuHama uHgycmpus, 8-11.10. 2015

» KoHepecHa yaHma, 6agx, [Mpoepama, AbcmpakmHa KHU2a, KOH2peCHU mMa-
mepuaAu

~ Kadpe-naysu - 8, 9,10 okmomBpu

~ Obegu - 8,9, 10 okmomBpu

~ Beuepu - 8, 9, 10 okmomBpu

YaeHcku 6Hoc 3a BAE 3a 2015 .

+ 50,00 aeBa 3a cneuuaaucm, HO cbaAacHo PeweHue Ha Obwomo cbbpaHue Ha BAE
om 2007 2. 30,00 reBa ce npeBexkgam Ha cn. EHgokpuHoAaozaua u 20,00 reBa ocmaBam 3a
yaeHcku BHoc B BAE;

+ 25,00 AeBa 3a cneyuaauzaHm u gokmopaHm, HO cba2AacHo PeweHue Ha Obwomo
cbbpaHue Ha BAE om 2007 2. 15,00 aeBa ce npeBexxgam Ha cn. EHgokpuHoaozua u 10,00
AeBa ocmaBam 3a uaeHcku BHoc 6 BAE;

Takca npa6oyuacmue 6 KoHzpeca:

3a uaeHoBe na BAE, pecucmpupaHu cbc cbomBemeH maroH om cnhucaHue EHgoKpuHoAo-
eun 2004, IX, 2, 47

+ peaucmpauusa no 6aHkoB nbm go 31. 03. 2015 - 30,00 reBa

+ peaucmpauua Ha macmo - 45,00 reBa

- 3a ureHoBe Ha BAE cneyuaauzaimu, gokmopaHmu - 15,00 pecn. 22,00 A8.

« upeHoBe Ha BAE Hag 70-2oguwHa Bb3pacm ca ocBobogeHu om makca-npaBoyvacmue
3a He-yaeHoBe na BAE

+ peaucmpauusa no 6aHkoB8 nbm go 31.03.2015 - 650,00 AreBa

+ pea2ucmpauusa Ha macmo - 650,00 reBa
banko6 npeBog: 3a bbaz2apcko gpykecmBo no eHgoKpuHOAO2UA

BYABAHK - kaoH LlenmpaaeH, Cogpua 1000, na. CBema Hegena 7
bankoB kog/BIC: UNCR BGSF IBAN: BGO6UNCR 7630 1076 2549 99
MpeBexga: ume u EMH Ha yuacmHuka, ET / AKL...




,50 2oguHu bvAzapcko gpyxecmbBo no eHgokpuHoAro2Ua”
8-11 okmomBpu 2015 2oguHa

MpegkoHzpecHo npakmuuecko obyyeHue Ha 8 okmomBpu 2015 2:

*Yuyuauwe no ocmeogeHzumomempua - 10,00-11,00 yaca

«YuuAauwe no exoepadpua Ha wumoBugHa xxae3a ,Hogo3zHa eymupeougHa cmpyma -
npaBuaa u uzkatoueHua” - 11,15-12,45 vaca
NpegBapumenHa nucmeHa 3aabka 3a 3anucBane 68 kypcoBeme.

PecucmpayuoHHo Glopo:
PeaucmpauyuoHHomo 6topo Ha KoHepeca we 6bge paznoroxeHo 8 ueHmpaaHomo
¢poatie Ha HOBOTEA - MaoBguB.

Akpegumauua no lMocmoAHHOMO MeguUUHCKO 06yueHue
Cepmudukamume 3a KpegumHa ougeHka ce uzgaBam Ha peaucmpupaHume yyacmHu-
Uu - AUYHO, CAeg NpukAlouBaHe Ha popmama Ha npogbakumeaHa kBaaudukauua (BAC).

Cuz2ypHocm

Haema e oxpaHa om cneuuaAu3upaHa pupma npeg 3aaume 3a npoBexxgaHe Ha KO6u-
AelHuUA KoHepec ,50 2oguHu bbazapcko gpyskecmBo no eHgokpuHoAO2UA” U HOWHA OX-
paHa 3a M3ar0kbama Ha papmaueBmuyHama uHgycmpus.

Xomea (02paHuyeH Opou Ae2Aa, NpuHUUN®M Ha NbpBua npucmuzHana):

« ABolHa cmasa - 45,00 AeBa 3a Ae2A0 Ha HOW, KOEMO e OKOAO 25% om geldcmBumen-
Hama ueHa Ha Peuenuua 8 HoBomea-TTAoBguB

 BAE He 3anaawa koHcymauuama om muHubapa 8 cmaama Ha ydacmHuka 6 KoHepeca.

foguwHume HauuoHaaHu Konepecu pecn. Cumno3uymu opeaHu3upadu om BAE ce aBaBam
mMAaCmMomo 3a Hall-2oAAMama 20guliHa cpewja Ha cheyuaaucmume NO eHgOKpUHoAo2ua om bbaza-
pus U Maka ype3 max ce N0ggbp>kam akagemuyHume mpaguuuu Ha obwHocmma.

PbokoBogcmBomo Ha BAE caeg BHumameaeH nogbop kaHu camo uzmbkHamu eBponelcku u
cBemoBHu yyeHu 3a yuacmue ¢ naeHapHu Aekuuu B cbbumuama Ha ApyxxecmBomo u maka ce
ocbwecmBaBam cpewu ¢ Hal-2oremume ekcnepmu no gageHua npobaem u3BbH npegeaume Ha
cmpaHama Hu.

Kamo akagemuuHo cgpyxeHue BAE cbgelcmBa 3a ykpenBaHe Ha gobpume Bpb3ku ¢ hapma-
ueBmuuHama uHgycmpua u Bcuvku UHCMUMYUUU, KOUMO UMam omHoweHue Kbm pazBumuemo
Ha uzcaegoBameackama u yyebHa getHocm 6 o6Aacmma Ha eHgoKpuHOoAO2UAMA.

FoguwHume cpewu Ha BAE ce opzaHuzupam maka, Ye ga ce ocu2ypu akagemuuHa He3aBucu-
MoCm Ha u3zcaegoBameaume u Aekapume, KOUMO ca Hat-gobpume ,agBokamu” Ha cBoume 6oAHU.

OcHoBHama uea Ha BAE e ga ce cv3gagam Bb3moxkHocmu 6 bbacapus 3a pazBumue Ha uzcaegBa-
Huama 6 obaacmma Ha eHgoKpuHoAO2UAMa, Ha ycroBua 3a No-6bP30 panpocmpaHeHue Ha Heobxogu-
Mume no3HaHua cpeg obwHOCMMa U Ha hakmopu 3a YAECHEHOMO UM NpuAoxkeHue B npakmukama.
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KO6uAeeH HaUUOHAAEH KOHzpecC
,50 2o0guHu bbAzapcko gpyxxecmBo
NO eHJOKPUHoAO2uAa“

Woerwag Pharma
Novo Nordisk
Astra Zeneca

Boehringer Ingelheim
Novartis
Sanofi
Berlin-Chemie
Eli Lilly
TEBA
Merck-Serono
Servier
MSD
Actavis
Aquachim
PCP
Liveda
Sopharma Trading
Map6BeHa
MEDIMAG-MS
Naturproduct

-l MLD Trading
Bayer

A&A Medical
Bodimed
Ramus
Phoenix Pharma
Quintiles
Zonapharma

BareHmuc




MPOTPAMA

IOGuAeeH HauuoHaAeH KOHzpec
,50 2oguHu bvAz2apcko gpyxxecm6o
N0 eHJOKPUHoAO2uA*

3ara MOCKBA-TTAPUIX 8 oxmomBpul20i5Izegunail

.~ 10,00-11,00 YuyuAuuie no ocmeogeH3umomempus
M. MonuBanoB, M. boanoB, H. TemeAakoBa

School of Osteodensitometry
P. Popivanov, M. Boyanov, N. Temelkova

HT15:12,45 Vauauwe no exozpachua Ha wumoBugna xae3a

Hogo3Ha eymupeougHu cmpyma - npaBuaa u uzkaroueHun
P. KoBaueBa, P. M1BaHoBa, A. LLluHkoB, V1. BraxoB
Euthyroid nodular goiter - rules and exceptions
R. Kovatcheva, R. Ivanova, A. Shinkov, J. Vlahov
Cnoncop: Berlin-Chemie

12,45-13,15 3akycku, Kape, yau
3a Bcuuku yyacmHuyu om Yyuauwama u Ho6onpucmuzawu Aekapu
Pecmopanm EBpuguxka (cpewy 3ara MockBa)

_ OmkpuBaHe Ha FO6uAeeH KoOHzpec

»50 20guHu bbAazapcko gpyxecmbo no eHgokpuHoro2UA¥
Mpod. AHHa-Mapua bopucoBa

[Mpegcegamen Ha bvreapcko gpykecmBo no eHgoKPUHOAO2UA

Opening ceremony of National Congress of Endocrinology
,,50 years Bulgarian Society of Endocrinology”
Prof. Anna-Maria Borissova
President of Bulgarian Society of Endocrinology

113,2014,30 uaca  Cecusa: 3ABOAIBAHUA HA LLUUTOBUAHATA XAE3A

Mogepamopu:
Aou. Pycarnka KoBaueBa, lNpogp. Kupua Xpucmo3o6,
[Mpogp. )Kyruema leperoBa, [Mpogp. boaH AozaHoB

PagnpocmpaneHrue Ha Bb3recma 2ywa B 6bazapcka nonyaauua om 3pasa Bv3zpacm
LUunko6 A, bopuco6a A-M, Baaxo8 U, AakoBcka A.
Kaunuka no mupeougHu u memaboaumtu kocmHu 3aboraBarus, YHuBepcumemcka 6oaHuya
no eHgokpuHoAoaus, MeguuyuHcku yHuBepcumem, Cogpua
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Prevalence of thyroid nodules in an adult Bulgarian population sample
Shinkov A, Borissova A-M, Vlahov J, Dakovska L.

Department of Thyroid and metabolic Bone Diseases, University Hospital of Endocrinology, MU, Sofia

Yampa3BykoBa enacmoezpacua npu ouegHkama Ha mupeougHu 8b3Au
M. Cugepo6a’, K. Xpucmo3o6', U. KpacHarueB?

'KauHuka no EHgokpuHoaozus, *Kamegpa no Namonoeus, YHuBepcumemcka 6oaHuua ,CBema MapuHa®, BapHa

US elastography in diagnostic evaluation of thyroid nodules

M. Siderova’, K. Hristozov’, I. Krasnaliev?
'Clinic of Endocrinology, *Department of Pathology, University hospital ,St. Marina”, Varna

Poaa Ha nyacoBua gonaep 6 gupepeHuuarHama guazHo3a Ha gugy3zHume
mupeougHu 3aboaaBaHua
M. bbvuBapo6a’, K. Xpucmo3o6', b. Kanazupe8’

" KauHuka no eHgokpuHoAoaua u borecmu Ha obmaHama, > Kamegpa no lNponegeBmuka Ha BbmpewHume
b6orecmu; YMBAA ,,CB. MapuHa", BapHa

Pulsed Doppler evaluation of thyroid blood flow in diffuse thyroid disorders
M. Bachvarova’', K. Hristozov', B. Kanazirev?
Clinic of Endocrinology’, Department of Internal Medicine?, UMHAT ,St. Marina”, Varna

CybBKAUHUYEH XUNnOMuUpeougu3bmM NpU bpemeHHU >KeHu
MBanoba P. b, LLlunko6 A, KupuroB I, bopuco6a A-M, KoBaueBa P.

KauHuka no mupeougHu u memaboAumHu KocmHu 3aboaaBaHus, YHuBepcumemcka boAHuya no
eHgokpuHooeus, MeguyuHcku yHuBepcumem-Cocpus

Subclinical hypothyroidism in pregnant women
Ivanova RB, Shinkov A, Kirillov G, Borisova A-M, Kovacheva R.
Clinic of Thyroid and Bone Metabolic Diseases, University Hospital of Endocrinology, MU of Sofia

PuckoBu cpakmopu 3a pazBumue Ha mupeomokcuko3ama 8 nocmnapmaaHua nepuog
Apzamcka A', Honue6 b', Op6euyoBa M', NMNexauBanoB b’

"KauHuka no EHgokpuHoAoeus u borecmu Ha obmaHama * Kamegpa no AkywepcmBo u 2uHeKoAo2us,
YMBAA ,CB. l'eopeu”, Meguyurcku YHuBepumem, [TroBguB

Risk factors for thyrotoxicosis during the postpartum
Argatska A', Nonchev B', Orbetzova M', Pehlivanov B?
"Clinic of Endocrinologiy and metabolic diseases’ Department of Obstetrics and gynaecology,
UMHAT ,Sv. Georgi”, Medical Univesity, Plovdiv

Bpb3ka mexkgy mumpume Ha TSH-peuenmopHume aHmumeaa, mupeoug-acouuupaHama
oghmaamonamua U mupeougHua cmamyc npu hauueHmu ¢ aBmoumyHeH mupeougum
P. Meko6a’', M. boaHo@6’, A. LlakoBa?, A. bakaro6'

'KauHuka no eHgokpuHoaoaua, Kamegpa no BempewHu 6orecmu,  Kamegpa no KAuHU4YHa Aabopamopua u
KAUHUYHa umyHoroeus, YMBAA ,ArekcaHgpoBcka”, MeguyuHcku yHuBepcumem, Cogpua




A link between levels of TSH-receptor antibodies, thyroid-associated ophthalmopathy
and thyroid status in patients with autoimmune thyroiditis
R. Mekova', M. Boyanov', A. Tsakova®, D. Bakalov'

"Clinic of Endocrinology and Metabolism, Department of Internal Medicine,? Department of Clinical Laboratory
and Clinical Immunology, University Hospital Alexandrovska, Medical University, Sofia

114.20-14.30 yaca

EkmonuyHu mupeougHuU cmpykmypu - KAUHUYHU CAY4Yau
b. HonueB', A. Apzamcka', B. AaHe6?, M. Opb6euoBa’
"KauHuka no EHgokpuHoAozus u boarecmu Ha obmaHama,” OmgereHue no Obwa u KAUHUYHA namoaAoeus,
YMBAA ,C8. leopeu”, Meguyurcku YHuBepcumem, roBguB
Ectopic thyroid tissue - clinical cases

B. Nonchev', A. Argatska’, V. Danev’, M. Orbetzova'
'Clinic of Endocrinology and metabolic disease, Department of General and clinical pathology,
,Sv. Georgy” University Hospital, Medical University, Plovdiv

'14.30-15.15 vaca CameAumen cumno3uym - Merck Serono

MepudepHa apmepuarHa 6oAecm npu 3axapeH guabem — mpemama cmpaHa Ha
megaaa / Peripheral arterial disease - the third side of the medal

Mogepamop: Tpog. AHHa-Mapua bopucoBa / Prof. Anna-Maria Borissova

-aca CameAumeH cumno3uym - AstraZeneca

Xigduo. Mo-recHo e. Hamareme u omcmpaHeme uzAuwHamMa 2A0K03a /
Xigduo. Success simplified. Reduce and remove excess glucose.
Mogepamop: Tpog. AHHa-Mapua bopucoBa / Prof. Anna-Maria Borissova

'16.45-17.30 yaca CameAumeH cumno3uym — MSD

TECOS-npoyuBane 3a cbpgeuHo-cbgoba 6e3onacHocm Ha megukameHmMa
Cumazaunmux npu nayueHmu ¢ 3AT2 / TECOS-Trial evaluating cardiovascular
outcomes with Sitagliptin
Mogepamop: Mpod. LiBemaauna TankoBa / Prof. Tsvetalina Tankova

'17.30-18.15 yaca Cameaumen cumno3uym — Eli Lilly

KomnaekceH nogxog npu uHcyAuHo6o AeueHue Ha 3axapeH Auabem / Comprehen-
sive approach of DM insulin management
Mogepamop: Aou. Maauna NMemkoBa / Assoc. Prof. Malina Petkova

'18.15-19.00 uaca Cameaumen cumno3uym — Boehringer Ingelheim

Moz2aeg omBbg 2AuKemuuyHUA KOHMPOA 3a cnpaBane ¢ npeguzbukameacmBama 6
AeyeHuUemo Ha 3axapHua guabem mun 2 / Looking beyond glucose control to
overcome the challenges in type 2 Diabetes mellitus treatment
Mogepamop: Mpodg. AuHa-Mapua bopucoBa / Prof. Anna-Maria Borissova
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TopxecmBenHo yecmBaHe Ha 50-2oguwiHuAa O6uUAell Ha BAE
lpogp. Auna-Mapua bopucoBa
[pegcegamen Ha bvrcapcko gpyskecmBo No eHgoOKPUHOAO2UA
Oficial Celebration of 50 years Bulgarian Society of Endocrinology

Prof. Anna-Maria Borissova
President of Bulgarian Society of Endocrinology

'Kokmeiin HoBomen-TTroBguB

3ara MockBa-Tlapux 9 okmomBpu 2015 2oguria i
18:30°10.00 yvaca  Cecua: 3AXAPEH AUABET U NMPEAVABET

Mogepamopu:
[Mpog. LlBemanuHa TaHkoBa, [Npogp. 3gpaBbko KameHoB, Aouy. Baagumup XpucmoB

NpomeHu B HuBama Ha agunokuHUMeE - agUNOHEKMUH, AENMUH U pe3ucmuH npu
HoBoomkpum 3axapeH guabem mun 2
I. PasHo6a’, C. lane6a’, K. Togopo6a’, L|6. Aykano8?, C. baaxe6Ba*

'KAauHuka no eHgokpuHoAozua u borecmu Ha obmaHama, *Meguko-guazHocmuyHa Aabopamopus no
umyHorozaus, YMBAA ,A-p leopeu Cmparcku” [TreBeH, MY, [TreBeH

Changes in levels of adipokines - adiponectin, leptin and resistin in newly diagnosed
Diabetes mellitus type 2

G. Rayanova’, S. Ganeva', K.Todorova', Ts. Lukanov?, S. Blajeva*
'Clinic of endocrinology and metabolic diseases, “Medico-diagnostic laboratory of immunology,

UMBAL ,,Dr Georgi Stansky” Pleven, MU, Pleven

HeaAkoxoAaHa cmeamo3Ha 6oAecm npu hauyueHMuU CbC 3axapeH guabem mun 2

Hukumo® 3, Uaueb P, FepenoBa XK.
Kaunuka no eHgokpuHoroeus, YMBAA lNpogp. A-p Cmoan KupkoBuy, KINBb MeguyuHcku Dakyamem,
Tpakuticku YHuBepcumem, Cmapa 3azopa

Non-alcoholic fatty liver disease in type 2 diabetes mellitus patients

Nikitov Z, lliev R, Gerenova .
Department of Endocrinology, UMHAT Prof. D-r Stoian Kirkovich. Department of Propeudetics of Internal
Diseases, Medical Faculty, Trakia University, Stara Zagora

Puckbm 3a 3axapeH guabem mun 2 3anouyBa npe3 bpemeHHOoCcmmMa
Kama Togopo6a
MeguyuHku yHuBepcumem, lNaeBeH

The risk of Diabetes mellitus type 2 starts during pregnancy
Katya Todorova

Medical University, Pleven




Poaa Ha 2AuKupaHuAmM Xemo2A00UH A, 3@ CKPUHUH2 Ha 2eCMauUOHeH 3axapeH
guabem 6 cpaBHeHue c npeguabem u 3axapeH guabem
M. boagxueBa, T. TankoBa, . AmanacoBa, H. YakspoBa, P. AumoBa, I'. 'pozeBa
Kaunuuen Llenmwvp no EHgokpuroroeus, YCBAAE , Akag. VBaH lNenueB”, MY, Cocpus

Glycated Hemoglobin A;. as a screening test for gestational diabetes mellitus in
comparison to prediabetes and diabetes

M. Boyadzhieva, T. Tankova, I. Atanasova, N. Chakarova, R. Dimova, G. Grozeva
Clinical Center of Endocrinology, USHATE ,Akad. Ivan Penchev”, MU, Sofia

19.10-9.20 vaca

CkpuHuH2 3a 3axapeH guabem - onum Ha KLIEl 3a nepuoga 2006-2015
H. YakbpoBa, LI. Tanko6a, P. AumoBa, A. Aakobcka, I'. Ipo3zeBa

Kaunuka no Auabemonoeus, KaunudeH LleHmsp no EHgokpuHorozus, MeguyuHcku YHuBepcumem, Cogpua

Screening for diabetes - experience of the Clinical center of endocrinology for the
period 2006-2015
N. Chakarova, T. Tankova, R. Dimova, L. Dakovska, G. Grozeva
Department of Diabetology, Clinical Center of Endocrinology, Medical University, Sofia

19.20-9.30 vaca
[Moaumopdu3zmu Ha TLR4 2eHa npu nauueHmu ¢ npeguabem u mun 2 3axapeH
guabem u XpoHUYHUME MY MUKPOCbgoBu ycAo>KHEHUA

3axapueBa E, KameHo6 3, Ca6o6 A.
YMBAA , ArekcaHgpoBcka”

TLR4 Gene polymorphisms in patients with prediabetes and type 2 diabetes and
its chronic complications
Zaharieva E, Kamenov Z, Savov A
UMBAL ,Alexandrovska”

19.30-9.40 uaca

Bpb3ka mexkgy memaboAumHU U CbpgedyHo-cbgoBu mapkepu u cbpgeydHa aBmo-
HOMHa oyHKuua B paHHUME emanu Ha HapyweHUA Ha 2AOKO3HUA MOAepaHC
P. AumoBa, Ll. TankoBa, I'. KupuroB, H. Yakbpoba, A. AakoBcka, I'. [po3eBa
Kauruka no Auabemoaoaus, KaunuyeH LleHmsp no EHgokpuHoaoaus, MeguyuHcku YHuBepcumem, Cocpua
The impact of metabolic and cardiovascular markers on cardiac autonomic function
in the early stages of impaired glucose tolerance

R. Dimova, T. Tankova, G. Kirilov, N. Chakarova, L. Dakovska, G. Groseva
Department of Diabetology, Clinical Centre of Endocrinology, Medical University, Sofia

19.40-9.50 uaca

HuBa Ha 2aukemuama caeg HamoBapBaHe npu Auua ¢ aHauozpadpcku ycmaHoBeHa
KOpOHapHa apmepuaAHa cmeHo3a _
M. boagxuebBa’, K. Xpucmo3o06', C. leopzue6?, P. MopgaHo6*

"KauHuka no EHgokpuHoaoaus,; *KauHuka no uHmepBerHyuoHaiHa kapguoroaus, Vb ,,C8. MapuHa”, BapHa
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Post-challenge glycemic levels in subjects with angiographically determined coronary
artery stenosis

M. Boyadzhieva', K. Hristozov', S. Georgiev?, R. Jordanov?
"Clinic of Endocrinology; *Clinic of interventional cardiology, UH ,St. Marina”, Varna

AebeAuHa Ha UHMUMa Megua Ha KapomugHama apmepua Npu hauueHmu C Hapyuwe-
Hua 606 BberexugamHama obmaHa
A. l'ameBa, . Acvo06, 3. KameHo6

Kaunuka no eHgokpuHoaoeus, YMBAA ,ArekcaHgpoBcka”

Intima media thickness in patients with carbohydrate disturbances
A. Gateva, Y. Assyov, Z. Kamenov
Clinic of endocrinology, University Hospital Alexandrovska

10.00-10.30 ay3a

Cecua: 3AXAPEH AUABET

Mogepamopu: [Ipog. L|Bemaruna TaHkoBa, lNpo. Apacomup KoeB,
[Mpogp. AHHa-Mapusa bopucoBa

Type 2 Diabetes: An approach to individualised treatment
David R. Matthews, D. Phil, FRCP

Emeritus founding chairman, Oxford Centre For Diabetes, Endocrinology and Metabolism, UK

3awo 6oAHUMe om 3axapeH guabem 6oaegyBam no-uecmo om KapuuHOM
Apazomup Koe®6, Bapra

CepymHu aHmu-koaazeHoBu mun IV IgM anmumeaa u pazBumue Ha guabemHa
Hedpponamua npu BOAHU CbC 3axapeH guabem mun 2 U apmepuasHa XunepmoHuAa
A. Hukono8', N. LLuHauko6', U. LluHAaukoBa’, I. Hukoro8?, A. FapeB', A. baaxe6?
'Kamegpa no nponegeBmuka Ha BbmpewHume 6orecmu, *‘Cekmop buonrozus, MY, [NTreBer
Serum anti-collagen type IV IgM antibodies and development of diabetic nephropa-
thy in diabetics with essential hypertension
A. Nikolov', I. Tsinlikov', I. Tsinlikova', G. Nicoloff?, L. Garev', A. Blazhev*

'Department of Propedeutics of Internal Diseases, *Division of Biology, Medical University, Pleven

CameAumen cumno3uym - TEVA

Alpha D3 - AByaukuam fuyc / Alpha D3 - The two faced Janus
Mogepamop: Aou. NMaamen MonuBanoB / Assoc. Prof. Plamen Popivanov

13.00-14.00 o.




13.00-14.00 yaca O6egHa NMocmepHa cecun 6

Ycmuo npegcma6ane Ha nocmepu Ne 1, 2,3, 4,5, 6, 7
(npe3eHmauua - 5 MuHymu, guckycua — 2 MuHymu)

Mogepamopu: Aouy. PycaHka KoBaveBa, Aou. MaauHa [MlemkoBa,
[Mpogp. )Kyauema leperoBa, Aou. VBaH LluHaukoB

' 14.00-15.00 uyaca CameAumeH cumno3uym - Sanofi

MHoBauuu om CaHogu npu AedeHuemo Ha 3axapHua Auabem
Mogepamop: Npod. 3gpaBko KameHoB / Prof. Zdravko Kamenov

F15.00-16.30 uaca  Cecua: 3ABOAIBAHUA HA XUITOTAAAMYC U XUTTODU3A

Mogepamopu:
[Mpogp. CabuHa 3axapueBa, Mpogh. Augua KoeBa, INpogp. Mapusa OpbeyoBa

115.00-15.45 vaca

XunoHampemusa: guazHocmu4HU u mepaneBmuuHu npegu3zBukameacmBa
C. 3axapueBa, A. EAeHkoBa
KauHuveH yeHmsp no eHgokpuHoAoaua u eepoHmonoeus, MeguyuHcku yHuBepcumem, Cogpun

Hyponatraemia: diagnostic and therapeutic challenges
S. Zacharieva, A. Elenkova
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

ca
New genetic cause of gigantism

Université de Liege, Service d'Endocrinologie, CHU de Liége,
Domaine Universitaire du Sart-Tilman, 4000 Liége, Belgique

Ca

Exoepadpcku U pyHKUUOHAAHU NpoMeHU Ha wumoBugHama »aAe3a npu OOAHU C
aKkpomezaauA
E. HaueB', P. Ko6aueBa’', I'. Kupuao8', K. Kaauno8?, C. 3axapueBa’
KLIET, MY, Cogpus’, HBY, Cogpus’

Liliya Rostomyan, Albert Beckers

Thyroid ultrasonographic and functional abnormalities in patients with acromegaly
E. Natchev', R. Kovatcheva’, G. Kirilov', K. Kalinov?, S. Zacharieva'
Clinical Centre of Endocrinology, Medical University, Sofia’, New Bulgarian University, Sofia’

16.25-16.30 4 Auckycua / Discussion

16.30-16.50 ‘q)e-nayg;a
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116:50-18.00 uaca Cecus: HAABbBPEYHU 3ABOAABAHUSA U EHAOKPUHHU XUTMEPTOHUU
Mogepamopu: [Ipogp. CabuHa 3axapueBa, [Tpogp. Apacomup KoeB, Aou. Baagumup XpucmoB

[Mpeekramncua
Cabuna 3axapueBa
KauHugeHn ueHmvsp no eHgokpuHoAoz2ua u eepoHmonoaus, MY, Cocpus

Preeclampsia
Sabina Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical university, Sofia

KamexoramuHoBa kapguomuonamus: Kpambk AumepamypeH 0630p u npegBapumen-
HU gaHHU om npocnekmuBHo npoyuBaHe B equH cneyuaAuzupaH KAUHUYEH UeHMbP
A. EaenkoBa’, P. LLlabaHu? P. UBanoBa’, I. KupunaoB', I'. FanueB’, I. Togopo6?, C. 3axapueBa’

"KAUHUYEH UeHMBP NO eHOKPUHOAO2UA U 2epoHmoaoaus; *YHuBepcumemcka 6oAHuya ,ArekcaHgpoBeka” -
MeguyuHcku yHuBepcumem, Cogua

Catecholamine-induced cardiomyopathy: a mini literature-review and preliminary data
from a single-centre prospective study

A. Elenkova’, R. Shabani? R. Ivanova’', G. Kirilov', G. Gantchev', G. Todorov? S. Zacharieva'
'Clinical Centre of Endocrinology and Gerontology, *Alexandrovska Hospital - Medical University, Sofia

MpomeHu B8 wumoBugHama >kAe3a npu nayueHmu ¢ NbpBuueH aAgocmepoHU3bM
NU. Mampo3o6a, E. Haue6, P. KoBaueBa, I'. FaHueB, C. 3axapueBa

KAauHu4eH yeHmbp N0 eHgOKPUHOAO2UA U 2ePOHMOAO2UA

Thyroid abnormalities in primary aldosteronism
J. Matrozova, E. Natchev, R. Kovatcheva, G. Gantcheyv, S. Zacharieva

Clinical Centre of Endocrinology

KAUHUYHU U MemaboAUMHU Xapakmepucmuku Ha hauueHmu ¢ HagbbbpeyHu
uHUUgeHmaAomu B eguH cneuyuaAu3upaH eHgOKPUHOAO2UYEH UeHMBbP

B. Bacuae6, A. EanenkoB8a, C. 3axapueBa
KAuHuKa no xunomasamo-xunoghusHu, HagbvbpeyHu u 2oHagHU 3aboaaBaHus,
KauHuyeH yeHmMsp no eHgokpuHoAo2ua u 2epoHmoaioaus, MeguyuHcku yHuBepcumem, Cogua

Clinical and metabolic characteristics of patients with adrenal incidentalomas
in a single tertiary centre

V. Vasilev, A. Elenkova, S. Zacharieva
Departement of hypothalamic, pituitary, adrenal and gonadal diseases Clinical centre of endocrinology and
gerontology, Medical university, Sofia

HagbbbpeyueH uHUUgEHMAAOM - MUEAOAUNOM
E. 3aamano6a, K. Xpucmo3o06, A. CmoanoBa
Kaunuka no EHgokpuHoroeusa u borecmu Ha obmaHama, MBAA ,C8. MapuHa®, BapHa



Suprarenal incidentaloma- myelolipoma
E. Zlatanova’', K. Hristozov', D. Stoyanova'
Clinic of Endocrinology and Metabolic Diseases, University Hospital ,St. Marina“, Varna

17.55-18.00 yaca Auckycusa / Discussion

118.00-19.30 uaca CameAumeH cumno3uym — Novartis

HoBapmuc - Hacmoawe u 6wvgewe 6 eHgokpuHorozuama /
Novartis - Current State and Future Perspectives in Endocrinology
Mogepamop: Npocp. AHHa-Mapua bopucoBa / Prof. Anna-Maria Borissova

119:30-19.45 yaca TopxecmbBeHo yecmBane Ha 50-zoguwiHuA 6uArell Ha BAE
lpogp. AuHa-Mapua bopucoBa

[pegcegamen Ha bvazapcko gpyskecmBo no eHgoKpuHOAO2UA

Oficial Celebration of 50 years Bulgarian Society of Endocrinology

Prof. Anna-Maria Borissova
President of Bulgarian Society of Endocrinology

20,00 yaca Beuepa ,Cpewa c npuameau”
bbA2apcko gpykecmBo no eHgoKpuHoAO2UA
HoBomea - MroBgub

3ara MockBa-Tapux 10 okmomBpu 2015 zogusa

18.30-10.00 uyaca Cecua: TUIPEOUAHU 3ABOASIBAHUY
Mogepamopu: [pog. AHHa-Mapua bopucoBa, Aou. PycaHka KoBayeBa,

[Mpogp. Kupua Xpucmo3zoB
'8.30-8.40 yaca

KapuyuHom Ha wumoBugHama >ae3a: PeaaHa yecmoma u npegu3zBukameacmBa Ha
XupypaudyHomo my AedeHue B bbazapusa

BuguHo6 K, Ceuano6 T, P. UBaHo6Ba
Kaunuka no EHgokpuHHa Xupypeus, YCbAAE ,Akag. V6. NeHueB”, Cogpua

Thyroid carcinoma: Real incidence and challenges of its surgical treatment in Bulgaria
Vidinov K, Sechanov T, R. Ivanova
Department of Endocrine Surgery, USHATE ,Akad. Iv. Penchev”, Sofia

18.40-8.50 vaca
V3caegBaHe Ha noaumopdpuima B8 2eHume Ha IL-10 1 IL-12 u cepymHu HuBa Ha
uumokuHuUme npu a6moumgHHu9 mupeougum Ha Xawumomo
lepeHoBa X', MaHoaoBa N?, CmaHunaoBa C.?
'KauHuka no eHgokpuHoiroeusn, YMBAA "Tlpog. C. KupkoBuy", ’Kamegpa no 3gpaBHu epuxxu, *Kamegpa no
MOAEKYAAPHA BUOAO2US, UMYHOAO2UA U MEGUUUHCKA 2eHemuka, MeguyuHcku ¢pakyamem, Tpakulcku yHU-
Bepcumem,; Cmapa 3azopa

Investigation of IL-10 and IL-12B single nucleotide polymorphisms and cytokine

serum level in Hashimoto's thyroidits

J. Gerenova', I. Manolova?, S. Stanilova®
'Department of Endocrinology, University Hospital, ‘Department of Health Care, Medical Faculty,’Department of
Molecular Biology, Immunology and Medical Genetics, Medical Faculty, Trakia University; Stara Zagora
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LLlumoBugHa >kAe3a u MO3bK
Kupua Xpucmo3o6

Kaunuka no EHgokpuHoroeus, YHuBepcumemcka boaHuya ,CBema MapuHa”, BapHa
Thyroid gland and brain

Kiril Hristozov
Clinic of Endocrinology, University hospital ,St. Marina“, Varna

AbA2ocpouHa ecpekmuBHocm Ha AedeHuemo ¢ Bucoko-uHmeH3uBeH hokycupaH
yampazByk (BLDY) nog exozpadpcku KOHMPOA Ha gobpokavecmBeHu Bb3Au Ha
wumoBugHama >kAe3a npu eymupeougHu hayueHmu.

Ko6aueBa P, BAaxo6 U, CmouHo8 O, NBanoBa PC.

KauHuka no mupeougHu u memaboAumHu kocmHu 3aboaaBarus, YHUBepcumemcka 60AHUUA NO eHJOKPUHO-
Aroeusn, MeguyuHcku yHuBepcumem-Cocpua

Long-term efficacy of US-guided high-intensity focused ultrasound treatment (HIFU)
of benign thyroid nodules in euthyroid patients.

Kovatcheva R, Vlahov }, Stoinov J, Ivanova RS.
Department of thyroid and bone metabolic diseases, University Hospital of Endocrinology, MU, Sofia

Pa3auku B exoepaghckume U UMYHOAORUYHU Xapakmepucmuku Ha wumoBugHama »kae3a
mexxgy noroBeme npu nonyaauusa 6e3 uzBecmHo go momeHma mupeougHo 3aboraBaHe
A. lunkoB, A-M. bopuco6a, U. Baaxo6, A. AakoBcka,

MeguyuHcku yHuBepcumem, Cocgpus, YCBAAE ,Akag. M8. [NeHueB” MY, Cogusa

Gender differences in the thyroid ultrasound and immunologic features in
a population without known thyroid disorder
Shinkov A, Borissova A-M, Vlahov J, Dakovska L.
Medical University of Sofia, University Hospital of Endocrinology, Sofia, Bulgaria

9.45-10.00 yaca Auckycua / Discussion

10.00-10.30 -nag3a

3aAa NMao6Bgub
110:30-12.00 yaca  Cameaumen cumno3uym - Novo Nordisk

Tpaguuyua 6 uHoBayuume - 3a 6ce no-go6po AeyeHue Ha 3axapHua guabem /
Tradition in innovations - for better treatment of Diabetes Mellitus

Mogepamop: Tpog. Muxaua boano6 / Prof. Mihail Boyanov

12.00-13.00 o.




12,00-13,00 yaca O6egHa NMocmepHa cecun 6

Ycmuo npegcmabane Ha nocmepu Ne 8, 9, 10, 11, 12, 13, 14
(npe3enmauua - 5 MuHymu, guckycua — 2 MuHymu)

Mogepamopu: [Ipogp. Muxaur boaHoB, Aou. Cmegpka BrageBa,
Aou. XKXuBka boHeBa, Aou. AmaHacka EreHkoBa

3ara MockBa-Tapux - e

13,00-14,00 Cecua: METABOAUTEH CUHAPOM

Mogepamopu: Aoy. MaauHa [lemkoBa, Aoy. KuBka boHeBa,
Aou. Bragumup XpucmoB

113,00-13,20 uaca

I_lang/v\usqma 3am/\bcm96aHe - NOCA€gHU Hay4YHU nocmu>keHuA u
mepane6muqHu cmpamecuu
Maauna NemkoBa
Vb ,AozeHey’", Cogpuiicku YHuBepcumem

Obesity pandemic - latest scientific insights and novel clinical strategies
Malina Petkova
UH ,Lozenetz”, Sofia University

113,20-13,30 vaca

PagnpocmpaHeHue Ha memaboAumHU HapyweHua U cCbpgedHo-cbgoBu puckoBu
pakmopu npu ObA2APCKU NauueHMuU cbC 3amabcmabaHe
. Acvo6, A. Tame6a, 3. Kameno6

KauHuka no EHgokpuHoaoeus, YHuBepcumemcka boaHuua ,ArekcaHgpoBeka”, Cocpua

Prevalence of metabolic disturbances and cardiovascular risk factors in Bulgarian
patients with obesity
Y. Assyov, A. Gateva, Z. Kamenov
Clinic of Endocrinology, University Hospital ,Aleksandrovska®”, Sofia

113,30-13,40 vaca

[NArazmeH amepozeHeH uHgekc, puckoB uHgekc Ha Castelli u cobomHoweHue Aen-
MUH/AguUNOHEKMUH NpU >XeHU ¢ memaboAumeH CUHGPOM
A. KoaeBa', M. Op6euoBa’, I1. AugpeeBa-TameBa?, FO. HukoroB8a? 1. AmanacoBa®, A.
BaagumupoBa-Kumo6a®, M. CemepgkueBa®

"KauHuka no EHgokpuHoroeusa u borecmu Ha obmaHama, YMBAA ,,CB. Feopau”, MY, [TroBgub, * Kamegpa no
(Mapmakonoeua u Tokcukonroaus, MY, Cogpusn,;’ Kamegpa no Duzuoroeus, * Kamegpa no AHamomus, Xucmo-
Aoeua u Embpuonoaus, MY, MNroBguB’ KauHuka no Kapguoaoaus, YMBAA ,,CB. leopeu”, MY, MroBguB° Ka-
megpa no CoyuarHa MeguyuHa u 3gpaBern MernugxmvHm, MY, [roBqgub
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Plasma atherogenic index, Castelli Risk Index and leptin/adiponectin ratio in women
with metabolic syndrome
D. Koleva', M. Orbetzova', P. Andreeva-Gateva? J. Nikolova®, P. Atanassova®, L.
Vladimirova-Kitova®*, M. Semerdzhieva®

"Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital, MU, Plovdiv;? Department of
Pharmacology and Toxicology, MU, Sofia;’ Department of Physiology, 4Department of Anatomy, Histology and
Embriology, *Clinic of Cardiology, ,Sv. Georgy”University Hospital, °Department of Social Medicine and Health

Management, MU, Plovdiv

HuBa Ha B-aumdouumu 8 nepudepHa kpbB Ha nayueHmu ¢ memaboAumeH CUHgPOM
lfane6Ba C', Togopo6a K', Paavo6a I'', Aykano6 L16* , baaxxeBa CB2, Cupauka H.'

'KAuHUKa no eHgoKpuHoAo2ua u boarecmu Ha obmaHama; *“MeguKko-guazHOCmMu4YHa Aabopamopus no
umyHoroaus, YMBAA ,A-p I.CmpaHcku”, [TreBeH

Levels of the B-lymphocytes in peripheral blood among patients with metabolic syndrome

Ganeva S', Todorova K', Rayanova G', Lukanov Tsv?, Blajeva Sv?, Sirachka N’
'Clinic of endocrinology and metabolic diseases; * Medico- diagnostic laboratory of immunology,
UMHAT ,D-r G. Stranski”, Pleven

13,50-14,00 Auckycusa / Discussion
114,00-15,00 yaca  CameAumeH cumno3uym - Servier

bvbpeuHama npomekuua - 8 cbpuemo Ha aHmuguabemHama mepanua /
Renal protection - at the heart of the type 2 diabetic management
Aekmopu: lpogp. AHgxeao ABozapo / Prof. Angelo Avogaro
Tpogp. Auna-Mapua bopucoBa / Prof. Anna-Maria Borissova

115,00-16,30 vaca Cecun: TOHAAW

Mogepamopu: [pog. Mapus OpbeyoBa, lNpog. 3gpaBko KameHoB

VIHo3umoAume - om BmopuyHU nocpegHUUU Npe3 napagokcume go
acucmupaHume penpogykmuBHu mexHuku
3gpabko KamenoB, l'eopzau Korapo6

Kauruka no EngokpuHoroeus, YHuBepcumemcka boaHuua ,ArekcaHgpoBcka’, MeguyuHcku yHuBepcumem,
Cocgpusa;, MeguyuHcku yeHmsp ,Mataun gom”, MeguuyuHcku yHuBepcumem, Cogpua

The Inositols - from second messengers through paradoxes to assisted
reproductive techniques
Zdravko Kamenov, Georgi Kolarov

Clinic of Endocrinology, University Hospital ,Alexandrovska”, Medical University, Sofia; Medical center
»Maichin dom”, Medical University, Sofia

CuHgpPOM Ha NOAUKUCMO3HU AUYHUUU U KapUUHOMEH PUCK
Mapua Op6euyoBa

KauHuka no EHgokpuHoAo2ua u memaboaumnu 3aboaaBarus, YMBAA ,CB. l'eopau”, MY, IMroBgub



Polycystic ovary syndrome and cancer risk

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

115,30-15,40 vaca

[araHuH nogobeH nenmug (GALP) u 2oHagomponHa cekpeyua npu nauueHmMKuU
CbC CUHJPOM Ha NOAUKUCMO3HU AUYHUK
M. HazonoBa', M. MumkoB8', M. Opb6euoBa’, A. TepzueBa’

1Bmopa kamegpa no BempewHu 6orecmu, KauHuka no EHgokpuHoAro2ua u borecmu Ha obmaHama, MY-
IMroBgub; * Llenmwsp no KauHuaHa rabopamopus, MY, INroBguB

Galanin-like peptide (GALP) levels and gonadotropin secretion in patients
with polycystic ovary syndrome (PCOS)
P. Nyagolova', M. Mitkov', M. Orbetzova', D. Terzieva®
"Section of Endocrinology and Metabolic Diseases, Second Department of Internal Medicine, *Central Clinical
Laboratory, Medical University, Plovdiv

115,40-16,00 yaca

KAUHUYHU achekmu Ha MeAamoHuUHa
Duaun KymaHo6
KAuHUYEeH yeHmM®bp No eHgOKPUHOAO2UA U 2epOHMoAo2us, MeguyuHcku yHuBepcumem, Cogpua

Clinical aspects of Melatonin

Philip Kumanov
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

116,00-16,20 yaca

TecmocmepoH u cbpgeyHo- CbgoB puck Npu mb>keme
3gpabko KameHo6

Kauruka no eHgokpuHoaoaus, YMBAA ,,ArekcaHgpoBcka”, Meguyurcku yHuBepcumem, Cocpua

Testosterone and cardio-vascular risk in men
Zdravko Kamenov
Clinic of Endocrinology, Alexandrovska university hospital, Medical University, Sofia

116,20-16,30 vaca

BbnpocHuuu 3a oueHka Ha aHgpO2eHHUA cmamyc
M. AnzenaoBa, 3. Kameno6
YMBAA ,ArekcaHgpoBcka”, Cogpua

Questionnaires for androgen deficiency
P. Angelova, Z. Kamenov
Alexandrovska University Hospital, Sofia

16,30-17,00 ‘)e-nay3a

50 2oguHu bvazapcko ApyxecmBo no EHgokpuHorozua 19



F1700-18,30 uaca  Cecua: METABOAUTHU KOCTHU 3ABOAIBAHUA

Mogepamopu: [pogp. AHHa-Mapusa bopucoBa, Aou. PycaHka KoBaueBa,
[Mpogp. Muxaua boaHoB, Aoy. lNramen NonuBaHoB

Bpb3ka Ha cepymHume HuBa Ha 25 (OH) Bumamun D ¢ kaayueBo-cpochopHama
obmaHa U KoCmHama NAbMHOCM Ha NPOKCUMaAHUA hemyp Npu NauueHmMu CbC
3axapeH guabem mun 2 Ha nepopaAHa mepanus

A. bakaro6', M. boano8', A. Llako6a’

'KauHuka no eHgokpuHoaoeus, Kamegpa no BsmpewHu 6orecmu, *Kamegpa no kKAuHU4YHa Aabopamopua u
KAUHUYHA umyHorozus, YMBAA ,ArekcaHgpoBcka’, MeguyuHcku yHuBepcumem, Cogpua

Correlations of serum 25 (OH) vitamin D levels with the calcium-phosphate
homeostasis and proximal femur bone mineral density in type 2 diabetes patients on
oral antidiabetic drugs - a pilot study
D. Bakalov', M. Boyanov', A. Tsakova®

"Clinic of Endocrinology and Metabolism, Department of Internal Medicine, ? Department of Clinical
Laboratory and Clinical Immunology, University Hospital Alexandrovska, Medical University, Sofia

CpaBHeHue Ha gBa memoga 3a aHaau3 Ha 25(OH)D npu nauuenmku cbe CI14
u/uau 3amabcmaBare B penpogykmuBHa Bb3pacm
A. Tame6a*, A. LlakoBa**, 3. Kameno6*, A. CBunapo8**

*KauHuka no eHgokpuHorozus, YMBAA ,ArekcaHgpoBcka”,
** [JleHmpanHa KauHuuHa rabopamopus, YMBAA ,,ArekcaHgpoBcka”

Comparison of two methods for 25(OH)D measurement in PCOS and obese
women in reproductive age

A. Gateva*, A. Tsakova**, Z. Kamenov*, D. Svinarov **
*Clinic of endocrinology, University Hospital Alexandrovska
** Central clinical laboratory, University Hospital Alexandrovska

Pa3zauku 8 HuBama Ha 25(OH)D2 u 25(0OH)D3 cpeg 6bA2apcko HaceAeHue, He
npuemawo npenapamu cbgbpkawu Bumamun D
A. lunkoB, A-M. bopuco6a, A. C6unapo6’, 1. BaaxoB, A. Aako6cka, A. Kaca6o6a'

Kaunuka no mupeougHu u memaboAumHu kocmHu 3aboaaBarus, YHuBepcumemcka 60AHUUA NO
eHgokpuHoroaus; 'LlenmparHa KauHuaHa rabopamopus, YMBAA ,ArekcaHgpoBcka®, MY, Cocpua

Differences in the levels of 25(OH)D2 and 25(OH)D3 in population in Bulgaria not
taking vitamin D supplementation
A. Shinkov, A-M. Borissova, D. Svinarov', J. Vlahov, L. Dakovska, L. Kassabova'

Department of Thyroid and Bone Metabolic Diseases, University Hospital of Endocrinology, 'Clinical laboratory,
UMBAL ,Alexandrovska”, Medical University, Sofia

Namomoporoz2ua Ha hapamupeougHume Mymopu - pempocnekmuBex
aHaAu3 3a hepuog om 5 2o0guHu
P. UBaHo6a, A. LLlunkoB, P. KoBaueBa, A-M. bopucoBa, T. Ceuano6, H. KvHe6



KauHuyeH Llenmvp no eHgokpuHoroeus, MY, Cocpua

Pathomorphology of parathyroid tumors - a retrospective analysis for a period of 5 years
R. Ivanova, A. Shinkov, R. Kovacheva, A-M. Borisova, T. Sechanov, N. Kanev

Clinical Center of Endocrinology, MU, Sofia
117,45-17,55 uaca

XunogpochamemuyeH paxum - npegcmaBaHe Ha ocem nocaegoBameAHu cAyyan
A. lWuHko6B, A-M. bopucoBa, 1. Baaxo6, FO. MaHoBa, P. KoBaueBa,
M. AnzenroBa, P. UBaHo6a

Kaunuka no mupeougHu u memaboaumHu kocmHu 3aboaaBarus, YHuBepcumemcka 6oAHUUA No
eHgokpuHoAo2us, MeguyuHcku yHuBepcumem, Cogua

The Hypophosphatemic rickets - a report of eight consecutive cases

A. Shinkov, AM. Borissova, . Vlahov, J. Manova, R. Kovatcheva, M. Angelova, R. lvanova
Department of Thyroid and Metabolic Bone Diseases, University Hospital of Endocrinology, MU, Sofia

117.55-18.05 vaca

KaauueBa cynaemeHmauyua u cbpgeyHo-CbgoB puck
Hamaaua TemeakoBa, NMaamen IMonuBanoB
YMBAA ,ArekcaHgpoBcka”, Cogpua

Calcium supplementation and Cardiovascular risk
Nataliya Temelkova, Plamen Popivanov
LJAleksandrovska” University Hospital, Sofia

118.05-18.20 vaca

AHMUOCMEONOPO3HO AeveHue: Bb3mMo>KHOCMU
Maamen Monu6anoB, Hamaaua TemeakoBa
AnekcaHgpoBcka 6oaHuya, MY, Cocpua
Anti-Osteoporosis treatment: opportunities
Plamen Popivanov, Nataliya Temelkova
Alexandrovska Hospital, MU, Sofia

18,20-18,30 yaca Auckycua / Discussion

118,30-19,30 uaca CameAaumeH cumno3uym - Berlin Chemie

Xunomupeougu3zbm u memaboAumHu HapyweHua / Hypothyroidism and
metabolic disorders
Mogepamop: lpog. AnHa-Mapua bopucoBa / Prof. Anna-Maria Borissova

19,30 yaca BpbvubaHe Ha Hazpagu om KOHKYypcu.

3akpuBaHe Ha HayuoHaAHUA KOHZpeC N0 eHgOKPUHOAO2UA
,50 2oguHu bbAzapcko gpyxecmBo no eHgokpuHoAo2ua”

120,00 vaca Beuepa ,AoBuxgane”

BbA2apcko gpyxkecmBo No eHgoKPUHOAO2UA
HoBomeax, NroBgubB
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3a nbpBu nbm ce BvBexxga enekmpoHHO npegcmabaHe Ha nocmepume Ha cneyuaAHU eKpaHu
cBbp3aHu ¢ npeHocum komntombp. [Nocmepume we 6vgam paznpegeareHu 6 mpu eAeKmpoHHU egu-
HUuU no nopegeH Homep Ne 01-10, Ne 11-20, Ne 21-31. EAekmpoHHume ycmpoucmBa we 6bgam Hag-
AEXHO 0003HaveHu. EAekmpoHHuam BapuaHm Ha nocmepa e Heobxogumo ga ce uznpamu go 15
cenmemBpu 2015 2. 3a gonbAHUMEAHA eAeKmpoHHa obpabomka. B cayual Ha HeycnewHo earekm-
poHHO npegcmaBaHe Ha nocmepume, me mpab6Ba ga 6bgam nogeomBeHu U Ha XapmueH HocumeA
m.e. nog popmama Ha acpuw (120 cm BucouuHa u 90 cm wupuHa) u npegcmaBeHu Ha ope2aHuU3amo-
pume Ha Konzpeca Ha 08 okmomBpu 2015 2. - npegcmaBumenu A-p A. LLunkoB, A-p V. Baaxo6 (om
09.00 go 11.00 yaca u om 14.00 go 18.00 uaca) uau Ha 2ocnoxka Kpucmuna NaHueBa Ha Peaucmpa-
yuoHHomo 6iopo (om 09.00 go 18.00 uaca). B cayual ye 6bgam mMoHMUpPaHU Ha cmeHama, hocme-
pume we ce gemoHmupam caeg 19.30 vaca Ha 10 okmomBpu 2015 2oguHa. B INpozpamama Ha Koh-
2peca ca NoCoYeHU Homepama Ha hocmepume 3a ycmHo npegcmaBate (go 6 caaliga) - Ha 9 okKmMom-
Bpu nocmepu Ne1-7 Bka, a Ha 10 okmomBpu nocmepu N28-14 Bka. o Bpeme Ha ObegHume nocmep-
HU cecuu ycmHomo npegcmaBaHe e ¢ NPogbAKUMEAHOCM gO 5 MUHYMU U guckycua go 2 muHymu
3a Bceku nocmep. PezaameHmbm we ce cnazBa MHO20 cMpPUKMHO.

MogpobHu uHCMyKuuu ca gageHu B MHmepHem-cmpaHuuama Ha BAE www.endo-bg.com om
20 toAu 2015 2. U gONbAHUMEAHO Ca gageHU NepCcoHAAHU pa3AacHeHUA NO meAedOHa Oom 20CNoXa
Kpucmuna NanyeBa Ha Bceku nbpBu aBmop ¢ npuem 3a npegcmaBaHe nocmep.

WAlEW (ycmro npegcmaBare)

OueHka Ha kauecmBomo Ha >xubom Ha nayueHmu ¢ mupeougHu 3aboaabBanua c
6vnpocHuka EQ-5D
lepeHoBa XX'?, MNMaHatomoBa M'?, lempoB A.?

'KauHuka no eHgokpuHoroaus, YMBAA ,[pog. A-p Cm. KupkoBuy”, 2Kamegpa lNponegeBmuka Ha BempewHu
b6orecmu ep. Cmapa 3azopa,’Kamegpa no CoyuasHa meguyuHa u 3gpaeH meHug>KmbvHm, MeguyuHcku
Makyamem, Tpakutcku YHuBepcumem, Cmapa 3azopa

Assessment of quality of life of patients with thyroid diseases with EQ-5D questionnaire

Gerenova J."?, Panajotova M."” Petrov D.’
'Clinic of Endocrinology, University Hospital ,Prof. St. Kirkovich”,?’Department of Propeudetics of Internal Diseases,
*Department of Social Medicine and Health Management Medical Faculty, Trakia University, Stara Zagora

(ycmHo npegcmabane)

KAuHuueH cayuali: Ob6pamuma NnYAMOHaAHA apmepuaAHa XunepmoHuA u 3acmoiiHa
CbpgeuyHa HegoCMambYHOCM NPU MAAga XKeHa C MUPEeomoKCUKo3a.

K. Xpucmo3o08, b. KazaHa3upe8, M. bvuBapoBa, M. MBaHoBa

KauHuka no EHgokpuHoroeua u borecmu Ha obmaHama, MbAA ,CB. MapuHa*”, BapHa
Clinical case: Reversible congestive heart failure and pulmonary artery hypertension in
a young female with thyrotoxicosis

K. Hristozov, B. Khanazirev, M. Bachvarova, I. lvanova
Clinic of Endocrinology and diseases of the metabolism, St. Marina Hospital, Varna

(ycmHo npegcmabane)

NMpomeun-kap60HUAHO CbgbpKaHue (protein carbonyl content, PCC) u
maroHguaAagexug (Malondialdehide, MDA) kamo 6uomapkepu Ha okcugamuBHus
cmpec npu mun 2 3axapeH guabem

"“TolueBa I, "“TepeHoBa X, *HukoaoBa T, “TagrkeBa B.

"2 KauHuka no eHgokpuroaoz2ua, YMBAA ,IMpod. A-p Cm. KupkoBuu”/ Kamegpa NponegeBmuka Ha BbmpewHu
6oaecmu, Cmapa 3azopa,’ Kamegpa no xumusa u 6uoxumus, MD, Tpakutcku yHuBepcumem, Cmapa 3azopa
Protein carbonyl content (PCC) and malondialdehide (MDA, Index of lipid perox-

ieroxitation) as biomarkers of oxidative stress in type 2 diabetes mellitus

'"Goycheva P, "?Gerenova J, °’Nikolova G, *Gadjeva V.

"?Department of endocr:nology, UMHAT ,,Prof. D-r St. Kirkovich”/ Department of Propeudetics of Internal Diseases,
* Department of chemie and biochemi, Medical Faculty, Trakia University, Stara Zagora




m (ycmHo npegcmabane)

Edpekmbm Ha Comogku- Bogewa npuyuHa 3a cympewHa xunepaaukemun?
E. XagkueBa', M. boagxkueBa’', K. Xpucmo3o8'

Kaunuka no eHgokpuHoroeus', YHuBepcumemcka 6oaHuya ,C8ema MapuHa®, BapHa

The Somogyi effect- a leading cause of morning hyperglycaemia?
E. Hadzhieva', M. Boyadzhieva', K. Hristozov'
Clinic of Endocrinology’, University Hospital ,St. Marina”, Varna

(ycmHo npegcmaBaHe)

PoAama Ha HAKOU UUMOKUHU U agXe3UOHU MOAEKYAU Kamo NPOZHOCMUYHU MapKepu
3a MemaboAumeH CUHgPOM U apmepuaAHa XunepmoHus
b. MuaueBa, . AmanacoBa, H. AcaanoBa, L|B. TaHkoBa, H. YakbpoBa, C. 3axapueBa

Kaunuder yeHmosp no eHgokpuHoaoeus, Meguyurcku yHuBepcumem, Cogpun

The role of some cytokines and adhesion molecules in Metabolic syndrome and Arte-
rial hypertension

B. Milcheva, I. Atanasova, N. Aslanova, Tz. Tankova, N. Chakarova, S. Zacharieva

Clinical Center of Endocrinology, Medical University, Sofia

m (ycmHo npegcmaBate)

AGgomuHaAHa exozpagua 3a OUEeHKa Ha MaCMHama maca npu XeHu ¢ memaboAumeH
CUHgPOM
d. AcvoB', XK. boHeBa?, 3. KameHo8'

"KauHuka no EHgokpuHoaoeus, YHuBepcumemcka boaHuya ,ArekcaHgpoBcka”, Cogus; *KauHuka no
EngokpuHoroeus, MU - MBP, Cocpusa

Abdominal ultrasound for the evaluation of visceral fat in women with Metabolic
syndrome

Y. Assyov', Z. Boneva?, Z. KamenovV'
"Clinic of Endocrinology, University Hospital ,,Aleksandrovska”, Sofia*Clinic of Endocrinology, Medical Institute -
Ministry of Interior, Sofia

(ycmHo npegcmaBaHe)

Yecmoma Ha memaboAumHua cuHgpom cnopeg HuBomo Ha TCX cpeg eymupeougHu
Auua 6 3para 6v3pacm )
A. LLlunkoB, A-M. bopucoBa, P. KoBaueBa, 1. AmanacoBa, A. AakoBcka, V. BraxoB

KauHuka no mupeougHu u memaboaumHu KocmHu 3aboraBaHus, YHuBepcumemcka boaHuuya no
eHgokpuHoroeusn, MeguyuHcku yHuBepcumem, Cogusa

Prevalence of the Metabolic syndrome and TSH levels among euthyroid adults

A. Shinkov, A-M. Borissova, R. Kovatcheva, I. Atanassova, L. Dakovska, J. Vlahov
Department of Thyroid and Metabolic Bone Diseases, University Hospital of Endocrinology, MU, Sofia

m (ycmHo npegcmaBaHe)
AuHamuka Ha exozpahckume npomMeHU Npu XKeHU C NOCMnapmaAHa mupeougHa
guchyHKyuAa
A. Apeamcka', b. HoHueB8', M. OpbeuoBa’, b. INexauBaHoB’

'KauHuka no EHgokpuHorozua u borecmu Ha obmaHama, ‘Kamegpa no AkywepcmBo u euHekoroeusn, YMBAA
,CB. l'eopau”, Meguuurcku YHuBepcumem, [1roBgu8

Evolution of thyroid ultrasound changes in women with postpartum thyroid dysfunction
A. Argatska', B. Nonchev', M. Orbetzova', B. Pehlivanov?

'Clinic of Endocrionology and metabolic disease, *Department of Obstetrics and gynaecology, ,Sv. Georgy”
University Hospital, Medical University, Plovdiv

50 2oguHu Bvazapcko ApyxecmBo no Engokpuroaozua 23
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(ycmHo npegcmabBaHe)
Exozpadpcku Kpumepuu-npegukmopu 3a MaAuZHeHOCM. AHaAU3 HA mAXHama
yecmoma npu gokajaHu 50 wumoBugHu KapyuHoma.
PadkoB H., BuueBa CH ', HonueB B? PaikoBa A.°, CraBoB I.4, babeB T1.*, XpucmoBa B,
PaikoB M.

Meg. Komnaekc ,Iaoc”, BapHa, 'MAO3C ,Mapko MapkoB8“ OmgereHue no KAUHUYHA namoAoaus, BapHa,
’KAuHuKa no eHgokpuHoAoaus, Meguyurcku yHuBepcumem, MroBguB, *MBAA ,,Aobpuy” - MepBo BO, *MBAA
,CBema AHHa”- OmgeaeHue no epbgHa xupypeus, BapHa, "MbBAA ,CBema AHHa” OmgeAeHue NO KAUHUYHA

namoaoeaus, BapHa, ‘MeguyuHcku yHuBepcumem, BapHa

Ultrasonograhic criteria - predictors for thyroid cancer. An analysis of their presence
in 50 diagnosed thyroid malignancies

Raikov N, Vicheva Sn.", B. Nonchev?, Raykova A, Slavov. G*, Babev P.°, Hristova V.’ Raykov M.

Medical Complex ,Plus”; Varna, Bulgaria, 'Oncological Dispensary ,Marko Markov”; Department of Clinical
Pathology; Varna, Bulgaria *Clinic of Endocrinology, Medical University, Plovdiv, Bulgaria,’First Department of
Internal Diseases, Dobrich Hospital, Dobrich, Bulgaria, “Breast Surgery Department, ,Saint Anna” Hospital; Varna,
Bulgaria,’Department of Clinical Pathology, ,Saint Anna” Hospital; Varna, Bulgaria

m (ycmHo npegcmaBare)

Bpb3ka mexxgy mupeougHa (pyHKUUA U ncuxuyHo 6AazonoAyuue
P. AumumpoBa', M. CugepoBa’, K. Xpucmo3zo8', T. PageBa’, X. KoxyxapoB*

'KauHuka no EHgokpuHoaoeus, *Kamegpa no lNcuxuampus, YHuBepcumemcka 6oaHuya ,C6ema MapuHa®, BapHa

Correlation between thyroid function and psychological wellbeing
R. Dimitrova', M. Siderova', K. Hristozov', T. Radeva? H. Kozhuharov?
'Clinic of Endocrinology, ?Department of Psychiatry, University hospital ,St. Marina“, Varna

(ycmHo npegcmaBare)

CAyuall Ha MegyAapeH mupeougeH KapuuHom ¢ ekmonuyeH ACTH-3a8ucum
XUnepKkopmu30AU3bM

A. luHkoB, M. CmoiHoBa, 1. Mampo3oBa, A. EaenkoBa, P. NBaroBa,

P. KoBaueBa, A-M. bopucoBa

KauHuyern yeHmsp no eHgokpuHoaoezus, MeguyuHcku yHuBepcumem, Cocgpus

A case of a Medullary thyroid cancer with ectopic ACTH secretion
A. Shinkov, M. Stoinova, J. Matrozova, A. Elenkova, R. Ivanova, R. Kovatcheva, A-M. Borissova
Clinical Center of Endocrinology, Medical University, Sofia

(ycmHo npegcmabsate)

BpogeHa ocmeogucmpodua Ha Albright ¢ napuyuaana pegucmenmuocm kom AKTX
A. Xpucmo3oBa, H. bomywaroB
OmgeneHue no eHgokpuHorozua - MBAA ,MegaalH Kaunuk”, lNMroBguB

Albright"s Hereditary Osteodystrophy with partial resistance to ACTH

A. Hristozova, N. Botushanov
Department of Endocrinology - MHAT ,,Medline Clinic”, Plovdiv

(ycmHo npegcmaBare)
PaznpegeAreHue Ha noka3ameAaume 3a 3amabcmaBaHe cpeg eBponeicku geua 6
npegyuuAuwHa 6v3pacm u cBup3anu ¢ max puckobu pakmopu: The ToyBox-study
B. lomoBa, C. TaaueBa, M. AameBa, H. YweBa, |. de Bourdeaudhuij, G. Cardon, O.
Androutssos, Z. Kulaga, P. Socha, L. Moreno, B. Koletzko, Y. Mannios, the ToyBox Study
Consortium (www.toybox-study.eu)

'Kamegpa no neguampua u meg. eceHemuka, ‘Kamegpa no coyuarHa meguuyuHa, MY, BapHa




Distribution of obesity indexes among European pre-school children and associated
Risk Factors: The ToyBox study
V. lotova, S. Galcheva, M. Lateva, N. Usheva, I. de Bourdeaudhuij, G. Cardon, O. Androutssos,
Z. Kulaga, P. Socha, L. Moreno, B. Koletzko, Y. Mannios, and the ToyBox Study Consortium

m (ycmHo npegcmaBsaHe)

MpomeHu 6 kAuHuUuHOMO noBegeHue Ha GpemeHHUMe XXKeHU CbC 3axapeH guabem 3a
nepuoga 1983-20132.
K. TogopoBa', M. TenoBa*

"MeguyuHcku yHuBepcumem, [reBeH, *MeguuuHcku yHuBepcumem, Cocpus

Changes in the clinical management of pregnant women with diabetes mellitus for the
period 1983-2013

K. Todorova', M. Genova?
'Medical University, Pleven, *Medical University, Sofia

153 Muo-uHo3umoA 6 AeyeHuemo Ha XEHU CbC CUHGPOM HA NOAUKUCMO3HU AlUYHUUU
(PCOS)
M. M. OpbeupBa’, A. 16. KoreBa', M. A. Mumko8', b. K. lNexauBaHoB?

"KauHuka no EHgokpuHoaozua u borecmu Ha obmaHama, > KauHuka no AkywepcmBo u [unekonozus, YMBAA
,CB. Teopeu’, MeguyuHcku YHuBepcumem, NroBgub

Myo-inositol in the treatment of women with polycystic ovary syndrome (PCOS)

M. M. Orbetzova', D. Iv. Koleva', M. D. Mitkov', B. K. Pehlivanov?

'Clinic of Endcrinology and Metabolic Diseases, *Clinic of Obstetrics and Gynaecology, ,Sv.Georgy” University
Hospital, Medical University, Plovdiv

CepymHu HuBa Ha NT-proBNP u acumempuyeH gumemuAap2uHUH npu mun 2
guabemuyu — KOpeAayua C U34UCAeHUA CbpgeuHo-cbgoB puck
A. AoHueBa', A. bakaroB', A. LlakoBa?, M. boaHo8'

'KauHuka no eHgokpuHoaoeus, Kamegpa no BsmpewHu 6orecmu,? Kamegpa no KAuHuuHa aAabopamopus
U KAUHUYHA umyHoroeus, YMBAA ,ArekcaHgpoBcka”, Meguuurcku yHuBepcumem, Cocpus

Serum levels of NT-proBNPand asymmetric dimethylargininein type 2 diabetics -
correlation with calculated CV-risk
A. Doncheva', D. Bakalov', A. Tsakova?, M. Boyanov'
" Clinic of Endocrinology and Metabolism, Department of Internal Medicine,
? Department of Clinical Laboratory and Clinical Immunology, University Hospital Alexandrovska, MU, Sofia

Yecmoma Ha noBuweHu mumpu Ha TSH peuenmophHu anmumeara (TRAb) npu
nayueHmu ¢ aBmoumyHeH mupeougum u pazAuyHa mupeougHa (PyHKYUA
P. MekoBa', M. boaro8', A. LlakoBa? A. bakaroB'

'KauHuka no eHgokpuHorozus, Kamegpa no BempewHu borecmu, > Kamegpa no KauHu4Ha rabopamopusa
U KAUHUYHA umyHoroeus, YMBAA ,ArekcaHgpoBeka®”, MeguyuHcku yHuBepcumem, Cogua

Prevalence of elevated TSH receptor antibodies (TRAb) titers in patients with
autoimmune thyroiditis — preliminary data
R. Mekova', M. Boyanov', A. Tsakova? D. Bakalov'

" Clinic of Endocrinology and Metabolism, Department of Internal Medicine,
?Department of Clinical Laboratory and Clinical Immunology, University Hospital Alexandrovska,
Medical University, Sofia

50 zoguHu BvAazapcko ApyxecmBo no EngokpuHosozua 25




20.

MemdopmuH nogobpaBa uHcyauHoBama cekpeuua u Hamaraba uHcyauHoBama
pe3ucmeHmHocm npu Auua ¢ noBuweH puck 3a pazBumue Ha mun 2 3axapeH
guabem u cbpgeuHo-cbgoBa 6orecm

. KameHoBa, . AmanacoBa, I'. Kupuao8
KauHuka no guabemonoeus, KaunudHa rabopamopus, PaguoumyHoroeuyHa rabopamopus, YHuBepcumemcka
cneyuaAu3upaHa boAHuya 3a akmuBHO AedeHue Nno eHgokpuHoAozua ,Akag. UB. NenueB", Cogpua

Metformin improves insulin secretion and reduces insulin resistance in people at high
risk for development of type 2 diabetes mellitus and cardiovascular disease

P. Kamenova, |. Atanasova, G. Kirilov
Department of Diabetology, Clinical Laboratory, Laboratory of Radioimmune Assay, University Specialized Hospi-
tal for Active Treatment in Endocrinology ,Acad. Iv. Penchev”, Sofia

AcumempuyeH gumemuA-ap2uHUH NPU YKeHU CbC CUHgPOM Ha NOAUKUCMO3HU AUYHUUU
A. 1N16. KoaeBa', M. M. OpbeuoBa’, T. . AeHeBa’

"KauHuka no EHgokpuHoAroaua u borecmu Ha obmaHama, 2KauHuyHa rabopamopus, YMBAA ,,CB. leopeau’,
Meguuurcku YHuBepcumem, [MroBguB

Asymmetric dimethylarginine in women with polycystic ovary syndrome
D. Iv. Koleva', M. M. Orbetzova', T. |. Deneva®

"Clinic of Endocrinology and metabolic diseases, * Clinical Laboratory, ,Sv. Georgy” University Hospital,
Medical University, Plovdiv

MuHuuHBa3zubHu guazHocmuyHu u mepane6muyHu mexHuku npu noBsvpxHocmHu
CMpPYKMypu-maxHomo npuroxkeHue 6 pabomama Ha mupeougeH ekun. AHaAu3 Ha
npo6egeHume npe3 20142 540 mbHKOU2AEHU Ouoncuu U npouegypu.
PatkoB H, BuueBa CH', TogopoB C8? boueBa S°, MaaueBa A?, PaiikoBa A.*, CraBoB I°,
babeB I1°, boueb IM1°, YayweB B°, XpucmoBa B’

Meg. Komnaekc ,[atoc”, BapHa, MAO3C ,Mapko MapkoB” - OmgeaeHue no KAUHUYHa namoao2us, BapHa,
? KauHudHa rabopamopus ,Cmamyc”, BapHa, *MBAA ,CB8ema MapuHa” - LleHmpaAHa KAUHUYHA Aabopamopus,
BapHa, *‘MBAA ,, Aobpuya” - NTepBo BO, ‘MBAA ,,CBema AHHa” - OmgeAeHue no epbgHa xupypaus, BapHa,
*MBAA ,CBema MapuHa” - KauHuka no HykaeapHa meguyuHa,’MbAA ,,C8ema AHHa” - OmgeaeHue no
KAUHUYHa namoaoaus, BapHa

Miniinvasive diagnostic and therapeutical methods in the management of the superfi-
cial neck structures. Their application in a thyroid team activity. A comment on 540
FNA and procedures, that were performed in 2014.

Raikov N, Vicheva Sn.', Todorov Sv.?, Bocheva )., Raikova A.*, Malceva D?, Slavov. G*,

Babev P. ¢, Bochev P.>, Chaushev B®, Hristova V.

Medical Complex ,Plus”; Varna Bulgaria, ’Oncologlcal Dispensary ,Marko Markov”; Department of Clinical Patho-
logy; Varna, Bulgaria, *Clinical Laboratory ,Status"; Varna, Bulgaria, *Central Clmlcal Laboratory, ,Saint Marina”
Hospital; Varna Bulgaria, “First Department of Internal Diseases, Dobrich Hospital, Dobrich, Bulgaria, *Breast
Surgery Department, ,Saint Anna” Hospital; Varna, Bulgaria, °Nuclear Medical Department, ,Saint Marina”,
Hospital; Varna, Bulgaria "Department of Clinical Pathology, ,Saint Anna” Hospital; Varna, Bulgaria

MoAoBu pazauku no omHoweHue Ha cbpgeuHo-cbgoBua puck npu 6bA2apcku nayueHmu
¢ Hai-wmaAako ymepeH FINDRISK-ckop - egHouenmpoBo kpoc-cekuuoHHo npoyuBane
1. A. AHgpeeBa-TameBa'?, M. M. OpbeuoBa’, P. K. Tadppagrkulicka XagykuoroBa?,

P. T. TeopaueBa-HukoroBa’®, B. A. CumeoHoB°
'Kamegpa no Mapmakorozus u Tokcukoroeus, MY, Cogpus, *Kamegpa no Bbmpewru 6orecmu, Dapmakoroaua
U KAUHUYHA hapmakoroaus, [Neguampus, Enugemuoroeus, VMHgpekyuo3Hu 6orecmu u Aepmamonoeus, CY ,,CB.
Kaumenm Oxpugcku®, > Kaunuka no EHgokpuHoaoeua u borecmu Ha obmaHama, YMBAA ,,C8. [eopeu”,

MY, [roBguB, ‘Kamegpa no Namocpuzuoroeus, MY, Cogus, ’Kamegpa no MeguyuHcka xumua u buoxumus,
MY, Cocpus, °Kamegpa no AHarumuyHa xumus, Coputicku YHuBepcumem ,,CB. KaumeHm Oxpugcku”

Sex differences in cardiovascular risk of Bulgarian patients with at least moderate
FINDRISK Score — One-center cross-sectional study



P. A. Andreeva-Gateva'” M. M. Orbetzova’, R. K. Tafradjiiska-Hadjiolova*, R. T. Georgieva-

Nikolova’, V. D. Simeonov®
"Department of Pharmacology and Toxicology, Medical University, Sofia, *Department of Internal Medicine, Phar-
macology and Clinical Pharmacology, Pediatrics, Epidemiology, Infectious Diseases and Dermatology, ,Sv. Kliment
Ohridski” University of Sofia, *Clinic of Endocrinology and metabolic diseases, ,Sv. Georgy” University Hospital,
MU, Plovdiv, *Department of Pathophysiology, MU, Sofia,’Department of Medical Chemistry and

Biochemistry, MU, Sofia, *Department of Analytical chemistry, ,Sv. Kliment Ohridski” University of Sofia

OueHka Ha epeKmuAHama (YHKUUA NPU NAYUEeHMU Ha XPOHUYHA NoggbpXkKawa
mepanua ¢ MemagoH
C. lNMempoB', M. OpbeuoBa’, 4. NaueB?, A. bioabioreB’

"Kaunuka no EngokpuHorozua u 6orecmu Ha obmanama; > Kaunuka no Tokcukoroeus, YMBAA "CB. Teopau”,
MYVY- TroBgu8,’ ,ATTICIIT - Quaunonoauc”

Mn22.

Evaluation of erectile function in patients on chronic Methadone maintenance therapy
S. Petrov' M. Orbetzova', Y. lliev?, A. Byulbyulev?

" Clinic of Endocrinology and metabolic diseases; * Clinic of Toxicology, ,Sv. Georgy” University Hospital, Medical
University, Plovdiv, *,,AGPSPP - Philippopolis”

CAyyal HA mymop-uHgyuupaHa ocmeomasayua npu 63 2oguweH nayueHm ¢
“d xpoHuuHa AumcporeBko3za u kKapyuHom Ha Geaun gpoo6
M. BaaxoB, M. CmouroBa, A. LLIunkoB, A-M. bopucoBa. b. KocmoBa*, Po6e**

KauHuka no mupeougHu u memaboAumtu KocmHu 3aboaaBarus, YHuBepcumemcka 60AHUUA NO €HYOKPUHO-
roeusn, MY, Cogpus; *boaHuuya Tokyga, Cocpus,; **YMbBAA ,CB. MBar Purcku”, MY, Cocpun

A Case of Tumor-induced osteomalacia in a 63-years-old male with chronic
Lymphatic Leukemia and Lung cancer

Y. Vlahov, M. Stoinova, A. Shinkov, A-M. Borisova, B. Kostova - Siakulova *, Robev **
Clinic of thyroid and metabolic bone diseases, University Hospital of Endocrinology, Medical University, Sofia;
* Tokuda Hospital, Sofia; ** University Hospital St. Ivan Rilski, Medical University, Sofia

PaznpocmpaHeHue u puckoBu ¢akmopu 3a pazBumue Ha HagHOpMeHO Mez2A0 U
““ 3amabcmabane npu yyeHuyu Ha Bw3pacm 16-19 2oguHu 6 zpag MroBgub
. KoHcyaoBa', M. OpbeuoBa’, H. KareBa?, K. Cumumuue8’

"KauHuka no EHgokpuHoAroz2ua u borecmu Ha obmaHama, * KauHuka no gemcku u eeHemu4Hu 6orecmu, YMBAA
,CB. Teopau”, Meguuurcku YHuBepcumem, [1r0Bgub, > Kamegpa AHaaumuyHa Xumua u KOMNIoMbpHa Xumus,
[roBguBcku YHuBepcumem ,[Naucut XuaeHgapcku”

Prevalence and related risk factors of overweight and obesity among school children

aged 16-19 in the town of Plovdiv

P. Konsulova', M. Orbetzova', N. Kaleva?, K. Simitchiev?

"Clinic of Endocrinology and Metabolic Diseases, * Clinic of Children and Genetic Dseases, ,Sv. Georgy” University
Hospital, Medical University, Plovdiv,” Department of Analytical Chemistry and Computer Chemistry,
University of Plovdiv ,Paisii Hilendarski”

HauyaAHu pe3yamamu om npuaazaHe Ha uHcyauHoBa nomneHa mepanua 6 Aemckua
guabemen ueHmsp 666 BapHa
tO. bazgapcka', B. MlomoBa'* B. boagxueB'* B. Maageno8?, P. CmoiueBa?, C. FaaueBa'?,
E. BeaukoBa?, M. MycmadoBa?, I. AumoBa? I'. AmaHacoBa’
"MeguyuHcku yHuBepcumem, BapHa *MBAA ,CBema MapuHa“, BapHa
Initial results from the application of insulin pump therapy at the Diabetes center for
children in Varna
Y. Bazdarska', V. lotova'* V. Boyadzhiev'?, W. Mladenov?, R. Stoycheva?, S. Galcheva'?,

E. Velikova?, M. Mustafova?, G. Dimova?, G. Atanasova’
'Medical University, Varna, *University Hospital ,St. Marina”, Varna
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CkpuHuH206a npozpama 3a omkAoHeHua 6 pacmexa: Hawuam onum

I. MopgaHoBa’, B. MlomoBa, M. AameBa’, C. laaueBa
MeguuyuHcku YHuBepcumem, BapHa. MBAA ,, CB. MapUHa” BapHa'

Screening program for growth deviations: our experience

G. Yordanova', V. lotova, M. Lateva', S. Galcheva
Medical University, Varna, UMHAT ,Sv. Marina”, Varna'

n27. Momam go ﬁﬂpHama guazcHoO3a
P. CmouueBa, C. NaaueBa, M. beaueBa, A. LlykeBa', b. bareB?, B. MlomoBa
Kamegpa no neguampus u meguyuHcka eeHemuka, Kamegpa no Hep8Hu 6orecmu u HeBpoHayku',
Kamegpa no obpazHa guazHocmuka u AvdeseveHue’, MeguyuHcku YHuBepcumem, BapHa
The Road to the proper diagnosis

R. Stoicheva, S. Galcheva, M. Belcheva, A. Tsukeva', B. Balev?, V. lotova
Dept. of Pediatrics and Medical Genetics, Dept. of neurological diseases and neurosciences’, Dept. of Imaging
and Radiotherapy’, Medical University, Varna

P4 OCT RTVue npu guazHocmukama u npocaegaBanemo Ha guabemHua makyaeH egem
X. BugunoBa’, I'1. T'yeyukoBa?, K. BuguHo8’

"KauHuka no o4Hu 6oaecmu, BMA, Cogpus; * bvrzapo-amepukaHckuam oyer yeHmvp [TPOAAUT, Cocpus;
*Kaunuka no EngokpuHHa Xupypeus, YCBAAE ,Akag. V8. NenyeB8”, Cogpun

OCT RTVue in diagnostics and follow up of diabetic macular edema

Ch. Vidinova', P. Guguchkova? K. Vidinov’

'Department of Ophthalmology, Military Medical Academy - Sofia; * Eye Hospital Pro Light, Sofia, Bulgaria;
* Department of Endocrine Surgery, USHATE ,Akad. Iv. Penchev”, Sofia

JPLI 3axapHuam guabem, kamo ocHoBen enmponuyeH hakmop 3a u3aBa Ha
npexxgeBpemeHHo ocmapaBane
M. BuzeBa, K. Bu3ze68
Diabetes Mellitus as a major factor in entropy appearance of premature aging
M. Vizeva, K. Vizev

J%{If} Ce30H Ha pakgaHe U Ha4yaAO Ha 3axapeH guabem y geua - uma Au Bpb3ka?
P. KoaeBa', B. l'eopaueBa?, . CmecpaHoBa’
"AKL] I - Cm. 3azopa, *CmygeHm no meguyuHa, VI kypc, TY - Cm. 3aeopa, *P3OK, Cm. 3azopa

Seasonality of birth and onset of diagnosis of type 1 diabetes - is there a relation

R. Koleva', V. Georgieva®, P. Stefanova’
'Polyclinic | St. Zagora, *Student of Medicine, *RHIO St. Zagora

3axapeH guabem u kocmHo 3gpaBe
. NMonuBanoB, H. TemeakoBa
AnekcaHgpoBcka boaHuua, Cogpua

Diabetes mellitus and bone health

P. Popivanov, N. Temelkova
Alexandrovska Hospital, Sofia
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Pe3romema/Abstracts

3abonaBanus Ha wumoBugHama xreza
Thyroid Disorders

PagnpocmpaHeHue Ha Bb3Aecma cywa 6
ﬁ'b/\aapCKa nonyaauyua om 3pAaAa 6b3pacm
LllunkoB A, bopucoBa A-M, BaaxoB U, AakoBcka A.

Kaunuka no mupeougHu u memaboaumHu kocmHu 3aboaaBaHus, YHuBepcumemcka 6oAHUuA
no eHgokpuHoAoaus, MeguuuHcku yHuBepcumem, Cogpua

TupeougHume Bb3Au ca vecmu u B8 pazauuHu npoyuBaHua 8 3aBucumocm om npoyuBaHama Ko-
xopma ce cbobwaba 3a paznpocmpaHeHue gopu Hag 40%.

Ljeama Ha Hacmoawomo npoyuBaHe e ga uzcregBa paznpocmpaHeHuemo Ha mupeougHume 6b3-
AU B paHgomu3zupaHa 6bazapcka nonyaauua 8 3pasa Bv3pacm u ga ce cpaBHam auuama c u 6e3 mupe-
ougHu Bb3AuU No noa, Bb3pacm u mupeougHa pyHKuuA.

Mamepuas u memogu: ABe xuaagu gBagecem u gBe auua ca BkatoueHu, 1073 >keHu u 949 mbike
(20-88 2). Bcuuku uzcaegBaru ca nonbaHuAu BbnpocHuk u e npoBegeHo exoepadcko uzcaegBaHe Ha
wumoBugHama xae3a. M3mepeHu ca meeaomo, BucouuHama, TSH, FT,, TPO. Peaucmpuparu ca camo
mupeougHu Bb3AU C guamembp =5MM, ymoudHeHu ca no 6pol (eguHudeH, MHOXecmBeHu) u exozpad-
cka cmpykmypa (CoAugeH, KUuCmuyeH, CMeceH).

Pesyamamu u guckycus: TupeougHu Bb3Au ca HamepeHu npu 24,3% om uzcaregBanume (32,1% om
»keHume u 15,7% om mbxxeme), p<0,001. YcmaHoBeHo e Haauvue Ha mupeougHu Bb3au npu 22% om
Auuama 6e3 mupeougHu HapyweHua. Bb3au ca HamepeHu npu 41% om Auuama ¢ npegwecmBawa mu-
peougHa onepauus u camo npu 23,9% npu Auua 6e3 mupeougHa onepauus, p=0,04. EguHuyHU mupeo-
ugHu Bb3Au ce ycmanoBuxa 8 61,9%, a myamunaeHu - B8 38,1%. NoAuHogo3zHama 2ywa e HaAuue 3Ha-
YUMO no-vyecmo npu >keHume (43%) B cpaBHeHue ¢ mbxkeme (26,7%), p=0,001. Om Bcuuku Bb3au 67%
ca CoAUgHU, 9,7% ca kucmuyHu u 22,6% ca cmeceHu. PagnpocmpaneHuemo Ha 8b3aume HapacmBa ¢
HanpegBane Ha Bb3pacmma. TSH e no-Hucok (2,24 cpewy 2,97, p<0,001) u FT, e no-Bucok (11,3 cpe-
wy 10,9, p=0,011) npu Auuama c Bb3recma 2ywa.

3aratoueHue: Hue ycmanoBaBame Bv3recma 2ywa npu 1/, om nonyaauuama, no-4ecmo npu ><eHu-
me u yecmomama U HapacmBa ¢ HanpegBaHe Ha Bb3pacmma 6 gBama noaa. Auyama ¢ npegwecmBa-
wo onepamuBHo AedeHue Ha wumoBugHama >Ae3a umam no-Bucoka yecmoma Ha mupeougHu Bb3au.

Prevalence of thyroid nodules in an adult Bulgarian
population sample
Shinkov A Borissova AM, Vlahov |, Dakovska L.

Department of Thyroid and Bone metabolic Diseases, University Hospital of Endocrinology,
Medical University of Sofia

Introduction: Thyroid nodules are common and different series report prevalence up to over 40%
depending of thestudied cohorts.

The aim of the study was to explore the prevalence of thyroid nodules in a random adult sample of
the population and to compare the gender, age and thyroid function characteristics of the subjects with
and without nodules.

Material and methods: Two thousand and twenty two subjects were included, 1073 female and 949
male, age range 20-88 years. All subjects filled an interview and underwent thyroid ultrasound. Body




weight, height and TSH, FT, and TPO Ab were measured. Nodules 5 mm or more were registered and
their number -single or multiple and the echo structure - solid, cystic or mixed were recorded.

Results and discussion: Nodules were found in 24,3% of the subjects, in 32,1% of the females and
15,7% of the males, p<0,001. We found nodules in 22% of the subjects who reported no history of thy-
roid disorder. Nodules were found in 41% of those reporting history of thyroid surgery and 23,9% of those
without such history, p=0,04. In 61,9% the nodules were single and in 38,1% - multiple. Multiple nodules
were more prevalent in the females (43%) than in the males (26,7%), p=0,001. Of all nodules, 67,7% were
solid, 9,7% were cystic and in 22,6% the structure was mixed. The nodule prevalence both single and mul-
tiple increased with the age of the subject. TSH was lower (2,24 vs. 2,97. p<0,001) and FT, was higher
(11,3 vs. 10,9, p=0,011) in the subjects with nodules.

Conclusions: We found nodules in a fourth of the population with a higher prevalence in the females,
increasing with the age in both genders. Subjects with previous thyroid surgery had higher frequency of
nodules as well.

Yampa3Bykoba enacmoezpacpua npu oueHkama Ha
mupeougHu 6b3Au
M. CugepoBa’, K. Xxpucmo3zo08', U. Kpacnarue6’

'KauHuka no EHgokpuHoaoeus, *Kamegpa no [lamoaozus,
YHuBepcumemcka 6oaHuya ,,C8ema MapuHa”, BapHa

Lleama Ha npoyuBaHemo e ga ce onpegeaam pa3zaudHume munoBe wumoBugHu Bb3Au cnopeg
maxHama eAacmuYHOCM U ga Ce OUeHU guazHoCmu4Hama cmoUHocm Ha Y3 eaacmozpadpua 32 omk-
puBaHe Ha mupeougHua kapuyuHom. 51 Bb3era npu 37 nayueHma ca uzcaegBaHu npocnekmMuBHO € KOH-
BeHuuoHaaHa B-modeexoepacpug, uBemen gonaep, enacmozpadpua u mbHkouzaeHa buoncusa (Th) ¢ yu-
momoporo2uYHO u3zcaegBare. 24 nauueHma ca HacoueHu 3a onepamuBHO AeueHue U HaAudHUMe Npu
max 37 Hogyaa ca BepuduuyupaHu XUCMOAO2UYHO. 3a OKOHYameAHa guazHo3a ce Npue XUCmoAO2Uuu-
HUA pe3yamam npu onepupaHume nayueHmu U UUmoAO2UYHUA pe3yamam npu HeonepupaHume.

Mpu npoBexxgaHemo Ha Y3 eaacmozpadpua e uzno3zBaHa mogudpuyua Ha 5 ckopoBama cucmema
Ha Ueno u Itoh. C uzuaro eaacmuura cmpykmypa (ckop 1) ce npegcmaBam 40,54% om gobpokavec-
mBeHume u 0% om maauzHeHume Bb3au (p=0,0045). EAacmuuHocm 6 no-zoaama yacm om Bb3ena
(ckop 2) nokazBam 35,14% om b6eHuzHeHume u 7,14% om 3aokauecmBeHume Hogyau (p=0,0768). C
MexXguHHa cmpykmypa (ckop 3) ce npegcmaBam 18,92% om 6eHuzHeHume u 28,57% om maAu2HeHu-
me Bb3au (p=0,4672). AuncBawa ernacmuuHocm (ckop 4) nokazBam 5,40% om 6eHuzHeHume u 35,72%
om maAuzHeHume Hogyau (p=0,0125). TBbvpgocm, obxBawawa Bv3iera u yacm om OKoAHama MbkaH
(ckop 5) He ce HabalogaBa npu gobpokauecmBeHume Bb3au (0%) u ce pecucmpupa npu 28,57% om
3aokavecmBerume (p=0,0040).

INpu gobaBane Ha enacmoezpadpuama B pearHo Bpeme kbm B-mode Y3 uzcaegBare c omuumane Ha
exozpackume beae3u 3a maauzHeHocm Ha Bb3aume, uyBecmBumeaHocmma Ha NocAegHOMO Hapacm-
B8a om 65,06% go 90,0%, cneyudpuuHocmma ce noHukaBa HezHauumeaHo om 97,39% go 96,67%, a
guazHocmuyHama mouHocm gocmuea 95%. lMoBuwaBatemo Ha ompuuameaHama npegukmuBHa
cmouHocm om 91,16% go 96,67% nogcka3Ba, ye Bucokama eaacmuuHocm (ckop 1 u 2) e HagexxgeH
Kkpumepul 3a uzkaouBane Ha 3a0kavecmBena npupoga Ha Bb3era u enacmozpadpuama 6u moz2aa ga o2-
paHuyu uHgukauuume 3a Th. CbuemaBaHemo Ha mpume memoga Ha u3cregBaHe - kKoHBeHuuoHaAeH
V3, enacmoepadgua u Tb nocmueza yyBcmBumeanHocm 90%, cneuudpuuHocm 100% u guazHoCMuUYHA
mouHocm 97,5% 6 pazeparuuyaBarHemo Ha maauzHeHume om GeHuzHeHume Bb3Au u no3B6oaaBa Ha KAau-
Huuucma Had-moueH nogbop Ha nauueHMumMe, HY>Kgaewu ce om onepamuBHo AeueHue.

IOBUAEEH HALLMOHAAEH KOHI'PEC MO EHAOKPUHOAOTUSA



US elastography in diagnostic evaluation of thyroid nodules

M. Siderova’, K. Hristozov', I. Krasnaliev’
'Clinic of Endocrinology, ‘Department of Pathology, University hospital ,St. Marina”, Varna

The aim of the study is to determine different types of thyroid nodules according to their elasticity and
to evaluate the diagnostic accuracy of US elastography in detection of thyroid cancer. 51 thyroid nodules
in 37 patients were examined prospectively with conventional B-mode US, color Doppler, elastography
and fine needle aspiration biopsy (FNAB) with cytomorphology. 37 nodules in 24 patients were submit-
ted to surgery and histologically assessed. For final diagnosis we accepted histology in operated cases and
cytology in those who were not operated.

After performing US elastography, the image was matched to a modified 5 scale scoring system,
based on the one of Ueno and Ito. 40,54% of benign and 0% of malignant nodules presented with high-
ly elastic structure -score 1 (p=0,0045). Elasticity in a large area of the nodule (score 2) was present in
35,14% of benign and 7,14% of malignant nodules (p=0,0768). Indeterminate structure (score 3 with) was
determined in 18,92% of benign and 28,57% of malignant lesions (p=0,4672). No elasticity (score 4) was
determined in 5,40% of benign and in 35,72% of malignant nodules (p=0,0125). Stiffness in the nodule
and in surrounding tissue (score 5) was registered in 28,57% of malignant and none of benign nodules
(p=0,0040).

Adding Real Time Elastography to B-mode US with accounting US features of malignancy in thyroid
nodules, raises sensitivity of US from 65,06% to 90,0%, changes specificity insignificantly from 97,39 to
96,67%, reaching diagnostic accuracy of 95%. The increase of negative predictive value from 91,16% to
96,67% suggests that high elasticity (score 1 and 2) is a promising criterion for excluding malignant nature
of the nodule and that US elastography may limit the indications for FNAB. Combination of three meth-
ods - conventional US, elastography and FNAB reaches sensitivity of 90%, specificity 100% and diag-
nostic accuracy 97,5% in differentiating malignant from benign nodules and permits the clinician exact
selection of patients who would benefit from surgery.

Poaa Ha nyacoBua gonaep 6 gudepeHyuarHama guazHo3za

Ha guq)y3Hume mupeougHu 3&60/\96&HU9
M. bwvyBapoBa’, K. Xpucmo3o8', b. Kanazupe®8*

" KAUHUKa no eHgoKpuHoAo2uUA U borecmu Ha obmaHama, * Kamegpa no ponege6muka
Ha BbmpewHume borecmu,; YMBAA ,,C6. MapuHa", BapHa

Llea: ga oueHu ckopocmma Ha kpbBomoka Ha goAHa mupeougHa apmepua Npu pa3audHUMme gu-
py3zHU mupeougHu 3ab6oaaBaHug u ga 20 cbnocmabu ¢ KOHMpPOAHA 2pyna

Mamepuaau u memogu: 65 nauueHma, Ha cpegHa Bb3pacm 46 + 16 20g. ca uzcaegBaHu power u
nyacoB gonaep.

lMayueHmume ca pazgeseHu cnopeg: TexHua XopMoHaAeH cmamyc Ha: XunepmupeougHu (H), cbe
cybkauHuyeH xunepmupeougu3bm (SH) u eymupeougHu (EU); cnopeg nogaexkawomo mupeougHo 3a-
6oaaBare Ha: G1- bagegoBa 6oaecm B8 eymupeougHo cbemoarue (21 nauuerma), G2 - bazegoBa 6o-
Aecm 6 xunepmupeougHo cbemosatue (21), G3 - aBmoumytHeH mupeougum Ha Xawumomo (12), G4 -
bakmepuareH u nogocmbvp mupeougum (7), G5 - ampoduyeH mupeougum (4) u 29 KOHMPOAU, CbNOC-
maBeru no Bb3pacm u noa. Vismepenu ca PSV, MnV, PI, Rl Ha goaHa mupeougHa apmepua u napamem-
pume ca cpaBHeHu mexkgy 2pynume. AuazHo3ama e nocmaBeHa nocpegcmBom uzcaegBane Ha FT;, FTy,
TSH, anti-TPO, TRAK u exozpadua Ha wumoBugHa >kae3a.

Pesyamamu: ycmanoBu ce cusHuUKaHMHa pa3Auka MeXkgy 2pynume No OMHOWeHUe mexHus
xopmoHareH cmamyc: H, SHUEU 68 PSVuMnV (p< 0,001). CueHugpukaHma pazauka ce ycmaHoBu mex-
gy 2ynume NO OMHOWEHUE Ha nogAeXkawomo mupeougHo 3aboaaBane - PSV (p< 0,001), MnV (p<
0,001), PI (p<0,05), Rl (p< 0,01). (maba 1).
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Tabauya 1.

I'pynu PSV MnV Pl RI
G1 57.7434.7%** 41.8 £ 25*** 0.716 £ 0.16* 0.513 £ 0.07**
G2 83.5% 24.4*** 58.5 + 18.2*** 0.793 £ 0.22* 0.540 £ 0.08**
G3 76.6 £ 10.1*** 58.6 £ 8*** 0.552 £ 0.02* 0.422 £ 0.01**
G4 26.6 £ 11.2%* 18.3 £ 8.2*** 0.838 £ 0.12* 0.570 £ 0.06**
G5 8.8+ 1.8 5.7 £ 0.5%** 0.910 £ 0.24* 0.590 = 0.09**
Control 17.7 £ 5.5%** 12.2 £ 4% 0.867 + 0.22* 0.583 + 0.08**
H 65.6 + 34.6 *** 45.7 £ 24.6™** 0.820 £ 0.22 0.553 £ 0.90
SH 54.0 £ 34.9** 40.1 £ 27.7%** 0.713 £ 0.17 0.514 £ 0.95
EU 28.2 £26*** 19.7 £ 18.3"* 0.835 +0.20 0.566 £ 0.83

p<0,001***, p< 0.01**, p< 0.05*

3akatoueHue: MyacoBuam gonaep Ha goaHa mupeougHa apmepusa gaBa gonbAHUMEAHA UH(POPMA-
UuA 3a MuUpeougHUA cmamyc U Moke ga ce u3noa3Ba kamo yacm om KAUHUYHAamMa OoueHKa Ha mupeo-
mMOoKCUYHUME nauueHmu. Moxe ga nomozHe 6 gugepeHuuarHama guazHo3a Ha bazegoBama 6oaecm,
HemoKcuYHama gugy3Ha sywa u aBmoumyHHua mupeougum. Mo>ke npu cneyuaAHu 2pynu nauueHmu
ga ommeHuU CuuHmuzpadguama.

Pulsed Doppler evaluation of thyroid blood flow in diffuse
thyroid disorders

M. Bachvarova’, K. Hristozov', B. Kanazirev’
Clinic of Endocrinology', Department of Internal Medicine?, Varna Medical University, St. Marina

Objective: To evaluate blood flow velocities in the inferior thyroid artery according to underlying thy-
roid disease and hormone status.

Materials and Methods: 65 patients, mean age 46+16 yearswere studied with power and pulsed
Doppler. Patients were divided twofold: into 3 groups according to their hormonal status-hyperthyroid(H),
subclinical hyperthyroid (SH) and euthyroid (EU) and into five groups according to their underlying clini-
cal nosology: G1-euthyroid with Graves' disease (21 patients), G2-hyperthyroid with Graves' disease (21),
G4-autoimmune Hashimoto thyroiditis (12), G5-bacterial and subacute thyroiditis (7), G5-atrophic thy-
roiditis (4) and 29 age-matched controls. PSV, MnV, PI, RI of the inferior thyroid artery were measured
and compared between groups. Thyroid status- FT, FT,, TSH, anti-TPO, TRAK were determined in all.

Results: Significant differences between H, SH and EU were found in PSV and MnV (p< 0,001). Sig-
nificant differences between groups of all measured indices- PSV (p< 0,001), MnV (p< 0,001), PI (p<0,05),
RI (p< 0,01) were also found. (table 1).

Conclusions: Pulsed Doppler of inferior thyroid artery could provide additional information about
functional state of the thyroid gland and could be used as a part of clinical evaluation of thyrotoxic
patients. It can help in differentiation of Graves' disease, nontoxic diffuse goiter, and Hashimoto' thyroidi-
tis. It could avoid scintigraphy in some thyrotoxic patients.

IOBUAEEH HALLMOHAAEH KOHI'PEC MO EHAOKPUHOAOTUA



Tabauya 1.

Groups PSV MnV Pl RI
G1 57.7+34.7%* 41.8 £ 25*** 0.716 £ 0.16* 0.513 £ 0.07**
G2 83.5% 24.4*** 58.5 £ 18.2*** 0.793 + 0.22* 0.540 + 0.08**
G3 76.6 £ 10.1*** 58.6 £ 8*** 0.552 + 0.02* 0.422 £ 0.01**
G4 26.6 £ 11.2*** 18.3 £ 8.2*** 0.838 £ 0.12% 0.570 £ 0.06**
G5 8.8 £ 1.8"** 5.7 £0.5* 0.910 + 0.24* 0.590 £ 0.09**
Control 17.7 £ 5.5%** 12.2 £ 4% 0.867 £ 0.22* 0.583 + 0.08™*
H 65.6 + 34.6 *** 45.7 £ 24,6 0.820 + 0.22 0.553 + 0.90
SH 54.0 £ 34.9*** 40.1 £ 27.7** 0.713 £ 0.17 0.514 + 0.95
EU 28.2 £26*** 19.7 £ 18.3*** 0.835 £0.20 0.566 + 0.83

p<0.001***, p< 0.01**, p< 0.05*

CybOkAuHUYEH xXunomupeougu3bm npu OpemeHHU >KeHu
UBanoBa P. b, LLlunko6 A, Kupunro8 I, bopucoBa A-M, KoBayeBa P.

Kaunuka no mupeougHu u memaboaumHu KocmHu 3aboaaBaHus, YHuBepcumemcka boAHuya no
eHgokpuHoAoeus, MeguuuHcku yHuBepcumem, Cocpus

V3noa3BaHemo Ha mpumecmbp-cneyudpudHu 2paHuuu 3a TSH npu 6pemerHocm nokaszBa Bapupa-
wa vyecmoma Ha xunomupeougu3ibm 8 pazauuHu npoyuBaHua. HezaBucumo om gokymeHmupaHume
HebAazonpuamHu epekmu Bbpxy xoga Ha GpemeHHOCMMa u pemarHomo pa3zBumue, HaAMa OKoH4Yame-
AeHo cmaHoBuwe 3a Heabxagumocmma om npoBexkgaHe Ha yHuBepcareH CKpuHUH2 3a mupeougHa
gucyHkuua npu xxeHu 88 pepmuara Bb3pacm u GpemeHHu.

Llea: Aa ce onpegeAu yecmomama Ha Xunomupeougu3zbm nNpu bpemeHHu >keHu B paHHa Gpemer-
Hocm.

Mamepuaa u memogu: V13caegBanu ca o6wo 65 6pemeHHu >keru B I-8u u ll-pu mpumecmsbp, 8 pam-
Kume Ha paHHuUAa BuoxumuyeH cepymeH CKpUuHUHe2, HacpegHa Bb3pacm 3a 2pynama 30,8 5,57. [Npu Bcuu-
KU GpemeHHU e onpegeAaaH mupeomponeH xopmoH (TSH), a npu 36 om max e npoBegeHo u exozpad-
cko u3caegBaHe Ha wumoBugHama Ae3a € onpegeaaHe Ha mupeougeH obem u cmpykmypa. AonbA-
HUMeAHa UHpopmayua 3a >keHume e cbbupaHa upe3 aHkemeH mMemodg.

Pesyamamu: Tpu 17% omBcuukuuzcaegBaHubpemeHHu xeHuceguazHOCMUUUPACcybKAUHUYEH XU-
nomupeougu3bm, chopegaopHumepegepeHmHuzpaHuuu Ha TSH, npenopbuyaHu omATA /ETA. Npe3 |-
Bu mpumecmbp ycmarHoBuxme, cpegHu HopmaaHu cmouHocmu 1,24 0,58 mlU/L a npe3 ll-pu mpumec-
mbp - 1,61 0,73 mIU/L. CpegHuam exozpadcku obem Ha uzcaegBaHume >xeHu e 9,93 3,07ml. [Mpu 2
om max ce ycmanoBu mupeougeH obem Hag 18ml. YcmaHoBuxme cmamucmuvecku 3Havuma pa3auka
MexXgy mupeougHume obemu npu bpemeHHUMe ¢ >xeHu ¢ HopmaaHu TSH u me3u cbc cyObKAUHUYEH XU-
nomupeougu3zbm u Bpb3ka ¢ HEXOMO2eHHamMa exozpagpcka cmpykmypa. Aokaza ce Bpb3ka mexkgy bpe-
MEeHHUMeE C aHamHe3a 3a mupeougHo 3aboaaBaHe, Bbnpexku npoBexxgaHama mepanus u cybkAuHUA XU-
nomupeougu3zbm. CybkAUHUYEH XUNOMUpeougu3bm ce ycmaHoBu u npu xeHu ¢ npeguwecmBaw, cme-
puaumem u caeg npoBegeHu penpogykmuBHu mexHoao2uu.

M3B6ogu: YcmaHnoBeHama 3HayumeAHa yecmoma Ha CybKAUHUYEH XUnomupeougu3bm npu bpeme-
HU >keHu B paHHa 6pemeHHocm, BkalouumeaHo npu uzBecmHa mupeougHa gucyHKUUa, CmepuAumem
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u caeg penpogykmuBHu mexHoAaoz2uu, nomBupikgaBa Heobxogumocmma om npoBexxgaHe Ha yHuBep-
CaAeH CKpUHUH2 3a paHHO guazHoCmMuuupaHe Ha xXunomupeougu3ima npu 6pemeHHocm. Heobxogumo e
noBuwaBaHe Ha HUBomo Ha ocBegomeHocm Ha obwecmBomo u 3gpaBHume Kagpu OMHOCHO 3HaYU-
MOCMMa Ha HopMaAHama mupeougHa yHkuua no Bpeme Ha GpemeHHOoCcMMa.

Subclinical hypothyroidism in pregnant women

Ivanova R B, Shinkov A Kirillov G, Borisova AM, Kovacheva R.
Clinic of Thyroid and Bone Metabolic Diseases, University Hospital of Endocrinology,
Medical University of Sofia

The use of trimester-specific reference ranges of TSH in pregnancy show varying frequency of
hypothyroidism in different studies. Despite of the documented adverse effects on the pregnancy and fetal
development, there is no final opinion on the need to conduct universal screening for thyroid dysfunction
in women of fertile age and pregnant women.

Objective: To determine the incidence of hypothyroidism in pregnant women in early pregnancy.

Material and Methods: A total number of 65 pregnant women in the st and Il nd trimester, involved
within the early biochemical screening, with an average age 30,8+5,57 were studied. In all pregnant
women it was analyzed the thyroid stimulating hormone (TSH), and in 36 of them it was conducted an
ultrasound examination of the thyroid gland to measure the thyroid volume and to determine the thyroid
structure. An additional information was collected by a questionnaire.

Results: In 17% of all examined pregnant women it was diagnosed a subclinical hypothyroidism
according to the upper limits of TSH criteria of ATA/ETA. In 17% of all examined pregnant women it was
diagnosed subclinical hypothyroidism, according to the upper reference limits of TSH, recommended by
ATA/ETA. During the Ist trimester we found average normal values of TSH of 1,24£0,58 mIU/L and in the
Il trimester -1,61+0,73 mlU/ L. The average ultrasound thyroid volume of the studied women was 9,93 +
3,07ml. Only in two women it was found a thyroid volume over 18 ml. We found a statistically significant
difference between thyroid volume in pregnant women with normal TSH and those with subclinical
hypothyroidism and relationship with ultrasound in homogeneous structure. It was confirmed a link
between pregnant women with a history of thyroid disease, despite on going therapy, and subclinical
hypothyroidism. Subclinical hypothyroidism was found in women with prior infertility and after the con-
duction of reproductive technologies.

Conclusions: The established significant prevalence of a subclinical hypothyroidism in pregnant
women in early pregnancy, including some thyroid dysfunction, infertility and after reproductive tech-
nologies confirms the need to introduce an universal screening for early detection of hypothyroidism in
pregnancy. It is necessary to increase the awareness of the public and of the health specialists about the
importance of normal thyroid function during pregnancy.

Pucko6u chpakmopu 3a pa3bumue Ha mupeomokcuko3a
6 nocmnapmaaHus nepuog
Apzamcka A', Honye8 b', Opbeyo6Ba M’, lNexauBaro6 b*

" KAauHuka no EHgokpuHoAoaus u 60/\ecmu Ha obmaHama, * Kamegpa no Akywepcm6o u
auHekoroeus, YMbBAA ,CB. leopeu”, MeguyuHcku VHuBepumem [MroBgub

BwvBegerue: Tupeomokcuko3ama ce cpewa ¢ noBuwera yecmoma 8 nocmnapmaaHua nepuog u
MOXE ga ce gbAXKU Kakmo Ha gecmpykmuBHa mupeomokcuyHa haza Ha nocmnapmaseH mupeougum
(MMT), maka u Ha gebtom Ha bazegoBa 6oaecm (Bb). PuckoBume gpakmopu 3a Bb3HukBaHe Ha XOpMo-
HaAHU HapyweHua B nepuoga caeg paxgaHe ocmaBam ob6ekm Ha guckycus.

IOBUAEEH HALIMOHAAEH KOHI'PEC INO EHAOKPUHOAOTUA




Llea: Aa ce npoyuyam puckoBume chakmopu 3a pazBumue Ha mupeomokcuko3a 6 nocmnapmaaHus
nepuog npu >xeHu 6e3 gaHHu 3a npegwecmBawo bpemeHHocmMma mupeougHo 3aboraBaHe.

MMayueHmu u memogu: B npoyuBaHemo ca BkatoueHu 22 seHu ¢ KAUHUYHU U/UAU XOPMOHAAHU gaH-
HU 3@ nocmnapmaAHa MupeomokKcuko3a Ha cpegHa Bb3pacm 30,82 u 52 cbomBemHu no Bv3pacm ey-
mupeougHU cAeg paxkgaHe »eHu. MavueHmku ¢ uzBecmyo aBmoumyHHo mupeougHo 3aboaaBaxe npe-
gu HpemeHHOCMMa ca U3KAtoueHU om aHaau3a. M3caegBanu ca cepymHu HuBa Ha TCX, cB. T,, ¢B. T,,
TMNOAmM, To2Am, TPAmM u e u3zBbpwenHa yampazByxkoBa oueHka Ha wumoBugHama >ae3a.

Pezyamamu: Tpu 68,2 Y%om >keHume C mupeomoKCUKO3a CAeg pakgaHe XOpMOHaAHUMe Hapyuwie-
Hua ce gbaxkaxa Ha [T, a npu 31,8 % ce kacaewe 3a gebiom Ha bb kamo cpegHume cmolHocmu Ha-
XOpMOHaAHUMe noka3zameau npu gBeme 2pynu nauueHmku He cepazaudaBaxa cueHUUKAHMHO. AHa-
AU3bM ycmanoBu, ue puckbm om pazBumue Ha nocmnapmaaHa mupeomokcuko3a e noBuweH npu >e-
HU C (pamuAaHa obpemeHeHocm 3a mupeougHu 3aboaaBanua (p=0,001; OR 5,833; 95% Cl1 1,977,17,212),
miomioHonyweHe (p=0,014; OR 4,000; 95% Cl 1,388,11,528), noAo>kKumeAHU mumMpu Ha MUpeonepokK-
cugazHu aHmumeaa (p=0,000; OR 17,308; 95% CI 3,327,0,049) u xunoexoeeHHOCM Ha MupeougHua ha-
peHxum npe3 nbpBua mpumecmbp Ha GpemeHHocmma (p=0,002; OR 6,429; 95% Cl 2,027, 20,392). n-
gekcbm Ha meAecHa maca npu HacmbnBaHe Ha BpemeHHOCMMa e Cu2HUUKAHMHO NO-HUCHK NPU XKe-
HU C nocmnapmaaHa mupeomokcuko3aB cpaBHeHue ¢ eymupeougHume caeg paxkgaHe »eHu (22,22 vs
25,99, p=0,013). MHO20gakmopHUAM AO2UCMUYEH PE2PECUOHEH aHaAU3 onpegeAu kamo Hal-8axkHu
He3zaBucumu puckoBu akmopu 3a Bb3HUKBaHe Ha nocmnapmaaHa mupeomokcuko3a nozumuBHume
mumpu Ha TTTOAm B paHHume nepuogu Ha bpemeHHOCMMa, hamuAHama obpemeHeHOCM 32 Mupeo-
ugHa namoAOz2UA U MIOMIOHONYWeHeMO.

3akatoueHue: Tupeomokcuko3zama 6 nocmnapmaaHusa nepuog e 2aaBHo ¢ aBmoumyHHa namozeHe-
3a. Pesyamamume om Hacmoawomo npoyuBaHe momuBupam 3agbaboueHa oueHka u npocaegaBaqe
Ha MupeougHuUA (PYHKUUOHAAEH CMamyc cAeg paykgaHe npu >keHu ¢ nozumuBHu TITIOAm, hamuaHa 06-
pemeHeHOCM 3a MupeougHu 3aboAaBaHua u moOMIOHONYWeHe.

Risk factors for thyrotoxicosis during the postpartum
ArgatskaA’, Nonchev B', Orbetzova M’, Pehlivanov B*

"Clinic of Endocrinologiy and metabolic diseases, * Department of Obstetrics and gynaecology
UMHAT ,Sv. Georgi”, Medical Univesity Plovdiv

Introduction: Thyrotoxicosis commonly occurs during the postpartum period and may be caused
either by destructive thyrotoxic phase of postpartum thyroiditis (PPT) or new onset of Graves' disease
(GD). Risk factors for the occurrence of thyroid dysfunction in the period after delivery remain a matter
of discussion.

Aim: To investigate the risk factors for the development of thyrotoxicosis in the postpartum period in
women with no prior history of pre-existing thyroid disease.

Patients and methods: 22 women with clinical and/or hormonal evidence of postpartum thyrotoxico-
sis (mean age 30,82 years) and 52 age-matched euthyroid postpartum women were included in the study.
Patients with known autoimmune thyroid disease before pregnancy were excluded from the analysis.
Serum levels of TSH, FT,, FT,, TPOAb, TgAb, TRAb were measured and ultrasound evaluation of the thy-
roid was performed.

Results: In 68,2% of women with postpartum thyrotoxicosis hormonal disturbances were due to PPT
and in 31,8 % thyroid dysfunction was caused by GD. The mean values of thyroid functional parameters
did not differ significantly between the two groups. The analysis found that the risk of developing post-
partum thyrotoxicosis was higher in women with a family history of thyroid disease (p=0,001; OR 5,833;
95% CI 1,977,17,212), smokers (p=0,014; OR 4,000; 95% ClI 1,388,11,528), positive TPOAb (p=0,000;
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OR 17,308; 95% Cl 3,327,0,049) and US hypoechogenicity of thyroid parenchyma during the first
trimester of pregnancy (p=0,002; OR 6,429; 95% Cl 2,027,20,392). Body mass index prior to pregnancy
was significantly lower in women with postpartum thyrotoxicosis compared to euthyroid postpartum
women (22,22 vs 25,99, p = 0,013). The multivariable logistic regression analysis identified as the most
important independent risk factors for the occurrence of postpartum thyrotoxicosis TPOAb positivity dur-
ing early pregnancy, family history of thyroid disease and smoking.

Conclusion: Thyrotoxicosis in the postpartum period is mainly of autoimmune pathogenesis. The
results of this study justify a thorough evaluation and monitoring of thyroid functional state after childbirth
in women with positive TPOAb, family history of thyroid disease and smoking.

Bpb3ka mexxgy mumpume Ha TSH-peuenmopHume anmu-
meAa, mupeoug-acoyuupaHama opmaamonamua u mupeo-
UgHUA cmamyc npu nayueHmu ¢ aBmoumyHen mupeougum

P. MekoBa', M. boaHoB', A. LlakoBa>, A. bakaro8’

'KauHuka no eHgokpuHoroeus, Kamegpa no BempewHu 6orecmu, ? Kamegpa no KauHu4Ha Aabopa-
mopua U KAUHUYHA umyHoArozus, YMBAA ,ArekcaHgpoBcka”, MeguyuHcku yHuBepcumem, Cogpua

KAuHuuHOmMo 3HauveHue Ha noBuweHume mumpu Ha TSH-peuenmopHume aHmumeaa (TRAb) npu
aBmoumyHeH mupeougum (AIT) e HeAacHo.

Llea: Aa ce uzcaegBa Bpb3zkama mexkgy mumpume Ha TRAb u mupeougHua cmamyc u mupeoug-
acouuupaHama opmaamonamusn (TAO) npu nayueHmu c AlT.

Mayuenmu u Memogu: IMpu 153 nayueHmu (121 keHu u 32 mwbxke) ¢ AlT ca uzcaegBaHu mumpu-
me Ha aHmumupeougHume aHmumeaa (TRAb, TAT u antiTPO), exoepadpckuam, puzuKaAHUAM U PYHK-
UuoHaAHUAM cmamyc Ha wumoBugHama xaAe3a, Kakmo U KAUHUYHUMe 6eAe3u 3a mupeoug-acouuupa-
Ha opmarmonamun (TAO). CwvbpaHa e uHpopmauua 3a ucmopuama Ha 3aboaaBaHemo, nywayeckus
cmamyc, HaAauduemo Ha gpyeu aBmoumyHHu 3a6oaaBaHun u pamuaHama aHamHe3a 3a 3aboaaBaHe Ha
wumoBugHama >kae3a.

Pesyamamu: CpegHama cmodHocm Ha TRAb npu nauuenmu c AIT e 1,15 U / L + 2,33. Tumpume
Ha TRAb ca noBuweHunpu 33 nayueHmu (21,6%) - epyna TRAb+, npu ocmaHaaume 120 nayueHmume
ca 8 Hopma - 2pyna TRADb-. Exozpadpckuam obem Ha wumoBugHama xae3ae 3Ha4UmMeAHO No-MaAbk B
epyna TRAb+, omkoakomo 8 epyna TRAb- (12,88ml cnpamo 15,6 1ml). AuHelHuam pezpecuoHeH aHa-
AuzHamupa Bpb3ka mexxgy HuBama Ha FT; u mumpume Ha TRAb (R2 = 0,806). Tumpume Ha TRAbHe ce
pa3zauyaBam 3Hauumenro 6 3aBucumocm om Haauduemo Ha TAO, Ho npu nayueHmume ¢ TAO cbuwec-
mByBa noro>kumenHa Kopeaauus mexkgy mumpume Ha TRAb u akmuBHocmma Ha TAO (oueHeHa cno-
peg CAS) u ompuuameaHa kopeaauua mexkxgy mumpume HaTRAb u mexxecmma Ha TAO (oueHeHa cno-
peg NOSPECS ).

M38ogu: Tumpume HaTRAb ca npozHocmuueH pakmop 3a HuBama Ha FT; u akmuBHocmma Ha
TAO (noro>kumeaHa Bpb3ka), Kakmo u 3a obema Ha wumoBugHama >kae3a u mexxecmma Ha TAO npu
navueHmu c AlT (ompuuameaHa Bpb3ka).

IOBMAEEH HALLMOHAAEH KOHI'PEC MO EHAOKPMHOAOTIUS



A link between levels of TSH-receptor antibodies,
thyroid-associated ophthalmopathy and thyroid status in

patients with autoimmune thyroiditis
R. Mekova’, M. Boyanov', A. Tsakova®’, D. Bakalov’

" Clinic of Endocrinology and Metabolism, Department of Internal Medicine, * Department of Clinical
Laboratory and Clinical Immunology, University Hospital Alexandrovska, Medical University, Sofia

The clinical significance of positive TSH receptor antibodies (TRAb) in patients with autoimmune thy-
roiditis (AIT) is controversial.

Objectives: To examine the relationship between TRAD titers and thyroid status and thyroid-associat-
ed ophthalmopathy (TAO) in patients with AIT.

Methods: 153 patients (121 women and 32 men) with AIT participated. Measurements and exams
included titers of antithyroid antibodies (TRAb, antithyroglobulin antibodies and anti TPO), ultrasound,
physical and functional status of the thyroid gland and clinical evidence for TAO. The past medical histo-
ry, smoking status, presence of other autoimmune diseases and family history for thyroid disease were
reviewed.

Results: The mean TRAD titers were 1,15 U/l £ 2,33. 33 patients (21,6%) had positive TRAb (TRAb+),
while the remaining 120 patients were TRAb-negative (TRAb-). In the TRAb+ group the thyroid volume
was significantly lower than in TRAb- (12,88ml vs. 15,6 Tml). Linear regression analysis showed a correla-
tion between FT; levels and TRAD titers (r2=0,806). TRAD titers did not differ significantly in the presence
of TAQ, but in patients with TAO there is a positive correlation between TRAD titers and the TAO activi-
ty (CAS) and a negative correlation with the TAO severity (according to NOSPECS).

Conclusion: In patients with AIT TRADb titers are prognostic factor for FT; levels and TAO activity (pos-
itive correlation) as well as for thyroid volume and TAO severity (negative correlation).

ExmonuyHu mupeougHu CMpPYyKmMypu = KAUHUYHU CAY4Yau
b. HoHnyeB', A. Apzamcka’, B. Aane6’, M. OpbeyoBa’

"KauHuka no EHgokpuHoAo2uAa u borecmu Ha obmaHama, > OmgeaeHue no Obuwja U KAUHUYHA
namoaozus, YMBAA ,CB. l'eopeu”, MeguyuHcku YHuBepcumem, lNaroBgub

EkmonuuHomo paznoaoxeHue Ha wumoBugHama >kae3a e pagka aHomaaua 8 pezyamam Ha Hapy-
weHua B embpuoezeHezama Ha wumoBugHama »ae3a no Bpeme Ha gecueH3yca U go kpalHama npem-
paxeaaHa no3uuus. ToBa e Had-uecmama popma Ha MupeougHa guczeHe3ua ¢ Yecmoma okoAo 1 Ha
100 000-300 000 gywu, gocmuzaiku go 1 Ha 4000-8000 npu xopa cbe 3aboaaBaHua Ha wumoBugHa-
ma >kae3a.

MpegcmaBam ce 3 cayuan Ha pazaudHu munoBe mupeougHa ekmonua u yampasBykoBama Haxog-
Ka Npu me3u CbCmMoAHUA.

Cayyaii 1: )XeHa Ha 38 2. C KAUHUYHU U XOPMOHaAHU gaHHU 3a Xunomupeougu3zbm. Yampa3zBykoBo-
mo (Y3) uzcaegBare He ycmaHoBu mupeougeH napeHxum 6 Aoxkemo Ha wumoBugHama »ae3a. Buzy-
aAu3upa ce okKpbaAeHa popmauua C xapakmepucmuka Ha mupeougHa mbKaH ¢ xunoexozeHeH Hogya 6
Hen, paznoaoxkeHa B gacHa cybmaHgubyrapHa obaacm. Om npoBegeHama cuuHmuepadgua ¢ Tech-
netium 99mpertechnetatece nomBbpgu Haauvue Ha ekmonuYHa MuUpeougHa MbKaH NPU AUNCa Ha ey-
monuyHa wumoBugHa xae3a.

Cayyaii 2: Xena Ha 48 2., npu kosmo npu u3zBbpwBaHe Ha exozpagcko uzcaegBare e ycmanoBer
Bb3eAa B8 gecHua A06 Ha wumoBugHama »xaAe3a u obemHa gpopmauua 68 gacHa wulHa obracm aamepan-
Ho om cbgoBua cHon (HUBo 6) c uzoexozeHHa cmpykmypa u makpokaauudgukamu. NpoBegeHama TAb
nokazBa Haaudue Ha mupeougHu cmpykmypu u Bucoko HuBo Ha mupeo2aobyauH B cmuB om nyHkmam
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om ekcmpamupeougHama opmayua. Xucmoaoz2udHume pesyamamu caeg uzBbpweHama onepamu6-
Ha uHmMepBeHuua ycmaHoBaBam akuyecopHa wumoBugHa >kae3a ¢ BmopuvHu gucmpoguYHU NPOMEHU
6e3 gaHHU 3a MaAu2HeH npouec.

Cayyai 3: )XeHa Ha 26 2., npu KOAMO Ha (POHa Ha HOgo3HAa cmpyma exozpadpcku ce Buzyaausupa
okpbaaeHa popmauua nog AeBua mupeouger A06 ¢ Y3 xapakmepucmuka Ha wumoBugHa mbkaH. Pe-
3yamamume Om UUMOAO2UYHUA aHaAU3 Ha popmauuama nokazBam HGeHuzHeHa MbkaH ¢ mMupeougeH
npousxog. [Npue ce, ve ce Kacae 3a napazumeH HogyA Ha wumoBugHama >kae3a.

BpogeHume aHomaauu 6 pazBumuemo Ha wumoBugHama >xae3a ce cpewam cpaBHumeAHo pagko
u nocmaBam Hakou mpygHocmu B8 guepeHyuasHama guazHo3a Ha me3u cbemosaHua. Y3 uzcaegBate
e npegnoyuman memog 3a nbpBoHauarHa oueHka npu makuBa cayvau u 3aegHo ¢ gpyaume obpazHu
MEMOQUKU gonpuHaca 3a onmumaAHUA guazHoCmudeH u mepaneBmuueH nogxog.

Ectopic thyroid tissue - clinical cases
B. Nonchev', A. Argatska’, V. Danev’, M. Orbetzova’

'Clinic of Endocrinology and metabolic disease, ‘Department of General and clinical pathology,
,Sv. Georgy” University Hospital, Medical University, Plovdiv

Ectopic thyroid tissue is a rare developmental abnormality resulting from aberrant embryogenesis of
the thyroid gland during its passage to its final pre-tracheal position. It is the most frequent form of thyroid
dysgenesis with a prevalence of about 1 per 100 000-300 000 people, rising to 1 per 4000-8000 patients
with thyroid disease.

We report 3 cases of different types of ectopic thyroid and ultrasound findings in these conditions.

Case 1: A 38-year-old woman with clinical and hormonal evidence suggestive of hypothyroidism.
Ultrasound (US) investigation did not find thyroid parenchyma in the thyroid gland bed. A round-shaped
soft tissue mass bearing the characteristics of thyroid parenchyma with hypoechoic nodule was seen in
the right submandibular area. Subsequent Technetium 99m pertechnetate scan confirmed the presence of
ectopic thyroid gland.

Case 2: A 48-year-old woman who on US scan was diagnosed with a nodule in the right thyroid lobe
along with a isoechoic formation with macrocalcifications in the right lateral cervical region (level 6).
FNAB of the cervical mass showed thyroid-like structures on cytological examination and high levels of
thyroglobulin in wash-out sample. Histological results after the following surgery revealed accessory thy-
roid tissue with secondary dystrophic changes and no evidence of malignancy.

Case 3: A 26-year-old women with nodular goiter and ultrasound finding of round formation beneath
the left thyroid lobe resembling thyroid tissue. The results of cytologic analysis of the mass showed benign
formation of thyroid origin considered a parasitic thyroid nodule.

Congenital developmental abnormalities of the thyroid gland are relatively rare and pose some diffi-
culties in the differential diagnosis of these conditions. Ultrasound examination is the preferred method
for initial evaluation of such cases and along with other imaging techniques contributes to optimal diag-
nostic and therapeutic approach.

KapuyuHom Ha wiumoBugHama xae3a:
PearHa yecmoma u npegu3zbukameacmBa Ha
XupypauyHomo my AeueHue 6 bvazapua

IOBUAEEH HALIMOHAAEH KOHIPEC O EHAOKPUHOAOTIUA




BuguHo8 K., Ceyaro8 T, MBanoBa P.*
Kaunuka no EHgokpuHHa Xupypeus, YCBAAE ,Akag. V6. NenueB”, Cocpusa, *Aabopamopua no
namomoporozua u yumoguazrHocmuka, YCBAAE ,Akag. V6. Nenuye8”, Cogpua

Mpe3 nocaegHume 20guHu ce HabAatogaBa HapacmBaHe Ha 6poa Ha cayuyaume Ha wumoBugeH Kap-
uuHom B cBemoBen mawab. To3zu dakm moxke ga 6bge obacHeH ¢ noBuwabaHe Ha COUUAAHO-UKOHO-
muYecku cmamyc - no-go6bp gocmbubn go 3gpabHu ycayau u HaBauzaHemo Ha exozpachuama Ha wu-
moBugHa >kAe3a 8 exxegneBHama npakmuka Ha eHgokpuHoaoza. Taka buBam ugeHmuduyupaHe Ha 20-
AAM 3anac om CYOKAUHUYHU hanuAapHU Ae3uu, KOUmo HUKo2a Hama ga noBauaam 3gpaBemo Ha nauu-
eHma (over diagnosis).

Ljeama Ha Hacmoawemo npoyuBaHe 6e ga ycmaHoBum yecmomama u cmpykmypama Ha Kapuu-
Homa Ha wumoBugHama »xae3a 8 Hawama KAUHUKa, U ga 2u cbhocmaBum ¢ me3u pezucmpupatu 6 Ha-
UuoHaAHUA pakoB pezucmbp.

Mamepuaa u memogu: 3a nepuoga om aHyapu 2010 2. go aHyapu 20152. 8 KauHukama no eHgok-
puHHa Xupypaua ca onepupaHu 523 nauueHma c KapuuHom Ha wumoBugHama xae3a.

Pesyamamu: AHaau3a Ha noAyyeHUMe pe3yamamu noka3a 3HayumeaHo noBuwabBaHe 6pos Ha cAy-
Yaume Ha pak Ha wumoBugHama >kae3a onepupaHu 8 kKAuHUKama. AHaAu3a Ha CmpykmypHume ocobe-
HoCcmu Ha nauueHmume noka3a yBeauuaBaHe kKakmo Ha 6poA Ha MUKPOKapUUHOMUME Maka U Ha Han-
pegHaaume 3aboaaBaHun u peonepauvuume ¢ ueA momaauzayus. [Mpu cpaBHumeaHua aHaAu3 Ha Hawu-
me pe3yamamu ¢ gaHHUMe om HauuoHaAHUA pakoB peaucmbp ycmaHoBuxme auncama Ha guHamuka 6
yecmomama u cmpykmypama Ha paka Ha wumoBugHama xae3a 6 bbazapua 3a nepuoga 2010-2015 .

3akaoyeHue: Hawume pe3yamamu nokazaxa uve 6poa Ha caydaume Ha KapuuHom Ha wumoBugHa-
ma >kAe3a He noka3Ba guHamuka npe3 nocaegHume 2oguHu. OcHoBHume npeguszBukameacmBa cu oc-
maBam paHHama guazHo3a u agekBamHomo nbpBuUHO AeveHue.

Thyroid carcinoma: Real incidence and challenges of
its surgical treatment in Bulgaria

Vidinov K., Sechanov T., Ivanova R.*
Department of Endocrine Surgery, USBALE ,Akad. Iv. Penchev”, Sofia
*Laboratory of pathomorphology and cytodiagnosis, USBALE ,Akad. Iv. Penchev”, Sofia

In recent years there is growing number of cases of thyroid cancer in the world. This fact can be
explained by an increase in socio-economic status - better access to health services and the introduction
of ultrasound thyroid gland in the daily practice of the endocrinologist. Therefore, the rise could be appar-
ent because of the useless identification of a large reservoir of subclinical papillary lesions that will never
affect patient health (overdiagnosis).

The aim of this study was to determine the frequency and structure of thyroid cancer in our clinic and
to compare them with those registered in the National Cancer Registry.

Material and Methods: Between January 2010 and January 2015 at the Clinic of endocrine surgery
were operated on 523 patients with thyroid carcinoma.

Results: Analysis of the results showed a significant increase in the incidence of thyroid cancer in our
clinic. Analysis of structural features of the patients showed an increase in the number of microcarcino-
mas, patients with advanced disease and patients with completion thyroidectomies. In the comparative
analysis of our results with data from the National Cancer Registry we found the lack of dynamism in fre-
quency and structure of thyroid cancer in Bulgaria for the period 2010-2015.

Conclusion: Our results have shown that the incidence of thyroid cancer showed no dynamics in
recent years. Major challenges remain early diagnosis and adequate primary treatment.
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N3caegbate Ha noaumopu3ma 6 2zeHume Ha IL-10 u IL-12
u cepymHu Huba Ha yumokuHume npu aBmoumyHHuA

mupeougum Ha Xawumomo

lF'epenoBa X'., MaHoAroBa N.>, CmanunroBa C.

"KauHuka no eHgokpuHoaozus, YMBAA ,IMpod. C. KupkoBuu”,? Kamegpa no 3gpaBHu 2puxu,
’Kamegpa no moaekyaapHa buoao2un, UMYHOAO2UA U MEJUUUHCKA 2eHemMuUKa,

MeguuuHcku gpakyamem, Tpakutcku yHuBepcumem, Cmapa 3azopa
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Tupeougumsm Ha Xawumomo (HT) e opeaH-cneuucpuuHo aBmoumyHHo 3aboaaBare, npu Koemo
namoAo2uYHUAM Npouec ce gbaxku 2aabHo Ha Th1 uumokuHume. MiumepaeBkun (IL) - 12 u IL-10 ca umy-
HOpe2yaamopHU UUMOKUHU C aHmazoHucmuyeH egpekm Ha Th gugpepeHuuauuama. NMpomuBopeuuBu
ca gaHHume gaau IL-10 u IL-12p40 npogykuyuama koHmpoaupa aBmoumyHHomo Bb3naseHue uau Nog-
gbpxka pazBumuemo Ha namoaozuuHua npouec. 3aBucumocmma Ha IL-10 u IL-12p40 npogykuuama
cbaaacHo -1082A/G npomomopHua noaumopduzbm B IL-10 (rs1800896) u + T188A / C3'UTR 6 IL-12B
(rs3212227) 2eHu e uzBecmHa.

Llea Ha Hacmoawomo npoyuBaHe e uzcaegBaHe Ha Koperauuama Ha uupkyaupawume HuBa Ha IL-
10 u IL-12p40 ¢ mexHume 2eHomunoBe npu pazaudHume pazu Ha mupeouguma Ha Xawumomo (HT).

Mamepuaa u memogu: V3caegBanu ca yupkyaupawume HuBa Ha IL-10 u IL-12p40 68 cepyma Ha na-
uueHmu ¢ HT (n = 124; 41 6 eymupeougHa ¢pa3za; 17 6 xunomupeougHa a3za; 66 rekyBaHu ¢ aAeBomu-
pOKCUH) u 3gpabu koHmpoau (n = 72) upe3 ELISA. TeHomunu3upaxe 3a noaumopcpusma 3'UTRA/CILT2B
e uzBbpweHro upe3 uznoazBaHe RFLP-PCR u 2enHomunupaHe 3a -1082A/G upe3 aHaauz ARMS-PCR. IMa-
uueHmume ¢ HT ca pazgeaeHu cnopeg ¢pyHkuuama Ha wumoBugHama xae3a 68 eymupeougHa (n = 41)
u xunomupeougHa (n = 83) aza.

Pesyamamu: 3Hauumearo noBuweHue Ha cepymHomo HuBo Ha IL-10 e HamepeHo npu Xunomupoug-
Hume HT nauueHmu B cpaBHeHue kKakmo ¢ KOHMpoAUMe, Maka u ¢ eymupeougHume (1,98 cpewy 0,74
u 0,48 coomBemHo; p <0,05). YcmaHoBuxme HamaaeHue Ha koaudecmBomo Ha yupkyaupawus IL-10 caeg
AedeHuemo ¢ aeBomupokcuH. Cmpamudpukavuama Ha nayueHmume no -1082A/GSNP 2zeHomuna nokas-
Ba 3HauumeaHo noBuweHo HUBo Ha uupkyaupaw, IL-10 8 xunomupougHume navueHmu ¢ 2eHomun GG
cpaBrerue ¢ AA u AG 2eHomunoBe (3,45 cpewy 0,59 u 0,24 cvomBemHo; p <0,05). Cbwo maka, ycma-
HoBuxme cmacmucmuyecku 3HaYUMU Pa3AUKU Mexkgy uupkyaupawume IL-10 HuBa 6 xuno- u eymupeoug-
Hume nauueHmu ¢ GG 2eHomun (3,45 cpewy 0,96; p = 0028). TeHomunoBeme AA u AG He nokazBam
pazaudun 8 uupkyaupawume HuBa Ha IL-10 npu nayueHmume ¢ pa3AudHu gpasu Ha 3aboaaBaHemo.

KoauuecmBomo Ha IL-12p40 8 cepyma Gewe yBeauueHo u B8 gBeme ey- u xunomupougHu gazu 8
cpaBHeHue ¢ koHmpoaume (82,3 u 83,4 cpewy 62,2; p <0,025) u HecuzHugpukaHMHO HamaaaBa caeg Ae-
yeHue ¢ aeBomupokcuH (72,3). o omHoweHue Ha noaumopcpuzma 3'UTRA / CILT12B ycmaroBuxme
cuzHuukaHmuo no-Bucoku cepymHu HuBa Ha IL-12p40 3a AA 2eHomun npu HT 6 cpaBrerue c AA 3g-
paBume unguBugu (58,97 cpewy 78,9; p = 0,019).

B 3akatoqeHue, IL-12p40 u IL-10 cepymHume HuBa npu nauueHmu ¢ HT noka3zBam 2oaemu pazauvun
6 3aBucumocm om 2eHomuna u ¢pazume Ha 3aboraBaHemo. Pesyamamume nokazBam, ue yBeauueHo-
mo cepymHo HuBo Ha IL-10 8 kombuHauua ¢ Bucoku HuBa Ha IL-12p40 ce cBobp3Ba ¢ pazBumuemo Ha
xunomupeougu3bm npu HT.

Investigation of IL-10 and IL-12B single nucleotide polymor-
phisms and cytokine serum level in Hashimoto’s thyroiditis

J. Gerenova', I. Manolova’, S. Stanilova’

'Department of Endocrinology, University Hospital, Department of Health Care, Medical Faculty,
‘Department of Molecular Biology, Immunology and Medical Genetics, MF, Trakia University, Stara Zagora
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Hashimoto's thyroiditis (HT) is an organ specific autoimmune disorder in which pathogenic process-
es are driven mainly by Th1 cytokines. Interleukin (IL) - 12 and IL-10 are immunoregulatory cytokines with
antagonistic effect of Th differentiation. It remains unclear whether the IL-10 and IL-12p40 production con-
trols autoimmune inflammation or whether it promotes pathogenic processes. The dependence of IL-10
and IL-12p40 production according to -1082A/G promoter polymorphism in IL-10 (rs1800896) and
+1188A/C3'UTR in IL-12B (rs3212227) genes has been reported. This study was designed to investigate
the correlation of circulating IL-10 and IL-12p40 with their genotypes in different clinical stages of
Hashimoto's thyroiditis (HT).

Material and methods: Circulating level of IL-10 and IL-12p40 in serum of HT patients (n=124; 41 in
euthyroid stage; 17 in hypothyroid stage; 66 treated with levothyroxine) and healthy controls (n=72) was
determined by ELISA. Genotyping for the 3'UTRA/C IL12B polymorphism was performed using RFLP-PCR
and genotyping for -1082A/G by ARMS-PCR assay. HT patients were divided according to the thyroid
function in euthyroid (n=41 and hypothyroid (n=83) stages.

Results: Significant increase in serum level of IL-10 was found in hypothyroid HT patients compared
to both controls and euthyroid patients (1.98 vs 0,74 and 0,48 respectively; p<0,05). Moreover, quantity
of circulating IL-10 decreased after treatment with levothyroxine.

Stratification of patients by -1082A/G SNP genotype revealed significantly enhanced level of circu-
lating IL-10 in hypothyroid patients with GG genotype compared to AA and AG genotypes (3,45 vs 0,59
and 0,24 respectively; p<0,05). Also, significant differences between circulating IL-10 quantity in hypo and
euthyroid patients with GG genotypes was detected (3,45 vs 0,96; p=0,028). In contrast, genotypes AA
and AG did not reveal differences in circulating IL-10 among patients with different stages. The quantity
of IL-12p40 in serum was enhanced in both eu- and hypothyroid stages compared to controls (82,3 and
83,4 vs 62,2; p<0,025) and unsignificantly diminished after levothyroxine treatment (72,3). Regarding the
3'UTRA/C IL12B polymorphism it was shown the significantly higher level for AA genotype in HT in com-
parison with AA healthy individuals (58,97 vs 78,9; p=0,019).

In conclusion, we showed that IL-12p40 and IL-10 serum level in patients with HT demonstrated significant
differences depending of genotype and HT stages. The result provides evidence that enhanced serum level of
IL-10 in combination with enhanced IL-12p40 is associated with hypothyroid stages in HT development.

LLlumoBugHa xAe3a u mo3bK
K. Xpucm0306, KauHuka no EHgokpuHoaozus, Yb ,CBema Mapuna”, BapHa

XopmoHume Ha wumoBugHama »Ae3a ca om cbwecmBeHo 3HaveHue 3a cb3zpaBaHemo u pyHKUU-
ama Ha Mo3bka npe3 ueaua xuBom, kamo gopu maAaku npomeHu B8 HuBama um mo2am ga npomeHam
Mo3buHama ¢yHkuua. NMoBeuemo om epekmume Ha MupeougHUME XOPMOHU Ce peaAu3zupam 4pe3
KOHMpPOoA Bbpxy 2eHHama ekcnpecus, HO Ce NpegnoAazam U He2eHOMHU mexaHu3mu. Aedpuuum Ha mu-
peougHu XopMoHU no Bpeme Ha pazBumuemo, gopu ¢ Kpamka NPogbAXKUMEAHOCM, MOXXe ga goBege
go Heobpamumu mo3buHU yBpexxkgarua, ¢ nocaegcmBusa 3aBucewu om Bpememo Ha noaBa u NnpogbA-
>KUMeAHOCMMa Ha XopmoHaAHua geduuum. TupeougHume 3aboaaBaHua npu Bb3pacmuu vecmo ce
cBobp3Bam ¢ pazauuHu HepBHO-ncuxuyHu NpoaBu, kamo noBevemo om me3u HapyweHua ca obpamu-
MU npu agekBamHo AeveHue, koemo nokazBa ye abHopmHama mupeougHa yHkuua npu Bb3pacmHu
He npuyuHaBa mpalHu cmpykmypHU gedpekmu. Xunomupeougu3imbm no-yecmo ce cBvbp3Ba cove 3azy-
6a Ha koeHumMuBHU hyHKuuu, 06w, uHMeAekmMyaaeH ynagok, 3ababane 6 mucroBHume npouecu, name-
moBu 3ampygHeHun, npozpecuBHa 3azyba Ha uHmepec u uHuyuamuBHocm, genpecusn, op2aHuYHU NCU-
X03U, gemeHuun, xunopegaekcua u cowa gbuzameaHa koopguHauua. I'lpu mupeougHama xunepakmu6-
Hocm ca Haauue noBuweHa yyBcmBumeaHocm, emouuoHaAHa AabuaHocm, mpeBoxkHocm, pa3gpaszHu-
meAHOCM, (hPAYyKMyupawia genpecus, oCmpu NCUXOMUYHU enu30gu U geAaupu Npu mupeougHa Kpu3a.

3aboaaBaHuama Ha wumoBugHama >kae3a mpabBa ga ce pazerexkgam B gugpepeHuuarHama guazHo-
3a Ha 20AAMUA CNEKMbP Oom HepBHO-NCUXUYHU CUMNMOMU, Mbl Kamo paHHOMO AeveHUe Ha XOPMOHAAHU-
me u memaboAumHume uzMeHeHuUa mo2am ga Hamaaam 3aboreBaemocmma Ha BmopuvyHama ncuxonamo-
Aoeus. B Hakou cayuau obaye moBa He e gocmambyHO U Haraza chneyuuyHO NCUXUAMPUYHO AeYeHUE,
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Thyroid gland and brain

K. Hristozov, Clinic of Endocrinology,University hospital ,St. Marina”, Varna

Thyroid hormones are essential for maturation and brain function throughout life, as even small
changes in their levels can alter brain function. Most of the thyroid hormones effects are realized through
the control of gene expression, but nongenomic mechanisms are also suggested. Thyroid hormones defi-
ciency during development, even of short duration, can cause irreversible brain damages, with outcomes
depending on the time of onset and duration of hormonal deficiency. Thyroid diseases in adults are often
associated with various neuropsychiatric events, but most of these disorders are reversible with adequate
treatment, indicating that the abnormal thyroid function in adults causes no permanent structural defects.
Hypothyroidism is more often associated with loss of cognitive functions, general intellectual decay, delay
in thought processes, memory difficulties, progressive loss of interest and initiative, depression, organic
psychosis, dementia, hyporeflexia and poor motor coordination. Thyroid hyperfunction is present by
increased sensitivity, emotional instability, anxiety, irritability, fluctuating depression, acute psychotic
episodes and delirium in thyroid crisis.

Thyroid disease should be considered in the differential diagnosis of the large range of neuropsychi-
atric symptoms in the view of the fact that early treatment of hormonal and metabolic changes may
reduce the incidence of secondary psychopathology. In some cases, however, this is not enough and
requires specific psychiatric treatment.

AbA2ocpouHa epekmubHocm Ha AeueHuemo ¢ Bucoko-
uimeH3ubeH okycupad yampazbyk (BUDVY) nog
exozpapcku KOHMpPOA Ha gobpokauecmBeHu 6b3Au Ha
wumoBugHama xAe3a npu eymupeougHu nayueHmu

KoBaueBa P, BraxoB8 VI, Cmotino8 10, MBanoBa PC.

KauHuka no mupeougHu u memaboAumHu kocmHu 3aboaaBaHus, YHuBepcumemcka 6oAHUYa
no eHgokpuHoroeus, MeguyuHcku yHuBepcumem, Cocpusa

Hogo3zHama cmpyma, ycmaroBeHa exozpadcku, € ¢ yecmoma okoAo 23% cpeg Gbazapckama no-
nyaauus, kamo ¢ HanpegBare Ha Bb3pacmma ce yBeauuaBa Hag 60%. Npe3 nocaegHume 20guHuU ce
npoyuBam Bb3moxkHOCMUME Ha peguua HexupypaudHu MEMOJU 3a AedeHUe, Kamo Aa3epHa, paguoyec-
momHa u mukpoBbuaHoBa mepmoabaauus, ¢ obewaBawu pesyamamu. Bucoko-uHmeH3uBHuam ¢poky-
cupaH yampazByk (BUDY) nog exozpadpcku KOHMPOA € u3uaro HeuHBazuBen mepmoabramuBer me-
mog, ¢ kolmo ce pegyuupa obema Ha mupeougHua Bb3ea, 6e3 ga ce Bause Bbpxy PyHKUUAMA Ha HOP-
MaAHUA MUPEOUJEH NAPEHXUM.

Llea Ha Hacmoawomo npoyuBaHe e ga ce ycmaHoBu gbazocpouHama ecpekmuBHocm u cmpaHuy-
Hume edpekmu Ha BUDY 3a aeueHue Ha gobpokauecmBeru 6b3Au Ha wumoBugHama »aAe3a npu na-
UueHmMuU C eymupeougHa yHKuus.

Mamepuaa u memogu: 20 nauueHmu (18 >xeHu u 2 mbike, cp. Bb3zpacm 44,5 2), 8 eymupeougHo
cbCcmosaHue, ¢ gobpokauecmBeHa HOogo3Ha cmpyma (coaumapeH uau gomuHaHmeH Bb3en) Gaxa mpe-
mupaHu egHokpamto (12 nauuermu) uau gBykpamuo (8 nauyueHmu) ¢ BUDY nog exozpadcku KOHM-
poa (EchoPulse, Theraclion), 8 ycaoBuama Ha 6ygHa aHecme3ua. Exoepadpckuam obem Ha aekyBaHume
6b3AU € omuemeH u3xogHo, Ha 3-ua u Ha 12-ua meceu, caeg NOCAEGHOMO AeveHue. TupeougHama yH-
Kuua e uzcaegBana npegu u 12 meceua creg nocaegHomo AeveHue. Caeg Bcako AeveHue e npocaege-
Ha nosBama Ha cmpaHuuHu edpekmu. Bcuuku nayueHmu ca nognucaAu UH(OPMUPAHO CbaAacue 3a
yuacmue 8 npoyuBanemo.

Pe3yamamu: V13xogHuam obem Ha mpemupaHume B8b3Au Hamaaa 3Hadumo om 4,96 + 2,79 ml Ha
3,06 £ 1,99 ml Ha mpemusa mecey, u Ha 2,46 £ 2,17 ml Ha 12 mecey, caeg nocaegHomo AedeHuec BUIDY.
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HuBomo Ha TSH 12 meceua caeg nOCAEGHOMO AedeHue e 3HaYuUMO No-BucOoKO CNPAMO U3XOgHOMO
(2,26 = 1,07 mIU/L cnpamo1,7 = 0,97 mIU/L npegu BUDY, p=0,013), 6e3 omkAaoHeHUa om pedpepeHm-
Hume 2paruuu. Caeg nbpBomo Aedenue ¢ BUDY npu gBama nauuenmu ce HabalogaBaxa Aeko 3auep-
BaBaHe Ha KoXkama u npexogeH nogkoykeH egem. Caeg noBmopHomo AedeHue, npu 1 navueHm ce pe-
2ucmpupa XopHep cuHgpom, koimo om3Byua 6 pamkume Ha 6 meceua.

3akaoueHue: BUDY e edpekmuBer memog 3a AedeHue Ha gobpokauecmBenu Bb3au Ha wumoBug-
Hama >kAe3a. TupeougHama oyHkuua ocmaBa HopmaAHa egHa 20guHa caeg AedeHuemo. CmpaHuyHu-
me edpekmu ca pegku u 6e3 mpauHu nocaegcmBua.

Long-term efficacy of US-guided high-intensity focused
ultrasound treatment (HIFU) of benign thyroid nodules

in euthyroid patients

Kovatcheva R, Vlahov J, Stoinov J, Ivanova RS
Department of thyroid and bone metabolic diseases, University Hospital of Endocrinology, MU, Sofia

Nodular goiter, detected by ultrasound, has a prevalence of 23% in unselected Bulgarian population
and increases to more than 60% with age. During the last years, various non-surgical methods have been
developed to treat thyroid nodules such as laser, radiofrequency and microwave ablation, with promising
results. US-guided high-intensity focused ultrasound (HIFU) is entirely non-invasive termoablative technique
for volume reduction of thyroid nodules, without impact on thyroid parenchyma outside the nodule.

The aim of the present study was to assess the long-term efficacy and side effects of US-guided HIFU
of benign thyroid nodules in euthyroid patients.

Material and methods: 20 euthyroid patients (18 female and 2 male, mean age 44,5 years) with
benign nodular goiter (solitary or dominant thyroid nodule) were treated under conscious sedationin one
session (12 patients) or in two sessions (8 patients) with US-guided HIFU (EchoPulse, Theraclion). Thyroid
nodule volume and volume reduction were established at baseline, 3 and 12 months after the last treat-
ment. Thyroid function was assessed at baseline and 12 months after the last HIFU session. Adverse
events were evaluated after each treatment. Written informed consent was acquired from all patients.

Results: The mean nodule volume decreased significantly from 4,96 + 2,79 mlto 3,06 £ 1,99 ml at 3
months, reaching 2,46 = 2,17 ml at 12-month follow-up after the final treatment. TSH with 1,7£0,97 mIU/L
before HIFU, p=0,013), but still within normal ranges. After the first HIFU session subcutaneous oedema
and mild skin redness were observed in 2 patients, and after the second HIFU session one patient devel-
oped Horner syndrome, which resolved in 6 months.

Conclusion: US-guided HIFU is an effective method for treatment of benign thyroid nodules with rare
and transient side effects. TSH slightly increases after HIFU ablation but the long-term thyroid function
remains normal.

PazAauku 6 exozpahckume u UMYHOAO2UYHU
Xapakmepucmuku Ha wiumoBugHama xAe3a mexgy
noroBeme npu nonyaayua 6e3 uzbecmHo go momenma
mupeougHo 3ab6oAaBaHe

A. lllunkoB, A-M. bopucoBa, 1. BaaxoB, A. AakoBcka
YCBAAE ,Akag. V6. NenyeB”, MeguyuHcku yHuBepcumem, Cocpus,
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M3caegBaHemo Ha aHmumMupeougHu aHMuUMeAa u exozpadpuama ca oCHOBHU Memogu 3a guaz2HOC-
muka Ha aBmoumyHHume 3aboaaBaHua Ha wumoBugHama >xxae3a. ABmoumyHHume mupeougHu 3a60-
AaBaHua ca no-yecmu npu xkeHume u uzcaegBaHuama npu mbxxe ca maako. Lleama Ha Hacmoawama pa-
6oma Gewe ga ce npoyuu 3aBucumocmma Ha HuBama Ha aHMuMuUpeonepoKcugazHumMe aHmumeaa
(Anti-TPO), exoepadckume xapakmepucmuku u oyHkuuama Ha wumoBugHama »aAe3a om noaa npu no-
nyaauua 6e3 gaHHu 3a uzBecmHo mupeougHo 3aboaaBaHe.

Mamepuaau u memogu: baxa uzcaegBanu 1887 auya Ha Bb3pacm mexxgy 20 u 80 2., 953 xeHu u
934 mouxe. VM3mepuxa ce cepymuu HuBa Ha Anti-TPO, mupeocmumyaupaw, xopmoH (TSH) u cBobogeH
mupokcuH (FT,). bewe HanpaBeHa u exoepadua Ha wumoBugHama »kae3a. Auyama baxa pazgeaeHu Ha
aHmumaao-no3umuBHu u aHmumaao-HezamuBHu u B8 yemupu Kamez2opuu chopeg exozpadckua obpas.
bewe onpegeaeHa yecmomama Ha uzaBex (MXT) u cybkauHuueH xunomupeougu3ibvm (CXT).

Pe3yamamu: Aumumanrono3zumuBHocm ce ycmaHoBu npu 23% om >keHume u 10% om mb>keme
(p<0,001) u bewe Hal-yecma Npu AULUAMA C XUNOEXO2EHHA U HEXOMO2eHHa exozpadpcka cmpykmypa (35%
u npu gBama noaa, p=NS). OmHoweHuemo Ha waHcoBeme 3a xunomupeougu3ibm Gewe CXOgHO NPU Mb-
»Keme U >KeHume ¢ Xxunoexoz2eHHa/HexomozeHHa exocmpykmypa (5,91; 95% Cl 2,50, 13,96 vs. 6,27; 95%
Cl 2,64, 14,91), Ho no-Bucoko npu aHmumaao-no3umMuBHUME >KeHU, OMKOAKOMO NPU aHMUMAAONO3U-
muBHume mbxke. CXT 6ewe ycmarnoBer npu 4,5% om >keHume u npu 2% om mbxxeme, a IXT - npu 3,2%
om >keHume u npu 1,1% om mb>keme. AHMumMAarono3zumuBHocm ce omkpu npu 65% om >keHume CbC
CXT, 81% om >eHume cbc VIXT, 26% om mbuykeme cbc CXT u 60% om mbrkeme ¢ MXT.

3akaoyeHue: Yecmomama u CbomHOWEHUEMO Ha omgeAHUme xapakmepucmuku, c8bp3aHu ¢ mu-
peougHua aBmoumyHumem nokaszaxa pazaudua mexkgy noroBeme. Yecmomama Ha xunomupeougus-
Ma Npu MbKe U XeHu bewe cxogHa, kozamo ce cbyemaBaxa xunoexoz2eHHa/Hexomo2eHHa cmpykmypa
u nozumuBHu Anti-TPO.

Gender differences in the thyroid ultrasound and
immunologic features in a population without
known thyroid disorder

Shinkov A Borissova AM, Vlahov |, Dakovska L.
Medical University of Sofia, University Hospital of Endocrinology, Sofia, Bulgaria;

Anti-thyroid antibodies and thyroid ultrasound (US) are currently the methods for diagnosing thyroid
autoimmunity. Autoimmune thyroid disease is more common in the females and few studies address the
issue in the males. The aim of the study was to investigate the gender-specific relationship between the Anti-
TPO levels, thyroid ultrasound features and thyroid function in a population with no known thyroid disorder.

Materials and methods: We studied 1887 subjects, 20-80 years, 953 female, 934 male. Anti-TPO anti-
bodies, TSH and FT, were measured and ultrasound of the thyroid was performed. The subjects were
divided into antibody-positive and antibody-negative, and into four US pattern groups. The prevalence of
subclinical (SHT) and overt (OHT) hypothyroidism was determined.

Results: Antibody positivity was found in 23% of females and 10% of males (p<0,01), being highest
in the hypoechoic/non-homogenous subgroups (68% Ab-positive female vs. 41% Ab-positive males
(p<0,001)). Hypothyroidism was most prevalent in the antibody-positive subjects with hypoechoic non-
homogenous pattern (35%, both genders). Odds ratios for hypothyroidism were similar in males and
females with hypoechoic non-homogenous pattern (5,91, 95% Cl 2,50, 13,96 vs. 6,27, 95% Cl 2,64,
14,91), but higher in Ab-positive females than males. SHT was found in 4,5% of females and 2% of males,
OHT in 3,2% of females and 1,1% of males. 65% of the females with SHT, 81% of those with OHT, 26%
of the males with SCH and 60% with OHT were Anti-TPO positive.

Conclusion: The prevalence and pattern of autoimmune-related changes differed in the two genders.
Hypothyroidism prevalence was similar in both genders when both hypoechoic/non-homogenous pattern
and anti-TPO positivity were present.

IOBUAEEH HALIMOHAAEH KOHIPEC NO EHAOKPUHOAOTUA
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Saxapen quaem u Mpeguaten N

Diabetes Mellitus and Prediabetes

NMpomenu 6 Hubama Ha agunokuHume - aguno-
HEeKMUH, AeNMUH U pe3ucmuH npu Ho6omkpum
3axapeH guabem mun 2

I. PaanoBa’, C. l'aHeBa’, K. TogopoBa’, LI6. Aykano8’, C. baraxeBa*

'KAuHUKa no eHgoKpuHoAo2uau boarecmu Ha obmaHama
’Meguko-guazHocmuyHa Aabopamopua No UMYyHOAO2UA
YMBAA ,A-p Teopeu Cmparcku”, MeguyuHcku YHuBepcumem, lNaeBeH

Llea Ha Ha Hacmoawemo npoyuBaHe e uzcregBaHe HuBama Ha agunokKuHUME- agUNOHEKMUH, Aen-
MUH U pe3ucmuH npu navueHmu ¢ HoBoguazHocmMuuupaH 3axapeH guabem mun 2.

Mamepuaa u memogu: B npoyuBanemo ca BkatoueHu 45 auya ¢ HoBoomkpum 3axapeH guabem
mun 2 u KOHMpoAHa 2pyna om 20 KAuHUYHO 3gpaBu Auua. BveaexugpamHama obmaHa e ougHeHa upes
npoBe>kgaHe Ha opaAeH 2al0ko3omoaepaHceH mecm (OITT) cve 75g 2atoko3a. KpbwBHama 3axap u Hu-
Bomo Ha uHcyauHa ca uzmeperu Ha 0, 60 u 120-ma munyma 6 xoga Ha OI'TT. AuazHo3ama 3axapeH gu-
abem e nocmaBena no kpumepuume Ha CBemoBrHama 3gpabra opeaarHuzauua (20062.). KpbBHama 3a-
xap e uzcaegBaHa no 2al0K030-okcugazeH memog. CepymHomo HUBO Ha UHCYAUHA € onpegeAeHo ypes
UMUHO-paguo-mempuyeH memog. AgunokuHUMe - aguNOHEKMUH, AENMUH U pe3ucmuH ca ujcaegBaHu
upe3 eH3umHo-cBbp3aH umyHocopbeHmen memog (ELISA).

Pezyamamu: Mpu cpaBuaBaHe Ha nauueHmume ¢ HoBoomkpum 3axapeH guabem mun 2 ¢ KOHM-
poAHama 2pyna ce HabalogaBa 3Hauuma pazaukaB uHgekca Ha meAecHa maca, 0GUKOAKamMa Ha maaus-
ma, CUCMOAUYHOMO apmepuUaAHO HaAa2aHe, NnaazmeHomo HuBo Ha kpbBHama 3axap u cepymHOMo Hu-
6o Ha mpuzauuepugume. MauueHmume ¢ HoBoguazHocMuuupaH 3axapeH guabem mun 2 noka3zBam
3HaYUMO No-HUCKO HUBO Ha agunoHekmuH npu cpaBHaBaHe ¢ Auuama 6e3 3axapeH guabem (0,97+0,47
cp. 1,96£0,73 ug/ml). YcmanoBu ce cueHugpukaHmuo no-Bucoko HuBo Ha AenmuH npu HoBoomkpum
3axapeH guabem mun 2 cnpamo KoHMpoAHama 2pyna (22,90£4,76 cp.11,86+8,83ng/ml). 3Hauuma pas-
AUKa ce gokaza B HuBomo Ha pe3zucmuH npu 3axapeH guabem cpaBHeHo cbc 3gpaBume KOHMpPOAU
(1,85£0,70cp. 0,71£0,31 ng/ml).

3akaoueHue: INMpomeHume 6 cepymHume HuBa Ha agunoOKUHUME- agUNOHEKMUH, AENMUH U pe3uc-
MUH Ca Cu2HUhukaHMHoU3pa3eHu npu nauueHmume ¢ HoBoguazHoCcMuuupaH 3axapeH guabem mun
2. N3caegBaHume agunokuHu mo2am ga umam npegukmuBHa cmolHOCM 3a Npo2pecus om HOPMaAeH
KbM NaMOAO2UYEH 2AI0KO3EH MOAepaHC.

Changes in levels of adipokine - adiponectin, leptin and
resistin in newly diagnosed Diabetes mellitus type 2

G. Rayanova’, S. Ganeva', K. Todorova', Ts. Lukanov’, S. Blajeva’
'Clinicofendocrinologyand metabolic diseases, *Medico-diagnostic laboratory of immunology,
UMBAL ,Dr Georgi Stansky” Pleven, Medcal Univeristy, Pleven

The aim of the present study is to investigate the adipokine's levels of adiponectin, leptin and resistin
in patients with newly diagnosed diabetes mellitus type 2.

Material and methods: A prospective study was performed, 45 subjects with newly diagnosed dia-
betes mellitus type 2 and 20 clinical health subjects were included. The carbohydrate metabolism was esti-
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mated by oral-glucose-tolerance test (OGTT) with 75 g glucose. The blood glucose and the levels of insulin
were measured during the OGTT at 0, 60 and 120 minutes. Diagnosis of diabetes mellitus was performed
using criteria of World Health Organization (2006). The blood glucose was measured with glucose-oxy-
date method. Insulin's level was measured with immune-radio-metric method. Adipokine's level of
adiponectin, leptin and resistin were followed-up with enzyme-linked immunosobent assay (ELISA).

Results: There were significant differences in body mass index, waist circumference, systolic blood
pressure, plasma levels of fasting blood glucose and serum level of triglycerides in newly diagnosed dia-
betes mellitus type 2 compared to control group. Patients with newly diagnosed diabetes mellitus showed
significantly lower level of adiponectin compared to subjects without diabetes mellitus (0,97+0,47 vs.
1,96+0,73 pg/ml). There was significantly higher level of leptine in newly diagnosed diabetes mellitus type
2 compared to control group (22,90£4,76 vs.11,86£8,83ng/ml). There was significant difference in
resistin's level between diabetes mellitus and healthy controls (1,85£0,7 vs. 0,71+0,31 ng/ml).

Conclusions: Patients with newly diagnosed diabetes mellitus type 2 exhibited significantly changes in
levels of adipokines- adiponectin, leptin and resistin. Indicated adipokines may have predictive value of
progression from normal to pathological glucose tolerance.

HeaAkoxoAHa cmeamo3Ha 6oAecm npu nayueHmu CbC
3axapeH guabem mun 2

Huxkumo@8 3, VianueB P, I'epeHoBa X.
Kauruka no eHgokpuHoroaua. YMBAA lpogp. A-p Cmoan KupkoBuuy, KINBb Meguuyurcku Dakyrmem,
Tpakuticku YHuBepcumem, Cmapa 3azopa

HeaakoxoAaHama cmeamo3Ha vyepHogpobHa 6oarecm (HCYB) e uecmo cpewaHa npu nayueHmu cbe
3axapeH guabem mun 2 (3A2). Makap u yepHogpobHama buoncua ga e 3aameH cmaHgapm 3a guaz2Ho-
3ama, exozpacpuama e Hal-1yecmo u3znoa3BaHua memog 6 kKAuHUYHaMa npakmuka 3a ycmaHoBaBanemo
4. Hakou aBmopu Hamupam cpeg ma3u nonyaauua yecmoma Ha yepHogpobHa cmeamo3sa - 69%. Om
gpyeaa cmpaHa npu uHguBugu C gucaunugemusa yecmomama Ha YepHogpobHa cmeamo3a gocmuea
50%. [TMpu nauueHmu cbc 3amabecmabade cbomBemHo yecmomama u gocmuza 80-90%.

Llea: Aa ce uzcaegBa yecmomama Ha HYCB npu nayueHmu cbc 3A2, KaKmMo U ga ce NpoyUU pPoAa-
ma Ha gpyau pakmopu 3a yepHogpobHa cmeamo3a cBbp3aHu cbc 3A2 Kamo 2AUKEMUYEH KOHMPOA,
gaBHocm Ha 3axapHua guabem, Haauduemo Ha 3amabcmaBaHe u gucaunugemun. AONBAHUMEAHO aHa-
Auzupaxme noBuweHume cepymuu HuBa Ha ACAT, AAAT u ITT u gokoako maxHomo noBuweHue 6u moe-
AO ga UMa guazHoCcmuyHa cmolHocm 3a moBa ycAroxKHeHue.

Mamepuaa u memogu: INpoyuBanemo e pempocnekmuBHo kamo 6 Hezo baxa BkatoueHu 240 na-
yueHmu cbe 3A2 (93 mbike u 147 »keHu) npemuHaau npe3 KauHuka no eHgokpuHoAo2ua u boaecmu Ha
obmanama, YMBAA ,IMpod. KupkoBuu”, ep. Cmapa 3azopa 3a 6 meceua u oueHeHU exozpacku 3a Ha-
AUYUE Ha vepHOogpobHa cmeamos3a. [Mpu Bcuuku 6axa uzcaegBaru HbA, -, xonecmepoa, mpuzaauuepu-
gu, HDL xonecmepona, nukouHa kuceauHa, ACAT, AAAT u ITT. V3uucaen 6e VITM.

Pesyamamu: Tpu 132 (55%) om nauueHnmume ce ycmanoBuxa exozpacku Kpumepuu 3a YepHog-
pobHa cmeamo3a. CuzHudukaHmHu paszauku 8 gBeme 2pynu (cbe u 6e3 HYCB) ce ycmanoBuxa 3a
cpegHume cmotHocmu Ha ITM u cepymHume HuBa Ha mpuaauuepugu u HDL xoanecmepoa, gokamo
makuBa auncBaxa 3a gaBHocmma Ha guabema, komneHcauuama/oueHeHa upe3 HuBomo Ha HbA, -/ u
HuBama Ha obwua XoAeCcmepoA U NUKOYHama KuceAauHa. [Mpu me3u om max cbe 3amabcmaBare ce yc-
manoBu no-Bucoka yecmoma - 69% npu cbomBemro 40% B 2pynama ¢ HagHopmeHo mez2ao u 17%
npu guabemuuu ¢ HopmaAHa meaecHa maca. NoBuweHu cmolHocmu Ha T ce ycmanoBuxa npu 32%



om nauueHmume ¢ HCYb u npu 10% om me3u 6e3 moBa ycaroxxHeHue. MoBuweHu cmolHoCcmu Ha
AcAT u AAAT ce ycmaroBuxa 8 17% om nauyuednmume ¢ HCYb u 8 0,9% om me3u 6e3 cmeamo3sa.

M36ogu: PazBumuemo Ha HYCB npu nauueHmu cbc 3A2 e macHo cBbp3aHo CbC cmeneHma Ha
3amabcmaBaHemo u gucaunugemuama. [oBuweHume cepymHume HuBa Ha mpaHcamuHazume u ITT
umam Bucoka uHgopmamuBHocm 3a Haauduemo Ha HCYbB, HO HopmaaHUME UM CMOUHOCMU He Mo2am
ga a u3kaodam. Heobxogumo e kbm exozpadckomo u3zcregBaHe u yepHogpobHUMeE (PYHKUUOHAAHU
mecmoBe pazpabomBaHemo u BbBexkgaHemo Ha gonbAHUMEAHU Napamempu 3a Npeyu3upaHe Ha vep-
HopobHume yBpexkgaHua npu nauueHmu cbc 3A2.

Non-alcoholic fatty liver disease in type 2 diabetes
mellitus patients

Nikitov Z, Illiev R, Gerenova |,
Department of Endocrinology, UMHAT Prof. D-r Stoian Kirkovich. Department of Propeudetics of
Internal Diseases, Medical Faculty, Trakia University, Stara Zagora

There is a very high prevalence of NAFLD in individuals with type 2 diabetes mellitus (T2DM).
Although liver byopsies are the most desirable method of diagnostics, ultrasound is the most commonly
used in clinical scenarios An ultrasonographic study of patients with T2DM showed a 69% prevalence of
NAFLD. On the other hand NAFLD was observed in 50% of the patients with dyslipidemia. Amongst
obese people the prevalance of steatosis riches 80-90%.

The aim of our study was to investigate the prevalence of NAFLD in T2DM patients and to evaluate
the role of other risk factors for NAFLD associated with T2DM such a obesity and dyslipidemia. We also
analysed the, heightened levels of AST, ALT and GGT and their significance in diagnostics.

Material and methods: 240 T2DM patients hospitalized in our Clinic for six months were included in
this study. Those with significant alcohol consumption were excluded. Ultrasound was performed to deter-
mine the scale of fatty infiltration of the liver. The following clinical measurements and lab tests were taken
by all patients - weight, height, HbA,, AST, ALT, GGT, cholesterol, HDL cholesterol, triglyceride, and uric
acid. BMI were calculated.

Results: In 132 of the cases ultrasound was able to determine the presence of NAFLD (55%). Signifi-
cant differences in BMI, HDL and serum levels were observed in both test groups, while no such were
present in regards to longevity of the diabetes and compensation ( evaluated through HbA, . levels) and
cholesterol and uric acid. The prevalence of NAFLD by patients with obesity was significantly higher
(69%) while it was 40% in the overweight group and just 17% by diabetics with normal weight. Height-
ened GGT levels were observed in 32% of NAFLD diabetics and in 10% in other group.Heightened AST
and ALT levels were observed in 17% of NAFLD patients and only in 0,9 of those without the disorder.

Conclusions: The development of NAFLD in T2DM patients is tightly connected to the levels of obe-
sity and dyslipidemia. High serum values of AST, ALT and GGT have high informative value in the diag-
nostics of NAFLD, but they normal values can not be indicative of its absence.

Puckbm 34 3aXapeH guaﬁem mun 2 33“0‘163 npe;3
bOpemeHHocmma
K. TogopoBa, Meguyurku ynuBepcumem, reBer

3axapHuam guabem mun 2 (3AT2) e komnaekceH pe3yamam om gelicmBuemo Ha 2eHemuYHU pak-
mopu u pakmopu Ha okoAHama cpega. HapyweHuama 6 matuuHama 2At0KO3Hama xomeocmasa npe3
6pemeHHocmma e npegnocmaBka 3a enuzeHemuuHo AHK akmuBupaHe u npegaBaHe Ha pucka 3a
3AT2 6 nokoreHuemo. YHacaegaBaHemo Ha pucka moxe ga goBege go 3amabcmaBane, 3AT2 u 2e-
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cmauuoHeH 3axapeH guabem (I'3A) npu >keHume. Had-3Hauumomo ycaoxkHeHue Ha 3AT2 3a cbBpemu-
emo e, ye nokoaeHuemo we ymupa 8 no-parHa 8v3pacm, 6 cpaBrHeHue ¢ HeeoBume pogumeau.
Bv3npuemama 8 muHaromo xunomesa, ve malvuHama xunepaaukemua npuduHaBa npegumHO XunepuH-
CYAUHEMUSA Ha NAOga gHec ce gonbaBa ¢ peyamamume Ha HoBu npoyuBaHua, koumo ycmaHoBaBam
HamareHue B8 pemasHama B kaembuHa maca, UHCYAUH-CEKpEMOpPHU gedpekmu u HapyweHua 8 naH-
KpeacHama aHauoz2eHe3a. Taka maluyuHama xunepaaukemua cb3jgaBa nopoueH kpbe 6 Koimo maduuHu-
am guabem nopaxkga guabem. MIHmeH3uBHUAM 2AIOKO3E€H KOHMPOA Npegu u npe3 bpemeHHOCMMa Mo-
»Ke ga pa3kbca NOpoYHUA Kpbe U HamaAu u3aBama Ha 3AT2 6 caegBawomo nokoaeHue.

MNopagu hakmbm, ye maduuHama xunepaaukemua npuduraBa gedpkmu 668 pemarHama uHcyAu-
HoBa cuHmes3a e mHo20 BaxkHo ga ce npegomBpamu noaBama Ha pemaaHa uHcyauHoBa peucmeHm-
Hocm, koemo 6u yckopuao 6bgewama uzaBa Ha T23A, To3u beHomeH ce HabalogaBa npegumHo npu
opemeHHume c 3A u 3AT2. INpekoHUENUUOHHOMO NpuUAa2aHe Ha HUCKOKAAOPUYEH gUEMUYEH PEXUM
C ueA HamaanBaHe Ha 3amabcmaBaHemo cpeg >keHume Bb6 pepmuaHa Bb3pacm u paHHama guaz2Ho-
3a Ha [3A npe3 bpemeHHOCMMa ca NpogpuUAAKMUYHUME cmpamezuu 3a pegykuyua Ha pucka om u3aBa
Ha 3AT2 6 nokoAreHuemo.

B mo3u 0630p ca 060bweHu gaHHUMe om Aumepamypama, Koumo noka3Bam kak maluuHusm gu-
abem gonpuHaca 3a Bb3HuUkBaHe Ha memaboAuMHU HapyweHUa NpuU NAOga U Kak Moxkem ga npegomB-
pamum maxHama u3aBa.

The risk of diabetes mellitus type 2 starts during pregnancy
K. Todorova, Medical University, Pleven

Diabetes mellitus type 2 (DMT2) is the complex result of both genetic and environmental factors. Dis-

turbances in maternal glucose homeostasis during pregnancy are the predisposition for epigenetic DNA
activation and a transgenerational risk of DMT2 in the offspring. Inheritance of the risk could lead to obe-
sity, DMT2 and gestational diabetes mellitus (GDM) in females. The most significant complication is that
the offspring generation being the first in modern times to die at younger ages than their parents.
The accepted in the past hypothesis that maternal hyperglycemia causes fetal hyperinsulinaemia is
expanded nowadays with the results of novel studies which have shown an insulin secretory defect,
decreasing in fetal pancreatic B cell's mass and angiogenesis impairment. Thus, maternal hyperglycemia
develops vicious cycle in which maternal diabetes develops diabetes.Intensive glycemic control before
conception and throughout pregnancy would break this vicious cycle and decrease the prevalence of T2D
in future generations.

According to the fact that maternal hyperglycemia leads to defects in the fetal insulin synthesis is
important to prevent fetuses from developing insulin resistance that may cause DMT2. This phenomenon
is observed predominantly in women with DMT2 and GDM. Preconception nutrition with low caloric diet
and the reduction of obesity among women in reproductive age and early diagnosis of GDM are the pre-
ventive strategies for reducing the risk of developing DMT2 in the offspring.

This review summarizes literature data that characterizes how maternal diabetes contributes to meta-
bolic disorders in the offspring and how they could be prevented.

PoAa Ha 2AukupaHuam xemo2A00uUH A;. 3a CKpUHUHZ Ha
2ecmayuoHapeH 3axapeH guadbem 6 cpabHeHue c

npeguabem u 3axapeH guabem

M. boagxxueBa, T. TankoBa, 1. AmanacoBa, H. YakvpoBa, P. AumoBa, I'. IpozeBa
KaunuueH LjeHmvp no EHgokpuHoroaus, YCBAAE ,Akag. MBaH lNenueB”, MY, Cogpun




F'AukupaHuam xemozaobuH Alc (HbA, ) ce uznoa3Ba wupoko 3a CKpuHUHe U guazHo3a Ha 3axapeH
guabem (3A), HO KAUHUYHOMO MY 3HaYeHuUe 3a 2ecmayuoHHuUA 3axapeH guabem (I3A) u npeguabem He
€ HaNbAHO U3ACHEeHO.

Llea: Lleama Ha Hacmoawomo npoyuBaHe e ga ce onpegeau poasma Ha HbA,. 3a nocmaBaHe Ha
guazHo3za BA cpeg Bucoko puckoBa bbazapcka nonyaauus.

Mamepuaau u memogu: B npoyuBaHemo 6axa BkatoueHu 777 gywu (F3A - 237, 3gpaBu bpemeHHu
KOHMPOAU - 94, HapyweHa 2At0k03a Ha 2aagHo (HIT) - 124, HapyweH 2atoko3eH moaepaHc (HIT) - 101,
HoBoguazHocmuuupar 3A (H3A) - 121; u 3gpaBu koHmpoau - 100. 3a guazHo3a Ha 2AtOKO3HUA UHMO-
AepaHc 6axa uznoa3zBanu kpumepuume Ha C30, a 3a 3A - kpumepuume Ha IADPSG. 3a uzmepBane
Ha HbA,. e uznoa3zBan DCCT memog.

Pesyamamu: CpegHume HuBa Ha HbA;. (GDM 5,84 + 0,7%, 3gpaBu bpemeHHU KOHMpPOAU 5,4 *
0,31%, HIT 5,72 £ 0,61, HIT 5,84 + 0,63 %, H3A 7,5 £ 1,69% u 3gpabu koHmpoau 5,23 + 0,65%) ce
pazauyaBam 3HauumeAHo mexkgy omgeaHume 2pynu (p = 0,001-0,0001), ¢ uzkaloueHue Ha Me3u Mex-
gy HIT u I3A. Mrowma nog ROC kpuBama (AUC-ROC) Ha HbA, . 3a guazHocmuuupaHe Ha guabem be
0,958 (95% CI 0,946-0,970, p <0,0001). Mpu cmodHocm Ha HBA,. <6,1% moxe ga ce u3zkaouu 3A c
yyBcmBumeanocm 86% u cneuudpuuHocm 92%. Bonpeku moBa, AUC-ROC e no-Hucka 3a npeguabem
uT3A (0,729 (95% Cl 0,702-0,755 u 0742 (95% CI 0,687 - 0,798, p <0,0001). Mpu cmotHocm Ha HbA,,
<5,5% moxke ga ce u3kalouu npeguabem c 71% uyBcmBumeanocm u 64% cneuudpuuHocm. Mo omHo-
weHue Ha 3A, npu HbA, . <5,6% moxe ga ce u3zkAalouu guazHo3ama ¢ 64% uyBecmBumeaHocm u 62%
cneuuduuyHocm. B mo3u cayuad, 6poam Ha parwuBo-no3umuBHume nauuenmu 6e 38%, a parwuBo-
He2zamuBHume 35,3%.

3akatoueHue: CmoltHocm Ha HbA, . gopu no-Hucka om 6,5% e HagexkgeH mapkep 3a hocmabBaHe Ha
guazHo3a 3A. Mpu xeHu ¢ BA HabaogaBame npomenHu B8 HbA, ., nogobHu Ha me3u npu navueHmu c
npeguabem. Bbnpeku moBa, nopagu Haauduemo Ha 20Aam 6pol paawuBu ompuyameAHU U NOAOKU-
meAHU pe3yamamu, me3u bpemeHHu >xeHu mpadBa ga npoBegam nomBvpgumearo OITT.

Glycated Hemoglobin A;. as a screening test for gestational
diabetes mellitus in comparison to prediabetes and diabetes

M. Boyadzhieva, T. Tankova, I. Atanasova, N. Chakarova, R. Dimova, G. Grozeva
Clinical Center of Endocrinology, USHATE , Akad. Ivan Penchev”, MU, Sofia

Background and aims: Hemoglobin A1C (HbA,.) is used to screen and diagnose diabetes but its
importance for the gestational diabetes mellitus (GDM) and prediabetes is not well determined. The aim
of the current study is to evaluate HbA, . as a screening test for GDMin a high-risk Bulgarian population.

Materials and methods: We have included 777 subjects - GDM - 237, healthy pregnant controls - 94
subjects, impaired fasting glucose (IFG) - 124, impaired glucose tolerance (IGT) - 101,newly diagnosed dia-
betes mellitus (NDDM) - 121; and healthy controls - 100. For diagnosis of glucose intolerance we have
apply WHO criteria and for GDM - IADPSG criteria. For HbA, . measurement DCCT method has been used.

Results: The mean levels of HbA,. (GDM 5,84%0,7%, healthy pregnant controls 5,4+0,31%, IFG
5,72+0,61, IGT 5,8410,63%, NDDM 7,5£1,69% and healthy controls 5,23+0,65%) were significantly dif-
ferent between groups (p=0,001-0,0001), except these between IGT and GDM. The area under receiver
operating characteristic curve (AUC-ROC) of HBA, . to detect diabetes was 0,958 (95% Cl 0,946-0,970,
p<0,0001). Using a value of <6,1% to rule out diabetes we achieved a sensitivity of 86% and specificity
of 92%. However, the AUC-ROC was lower for prediabetes and GDM (0,729 (95% Cl 0,702-0,755 and
0,742 (95% Cl 0,687 - 0,798, p<0,0001). Thus how, prediabetes could be excluded with threshold of
HbA, . <5,5% with 71% sensitivity and 64% specificity. ForGDM HbA, . <5,6% could rule out GDM with
64% sensitivityand 62% specificity. In this case, the false-positive patients were 38% and the false-nega-
tive were 35,3%.
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Conclusion: Hemoglobin Alc even lower than 6,5% is a reliable marker for diabetes diagnosis. In
women with GDM we observe changes in HbA, . similar to those in patients with prediabetes. However,
due to many false negative and positive results, those pregnant women should undergo confirmatory
OGTT.

CkpuHuH2 3a 3axapeH guabem - onum Ha KLLEl
3a nepuoga 2006-2015

H. YakwvpoBa, L. TankoBa, P. AumoBa, A. AakoBcka, I'. IpozeBa

KauHuka no Auabemoanoeus, KauHudeH LleHmbp no EHgokpuHoAoz2us,
MeguyuHcku YHuBepcumem, Cogpusa

BwvBegeHue: Enugemuama om 3axapeH guabem Haraza pa3zpabomBaHe Ha cmpameauu 3a npeBe-
Uua U paHHO guazHocmuuupaHe Ha 3aboaaBaHemo cpeg obwama nonyaauua u cpeg auuama c noBu-
WeH PUcK.

L{eama Ha Hacmoawomo u3caegBaHe e ugeHMuUUUpaHe Ha Auya ¢ npeguabem u HeguazHoCMU-
uupaH 3axapeH guabem cpeg Auua ¢ noBuweH puck, KOMNAEKCHa OueHKa Ha CbpgevuHo-cbgoBua puck,
Kakmo u onpegeAaHe Ha npazoBama cmolHocm 3a OGbA2apckama nonyaauua Ha puckoBua uHgekc
FINDRISC, nokazameaHa 3a Heobxogumocmma om nocaegBaw, aabopamopeH CKpuHuHe.

Mamepuaa u memogu: V3caegBaru ca 4256 auua, om koumo 35,4% mbxe u 64,6% >KeHu, Ha
cpegHa Bb3pacm 49,6+14,2 20guHu, cbe cpegeH MTM 29,8+6,3 ke/m’. Haauuuemo Ha puckoBu dak-
mopu e ycmaHoBeHo upe3 aHkemeH memog, kamo 6 uzcaegBaHemo ca BkaloueHu Auua ¢ noHe 1 ocHo-
BeH puckoB hakmop. Mpu Bcuuku yyacmHuuyu gonbAHUMEAHO e nonbaHeH BbnpocHuk FINDRISK 3a
oueHKa Ha pucka. M3mepeHu ca aHmponomempuyHU NOKa3ameau - 0OUKOAKA Ha maAua, pbCm u meae-
A0, u3uucaeH e ITM. Taloko3HUAM moaAepaHC e onpegeAeH CbC CMaHgapmeH OPaAEH-2Al0KO30 MOAe-
paHCceH mecm, Kamo Kamezopuume ca geuHupaHu cb2AaacHo Kpumepuume Ha C30 om 2006e. INaaz-
meHama 2Atoko3a Ha O muH. u 120 MUH. e onpegeAeHa No XeKcokuHazeH memog. HbA, . e ugmepeH umy-
HomypbugumempuyHo. NokazameAaume Ha AUNUGEH NPOCOUA Ca ONPEJEAEHU NO EH3UMHO-KOAOPUMEM-
puueH memog, hsCRP e uzmepeH mypbugumempuyHo. VI3mepeHo e apmepuasHo HaAfeaHe C pbueH
cpuzmomaHomemsbp. BucuepasHama macmHa maca e onpegeAeHa UHQUPeKMHO no buoumnegaHceH
memog (Inbody 720, BioSpace), kpalHume npogykmu Ha 2AUKUPAHEMO ca oueHeHu nocpegcmBom us-
mepBaHe Ha koxxkHama aBmodayopecueruua Ha yampaBuoremoBa cBemauna (AGE Reader, DiagnOp-
tics TM). Cmamucmuueckama obpabomka Ha gaHHume e HanpaBeHa cbc cmamucmuyecku nakem SPSS
Bepcua 21, uznoa3zBaHu ca geckpunmuBHU Memogu, egHOgaKMopeH gucnepcuoHeH aHaAu3 (one-way
ANOVA) u anaauz Ha ROC kpuBu.

Pe3yamamu: HopmaaeH Bveaexugpamen moaepaHc (HopmIT) ce ycmanoBu npu 49,7% om u3caeg-
Banume Auua, HoBoomkpum 3axapeH guabem (H3A) npu 19,9% u npeguabem npu 30,4% om Auuama,
kamo 16,9% ca c HapyweHa 2AuUKeMua Ha 2AagHo U 13,5% c HapyweH 2Aloko3eH moaepaHc. CpegHuam
6pou puckoBu hakmopu e 2,7£1,3, a cpegHuam FINDRISK c6op e 13+5, kamo npu 2pynume ¢ abHop-
MeH moaAepaHc cbopbm e cuzHudukaHmHo no Bucok B cpaBHeHue ¢ 2pynama ¢ HopmIT (p<0.0001 3a
Bcuuku cpaBuerus). MNpu npazoBa cmodHocm Ha FINDRISC 10, uyBcmBumeaHocmma u cneuuduy-
HOCmMmMa 3a npegukuua Ha npeguabem u H3A ca coomBemuo 84% (95% Cl 71-90) u 61% (95% CI 54-
71). MNMokazameAaume 3a CbpgeuHo-CbgoB puck - aHMPONOMEMPUYHU NOKa3ameAu, apmepuaAHO HaAa-
2aHe, aunugu, hsCRP - ca 3Hauumo no-Bucoku, kakmo npu H3A, maka u npu npeguabem 8 cpaBHerue
c auuama ¢ HopmIT.

M368ogu: Yecmomama Ha HapyweHusa 6866 BbeaexugpamHua moaepaHc cpeg puckoBa Obazapcka
nonyaauun e Bucoka - Ha npakmuka npu Bcako Bmopo om u3caegBaHume Auua. AabopamopeH cKpu-
HUH2 3a npeguabem u 3axapeH guabem e uHguuupaH npu Auua ¢ FINDRISC cbop = 10. Npu Auua c
npeguabem e HeoOXOgum KOMNAEKCeH nogxog B pamkume Ha uaAOCMHUA CbpgeyHo-CbgoB puck.




Screening for Diabetes - experience of the Clinical
center of endocrinology for the period 2006-2015

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

Introduction: The epidemic of type 2 diabetes poses the need of development of strategies for pre-
vention and early identification of the disease in the general population and amongst the subjects at
increased risk.

The aim of the present study is to identify subjects with prediabetes and newly-diagnosed diabetes
amongst subjects at increased risk as well as to determine in the Bulgarian population the cut-off score of
the FINDRISC questionnaire that indicates the need of further laboratory evaluation.

Material and methods: A total of 4256 subjects - 35,4% males and 64,6% females, of mean age
49,6£14,2 years and mean BMI 29,816,3 kg/m?, are enrolled. Questionnaire method is used for the assess-
ment of risk factors and subjects with the presence of at least one main risk factor are included. FINDRISC
is completed for each subject for further risk evaluation. Anthropometric parameters - waist circumfer-
ence, weight and height, are measured and BMI is calculated. Glucose tolerance is studied during stan-
dard OGTT. Categories of glucose tolerance are defined using 2006 WHO criteria. Plasma glucose at O
and 120 min is measured by a hexokinase method. HbA, . is assessed immuno-turbidimetricaly. Lipid pro-
file parameters are measured by enzyme-colorimetric tests, hsCRP is assessed immuno-turbidimetricaly.
Blood pressure is measured by manual sphygmomanometer. Visceral fat mass is estimated indirectly by a
bioimpedance analysis (Inbody 720, BioSpace; advanced glycation end products are assessed using the
autofluorescence of ultraviolet light (AGE Reader, DiagnOptics TM). Statistical analyses are performed
with SSPSS version 21, using descriptive methods, one-way ANOVA and ROC curves analyses.

Results: Normal glucose tolerance (NGT) was found in 49,7% of the studied subjects, newly diagnosed
diabetes (NDD) in 19,9% and prediabetes in 30,4% of the subjects of which 16,9% have impaired fasting
glucose and 13,5% have impaired glucose tolerance. The mean number of risk factors is 2,7+1,3 and the
mean FINDRISK score is 13+5 being significantly higher in the groups with abnormal glucose tolerance
compared to the NGT group (p<0,0001 for all comparisons). FINDRISC score of 10 points has the speci-
ficity and sensitivity for prediabetes and newly diagnosed diabetes of 84% (95% Cl 71-90) and 61% (95%
Cl 54-71) respectively. The parameters of increased cardiovascular risk - anthropometric measurements,
blood pressure, lipids, hsCRP, are significantly elevated in both NDD and prediabetes compared to NGT.

Conclusions: The prevalence of abnormal glucose tolerance among Bulgarian population at increased
risk is high - in fact in every second screened subject. Laboratory screening for prediabetes and diabetes
is indicated in subjects with FINDRISC score = 10. In subjects with prediabetes a complex approach
addressing the overall cardiovascular risk is required.

MoAaumopdu3zmu Ha TLR4 2eHa npu nayueHmu ¢
npeguabem u mun 2 3axapeH guabem u XpoHUYHUMe
My MUKpocbgobu ycroxHeHuA

3axapueBa E', KameHo8 3', CaBo6 A’
""KauHuka no eHgokpuHoroeus, YMBAA ,ArekcaHgpoBcka”
’"HayuoHanHa eeHemuy4Ha rabopamopusa, CBAAAT ,MauyuH gom”

PazzaerxgaHemo Ha 3axapHua guabem u memaboAumHUA CUHgPOM Kamo CbCMOAHUA Ha XPOHUYHO
cybKAUHUYHO Bb3nareHue HAAOXKU aHaAu3upaHemo Ha guabemHua puck 68 pamkume Ha noAumopdu3-
MU, Kogupawu akmopu Ha umyHHua omzoBop. Tolllike peuenmopu (TLR) umam katouoBa porn 6606
Bb3nareHUEMO, gONPUHACAWO KbM UHCYAUHOBama pe3ucmeHmMHoCcm, amepockaepo3a u MukpoBacky-
AapHa yBpega om okcugamuBHua cmpec u kpalHu NPOGYKMU Ha 2AUKUpaHemo. Hacmoawuam npoekm
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BkatouBa 131 gywu cbe 3axapeH guabem mun 2 (3A2) ¢ gaBHocm go 10 2oguHu, 30 gywu ¢ npegua-
6em u 51 koHmpoau. C noaumepa3zHa BepurkHa peakuua ce aHaAu3upa Xxapakmepa Ha NOAUMOPU3MU-
me Asp299CGly u Thr399lle 8 TLR4 2eHa.

Pazaukama 6 HocumeacmBomo Ha me3u NoAUMOPEU3MU NPU hauueHMu cbe 3A2 u npeguabem He
e om cmamucmuvecko 3HadeHue (p>0,05). Cpeg guabemuuyume HocumeacmBomo Ha noAumopHUMe
aAeAu Ha 2eHa TLR4 He ce cBbp3Ba cbe 3Hauuma pazauka 6 Haauuuemo Ha guabemua noauHeBpona-
mus, p=1,0. HocumeacmBomo Ha HUMO eguH OM NOAUMOPEHUME aAeAU He Ce acouuupa CbC cmamuc-
muyecka pa3auka B HuBomo Ha u3zuucreHama 2aomepyaHa cpuampauus, p>0,05. Haauuuemo Ha
Asp299Gly noaumoppuzbm € cmamucmuyeku 3Ha4UMO NO-4eCmMOo NPU hauueHmMu ¢ HaaudyHa guabems-
Ha pemuHonamus, p=0,037. YcmanoBuxme 90,4% (n=75) om auuama cbc 3A2 ¢ guBua 2eHomun (n=83)
HAMam pemuHonamus, gokamo 42,9% (n=3) om HocumeAume Ha NOAUMOPMHUA areA (N=7) umam Xpo-
HUYHO ycaoxkHeHue. MNoaumopguzmbvm Asp299Gly ce xapakmepu3upa ¢ no-Bucoka yecmoma Ha gua-
6emHama pemuHonamua npu He noBeuye om gecem 2oguwHa gaBHocm Ha guabema: 9,6% 3a guBusa
2eHomun, B8 cpaBreHue ¢ 42,9% 3a noaumopdHua. Moaumopuzmbm Thr399lle He ce cBbp3Ba ¢ pas-
Auka 8 pazBumuemo Ha moBa ycroxxHeHue. (p=0,104).

3akaroveHue: Hecmomama Ha noaumopduzmume B 2eHa TLR4 He ce pa3auuaBa npu auya cbe 3A2
u npeguabem u He KopeAupa ¢ Haauduemo Ha guabemua HeBponamua uau guHamukama 6 6bbpeyHa-
ma cpyHkyua npu guabemuuu. Noaumoppuzmbm Asp299Gly ce acouuupa ¢ no-Bucoka yecmoma Ha gu-
abemnama pemuHonamusa. ToBa 20 npaBu kaHgugam 2eH 3a npegukyuua Ha egHo cepuo3Ho uHBaaugu-
3upawo ycaoxkHeHue om guabema.

TLR4 Gene polymorphisms in patients with prediabetes
and type 2 diabetes and its chronic complications

Zaharieva E', Kamenov Z', Savov A’
"Clinic of Endocrinology, ,Alexandrovska”, University Hospital
*National Genetic Laboratory, University Hospital of Obstetrics and Gynaecology ,Maichin Dom”

Considering diabetes and metabolic syndrome states of chronic subclinical inflammation imposed
analysis of diabetes risk in polymorphisms of genes, encoding factors of immune response. Toll like recep-
tors (TLR) have a leading role in inflammation, contributing to insulin resistance, atherosclerosis and
microvascular damage of oxidative stress and advanced glycation end products. The current project
included 131 cases of type 2 diabetes with up to ten years duration of the disease, 30 cases of predia-
betes and 51 controls. We performed polimerase chain reaction to analyse the presence of Asp299Gly
and Thr399lle polymorphisms of TLR4 gene.

The difference in the presence of both polymorphisms in patients with type 2 diabetes or prediabetes
compared to controls was not of statistical significance (p>0,05). Within diabetic patients carriage of any
of the analysed polymorphic genotypes of TLR4 gene did not differ statistically concerning presence of
polyneuropathy, p=1,0. Neither of the analysed polymorphisms was proven to contribute to estimated
glomerular filtration rate (eGFR), p>0,05. Presence of the Asp299Gly polymorphism was significantly high-
er in patients with diabetic retinopathy, p=0,037. We found 90,4% (n=75) of patients with the wild geno-
type (n=83) did not have retinopathy, while 42,9% (n=3) of carriers of a polymorphic allel (n=7) had the
chronic complication. Asp299Gly polymorphism increases the prevalence of diabetic retinopathy within
ten years of diabetes' duration from 9,6% for the wild genotype to 42,9% for the polymorphic one. Pres-
ence of Thr399lle was not associated with occurrence of diabetic retinopathy (p=0,104).

Conclusion: TLR4 polymorphisms do not differ in patients with type 2 diabetes and prediabetes and
do not correlate with presence of diabetic neuropathy and renal function decline among diabetic patients.
Asp299Gly polymorphism associates with higher prevalence of diabetic retinopathy. This makes it a can-
didate gene for predicting such a severe disabling complication of diabetes.




pr3Ka MexXgy MemaboAumHu u C'bng‘lHO-C'bgOBU
MapKepu u CbpgeyHa abmonomna (I)yHKLWH 6 paHHUMe
€émanu Ha HapyweHuUA Ha SAKKO3HUA MOAepPaHC

P. AumoBa, L. TankoBa, I'. KupuaoB, H. YakvpoBa, A. AakoBcka, I'. [pozeBa

Kaunuka no Auabemonoeus, KauHuyeH LleHmsp no EHgokpuHoaoeus, MY, Cogpusa

BvBegeHue: CopgeuHama aBmoHomHa HeBponamusa e cepuo3HO XPOHUYHO YCAOXKHEHUE HA 3axap-
Hua guabem, cBbp3aHo ¢ gBykpamHo yBeauuaBaHe Ha obwama, BHe3zanHama cvpgeuHo-cbgoBa cmbp-
mHocm, Kakmo u 6ezboakoBama muokapgHa ucxemua 8 ma3zu nonyaauua. HampynBam ce Bce noBeue
gaHHU 32 mAacHa KopeAauua mexkgy aBmoHomHama yHkuua u ocHoBHU memaboAumHuU napamempu u
Bb3narumenHu mapkepu Kamo meguupaw, mexaHu3bm 3a noBuweH cbpgeuHo-CbgoB puck.

Llea: Tol kamo HapyweHua 8 aBmoHomHama hyHkuua ce peaucmpupam owe npeguabemHume
CbCMOAHUA - HapywieHa 2Aukemua Ha 2aagHo (HIT) u HapyweH 2atoko3eH moaepatc (HIT), kakmo u npu
AUUQ C UHCYAUHOBa pe3ucmeHmHoCcm, Npu HOpMaAeH 2Al0KO3eH moaepaHc (HopmlT), ueama Ha Hacmo-
awomo u3zcregBaHe e ga ce OueHU 3HaYeHUemMo Ha UMyHOopeakmuBHUA UHCYAUH U gpyau memaboaum-
HU U cbpgedHo-cbgoBunokazameau 3a cbpgevHama aBmoHomHa pyHkuua B8 paHHUMe emanu Ha 2Ato-
KO3€eH uHmoaAepaHc - npeguabem u HoBoomkpum 3axapeH guabem mun 2 (H3A mun 2).

Mamepuaau u memogu: N3caegBaru ca obwo 185 auua - 80 mbyke u 105 »eHu, cpegHa Bb3pacm
45,8+11,6 2oguHu, cpegeH VITM 31,2+6,3 k2/m?, koumo ca BkatoueHu 6 cpe3zoBo npoyuBare. YuacmHu-
uume ca pa3zgeaeHu 6 4 2pynu cnopeg 2atoko3HUA moaepaHc — 37 ¢ H3A mun 2, 37 ¢ HIT, 37 ¢ HIT,
74 ¢ HopmIT, kamo auuama ¢ HopmIT ca pazgeaeHu 8 2 nogepynu cnopeg Haauduemo Ha Memaboau-
meH cuHgpom (MC) - 37 ¢ HopmIT+MC u 37 ¢ HopmIT-MC. F'Aloko3HUAM moAepaHc e ougHeH Ha Oa-
3ama Ha cmaHgapmeH opaAeH 2Aloko3o-moaepaHced mecm (OITT) cnopeg kpumepuume Ha C30 om
20062. IMpu Bcuuku yyacmHuuu Ha 2aagHo ca uzcaegBanu hsCRP, HBA, ., cepymHu aunugu (06w, xorec-
mepoA, mpuaauuepugu u HDL-xoanecmepoa), LDL-xoaecmepoabm e uzdyucaeH no popmyaama Ha Fried-
wald. MimynopeakmuBHuam uHcyauH (IRI) e uzcaegBaH Ha 2aagHO u Ha 120 muHyma B xoga Ha OITT.
M3uucaeHu ca uHgekcume 3a uHcyauHoBa pezucmedmHocm (HOMA-IR) u 3a uHcyauHoBa cekpeuus
(HOMA-%B). M3mepeHu ca aHmponomempuyHume napamempu - pbCMm, Me2A0, MaAus, U e u3yuceH
VTM. ApmepuarHOmOo HaAfzaHee u3zmepeHo npu cmaHgapmHu ycaoBua. TokaHHume HuBa Ha AGEs ca
onpegeAeHu HeuHBazuBHo upe3 koxxHa aBmodayopecueHuua ¢ anapam AGE Reader. TeaecHuam cobe-
mab e oueHeH upe3 bBuoumnegaHceH aHaau3 ¢ anapam Inbody 720. ABmoHomHama cbpgeuHa yHKuUA
e u3caegBara ¢ anapam ANSAR ANX 3,0 - HeuBHazuBeH memog 3a MOHUMOpPUPaHe Ha CUMNAMUKYCO-
Bama u napacumnamukycoBama akmuBHocm upe3 cnekmpaAeH aHaAu3 Ha CbpgeuyHama yecmoma u
egHoBpemeHeH cnekmpaAeH aHaAu3 Ha guxameAaHama akmuBHocm 6 nokol u B xoga Ha KAUHUYHUME
mecmoBe: 1) gbaboko guwane, 2) BaacarBa u 3) opmocmamuura npoba. Cmamucmuveckama obpa-
6omka Ha gaHHuUmMe e ocbwecmBeHa cbc cmamucmudecku nakem SPSS 20.0.

Pesyamamu: CopgeuHa aBmoHomHa gucyHkuua ¢ omkaoHeHua 6 gBa uau mpu om KAUHUYHUME
mecmoBe ce ycmanoBu npu 5,4% om auuama c HIT, 10,8% om auuama c HI'T, 29,7% om Auuama c
H3A mun 2, u 10,8% om auuama ¢ HopmI T+MC, cnpamo 5,4% npu 3gpaBume koHmpoau. 'pynume c
HapyweHua B 2aoko3HUA moaepaHc — HIT, HIT u H3A mun 2, kakmo u 2pynama ¢ HopmI T+MC nokas-
Bam cuzHuukaHmHo noHuxkeHue B cumnamukycoBama (cbomBemuo p=0,014 u p=0,001) u napacum-
namukyBama (cbomBemno p=0,001 u p=0,004) akmuBHocm 6 nokol u caeg uznpaBaHe cnpamo 2py-
nama ¢ HopmIT. NapacumnamukoBuam moHyc 8 xoga Ha mecma ¢ gbADOKO guwaHe, Kakmo u cumna-
mukoBuam moHyc 6 xoga Ha mecma BaacaaBa ca HamareHu B 2pynume € 2AtOKO3EH UHMOAEpPaHC cnpsa-
MO KoHmpoaume (cbomBemnyo p=0,015 u p=0,037). B uzcaregBanama koxopma ce ycmaHoBu cuzHudu-
KaHmMHa HezamuBHa KopeAauua MeXXgy nAazmeHama 2AKo3a Ha 2aagHo u Ha 120 muHyma, HBA,,
AGEs, ITM, obukoakama Ha maauama, BucuepasHama macmHa maca, obwomeaecHama macmHa mb-
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KaH, CUCMOAHOMO apmepuarHo HaaszaHe u hsCRP u aBmoHomHama cyHkyus, gokamo HuBama Ha IRI
Ha 2AagHo u Ha 120 MUHYmMa, KaKMoO U UHgeKcume Ha XOoMeoCmamuyHUA MOgeA He noka3axa cuz2HUgu-
KaHmHa kopeaauua c¢ HuBomo Ha aBmoxomuHa akmuBHocm. lpu Auyama C gaHHU 3a CbpgeuHa
aBmoHomHa guchyHKuuAa ce peaucmpupaxa cuzHugukaHmHo noBuweHu cmolHOCMU Ha NAa3mMeHama
2AOKO3a Ha 2AagHo u Ha 120 muHyma (cbomBemuo p=0,004 u p=0,032), HBA,. (p=0,022), HOMA-IR
(p=0,033), cucmoAaHomo apmepuarHo HaaszaHe (p=0,037), kKakmo u ObOUKOAKaMa Ha mMmaAuama
(p=0,038) cnpamo me3u cbcC cbxpaHeHa aBmoHomHa akmuBHocm.

M3B6ogu: MNMoayueHume pe3zyamamu nokazBam, ue omkaoHeHua 6 aBmoHomHama akmuBHocm ce
peaucmpupam gopu 8 paHHume emanu Ha HapyweHua 6 2AI0KO3HUA MOAepaHc u cumnamo-BazaaHun
gucbaraHc ce 3agbabouaBa c BarowabBaHe Ha 2AlOKO3HUA MOAEpaHC U Npu HaAudue Ha MemaboAaumeH
cuHgpom. Hawume gaHHu noguepmaBam poaama Ha 2aukemusma, HBA,;, HOMA-IR u BucuepaaHomo
3amabcmaBade kamo Bogewu akmopu 3a pazBumuemo Ha aBmoHomHa guciyHKUUSa, HO He
nomBbp>kgaBam npsaka Bpb3ika mexgy HuBama Ha umyHopeakmuBHUA UHCYAUH U HaAu4UEmoO Ha
abHopmareH aBmoHoMeH MOHYC Npu me3u Auua.

The impact of metabolic and cardiovascular markers
on cardiac autonomic function in the early stages of
impaired glucose tolerance

R. Dimova, T. Tankova, G. Kirilov, N. Chakarova, L. Dakovska, G. Groseva
Department of Diabetology, Clinical Centre of Endocrinology, Medical University, Sofia

Background: Cardiac autonomic neuropathy is a serious chronic complication of diabetes associated
with two-fold increase in all-cause mortality, sudden cardiac death, as well as silent myocardial ischemia
in this population. There is accumulating data on a close correlation between autonomic function and
common metabolic parameters and inflammatory markers, as a mediating mechanism for increased car-
dio-vascular risk.

Aims: Since autonomic function disorders have been found even in prediabetes - impaired fasting glu-
cose (IFG) and impaired glucose tolerance (IGT), as well as in individuals with insulin resistance and nor-
mal glucose tolerance (NGT), the aim of this study is to evaluate the importance of immunoreactive insulin
(IRI) and other metabolic and cardiovascular parameters for the cardiac autonomic function in the early
stages of glucose intolerance - prediabetes and newly diagnosed type 2 diabetes (NDT2D).

Materials and methods: A total of 185 subjects - 80 males and 105 females, mean age 45,8£11,6
years, mean BMI 31,2+6,3 kg/m? were involved in a cross-sectional study. The participants were divided
into 4 groups according to their glucose tolerance - 37 with NDT2D, 37 with IFG, 37 with IGT, 74 with
NGT, and subjects with NGT were subdivided into 2 subgroups according to the presence of Metabolic
Syndrome (MetS) - 37 with NGT+MetS and 37 with NGT-MetS. Glucose tolerance was evaluated during
a standard oral glucose tolerance test (OGTT), applying 2006 WHO criteria. hsCRP, HbA, ., serum lipids
(total cholesterol, triglycerides and HDL-cholesterol) were estimated at fasting in all participants, LDL-cho-
lesterol was calculated using Fridewald's formula. IRl was assessed at fasting and on 120 minutes during
OGTT. Homeostatic model assessment indices for insulin resistance (HOMA-IR) and insulin secretion
(HOMA% B) were calculated. Anthropometric indices - height, weight, waist circumference were mea-
sured, and BMI was calculated. Arterial blood pressure was measured under standard conditions. Tissue
AGEs accumulation was determined non-invasively using skin autofluorescence with AGE-Reader. Assess-
ment of body fat distribution was performed using body composition analyzer (Inbody 720, Biospace).
Cardiac autonomic function was evaluated with ANSAR ANX 3.0 - a non-invasive method for monitoring
sympathetic and parasympathetic activity, applying spectral analysis of HRV with concomitant spectral
analysis of respiratory activity at rest and during the following clinical tests: 1) deep breathing, 2) Valsalva




maneuver and 3) standing. Statistical analysis of the data was performed by SPSS 20.0.

Results: Cardiac autonomic dysfunction, presented with abnormalities in two or three of the clinical
tests, was found in 5,4% of subjects with IFG, 10,8% with IGT, 29,7% with NDT2D, and 10,8% with
NGT+MetS as compared with 5,4% in healthy controls. Groups with glucose tolerance impairments - IFG,
IGT and NDT2D, as well as the group with NGT+MetS showed significant decline in sympathetic (p=0,014
and p=0,001, respectively) and parasympathetic (p=0,001 and p=0,004, respectively) activity at rest and
after standing in comparison to NGT. Parasympathetic tone during deep breathing and sympathetic tone
during Valsalva maneuver were diminished in the groups with glucose intolerance as compared to con-
trols (p=0,015 and p=0,037, respectively). A significant negative correlation was established between fast-
ing and 120 minutes plasma glucose, HbA,., AGEs, BMI, waist circumference, visceral fat area, total fat
mass, systolic blood pressure, and hsCRP and autonomic function, whereas fasting and 120 minutes IRI
concentrations, as well as homeostatic model assessment indices did not demonstrate any significant cor-
relation with the autonomic activity in the studied cohort. Subjects with cardiac autonomic dysfunction
were presented with significantly higher levels of fasting and 120 minutes plasma glucose (p=0,004 and
p=0,032, respectively), HbA,. (p=0,022), HOMA-IR (p=0,033), systolic blood pressure (p=0,037), as well
as waist circumference (p=0,038) in comparison to those with intact autonomic function.

Conclusion: The results obtained indicate that abnormalities in autonomic activity are presented even
in the early stages of impaired glucose homeostasis and sympatho-vagal imbalance worsens with the pro-
gression of glucose tolerance deterioration and in the presence of Metabolic Syndrome. Our results out-
line the role of glycemia, HbA;., HOMA-R and visceral obesity as a leading factors for the development
of autonomic dysfunction, whilst do not confirm a direct relationship between immunoreactive insulin
concentrations and autonomic tone disorders in these subjects.

Hu6a Ha 2aukemuama caeg Hamo6Bap6ane npu Auua ¢ aHzuo-
2paq9CKU gcmaHOBeHa KOPOHapHa apmepuaAHa CmMeHOo3a
M. BoagxueBa’, K. Xpucmo3o08', C. leopzueb’, P. MopganoB’

"Kaunuka no EHgoKkpuHoAozus;
“KauHuka no uHmepBeryuoHasHa kapguonroeua Yb ,,CB. MapuHa”, BapHa

BwvBegeHue: HuBama Ha naazmeHama 2atoko3a Ha 2pru vac caeg OITT (2-u-T) ca cuaeH npegckas-
Baw, (pakmop 3a cvpgeuHo-cbgoBua (CC) puck u 20 yBeauuaBam, HezaBucumo om gobpe uzBecmHu-
me puckoBu hakmopu, naazmeHama 2aloko3a Ha 2aagHo (M) u HbA, .

Llea: Aa ce nombpcam pa3auku B8 2aukemuuHume nokazameau u ocobeHo 8 HuBama Ha 2-u-TT
mexgy Auua cbe (2 50 %) u 6e3 3HaUUMa KOpoHapHa cmeHo3a.

Mamepuaau u memogu: Tpu 96 auua (81,3 % mbike) ¢ npoBegeHa kopoHapHa aHzuozpadpun (KA)
u 6e3 uzBecmHu 2aukemuuHu HapyweHuace npoBege cmangapmen OI'TT mexkgy 3-10 geH caeg gexoc-
numaau3zauuama.

Pe3yamamu: Auuama cbC 3HaYUMa KOpoHapHa cmeHo3a noka3zaxa gocmoBepHo no-Bucoku HuBa
Ha 2-u-Tl (9,53%4,26; 8,04%1,83 mmona/a;pecn. p < 0,028) u HbA,. (6,24%1,62; 5,57%0,33% pecn.;
p<0,014) cnpamo me3u 6e3 3Haduma makaBa, gokamo IIT He gocmuz2Ha cmamucmuvecka 3Ha4umocm.
ABeme 2pynu nauueHmu 6axa cbc cxogHa Bb3zpacm (58.15£8.97 cnp. 58,11+7,95), kopemHa obukoAka
(105,5%9,7 cnp.104,1+11,4), BMI (29,25%5,65 cnp. 30,05£4,47) u AunugHu nokazameau (p>0,05 3a
Bcuuku). lhmepecHo, gopu npu HopmozAaukemudHume Auua ¢ npoBegera KA, Tl Ha 2pu vac 6ewe 3Ha-
yumo no-Bucoka cnpamo ma3zu npu cbnocmaBumu no noa u Bb3zpacm 3gpaBu KOHMpoAU, Koumo 6axa
6e3 aHamHe3a 3a CC-3aboaaBaHusn (6,5£0,89 c/y 5,18+1,24 mmon/a, p<0,0001). 3a pa3zauka om moBa,
T u HbA, . nokaza cxogHu HuBa npu gBeme 2pynu.

3akatoueHue: YcmanoBuxme no-Bucoku HuBa Ha 2-u-T1T npu nayueHmMume CbC 3HaYUMa KOpoHapHa
cmeHo3a cnpamo me3u 6e3 3Hayuma makaBa. Om gpyza cmpaHa, Hamepuxme, ve cpegHama cmodHocm
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Ha 2-u-I1T gopu npu Auuama 6e3 3Havuma cmeHo3a (8,04 mmoa/A) nonaga 8 guana3zoHa 3a xunepzaauke-
mua Ha 2PUf yac.

Te3u Auua He nokazaxa pazauveH memaboAumeH NPOUA CNPAMO NauueHmMuUmMe CbC cmeHo3a u Be-
poamHo ca 8 no-paHeH eman Ha kopoHapHomo 3aboaaBaHe. Pesyamamume cbomBemcmBam Ha nyb-
AukyBaHume gaHHU omHOCHO HebAazonpuamHomo BAuaHue Ha xunepzaaukemuama caeg HamoBapBaHe
Bbpxy aHeuozpadcku ycmaHoBeHama cmeneH Ha KOpoHapHama apmepuaAHa 6oaecm.

Post-challenge glycemic levels in subjects with
angiographically determined coronary artery stenosis

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

"“ClinicofEndocrinology; *Clinic of interventional cardiology, UH ,St. Marina”, Varna

Introduction: Post-challenge glycemia (2-h-PG) is a strong predictor for cardiovascular (CV) risk and
the risk is elevated independently of well known risk factors, fasting plasma glycemia (FPG) and HbA,..

Aim: To search for differences in glycemic indices and especially in 2-h-PG in subjects with (2 50%)
or without significant coronary artery stenosis.

Materials and Methods: We studied 96 patients (81,3% males) without history of glucose abnormali-
ties who underwent coronary angiography (CA) and additionally 20 healthy controls. Glucose tolerance
was defined during OGTT performed 3-10 days after hospital discharge.

Results: The levels of 2-h-PG (9,53%4,26; 8,04+1,83mmol/L;resp. p<0,028) and HbA,. (6,24%1,62;
5,57%0,33 % resp.; p<0,014) were significantly higher in patients with significant coronary stenosis com-
pared to patients without significant senosis. In contrast, FPG levels were similar. The two groups of
patients were at the same age (58,15£8,97 vs 58,11+7,95), with similar waist circumference (105,5+9,7
vs 104,1£11,4), BMI (29,25£5,65 vs 30,05+4,47) and lipid parameters (p>0,05). Interestingly, 2-h-PG was
significantly higher in normoglycemic subjects with performed CA compared to age- and sex adjusted
healthy controls without history of CV-disease (6,5£0,89 vs 5,18+1,24mmol/L, p<0,0001). In contrast, FPG
and HbA, . were similar in the two groups.

Conclusion: We found higher 2-h-PG in patients with significant coronary stenosis compared to sub-
jects with non-significant stenosis. On the other hand we found that mean 2-h-PG level in patients with
nonsignificant stenosis (8,04mmol/L) was in 2-h-hyperglycemic range. These subjects were with similar
metabolic profile as patients with significant stenosis and probably they were in earlier stage of coronary
artery disease progression. Our observation fits well with the published data regarding association
between post-challenge hyperglycemia and the angiographically determined extent of CAD.

AebeAuHa Ha UHMUMaA Megua Ha KapomugHama apmepus
npu nayueHmu c HapyweHua 6v6 6verexugamuama oomaHa
A. FameBa, 4. Acb08, 3. KameHo6,

Kaunuka no eHgokpuHoroaus, YMBAA ,,ArekcaHgpoBcka”

V3mepBaHemo Ha gebeauHa Ha uHMUMa megua Ha a. kapomuc komyHuc (IMT) e HeunBazuBeH yam-
pa3BykoB Guomapkep 3a paHHa amepockaepo3a. 3axapHuam guabem u npeguabemvm (HIT u/uau HIT)
npegcmabBaaBam 6e3cnopHu puckoBu hakmopu 3a amepockaepo3a U CbpgeuHo-cbgoBu 3aboaaBaHus.

Ljeama Ha Hacmoawemo npoyuBate e ga ce cpaBHu IMT npu nayueHmu om ueAua cnekmbp Ha Ha-




pyweHua Bb6 BbaaexugpamHama obmaHa.

MayueHmu u memogu: B npoyuBaHemo 6axa BkaouyeHu 88 nauueHmu Ha cpegHa Bb3pacm
50,9+10,6 20guHu, pazgeaeHu 6 3 2pynu - 3amabcmaBare 6e3 BbaaexugpamHu HapyweHua (n=38),
npeguabem - HIT u/uau HIT (n=38) u HoBoomkpum 3axapeH guabem (n=12). Tpume 2pynu 6axa cxog-
HU no Bb3pacm u uHgekc Ha meAaecHa maca. 3a uzmepBate Ha IMT Gewe uznoazBana aBmomamusupa-
Hama yampa3zBykoBa cucmema CardioHealth Station (Panasonic).

Pezyamamu: MNpu nayueHmume ¢ HoBoomkpum 3axapeH guabem ce HabalogaBa no-zoaama cpeg-
Ha IMT (0,69+0,18 mm) B cpaBHeHue ¢ me3u 6e3 Bbaaexugpamuu HapyweHua (0,630,171 mm) u npegu-
abem (0,62%0,11 mm), makap ve pa3zaukume He gocmuzHaxa cmamucmuvecka 3Havumocm. NayueHmu-
me C apmepuaAHa XunepmoHun umaxa 3Ha4yumo no-20Aama gebeauHa Ha IMT B8 cpaBHeHue ¢ me3u Ge3
(0,66x0,13 cnpamo 0,59+0,09 mm, p=0,017). YcmaroBu ce 3Haduma koperauua Ha IMT ¢ Bb3zpacmma
(r=0,571; p<0,001), cucmoaromo (r=0,471; p<0,01) u guacmoaHomo (r=0,267; p=0,02) apmepuaaHo Ha-
Afl2aHe, uHgekca Ha meaecHama maca (r=0,285; p=0,013) u omHoweHuemo maaug/pbcm (r=0,242;
p=0,047), HO He u ¢ nokazameaume Ha BbzaaexugpamHama obmaHa.

M36ogu: Onpegerawu 3a gebeauHa Ha uHmMuma megua 6 obwama kapomugHa apmepus ca 6b3-
pacmma, aHmponmempuYHUME NoKazameAu U apmepuasHOMo HaAazaHe, a He moakoBa Bbaaexugpam-
Hua cmamyc Ha nauueHume, Bbnpeku ye npu HoBoomkpum 3axapeH guabem ce HabalogaBa no-20aa-
ma gebeaura Ha IMT 6 cpaBHeHue ¢ nauueHmumec Hopmoz2Aaukemua u npeguabem.

Intima media thickness in patients with carbohydrate
disturbances

A. Gateva, Y. Assyov, Z. Kamenov
Clinic of endocrinology, University Hospital Alexandrovska

Intima media thickness of common carotid artery (IMT) is a noninvasive ultrasound biomarker of
early atherosclerosis. Diabetes mellitus and prediabetes (IFG and/or IGT) are indisputable risk factors for
atherosclerosis and cardiovascular diseases.

The aim of the present study is to compare IMT in patients form the entire spectrum of carbohydrate
disturbances.

Patients and methods: In the study were included 88 patients with mean age 50,9+10,6, divided into
three groups - obesity without carbohydrate disturbances (n=38), prediabetes - IFG and/or IGT (n=38)
and newly diagnosed diabetes mellitus (n=12). The three groups were similar in age and body mass index.
For IMT measurement we used the automated ultrasound system CardioHealth Station (Panasonic).

Results: In the patients with newly diagnosed diabetes there was a tendency towards higher mean
IMT (0,69+0,18 mm) compared to those without carbohydrate disturbances (0,63+0,11 mm) and predia-
betes (0,62+0,11 mm), although the differences were not statistically significant. Patients with arterial
hypertension had higher IMT compared to those without (0,66+0,13 vs. 0,59£0,09 mm, p=0,017). There
was a significant correlation between IMT and patients' age (r=0,571; p<0,001), systolic(r=0,471; p<0,01)
and diastolic(r=0,267; p=0,02) blood pressure, body mass index (r=0,285; p=0,013) and waist-to-stature
ratio (r=0,242; p=0,047), but not with the indices of carbohydrate metabolism.

Conclusion: The main factors determining the intima media thickness in the common carotid artery
are the age, anthropometric indices and arterial pressure, but not the carbohydrate status, although the
patients with newly diagnosed diabetes mellitus had higher IMT compared to the patients with normo-
glycemia and prediabetes.
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lpogpecop AeiBug Mamiwoc, MA DPhil, BM, BCh, FRCP, DM (Hon)
Okcepopgceku YHuBepcumem, Beaukobpumarua

DetiBug Mamioc e npoecop no guabemonozua 8 Okcgopgekua YHuBepcumem, pbkoBogumea Ha
cmygeHmu no meguuuHa 8 Koaexka Xapuc MaHuecmbp u noyemeH Aekap KoHcyamanm 6 boaHuuama Pag-
kaugp, Okcpopg. Tol e nouemen ocHoBamen Ha LleHmbpa no 3axapeH guabem, eHgOKPUHOAO2UA U Mema-
60oauzbm B Okchopg (OCDEM).

YaeH e Ha CvBema Ha EBponelickama acouuauusn 3a uzydaBare Ha guabema (EASD) u npegcegamea om
cmpaHa Ha EASD Ha naHeaa 3a 2robaaHu npenopbku. Tol e cbnpegcegamea Ha cmaHoBuwemo Ha
EASD/ADA 3a 3axapeH guabem mun 2, nybaukyBaHo npe3 20122. u 20152. [Npod. Mamioc e npegcegamea
u ocHoBamea Ha EASD Robert Turner kauHuueH obyyumeaeH Kypc u koopguHamop Ha Oxford Steno kAuHu-
yeH obyuyumeneH kypc. Hocumea e Ha mHoxxecmBo akagemuyHu Hazpagu. ABmop e Ha noBeue om 280 ny6-
AUKauuu.

HayuHume my uHmepecu BkarouBam mamemamuuecko mogeaupaHe Ha uHcyauHoBama pe3zucmeHm-
Hocm u B6ema-kAembyHama gucyHkuua. Tou e pazpabomua mogena HOMA 3a 6ema-kaembyuHa oyHKUUA
U uHcyauHoBa pe3ucmeHmHocm, onucaH 3a nbpBu nbm npe3 19852. u noHacmoawem Wupoko uznoa3Ban
8 enugemuorozuama, u iIHOMA, nybaukyBan 6 Diabetes Care npe3 20132. Pabomu B8bpxy nyacamuBrama
uHcyauHoBa (u Ha gpyau XopmoHU, 0COBEHO pacmeykeH XOPMOH) cekpeuua ¢ homowma Ha Bpeme-cepueH
aHaau3. Mima gbaeozoguweH uHmepec 6 obaacmma Ha AeveHuemo Ha 3axapHua guabem. Tol e 3amecmHuK
KOOpguHamop u YAeH Ha M3nbaHumeaHua koHcyamamuBer cbBem Ha UKPDS. PvkoBogumena e Ha peguua
MEXgyYHapogHU KAuHuuHU npoyudBaHua (CANVAS, VERIFY). YaeH e Ha pegakuuoHHUMeE KOAe2uu Ha npec-
mMuyHU cnucaHua - Diabetic Medicine, European Journal of Clinical Pharmacology, Diabetes & Vascular Dis-
ease Research.

INpoecop Mamioc e nponoBegHuk u uaeH Ha cbBema Ha Memogucmkama ubpkBa.




Type 2 Diabetes: An approach to individualised treatment

David R. Matthews, D.R.M.D., D. Phil, FRCP

EMERITUS FOUNDING CHAIRMAN, OXFORD CENTRE FOR DIABETES, ENDOCRINOLOGY AND
METABOLISM, UK

Glycaemic management in type 2 diabetes mellitus (T2DM) has become increasingly complex and,
to some extent, controversial, with a widening array of pharmacological agents now available, mounting
concerns about their potential adverse effects, and new uncertainties regarding the benefits of intensive
glycaemic control on macrovascular complications.

Evidence-based advice depends on the existence of primary source evidence. This emerges only from
clinical trial results in highly selected patients using limited strategies. It does not address the range of
choices available, nor the order of use of additional therapies. Even were such evidence available, the data
would show median responses, and not address the vital question of who responded to which therapy
and why. Patient-centered care is defined as an approach to 'providing care that is respectful and respon-
sive to individual patient preferences, needs, and values - ensuring that patient values guide all clinical
decisions'. This should be the organizing principle underlying health care for individuals with any chronic
disease, but given our uncertainties in terms of choice or sequence of therapy, it is particularly appropri-
ate in type 2 diabetes. Ultimately, it is patients who make the final decisions regarding their lifestyle choic-
es and, to some degree, the pharmaceutical interventions they use; their implementation occurs in the
context of the patients' real lives and relies on the consumption of resources (both public and private).

Important properties of anti-hyperglyaemic agents that play a role in the choice of drug (s) in individ-
ual patients need to be considered before prescribing these for any individual. Ultimately, the aims of con-
trolling glycaemia is to avoid acute osmotic symptoms of hyperglycaemia, to avoid instability in blood glu-
cose over time, and to prevent/delay the development of diabetic complications without adversely affect-
ing quality of life. It is important to recognize that drugs cannot be prescribed simply on the basis of effi-
cacy alone though this is clearly of paramount importance. But in clinical practice one needs to be par-
ticularly sensitive to the issues of hypoglycaemia, weight gain, and other side effects and in a world of lim-
ited resources for healthcare cost of drugs could have a fundamental impact both on healthcare providers
and on patients where drug costs are not fully reimbursed.

3awo 60AHUMe om 3axapeH guabem 6oregybam
Nno-4ecmo om KapuuHom

A. KoeB

Peguua enugemuoAo2udHU U NONYAAUUOHHU npoyuBaHua npe3 nocaegHOMO gecemuaemue ycma-
HoBuxa,ue BoaHume om 3axapeH guabem pazBuBam no-uecmo pazauuHu 3a0KavecmBeru 3aboaaBa-
Hua, Kamo Had-yecmo moBa ca KapuuHomu. Makap 4e puckbm om nosBa u pazBumue Ha KapuUHOM
npu 6oAHU CbC 3axapeH guabem ga ce onpegeaa kamo ymepeHo Bucok, moBa o606weHo onpegene-
Hue e mBbpge nogBexxgawo. MoaBama Ha kKapuuHom npu guabemuuu e ¢ noguepmaHa npeguaekuuA.

[Npu HAKOU Op2aHHU AOKaAU3auuu Ha KapUUHOM puCKbmM npu guabemHo HOAHU e Hag 2 nbmu no-
20AM, OMKOAKOMO Npu HeguabemHama nonyaauus, npu noBeuemo gpyau AOKaAu3auuu Ha KapuuHo-
ma mo3u puck e om 15% go 50% no-8Bucok, npu mpema 2pyna A0KaAu3auuu Ha KapUUHOMU - HAMA pas-
AUKa MeXkgy guabemHo 6oAHUMe u obwama nonyaauusa, a Npu KapuuHoma Ha npocmamama, 6oAHUMe
om guabem umam no-pagka yecmoma 6 cpaBHeHue ¢ HeguabemHomMo HaceAeHue.

MpuyuHume 3a moBa NnpegpaznoAoKeHUe KbM KAPUUHOMU Npu 3axapeH guabem ca cBbp3aHu ¢ He3g-
paBocaoBHua HauuH Ha >kuBom, 3amabcmaBaHemo, xunepuHcyauHemuama, xpoHudHomo Bb3naseHue,
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a cbwo maka u om Buga Ha aHmMuguabemHOMO AeveHue.

KapuuHomHUmMe KAemMKU ca ¢ MHO20 20Aemu Bb3moskHocmu ga ycBoaBam 2aoko3ama u ga ce mya-
munauuupam, 6aazogapeHue Ha mexaHu3mu 8 mexHume uHcyauHoBu peuenmopu u Ha ocobeHocmu 6
mexHUA KAembyueH pacmex, koimo He e cBbp3aH ¢ ocmapaBaHe Ha KapUUHOMHUME KAEMKU, @ Hanpo-
muB - ¢ maxHOmMo nocmoaHHO nogmaagaBaHe u HepekbCHamo pazmHoxkaBaHe, koemo 3agywaba u
npeB3ema mepumopuama Ha HOpMaAHUME KAEMKU Ha op2aHu3ma.

Bugbm Ha aHmuguabemHomMoO AevyeHue CbWo u2pae poaa 3a pazBumue Ha KapuuHomu. EgHa vyacm
om aHmuguabemHume megukameHmu cmumyAaupam kKapuuHomHama uHBa3zusa, gpyea yacm om max ca
UHgUEPEHMHU NO OMHOWEHUE Ha KapuUHOMHama npoAudpepauus, a mpema 2pyna om max uma aH-
mukaHuepoz2eHHo geticmBue. AHmuguabemuomo AeveHue mpabBa ga ce cbobpazaBa ¢ pucka om pasz-
Bumue Ha KapuUUHOM NPU BOAHU C NPEKAHUEPO3HU CbCMOAHUSA, (hamMUAHA ODpemeHeHOCm C KapuuHOMU
uau npu Beye noaBua ce kapuuHom, maka ve mou ga 3abaBs, a He ga yckopaBa cBoemo pazBumue.

MemdopmuHbm e obwonpuzHamuam megukameHm C aHmMukaHuepozeHeH epekm. ToBa e ycma-
HoBeHo npu AabopamopHu ycroBua, npu ekcnepumeHmantu npoyuBaHua u 6 KAUHUYHamMa npakmuka.
Tol npegomBpamaBa mpaHcopmupaHemo Ha HopmaaHume kaemku 8 npekaHuepo3HU, @ NO-KbCHO U
6 kaHuepo3Hu kaemku. [Mpu Beue Bb3zHUKHAA KapuuHom, npenamcmBa HezoBomo pa3zBumue u noaBa
Ha memacmasu. Ha kaembuHo HUBo mol H6aokupa peguua emanu 8 npeBpbuwaHemo Ha HopMaaHama
kaemka 8 pakoBa kaemka. [Npu Beue noaBuaa ce pakoBa kaemka mol 6aokupa BbmpekrembyHUME Mme-
XaHu3mu 3a HelHUA HeNpeKbCcHam pacmexx U HeKOHmMpoAupaHo pazBumue. Emo 3awo, Hapeg ¢ obwon-
puzHamua epekm Ha memdopmuHa 3a HamaraBaHe Ha cbpgeuyHocbgoBua puck npu BoAHUMe C gua-
6em, caegBa ga ce npubaBu u He2oBun aHMuKaHUepo2eHeH edpekm.

CepymHu aHmu-korazeHo6u mun IVIgM anmumeaa u
pazBumue Ha guabemHa Hecpponamua npu 6OAHU CbC
3axapeH guabem mun 2 u apmepuaAHa xunepmoHusA

A. Hukoao@8', U. HuuaukoB', U. uraukoBa®, I. HukoAoB’, A. lapeB'’, A. baaxe8’

'Kamegpa no nponegeBmuka Ha BbmpewHume 6orecmu,
‘Cekmop buonroeus, MeguyuHcku yHuBepcumem, laeBeH

BvBegeHue u yeau: 3ageberaBaremo Ha 6azaaHama membpaHa Ha KanuAapume u maakume cbgoBe
e gobpe nozHama Haxogka u BaxxeH komnoHeHm 6 npoepecuama Ha guabemHama MukpoaHazuonamus.
[MayueHmume cbe 3axapeH guabem (3A) u apmepuasHa xunepmonua (AX) ca 8 no-Bucok puck 3a
pazBumue Ha cbgoBa Gorecm.

Mamepuar u memogu: 3a moHumopupaHe memaboauzma Ha ocHoBHua 6azarHo membpaHeH
npomeuH-korazeH mun [V (KIV) npu nayueHmu cbc 3A mun 2, Kakmo U 3a peaucmpupaHe Ha
cepymHume HuBa Ha anmumeaama cpewy KIV ppazmeHnmu om cybkaacoBeme Ueal, MM u V2A, Gewe
uzno3Bax ELISA memogbm npu 93-ma nayueHmu cbc 3A mun 2 u AX (cpegHa Bb3pacm 61,4+/-11,3
20gUHU; NpogbAXKUMeAHOCcM Ha guabema 9,88+/-3,12; npogbaXkumeAaHOoCM Ha XunepmoHuama 9,28+/-
4,98). Te3u cmouHocmu b6axa cpaBHeHu cme3u Ha 42 Bb3pacmoBo u noroBo cbBnagawu KOHMPOAU.
Auabemuuume 6axa pazgeaeHu Ha gBe 2pynu cnopeg Haauuuemo - pyna 1 (n=67), uau omcbecmBuemo
- 'pyna 2 (n=26) Ha MuKpoaHauonamus.

Pesyamamu: TpoBegeHume u3caegBaHua noka3zBam, ye cepymHume HuBa Ha AHmMuU-KIV MeM
aHmumeaa npu navueHmu cbc 3A mun 2 u AX ca no-8ucoku cnpamo KOHmMpoAHama 2pyna, Kamo mes3u
cmolHocmu ca cuaHudgukaHmuu 0,178 (0,145+0,220) vs. 0,142 (0,118+0,173) (KW=6,31; p=0,01).
Ipyna 1 (nayueHmu cbc mukpoBackyaapHu YcAO>KHEHUS) noka3a cu2HUUKaHMHO no-Bucoku




cmouHocmu Ha AHmMu-KIV MaM 8 cpaBHerue cbe 3gpaBume koHmpoau 0,180 (0,136+0,223) vs. 0.142
(0,118+0,173) (KW=5,03; P=0,02). lNauueHmume om [pyna 2, noka3zaxa 3Ha4yumo 3aBuweHue Ha
u3caegBaHua nokazamea cnpamo koHpoaume 0,176 (0,151+0,202) vs. 0.142 (0,118+0,173) (KW=6.15;
p=0,01).Hat-Bucoku cmouHocmu Ha AHmu-KIV M2M ce ycmanoBuxa npu nayueHmume cbc cbgoBu
nopaxerus (Mpyna 1).

CepymHume Aumu-KIV MM kopeaupam ¢ mukpoarbymuHypuama (r=0.21); (p=0.04), BMI (r=0.19);
(p=0.04), c kpeamuruHoBuam kaupbHc (r=-0,36); (p=0,01) u GFR (r=-0,34); (p=0,02). CepymHume AHmMu-
KIV Mel HuBa 6axa no-Bucoku npu nauueHmume OMKOAKOMO Npu KOHMpoAume, gokamo AHmu-KIV
MeA HuBama 6axa no-Bucoku npu KOHMpPOAUME, HO pa3AUKUME He ca 3HauUMU.

M3B8ogu: Hawemo npoyuBare noka3a Bpb3ka mexgy noBuweHume cepymHu HuBa Ha aHmu-KIV
MeM u pazBumuemo Ha guabemHa Hepponamus. [lpegnorazame, e onpegeraHemMo Ha cepymHume
aHmu-KIV MaM aHmumena moyke ga 6bge noAe3eH mapkep 3a ugeHmuduuupaHe Ha BoAHU cbe 3AT2
u AX, koumo ca ¢ Bucok puck 3a pazBumue Ha cbgoBu yBpexxgaHua.

Serum anti-collagentype IV IgM antibodies and
development of diabetic nephropathy in diabetics with

essential hypertension
A. Nikolov', I. Tsinlikov', I. Tsinlikova’, G. Nicoloff, L. Garev’, A. Blazhev’

'Department of Propedeutics of Internal Diseases, *Division of Biology, Medical University, Pleven

Background and aims: Elastin and collagen are the main proteins of the vascular wall. Arterial hyper-
tension and diabetic vascular complications are connected with an elevated degradation ofelastic tissue.
As a result collagen type IV derived peptides (CIVDP) are releasedin the circulated blood, which are a
pathological stimulus foran increased production of antibodies to collagen type IV (ACIV Abs). In the pre-
sent investigation we studied whether theserum levels of antibodies (IgG, IgM and IgA) to collagen are
related with microvascular complications.

Material and methods: Serum levels of antibodies to collagen type IV (ACIV) IgG, IgM and IgA were
measured using an ELISA method in 93 patients with type 2 diabetes mellitus and arterial hypertension
(AH) (mean age 61,4£11,3 years, diabetes duration 9,88+3,12 years; hypertension duration 9,28+4,98).
These values were compared to serum antibodies to CIV in 42 age and sex matched controls. Diabetics
were divided in two groups according to presence- Group 1 (n=67) or absence- Group 2 (n=26) of
microangiopathy.

Results: ACIV IgM antibodies levels in patients with AH and T2DM were statisticaly significantly high-
er than controls 0,178 (0,145+0,220) vs. 0,142 (0,118+0,173) (KW=6,31; p=0,01). Group 1 (patients with
microvascular complications) showed significantly higher levels of ACIV IgM than controls 0,180 (0,136
+0,223) vs. 0,142 (0,118+0,173) (KW=5,03; P=0,02). Patients from Group 2 showed statistically signifi-
cantly higher levels of ACIV IgM than controls 0,176 (0,151+0,202) vs. 0,142 (0,118+0,173) (KW=6,15;
p=0,01).

ACIV IgM antibodies showed correlation with microalbuminuria (r=0,21); (p=0,04), BMI (r=0,19);
(p=0,04), creatinine clearance (r=-0,36); (p=0,01) and GFR (r=-0,34); (p=0,02). Serum ACIV IgG levels
were higher in patients than in controls, while serum ACIV IgA levels were lower than these in controls,
but the differences are not statistically significant.

Conclusion: Our study showed an association between elevation of serum levels of ACIV IgM and
development of diabetic nephropathy. Elevation of ACIV IgM can be related withlater clinical manifesta-
tion of nephropathy. We suggest that levels of ACIV IgM can be useful method for identfying a high risk
for development of diabetic nephropathy.
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Xunopusa u HagGuGpe iesu L

Pituitary and Adrenals

XunoHampemua: guazHOCMUYHU U mepanebmuyHu
npeguzBukameacm6a

C. 3axapueBa, A. EanenkoBa
KAuHuYeH yeHmvp No eHgOKPUHOAO2UA U 2epOHMoAo2us, MeguyuHcku yHuBepcumem, Cogusa

XunoHampemuama e vyecma guceaekmpoaumemusn, ycmardoBaBawa ce npu npubauzumeaHo 20%
om nauueHmume, Npuemu nNo cnewHocm u B kpumuyHo cbemonHue. Ha 6azama Ha HuBama Ha cepym-
Hua Hampul ce pa3epaHudaBam Aeka (npu HampueBu kKoHueHmpauuu mexkgy 130 u 135 mmol/l), yme-
peHa (125-129 mmol/l) u gbaboka (<125 mmol/l) xunonampemus, a cbobpazHo Bpememo, ¢ Koemo ce
uzaBaBa - ocmpa u xpoHuuHa (npogbaxkaBawa Hag 48 vaca) popmu. XunoHampemuama e noAuemu-
0A02UYHO pazcmpoicmBo, 8 ocHoBama Ha KOemo MOoXKe ga uma MHO20 Pa3AUYHU NPUYUHU: CUHgPOM
Ha HeagekBamHa cekpeuua Ha (CHAAX), HeBpoaozuuHu, cbpgeuHu, 6bbpeyHu u yepHogpobHuU 3abo-
AaBaHua, XpOHUYHU CbCcmoaHua ¢ noBpbwaHe uau guapus, xupypauuHu uHmepBerHuuu (ocobeHo HeB-
poXupypauydHu), XxpoHuYyHa ynompeba Ha HAKOU MeguKameHMuU (HAKOU guypemuuyu, aHmugenpecaimu,
HCIBC, uumocmamuuu u gp.), npego3upaHe ¢ ADH npu nauueHmu ¢ guncozeHeH uHcunugeH gua-
6em, gekomneHcupaHu eHgOKPUHHU HapyweHua (Xunokopmuuu3bm, mexkbk nbpBuueH xunomupeo-
ugu3zbm). KauHuunama kapmuxa 8apupa om noumu acumnmomamuuHu go >kuBomozacmpawaBawu
cayvau B 3aBucumocm om emuoAo2uaMa, meXkecmma u ckopocmma Ha u3aBa Ha xunoHampemusama,
Kakmo u om koAudecmBomo Ha npuemama Boga, Bb3pacmma u 06WOMo cbCcMoaHue Ha havueHma.
AeveHueMoO Ha nogAaexxawama npuduHa, o2paHudaBare Ha gHeBHuUA npuem Ha MevyHOCMU ycnopegHo
c yBeauvaBaHa Ha npuema Ha coa obukHoBeHO ca gocmambuHu mepku 3a oBaagaBaHe Ha Aekama Xu-
noHampemua. Om gpyza cmpaHa, gbAGokama ocmpo HaCMbNUAA XUNOHAMPEMUA € CNeWHO CbCmoa-
Hue, cBbp3aHo ¢ Bucok puck om pazBumue Ha mo3bueH egem u Bucoka cmbpmHocm. [Mpuro>keHUemo
Ha xunepmoHuueH pazmBop Ha HampueB xaopug e ocHoBHO mepaneBmuuHo cpegcmBo, Ho uzuckBa
BHUMamMeAHO NPUAOXKEHUE U MOHUMOpUpPaHe Ha cepymHume HampueBu KoHUeHmMpauuu C UeA ga ce u3-
BeaHe Hal-CepOU3HUMO YCAOXKHeHUe om Gbp3a U NpekomepHa Kopekuua - OCMOmuUYeH gemueAuHu3a-
yuoHeH cuHgpom. Bazonpecun-peuyenmopHume aHmazoHucmu (Banmanu) 6axa BvBegeHu kamo Kaac
MeguKaMeHMU 3a AeYyeHue Ha MeXKKa XPOHUYHA XunoHampemus, Ho mpabBa ga 6bgam npuaazaHu c
BHumaHue ¢ o2Aeg Ha Bb3MOXKHUME UM HEXKeAaHu edpekmu u ca npomuBonoka3aHu npu Auua ¢ Xuno-
Boaemua. AuazHocmuyHO-AeHeBbHUAM Npouec Npu 6oAHUME ¢ XunoHampuemua e npegu3BukameacmBo
3a KAUHUUuUcma kamo ce 83emam npegBug Hakou ocobeHocmu. MbvpBo, guazHo3zama moxe ga 6bge
nocmaBeHa CcbC 3aKkbCcHeHUEe Mbl Kamo CUMNMOMUME Ha XunoHampemua ca HecneuuduyHu. Bmopo,
cbwecmByBa puck 3a HeagekBamHo mepaneBmuuHo noBegeHue nopagu He pagko mpygHama guge-
peHuuaAHa guazHo3a MeXKgy ocmpama u xpoHuuHama ¢opma nopagu u3zBecmHo npunokpuBaHe Ha
CUMNMOMUME U AUNCama Ha ACHa KopeAauua ¢ mexxecmma Ha xunoHampemuama.

Tazu npe3eHmauun e pokycupaHa Bobpxy cbBpemeHHUMeE NPENoOPbKU 3a guazHo3a U AedeHue Ha
XunoHampemua. BKAIOUEHU Ca U HAKOAKO KAUHUYHU CAYYan 3a ualocmpauuna Ha mepaneBmuuHua nog-
X0g U KAUHUYHUS U3XOQg Npu pazaudHume popmu Ha moBa HapyweHue.
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Hyponatraemia: diagnostic and therapeutic chalenges

S. Zacharieva, A. Elenkova
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Hyponatraemia is a common dyselectrolytemia encountered in approximately 20% of emergency
admitted and critically ill patients. Based on biochemical severity we distinguish mild (defined as a serum
concentration between 130 and 135 mmol/l), moderate (125-129 mmol/l) and profound (<125 mmol/l)
hyponatremia and according to time of development - acute and chronic (documented to exist more than
48 h) forms. Hyponatremia is a polyetiological disorder which can be caused by many different condi-
tions: syndrome of inappropriate ADH secretion (SIADH), neurological, cardiovascular, renal and hepatic
disorders, chronic vomiting or diarrhea, surgical interventions (especially neurosurgery), chronic intake of
certain drugs (such as some diuretics, antidepressants, NSAIDs, cytostatic drugs, Ecstasy, etc.), over dos-
ingwith ADH in patients with dipsogenic insipid diabetes, decompensated endocrine diseases (hypocor-
ticism, severe primary hypothyroidism). Clinical presentation varies widely ranging from almost asympto-
matic to life-threatening forms depending on etiology, severity and speed of development of hypona-
tremia as well as water intake and common physical condition. Treating the underlying cause, restriction
of daily fluid intake and increased sodium consumption are usually sufficient measures in the management
of patients with mild hyponatremia. On the other hand, severe acute hyponatremia is an emergency con-
dition associated with high risk for cerebral oedema and, consequently high mortality. Administration of
hypertonic saline is considered to be the main therapeutic approach but careful monitoring of serum Na+
concentration is required to avoid the most serious complication due to overcorrection - osmotic
demyelination. Vasopressin receptor antagonists (vaptans) were introduced for management of severe
chronic forms of hyponatremia but should be administered with caution in respect of their side effects
and are contraindicated in subjects with hypovolemia. Management of most patients with hyponatremia
seems to be rather challenging taking into consideration some characteristics. First, the diagnosis may be
delayed as the symptoms of hyponatremia are non specific. Second, there is a risk for inadequate mea-
sures because of the difficult differential diagnosis between acute and chronic forms as symptoms may
overlap and not necessarily show a clear correlation with the severity of hyponatremia.

This presentation is focused on the current guidelines for the diagnostics and treatment of hypona-
tremia. Several clinical cases are included in order to illustrate the outcome in patients with different forms
of this disorder.

New genetic cause of gigantism

Liliya Rostomyan, Albert Beckers
Université de Liege, Service d'Endocrinologie, CHU de Liege, Domaine Universitaire du Sart-Tilman,
4000 Liége, Belgique

Context: Acromegaly and gigantism result from excessive production and secretion of growth hor-
mone (GH), usually by a pituitary adenoma, and are considered as very rare conditions. Gigantism occurs
in the period of linear growth and is poorly understood disorder. Although previous studies have identi-
fied the various alterations in predisposing genesin somatotropinomas, genetic cause in majority of cases
of acromegaly and gigantism remains unclear.

Methods: We conducted an international study (clinical and genetic) on the pituitary gigantism. In
total 208 patients were enrolled with growth hormone excess and abnormal growth for age or final height
> 2SD above country local standards.
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Results: Genetic or hereditary characteristics were observed in 46% of patients and included FIPA,
McCune- Albright syndrome, Carney complex and MEN type 1. AIP mutations accounted for about one
third of cases. We observed a microduplication in a region of about 500 kb on chromosome Xq26.3 in
samples from 13 patients with gigantism. Four were obtained from members of two FIPA families, and
nine were sporadic cases. All sporadic cases had an original duplication, while familial cases had inherit-
ed identical duplications. In all patients, the disease appeared in infancy. None of patients with gigantism
that do not bear the Xq26.3 microduplication, has grown excessively before age of 5 years. Genomic char-
acterization of Xg26.3 region suggests that microduplications are generated during chromosome replica-
tion. Patients with X-linked infantile gigantism have a common area of overlap that involves four genes,
including GPR101 gene, which encodes a receptor coupled to a G protein with seven transmembrane
domains. Only this gene is strongly overexpressed in pituitary tumors from two patients with infantile
gigantism.

Conclusions: A new pediatric syndrome (we called X-LAG for X-linked acrogigantism) is caused by the
genomic microduplication on chromosome Xq26.3 and characterized by early onset of gigantism resulting
from an excess of growth hormone. X-LAG syndrome is most likely caused by duplication of GPR101 gene.

Exozpadhcku u (pyHKUUOHAAHU NpomeHU Ha wumobugHama
)KAe3a npu 00AHU C akpomezaAuA

E. HaqeB', P. KoBa4eBa', I. KupuroB', K. Kaauno®6’, C. 3axapueBa’
KLIET, MeguyuHcku YHuBepcumem Cocpua’, HbY, Cogpus’

AKkpomezaauama e KAuHuueH cuHgpom caegcmBue Ha noBuweHa cekpeuua Ha PacmesxeH XOpmoH
(PX). Tazu xunepcekpeuua Bogu go 3acazaHe Ha Bcuuku opeaHu u cucmemu. HabrogaBaHume npomeHu
8 wumoBugHama >kAe3a, ca MOPPOAO2UYHU U (PYHKUUOHAAHU. MopoAc2UYHUME Ce gbAXKam Ha Ha-
pacmBaHemo Ha obema Ha wumoBugHama xae3a u noBuweHama cKAOHHOCM Kbm mymopoobpa3yBa-
He. DyHKyuoHarHUMe ce obycaraBam om nvpBuuHo 3acaeaHe wumoBugHama >ae3a u om Bucokama
yecmoma Ha BmopuyeH Xunomupeougu3bm.

Llea: Hacmoawemo npoyuBare ueau ga ycmanHoBu Buga u vecmomama Ha exozpadpckume u ¢pyH-
KUUOHAAHU npomeHu Ha wumoBugHama »xae3a npu BOAHU € akpomezaaun, kakmo u 3aBucumocmma um
om gaBHocmma Ha 3aboaaBaHemo u akmuBHocmma my.

Mayuermu u memogu: N3caegBaru ca 146 navuerma cpegHa Bv3pacm 50,59£12,48, 56 mbxe u
90 »eHu. Exoepadpckomo uzcaegBane 6e npoBegeHo ¢ anapam Toshiba ECCOCEE ¢ auHeapeH mpaHc-
gtocep ¢ yecmoma T0MHz.

XopmoHaneH aHarus: IGF-1 uzmepBaH no umyHopaguomempuueH memog; PX no ¢payopoumyHoAo-
2uueH memog; TCX upe3 umyHopaguomempuyen memog; FT, paguoumyHorozudeH memog. Pe3yama-
mu: bewe ycmarHoBeHa Bucoka yecmoma Ha cmpymume - 86,98%. Ha Hogo3Hume - 69,86%, a Ha gu-
dyzHume - 17,12%. CpegHuam obem Ha wumoBugHama >kae3a Ha 6boaHUme 6e3 onepayua Ha WUMO-
BugHa >kae3a e 25,65mA. 3a mbxkeme - 30,81ma, a 3a skeHume - 21,58maA. INpembpneaume onepauusn
ca 10,96%. Yecmomama Ha (pyHkuyuoHaaHUMe HapyweHua e 39,04%.C xunomupeougu3zbm ca 33,56%.
Om max 13,7% ca c nbpBuuH xunomupeougu3bm, 15,07% c BmopudeH xunomupeouguzovm u 4,79%
¢ KombuHauua Ha nbpBuueH ¢ BmopuueH xunomupeouguzbm. C xunepmupeougu3zbvm ca 5,48%.

M36ogu: AKpomezaauama ce acouuupa CbC 3HavumeAHu npomeHu B mopdgorozuama Ha wumoBug-
Hama >kAe3a, ycmaHoBeHu exoepadcku. Te3u uzmeHeHun, Kakmo u ocHoBHua npouec ca npegnocmab-
Ka 3a PYHKUUOHAAHU NPOMeHU, koumo ca ¢ Bucoka yecmoma, kamo npeBaiupa BmopuyHua xunomu-
peougu3bm. ToBa onpegean Heobxogumocma om wameAaHo uzcaregBaHe Ha me3u nauueHmMu 3a HaAu-
yue Ha mupeougHa namoaozua u cBoeBpemeHHo um u agekBamHo AekyBaHe npu Heobxogumocm.
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Thyroid ultrasonographic and functional abnormalities in
patients with acromegaly

E. Natchev', R. Kovatcheva’, G. Kirilov', K. Kalinov’, S. Zacharieva’
Clinical Centre of Endocrinology, Medical University, Sofia', New Bulgarian University, Sofia*

Acromegaly is a clinical syndrome due to increased growth hormone (GH) secretion, which has
impact on all organs and systems. Morphological and functional changes in acromegaly have been
described. Morphological abnormalities are caused by the thyroid volume enlargement and increased risk
of tumorogenesis. Functional changes are caused by primary impairement of the thyroid gland and high
prevalence of secondary hypothyroidism.

Aim of the study. To identify the type and prevalence of ultrasonographic and functional abnormali-
ties in acromegaly and their relationship with the activity and duration of this disease.

Patients and methods: We investigated 146 patients, mean age 50,59+12,48 y, 56 men, 90 women.
For ultrasonographic investigation we used Toshiba ECCOCEE equipment with linear transducer, fre-
quency TOMHz.

Hormonal analysis: 1GF-1 and TSH was measured by immunoradiometric method; GH was measured
by fluoroimmunologic method; for FT4 we used radioimmunological method.

Results: High prevalence of goiter was found (86,98%), nodular goiter: 69,86%, diffuse goiter:
17,12%. Mean thyroid gland volume of acromegaly patients who are not operated was 25,65 ml, 30,81
ml in men and 21,58 ml in women. Operated patients were10,96% of the whole group. Functional abnor-
malities were found in 39,04% of patients, hypothyroidism in 33,56%. Among them 13,7% were with pri-
mary hypothyroidism and 15,07% with secondary hypothyroidism, and 4,79% had a combination of pri-
mary and secondary hypothyroidism., Hyperthyroidism was found in 5,48%.

Conclusions: Acromegaly is associated with significant morphological changes in thyroid gland, iden-
tified by ultrasonographic investigation. These abnormalities, as well as the primary disease, lead to fre-
quent functional changes, with secondary hypothyroidism the most prevalent. This supports the recom-
mendation that these patients have to be thoroughly investigated and adequately treated.

[Mpeekramncua
C. 3axapueBa

KauHuyueH yeHmwvp no eHgokpuHoAozua u eepoHmoaoeus, MY, Cogpua

Xunepmoxuama e Hal-yecmomo cbnbmcmBawo 3aboaaBaHe no Bpeme Ha GpemeHHocmma, Koe-
mo ce cpewa npu okoao 10% om >keHume. XunepmoHuama no Bpeme Ha bpemeHHOCM ce pa3geas oc-
HoBHO Ha cbwecmByBawa (xpoHuuHa) XunepmoHua om uHgyuupaHa om bpemeHHoCMmMa xunepmowusn
(eecmauuoHHa XunepmoHuA UAU Npe-ekAamncua). XpoHUuvHama xunepmowua ce gecpuHupa kamo noBu-
weHu cmouHocmu Ha AH >140/90 mmHg, ycmanoBeHu npegu 3abpemeHaBaHemo uau npegu 20 2ec-
MauuoHHa cegmuya (2. €.), Koamo ce cpewa npu okoAo 3% om >keHume. [lpe-ekaamncuama u eKAam-
ncuama e cuHgpom, koiimo ce u3aBaBa c HoBonosBuaa ce xunepmoHua caeg 20 2.c., koamo e cBbp3a-
Ha ¢ npomeuHypua (1+ Ha mecm-AeHma uau >300 mg 6 24-yacoBa ypuHa). 3aboaaBaHemo ce cpewa
npu 5-8% om 6pemeHHume u Hal-BepoamHo ce gbAxu Ha HapyweHusa B kpbBoHocHume cbgoBe Ha
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naaueHmama, koemo 6ogu go HamareH kpbBomok u ocBoboxxgaBaHe Ha UUMOKUHU, KOUMO Npegu3-
BuxkBam npomeHu B8 engomeaa B pazauuHu opeaHu. Hat-uecmo 3aboaaBaHemo ce npoaBaBa c noBuwe-
HO AH, npomeuHypus, mo3buHa cumnmomamuka (2aaBoboaue, omok, 2bpuoBe) u vepHogpobHa guc-
pyHKuuAa (xemoAu3a, noBuweHu yepHogpobHu eH3umu u mpombouumoneHua - HELLP cungpom). Apy-
2a ocobeHocm e, Ye 3a pazAuka om cmaHgapmHama KAacugpukauua Ha cmaguu, npu GpemeHHu xunep-
moHuama ce onpegeaa kamo Aeka (140-150/90-109 mmHg) uau mexxka (>160/110 mmHg). Aokamo
cmaHgapmume 3a xunepmoHua akueHmupam ocHoBHo Bbpxy BaxkHocmma Ha cucmoaHama xunepmo-
Hua, Npu GpemeHHU no-20Aamo BHumaHue ce o6pbwa Bbpxy guacmoaHume cMoUHOCMU Ha apmepuan-
Homo HaAseaHe (AH). TpabBa ga ce uma npegBug, e Aekume u ymepeHu Popmu Ha XunepmoHua npes3
bpemeHHocmma pagko 8ogam go gbA20CPOUHU YCAOXKHEHUA U mepanuama e pokycupaHa ocHoBHO
Bbpxy mexxkume gpopmu.

OcHoBHa uea Ha AedeHUEMO e ga ce npodhuaakmupa meykkama XunepmoHus, CbpgedHocbgoBu-
me YCAOXKHEHUS, ga Ce YgbAXKU 2ecmayuoHHama Bb3pacm Ha naoga u ga ce MUHUMaAu3upa nepuogbm
Ha ekcno3uuua Ha aHmuxunepmeH3uBHuU megukameHmu.

Preeclampsia

S. Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical university, Sofia

Hypertension is the most frequent complication disorder during pregnancy and it occurs in about
10% of pregnant women. Hypertension during pregnancy divides above all into preexistent (chronic)
hypertension and pregnancy-induced (gestational hypertension or preeclampsia). Chronic hypertension is
defined as blood pressure >140/90 mmHg diagnosed before pregnancy or before 20 weeks' gestation
and occurs in about 3% of women. Preeclampsia and eclampsia comprise a disorder that presents with
newly-diagnosed hypertension after 20 weeks' gestation and proteinuria (1+ dipstick or >300 mgprotein
in 24-h urine specimen). The disease is present in about 5-8% of pregnant women and is most probably
caused by disorders of placenta blood vessels that lead to reduced circulation and release of various
cytokines which produce endothelium malfunction in different organs. The disease most often presents
with elevated BP, proteinuria, neurologic symptoms (headache, edema, seizures) and liver dysfunction
(hemolysis, elevated liver enzymes and thrombocytopenia - HELLP syndrome). Unlike the standard grade
classification of hypertension, gestational hypertension is defined only as mild (140-150/90-109 mmHg)
and severe (>160/110 mmHg). And while hypertension guidelines focus mainly on the importance of sys-
tolic blood pressure, in pregnant women the spotlight falls preferably on diastolic values. It should be
noted that mild forms of gestational hypertension are unlikely to cause long term deleterious effects so
therapy is mainly directed towards the severe forms.

The primary aim of treatment is the prophylaxis of severe hypertension and cardiovascular complica-
tions, the maturation of the fetus and reduction of exposition to antihypertensive drugs.

KamexoramuHoBa Kapguomuonamua: KpambsK Aumepa-
mypeH 0630[) u npegﬁapume/\Hu gJaHHU Oom I’IpOCﬂEKmUBHO
npquﬁaHe 6 €JuH cneyuaAu3jupaH KAUHUYEH UEHMbBP

A. EreHko6a’, P. Lllabanu?, P. MBanoBa’,

I'. Kupuno@', I. Fanqeb’, I. Togopo8’, C. 3axapueBa’

"KAUHUYEH LeHMBP N0 eHOKPUHOAO2UA U 2epoHmonoaus, MeguuyuHcku yHuBepcumem, Cogpus
2YHuBepcumemcka 6oAHuUUa ,ArekcaHgpoBcka’, MeguyuHcku yHuBepcumem, Cogpusa
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KamexoaamunoBama kapguomuonamusa npu nayueHmume ¢ peoxpomouumom npegcmabanBa mo-
gea Ha cmpec-uHgyuupaHa kapguomuonamus, koasmo ce pa3BuBa Ha 6azama Ha HAKOAKO hamogzeHe-
MUYHU MEXaHU3MU - gupekmHOmMo mokcu4Ho gelicmBue Ha cynpacpuzuoro2udHo noBuweHume HuBa
Ha KamexoAamuHume u mexHume memaboAumu, peuenmop-meguupaHume um epekmu Bbpxy Kapgu-
omuouumume U ucxemuama, npuduHeHa om BazokoHCMpuKUuamMa Ha cbpgeuHume apmepuoau. Cpe-
wa ce npegumHo guaamamuBHama opma, HoO MoXe ga bbge XunepmpoguyHa, a MHO20 NO-PAJGKO ga
npomuya no muna Ha m.Hap. Takouybo kapguomuonamus. KauHuuHama kapmuHa moxke ga BraouBa
me>kka NpuCMbNHa apmepuaAHa XunepmoHusa, NpekopguaaHa 6oAKa U pazHoobpa3HU apummuu, Kak-
Mo U cbpgeveH apecm. He ca pagkocm ocmpume YCAOXHeHUA Kamo HecmabuAHa aH2uHa, MuoKap-
geH uHgapkm, Kapguo2eHeH UAU HekapguozeH omok uAu wok. Om gpyza cmpaHa, KamexoAamuH-UH-
gyuupaHama kapguomuonamusa moxke ga 6bge ycnewHo mpemupaHa c aada-6aokepu, ACE-uHxubumo-
puU U aH2UOMEH3UH-peuenmopHU 6AoKepu u 06ukHOBeHO e obpamuma caeg ycnewHa ekcmupnauua Ha
mymopa. [NpegcmaBame npegBapumeaHu gaHHU (KAUHUYHU, AABOpamopHU, eaekmpokapguozpagCcKu
u exokapguoepadcku) om npocnekmuBHo npoyuBare, uzBbpweHo 6 eguH cneuuaAu3zupaH eHgoOKpu-
HOAO2UYEH KAUHUYEH ueHmbp. AuazHo3ama eoxpomouumom e nocmaBeHa Ha 6azama Ha KAUHUYHa-
ma kapmuHa u noBuweHume HuBa Ha ypuHHUMe memaHedpuHu. Bcuuku yuacmuuuu 68 npoyuBaHemo
Ca ycnewHo onepupaHu U ekcmupnupaHume (PeoXpoMouUumMomMU ca XucmoaozuuHo BepudpuuupaHu.
MauueHmume ca npocaegaBaHu MuHUMYM wecm meceua caeg onepamuBHama uHmepBeHuus.

Catecholamine-induced cardiomyopathy: a mini literature-
review and preliminary data from a single-centre prospec-
tive study

A. Elenkova’, R. Shabani’, R. Ivanova’, G. Kirilov', G. Gantchev’,
G. TodoroV’, S. Zacharieva’

'Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia
‘Alexandrovska Hospital, Medical University, Sofia

Catecholamine-induced cardiomyopathy in pheochromocytoma patients represents a model of
stress-induced cardiomyopathy which develops as a result of several pathogenetic mechanisms - the
direct toxic action of supraphysiologically elevated catecholamines and their metabolites, the receptor-
mediated effects on the myocardial cells and ischaemia due to vasonstriction of the small arterioles. It is
predominantly dilated form of cardiomyopathy, but could also be hypertrophic and more rarely the so-
called Takotsubo-cardiomyopathy. The clinical presentation may include severe paroxysmal hypertension,
precordial pain or a wide range of different cardiac arrhythmias, and even cardiac arrest. Acute compli-
cations such as nonstable angina, myocardial infarction, cardiogenic or non cardiogenic pulmonary
edema or shock are not unexpected in these patients. On the other hand, catecholamine-induced car-
diomyopathy could be successfully managed with alpha-adrenergic blockers, ACE-inhibitors and ARBs and
is usually reversible after successful surgical removal of the tumor. We present the preliminary data (clin-
ical, laboratory, electrocardiographic and echocardiographic) from a prospective study conducted in a sin-
gle tertiary clinical centre. The diagnosis pheochromocytoma was based on the clinical presentation and
the elevated urinary metanephrine levels.

All study participants were successfully operated and extirpated pheochromocytomas were histolog-
ically verified. All patients had at least six months of follow-up after surgery.

IOBUAEEH HALLMOHAAEH KOHIPEC NO EHAOKPUHOAOIUA



I'IpomeHu 6 u4um06uguama XXAe3a npu hauyueHmu C
nbpbuueH argocmepoHuzbLM
U. Mampo3oBa, E. HayeB, P. KoBauyeBa, I'. [anueB, C. 3axapueBa

KauHuveH yeHmwvp no eHokpuHoAo2ua u eepoHmoano2us, MeguyuHcku yHuBepcumem, Cogpua

MopBuuHuam argocmepoHusbm (MA) e Hal-uecmama eHgokpuHHa xunepmoHusa. 3aboaaBaHemo e
cBobp3aHo ¢ noBuweH cbpgeuHo-cbgoB puck, nopagu koemo e Heobxogumo cBoeBpemeHHo ugeHmMugu-
uupaHe Ha npugpyxaBawu puckoBu hakmopu u 3aboaaBaHua. Ao ca nybaukyBaHu camo HAKOAKO Npo-
yuBaHua, koumo nokazBam 3aBuweHa yecmoma Ha mupeougHama namoao2ua (No-cheuuasHo HOgo3Ha
cmpyma) npu MA 8 cpaBHeHue cbe 3gpaBu KOHMPOAU UAU NaUUEeHMU C eceHuuarHa XunepmoHus.

Llea: N3caegBane Ha mopghoAo2UbYHUME U (PYHKUUOHAAHU NpoMeHu Ha wumoBugHama »kae3a npu
nauueHmu c A,

MayueHmu u memogu: 3caegBanu ca 93 cayyaa Ha A, cpeg koumo 38 ¢ argocmepoH-Npogyuu-
paw, ageHom (AlMA), 51 ¢ uguonamuuHa xunepnaazua (MXA). Exoepadpckomo uzcaregBane 6e npoBege-
Ho ¢ anapam Toshiba ECCOCEE ¢ auHeapeH mpaHcgtocep ¢ yecmoma 10MHz.

Peszyamamu: Cpeg nauueHmume c [MA ce ycmaHoBuxa 69 cayyaa C mupeougHa namoao2uA
(74,19%). Cpeg obwama 2pyna baxa ugeHmuduyupaHu 54 cayyaa c Hogo3zHa cmpyma (57%) u 19 cay-
yan (20,43%) ¢ aBmoumyHern mupeougum. Cpeg nauueHmume ¢ AIA ce ycmanoBuxa 31 cayuaa ¢ mu-
peougHa namoaozua (81,56%), kamo 6axa ugeHmuduuupaHu 25 cayyaa c HogozHa cmpyma (65,79%)
u 8 cayuan (22,39%) ¢ aBmoumyreH mupeougum. Cpeg nayueHmume ¢ VXA ce ycmanoBuxa 34 cay-
Yyaa C mupeougHa namoaozaus (66,67%), kamo 6axa ugeHmMuduyUupaHu 26 cayyaa C HOgo3Ha cmpyma
(50,98%/ u 10 cayuaa (19,61%) ¢ aBmoumyHeH mupeougum.

M36ogu: YcmarnoBeHama Bucoka yecmoma mupeougHa namoAo209 npu nauueHmu ¢ A obycaaBa
Heobxogumocma om wameaHo u3caregBare 8 ma3u Hacoka u cBoeBpemeHHo um u agekBamHo AekyBaHe.

Thyroid abnormalities in primary aldosteronism

J Matrozova, E Natchev, R Kovatcheva, G Gantchev, S Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Primary aldosteronism (PA) is the most prevalent form of endocrine hypertension. PA is associated
with increased cardiovascular risk, so it is important to identify associated risk factors and pathologies. In
the literature there are only several reports that show increased prevalence of thyroid pathology (mainly
multinodular goiter) in PA compared with healthy controls and patients with essential hypertension.

Aim: To investigate morphological and functional alterations of thyroid gland in patients with PA.

Patients and methods: We investigated 93 cases of PA, among them 38 with aldosterone-producing
adenoma (APA) and 51 with idiopathic hyperplasia (IHA). For ultrasonographic investigation we used
Toshiba ECCOCEE equipment with linear transducer, frequency T0MHz.

Resultas: Among patients with PA thyroid pathology was found in 69 cases (74,19%). In the whole
group we identified 54 cases with nodular goiter (57%) and 19 cases (20,43%) with autoimmune thy-
roiditis. Among patients with APA thyroid pathology was found in 31 cases (81,56%), among them 25
patients with nodular goiter (65,79%) and 8 patients (22,39%) with autoimmune thyroiditis. Among
patients with IHA we found thyroid pathology in 34 cases (66,67%), among them 26 patients (50,98%)
with nodular goiter and u 10 patients (19,61%) withautoimmune thyroiditis.

Conclusion: The high prevalence of thyroid pathology in PA supports the recommendation that these
patients have to be thoroughly investigated and adequatelytreated.
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KAUHUYHU U memaboAuUMHU Xxapakmepucmuku Ha
nayueHmMu ¢ Hagbwv0peyHu uHyugeHmasomu 6 egun
cneyuaAu3upaH eHgOKPUHOAO2UYEH UeHMbp

B. BacuaeB, A. EreHkoBa, C. 3axapueBa

KAUHUYEH yeHMbp N0 eHgOKPUHOAO2UA U 2epOoHmMoAo2us, KAUHUKa NO XUNnomaAamo-Xunogu3Hu,
HagbwvbpeyHu u eoHagHu 3aboaaBaHus, MeguuuHcku yHuBepcumem, Cogua

CayuatHomo Bu3yaauzupaHe Ha popmavuu B HagbbOpeuHumexaezu cbBeemHe e pagko aBaeHue
u ce npuema, ye makuBa ce omkpuBam npu okoro 2-4% om HacereHuemo. CbBpemeHHUMeE KOHCeH-
cycHu cmaHoBuwa npenopbuBam onepamuBHoO AeueHUE Ha MaAUZHEHUME U XOPMOHAAHO akmuBHume
mymopu u KoHcepBamuBeH nogxog cnpamo gobpokayecmBeHUMeEXOPMOHO Hecekpemupawu Hagov6-
peyHu ageHomu, BrkaouBaw, nepuoguueH xopmoHaaeH u KT uau IMP KoHMpOA. AaHHUME 3a gbA20C-
pouHama eBoalouua u npomaHama 6 pamepa u XopMOHaAHama Cekpeuua Ha me3u MYmMopu Ha mo3u
eman ca ockbgHu. HampynBa ce Bce noBeue uHpopmayus, nokazBawa ye gopu gokazaHo XOPMOHO
Hecekpemupawume ageHomu ca cBbp3aHu ¢ no-Bucoka yecmoma Ha apmepuaAsHa XunepmoHua u me-
maboaumHu HapyweHusa 8 cpaBHeHue ¢ obwama nonyaauus.

Llea: Aa ce onpegeasm KAUHUYHUME Xapakmepucmuku, XopmoHaaHama akmuBHocm u ecmecmBe-
Hama eBoalouua Ha HaghbLOpeYHUMe UHUUGEHMAOMU NPU NAaUUEHMU, NPEMUHAAU Npe3 eguH cneyuaAu-
3UpaH eHgoOKPUHOAO2UYEH UeHMBbP.

MayueHmu u memogu: B npoyuBanemo 6axa BxatoueHu 515 nauueHmu ¢ HagobBOpPEYUHU U UHUUgEH-
manomu, xocnumaauzupardu 8 KLIEF om 1995 go 2010 2. baxa aHaAu3upaHu mexHume aHmponomem-
PUYHU, KAUHUYHU, MemMaboAUMHU U XOPMOHAAHU NoKa3zameau.

Pe3yamamu: CpegHama Bb3pacm Ha Bcuuku yuacmuuuu 68 npoyuBanemo 6e 53,45 + 13,4 20guHu-
CbC 3HauumeAHo npeobaagaBaHe Ha xeHckua noa - 376 (73%) cnpamo 139 (27%) mbxke. CpegHuam
pazmep Ha HagbbOpeuHume mymopu 6e 28 mm (10-190 mm). XopmoaHaHUmMe u3zcaegBaHua nokazaxa,
ye npeobragaBawomo mHo3zuHcmMBo om nauueHmume (82,9%) umaxa XopMOHOHecekpemupawu Hag-
6bb6peuHu ageHomu, npu 5,94% 6e ycmanoBeH cybrkauHuueH cuHgpom Ha KywuHe, uzaBeH cuHgpom Ha
KywuHz - npu 2,7%, dpeoxpomouyumom - npu 1,9% u nvpBuueH aagocmepoHuzovm - npu 1%. MNpu 1,7
% cpopmauvuama 6e HagbbOpeueH kapuuHom. Yecmomama Ha memaboAumHume HapyweHu u xunep-
moHuama He ce omaudaBawe mexxgy nauueHmume CbC cybKAUHUYEH CUHgPOM Ha KywuH2 u nauuen-
mume C XOpMOHoHecekpemupawu HagbbbpeuHu ageHomu, HO 6e 3HauumeaHo no Bucoka B cpaBHe-
Hue ¢ obwama nonyaauua. B xoga Ha npocaegaBaremo He Ge HabalogaBaHo pazBumue Ha XOpmOHaA-
Ha Xunepcekpeuus.

3akatoueHue: Te3u pesyamamu nomBbprkgaBam cbBpemeHHUMe gaHHU 3a NO-HUCKA Yecmoma Ha
XOpMOHaAHO-akmuBHU u 3a0kavecmBeHu mymopu cpeg nauueHmume ¢ HagbbOpeuHU UHUUgEeHMaAo-
MU, Kakmo u no-Bucokama yecmoma Ha XxunepmoHuama u memaboAuUMHUME HapyeHua NPU XOPMOHO-
Hecekpemupawume HagbbLOpeuHU ageHomu.

Clinical and metabolic characteristics of patients with
adrenal incidentalomas in a single tertiary centre

V. Vasilev, A. Elenkova, S. Zacharieva

Clinical centre of endocrinology and gerontology, Departement of hypothalamic, pituitary, adrenal
and gonadal diseases, Medical university, Sofia
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Background: Incidental discovery of adrenal lesions is not rare and their prevalence is ranges from 2
to 4% of the general population. Current consensus statements and guidelines recommend surgery as the
treatment of choice for such lesions and conservative approach including periodic radiological and hor-
monal evaluation when managing the benign non-functioning adrenal adenomas. However, long-term
data on the natural evolution and potential changes in size and pattern of secretion of these tumours is
still scarce. Increasing evidence suggests that even apparently non-functioning adrenal adenomas may be
associated with higher prevalence of hypertension and a variety of metabolic abnormalities.

Aim: To evaluate the clinical features, hormonal activity and natural evolution of adrenal incidentalo-
mas (Al) in patients investigated in a single endocrinological centre.

Patients and methods: 515 patients with Al evaluated between 1995 and 2010 were retrospectively
included in the study. Their anthropometric, clinical, metabolic and hormonal parameters were analyzed.

Results: Mean age of all participants was 53,45 + 13,4 years (range 13-84) with strong female pre-
dominance - 376 (73%) vs. 139 (27%) males. Median size of Al was 28 mm (range 10-190 mm). Hor-
monal investigations revealed that 82,9 % of patients harboured non-functioning adenomas, subclinical
hypercortisolism was detected in 5,94%, overt Cushing's syndrome - in 2,7%, pheochromocytoma - in
1,9% and primary aldosteronism was diagnosed in 1% of patients. Adrenal carcinoma was identified in
1,7%. The prevalence of metabolic abnormalities and hypertension did not differ between patients with
subclinical Cushing's syndrome and non-functioning adrenal adenomas. When compared to the general
population, however hypertension, type 2 diabetes and metabolic syndrome were significantly more com-
mon in patients with hormonally inactive tumours. During the course of follow-up progression to overt
hormonal hypersecretion was not observed.

Conclusion: These results confirm other contemporary studies reporting lower rates of hormonally
active and malignant lesions among Al as well as increased prevalence of hypertension and metabolic
abnormalities in patients with non-functioning adrenal adenomas.

Hagbbw0peueH uHYUgEHMaAOM — MUEAOAUNOM

E. 3ramanoBa, K. Xpucmo3o06, A. CmoaHoBa
KauHuka no EHgokpuHorozaua u borecmu Ha obmaHama MBAA ,,C8. MapuHa®”, BapHa

Mueroaunombm e pagbk gobpokauecmBeH mymop, Kollmo Hal- yecmo e AokaauzupaH 6 Hagbb0o-
peuHume >Ae3uu no-pagko B uepHua gpob, AumgpHume Bv3Au U Geaume gpoboBe. V3zpageH e om 3pe-
AU agunoOuuUMuU U KAemMKU Ha xemonoe3ama. Haauuuemo Ha muearoaunom mpa66a ga ce nogo3upa npu
navueHmu ¢ kpbBHU 3aboraBaHun - macuBHa xemoau3a, mueropubpo3a, chepouumHa aHemua UAU ma-
Aacemun, KOUMO ce maHuhecmupam ¢ meguacmuHaaHu gpopmauuu. CayyaliHo ycmaHoBeH mueAroAuno-
MbM € C MaAKU pazmepu u acumnmomamuveH. [Mo-2onemume ¢popmauuu ce npoaBaBam ¢ 60AkoB cuh-
gpOM, HO MOXE U C pemponepumoHeaiHa xemopazua. YHecmomama e okoAo 3% om Bcuuku nbpBuuHu
agpeHaAHU mymopu, kamo npu aymoncuu e om 0,06% go 0,2%. OmHocumeAHUAm um gaa Kamo ,UH-
uugeHmaromu” e 7-15%.

Kaunuygen cayyat: Mbik Ha 62- 2oguwHa Bb3pacm, ¢ onaakBaHua om guckomcpopm 6 geceH 2opeH
kBagpaHm Ha Kopema. [MpoBegeHa e abgomuHaaHa exozpacpun, om Kosmo e ycmaHoBeHa Ae3ua Ha gac-
Ha HagO6bbpeuHa xkaeza. Om KomniombpHa momoezpacpua ¢ KoHmpacmuo ycuaBane, ce goka3zBa Haau-
yuemo Ha mymopHa popmauua ¢ pazmepu 69/51/77 mm u nabmuocm > 10 XE. Om npoBegeHume KAu-
HUYHU U napakAuHuuHU u3caegBaHusa ce ycmaHoBaBam caegHume pesyamamu: 3amabcemaBaqe, HOp-
MaAHU cmoUHOCMU Ha apmepuasHomo HaaaeaHe, noBuweHu HUBa Ha nAa3mMeHa 2AI0KO3a U mpu2AUUe-
pugu, Hopmokaauemus. Om xopmoHaaHume mecmoBe - pumbm Ha Kopmu3oaa 084 - HopmaaHu cmol-
HOCMU; 224 - 20pHO-2paHUYHU CMOUHOCMU; (PpakuuoHUpaHUMemaHeppuHu 6 nAa3ma u ypuHa- 20pHo-
2paHuYHU; aagocmepoH/peHuH- Hopma. DA - malika u bawa cbe 3axapeH guabem mun 2. MNpegBug paz-
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mepume Ha Ae3usama e npoBegeHa agpeHareKmomua C XUCMOAO2UYEH pe3yamam: ageHoMm Ha Hagbbo-
pek acouuupaH C MUEAOAUNOM.

Mueaoaunomume ca pegku 3aboaaBaHua Ha HagbvbpeuHume >xae3zu. OmkpuBam ce Hal-vuecmo
cayualHo, npu obpazHu uzcaegBaHua. Ha xupypauuHo aeveHue nogaexkam obpa3yBaHuama c pazmep
Hag 4 CM U/UAU HaAuYUE HA KAUHUYHA CUMNMOMamuka

Suprarenal incidentaloma - myelolipoma

E. Zlatanova', K. Hristozov', D. Stoyanova’
"Clinic of Endocrinology and Metabolic Diseases, University Hospital ,St. Marina”, Varna

Myelolipomais a rare benign tumor, which most of tenis located in the ad renal glands, more rarely
in the liver, lymph nodes and lungs. Itiscomposed of mature adipocytes and haematopoietic cells. The
existence of myelolipoma should be suspected in patients with blood diseases - massive haemolysis,
myelofibrosis, spherocyticanemia or thalassemia, which are manifested by mediastinal formations. Acci-
dentally discovered it is with small size and asymptomatic; in larger dimensions is manifested by pain syn-
drome or with retroperitoneal haemorrhage. The frequency is about 3% of all primary adrenal tumors, at
autopsy from 0,06% to 0,2%. They account for 7 to 15% of all adrenal ,incidentalomas”.

Case report: A 64 year old male with chronic upper right abdominal pain. Abdominal ultrasonogra-
phy detected lesion of the right adrenal gland. CT scan was made with contrast enhancement and con-
firmed the presence of tumor formation with dimensions 69/51/77 mm and density > 10 HU. From con-
ducted diagnostics the results showed normal levels of blood pressure, elevated levels of plasma glucose
and triglycerides, normokaliemia.

From hormone diagnostics: cortisol rhythm - 8 a.m. - normal values; 10 p.m. - upper limit; fraction-
ated plasma and urine metanephrines showed upper limit; normal aldosterone - renine ratio. Family his-
tory - mother and father with diabetes mellitus type 2. Given the size of the lesionwas performed adrena-
lectomy with histological result: adrenal adenoma associated with myelolipoma.

Myelolipomas are rarediseases of the adrenal glands. Most common they are found accidentally by imag-
ing diagnostics. Shown for surgery are lesionslargerthan 4 cm and / or the presence of clinical symptoms
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Mema6oaumen cungpom

Metabolic syndrome

[MaHgemuama 3amabcmabBaHe-nocregHu HayuHU

nocmukeHuAa u mepaneﬁmuqHu cmpameeuu
M. IMemkoBa, Vb6 ,No3erey”, Cogpus, Cogputicku YHuBepcumem

Yecmomama Ha HagHOPMEHOMO mez2A0 U 3amabecmaBaHemo npogbaxkaBa ga HapacmBa, HezaBu-
CUMO Oom maxHomo HebaazonpuamHo BauaHue Bbpxy 3gpaBemo u Bucokama ueHa, Kacaewu omgea-
Hua uHguBug u obwecmBomo kamo uaro. 3amabemaBaHemo e xpoHuuHo 3aboaaBaHe u pegykuuama
Ha me2Ao U nocaegBawomo My noggbpskaHe e U3KAIYUMEAHO MPYgHO, 0CobeHO Kozamo guemama u
¢puzueckama akmuBHocm ca nbpBa AuHUA Mepanua, a PapMaKOAO2UYHOMO AeYeHUe e AUMUMUPAHO.
Mpu excmpemHo 3amabemaBaHe Gapuampuydama xupypausa e BucokoedekmuBHa, HO ma e ckbnocm-
pyBawa u He HaBcakbge gocmbnHa. Dapmakomepanuama gonbaBa npozpamume 3a NpomaHa CMuAa Ha
»kuBom xpaHeHe, noBegerue, puzudecka akmuBrocm. B EBpona kamo aHmuobe3HU megukameHmu ca
peaucmpupanu orlistat, kollmo ce noHaca goope om noBeuemo nauuermu, u liraglutide. Mpe3 2015 2. ce
ouakBa owe 1 megukameHm ga NOAYYU pa3peweHue 3a ynompeba-komburayuama naltrexone SR/bupro-
pion SR. M gBama megukamenma, BkatoueHu B kombuHauuama HamaraBam anemuma u nognomazam na-
uueHmume 3a cnpaBaHe ¢ XunokaropudHama guema, Kamo pegykuuama Ha Me2A0mo € No-3HavumeAHa
8 cpaBreHue ¢ npomaHama cmuaa Ha >kuBom camo. Mo Bpeme Ha hapmamomepanuama, ako nauueH-
MbM He e pegyuupas Me2A0mo Cu Hal-MaAKo ¢ 5% 3a nepuog om 12 cegmuuy, caegBa cbomBemuun me-
gukameHm ga ce 3ameHu ¢ gpya. Tazu mepanua ocuzaypaBa no-3HayumenHa 3a2yba Ha me2A0 U 3agbpika-
He Ha nocmuz2Hamume pe3zyamamu. [lauueHmume ¢ HACMBNUAU YCAOXKHEHUA Ha 3a6oAaBaHemo u3uck-
Bam no-npogbAKUMEAHa MeguKameHO3Ha mepanua U umam no-u3paseH ehekm om AedeHuemo.

Obesity pandemic - latest scientific insights and
novel clinical strategies
M. Petkova, UH ,Lozenetz”, Sofia, Sofia University

Overweight and obesity are continuing to increase despite ongoing publicity about the long-term
health and cost implications both to the individual and to society as a whole. Obesity is a chronic disease,
and losing weight and then achieving sustained weight reduction is profoundly difficult, especially when
diet and exercise is the firstline treatment and pharmacologic support is limited. In the severely obese,
bariatric surgery is very effective but is costly and unfortunately is not widely available. Pharmacotherapy
can be used as an adjunct to a lifestyle intervention program that includes nutritional, behavioral, and
physical activity components. Within Europe, orlistat which compound has tolerability issues in a sub-
stantial proportion of obese patients and liraglutide are currently marketed as an antiobesity medications
Weight-loss pharmacotherapy in Europe is likely to expand in 2015 with 1 new compound, naltrexone
SR/bupropion SR combination. Both of these medications suppress appetite and enhance the patient's
ability to comply with a reduced-calorie diet and produce significantly greater weight loss over that
achieved by lifestyle intervention alone. For any pharmacologic agent, if a patient does not lose 5% or
greater body weight after 12 weeks on the maximal dose of the medication, it should be discontinued and
an alternative medication used if available. Antiobesity medications help to sustain weight loss and pre-
vent weight regain over time. Patients with obesity-related complications are likely to benefit the most
from pharmacologic agents and are likely to require long-term therapy.
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Pa3npocmpaHeHue Ha memaboAUMHU HapywieHuA
u cbpgeuHo-cbgoBu puckoBu hakmopu npu
0bA2apcku nayueHmMu cbe 3amabemabate

A. Acbo8, A. TameBa, 3. Kameno8

Kaunuka no EHgokpuHoaoeus, YHuBepcumemcka boaHuua ,ArekcaHgpoBcka”, Cocpua

Lleau: 3amabcmaBademo e ocHoBeH puckoB gpakmop 3a mun 2 3axapeH guabem, memaboAumeH
CUHgPOM U CbpgeuHo-cbgoBa 3aboaeBaemocm u cmbpmuocm. Lleama Ha Hacmoswomo npoyuBate be
ga ce onpegeau paznpocmpaHeHuemo Ha memaboAumHU HapyweHua U CbpgeuyHo-cbgoBu puckoBu
rakmopu B 6bA2apcKku nayueHmu, Nogaexkawu Ha oueHka 68 kauHuuHu ycaoBus.

Mamepuaau u memogu: ToBa pempocnekmuBHo npoyuBare Bkaouu 1331 nocaegoBamenHu cay-
yaa cbe 3amabemaBare (MTM 2 30 ke/m?), nocmbnuau B Kaunukama no EHgokpuHoaozua 8 YHuBep-
cumemcka boaHuua ,ArekcaHgpoBcka” 3a nepuoga 2007-20142. Ha Bcuuku navueHmu 6e u3zBopweH
OITT ¢ u3zcaegBare Ha umyHopeakmuBeH uHcyaud (0,60,120 mun). buoxumuuHume u3caegBaHua
BralouBaxa Cbwo U YepHOgPOOHU eH3UMU, CEpYMHA NUKOYHA KUCEAUHA, CEPYMEH KPEamuHUH, NbAeH
AunugeH npodgua. NayueHmume ¢ gokazaH mun 2 3axapeH guabem, npomeHu 8 mupeougHama ¢pyHK-
uuAa, XUuno- UAU XUNepKopmMu3oAu3bm, YepHogpobHu 3aboaaBaHun, xpoHuuHo 6b0pevuHo 3aboAa8aHe u
mes3u, npuemawu aHmuguabemHu megukameHmu go 3 meceua om u3caegBaHuama 6axa U3KAIOYEHU
om aHaau3a.

Pesyamamu: KpauHuam aHaau3 Bkaouu 813 nauueHmu cbc 3amabecmaBane (cpegHa Bb3pacm
43,714 20guHu) cbe cpegeH VITM 37,9£6,25. boaAecmHocmma Ha HoBoguazHoCcmuuupaHun 3axapeH
guabem mun 2 6e 6,3%, gokamo 42,6% umaxa npeguabem: 25,4% umaxa u3oAupaHa HapyweHa 2AuUKe-
mua Ha 2aagHo (5,6-6,9 mmoa/A), 9,3% umaxa uzoaupaH HapyweH BbaaexugpameH moaepatc (7,8-11,0
MMOA/A Ha 120 muH om OITT), a kombuHayuama om gBeme - 7,9%. 51,1% om nauueHmume Hamaxa
Bberexugpamuu cmywieHua. MncyauHoBa pezucmenmHocm, oueHeHa kamo HOMAIR ungekc > 2,5 uau
umyHopeakmuBeH uHcyAuH Ha 2aagHo > 20 mU/I 6ewe Haauue npu 64,9% om cybekmume. Apmepu-
aAHa xunepmoHusa bewe ycmanoBera npu 70,2% om nauueHmume, a gucaunugemua npu 76,1%. 10,5%
om nauyueHmume umaxa aHamHe3a 3a cbpgevHo-cbgoBo 3aboaaBaHe. Cnopeg Kpumepuume Ha Mex-
gyHapogHama Auabemua Degepauus (IDF) 60,1% om yuacmuuuyume 6 npoyuBaHemo umaxa memabo-
AUMEH CUHGPOM.

3akatoueHue: Hawemo npoyuBaHe gemoHcmpupa mHo20 Bucoka yecmoma Ha memaboAumHuU yc-
AOXKHeHuAa (guabem, npeguabem u uHcyauHoBa pezucmeHmMHocmM) u cbpgeuHo-cbgoBu puckoBu dpak-
mopu (apmepuasHa XunepmoHua u gucAaunugemus) cpeg 2oaama koxopma om Bucoko-puckoBu nauu-
eHmu cbC 3amabcmabate.

Prevalence of metabolic disturbances and cardio-
vascular risk factors in Bulgarian patients with obesity

Y. Assyov, A. Gateva, Z. Kamenoy,
Clinic of Endocrinology, University Hospital ,Aleksandrovska”, Sofia, Bulgaria




Background and aims: Obesity is a major risk factor for type 2 diabetes, metabolic syndrome and cardio-
vascular morbidity and mortality. The aim of the study is to determine the prevalence of metabolic disturbances
and cardiovascular risk factors in Bulgarian patients with obesity undergoing evaluation in a clinical setting.

Materials and methods: This retrospective study included 1331 consecutive cases with obesity
(BMI = 30 kg/m?) admitted at the Clinic of Endocrinology in University Hospital , Alexandrovska” during
the period 2007-2014. All the patients underwent oral glucose tolerance test with measurement of
immuno-reactive insulin (0, 60, 120 min). Biochemical measurements included also lipid profiles, liver
enzymes and uric acid concentrations. Patients with known type-2 diabetes mellitus (T2DM), hypothy-
roidism, hypercorticism, liver disease, chronic kidney disease and those taking antidiabetic drugs less than
3 months prior the admittance were excluded.

Results: The final analysis included 813 obese patients (mean age 43,7£14,0 years) with mean BMI of
37,9+6,25. The prevalence of newly diagnosed diabetes was 6,3%, while 42,6% had prediabetes - 25,4%
had impaired fasting glucose (5,6-6,9 mmol/l), while 9,3% had impaired glucose tolerance (7,8-11,0
mmol/l), and the combination of IFG+HIGT - 7,9%. 51,1% of the study population had no carbohydrate
disturbances. Insulin resistance as measured by HOMA-IR > 2,5 or immuno-reactive insulin > 20 mU/I was
present in 64,9% of the subjects. Arterial hypertention was found in 70,2% of the patients and dislipidemia
in 76,1%. 10,5% of the patients had coronary heart disease. A total of 60,1% of the study participants had
metabolic syndrome based on the IDF criteria.

Conclusion: The present study demonstrates a very high prevalence of metabolic disturbances (dia-
betes, prediabetes and insulin resistance) and cardiovascular risk factors (hypertention anddyslipidemia)
in a large cohort of high-risk obese patients.

[TAa3meH amepozeHeH uHgekc, pucko6 uHgekc Ha Castelli
U CbOMHOWeEeHUe AeNMuH/agunoOHEKMUH Npu XeHu C
memaboAumeH CUHgpOM

A. KoreBa', M. OpbeyoBa’, 1. AugpeeBa-fameBa>, FO. HukoroBa’, 1. Amanaco6a’,
A. BAagumupoBa-KumoBa’, M. CemepgxueBa’

"KauHuka no EHgokpuHorozus u borecmu Ha obmaHama, YMBAA ,CB. leopau”, MY, [TroBguB; *Kamegpa no
(Mapmakoroeus u Tokcukoroeus, MY, Cogpus,; *Kamegpa no Duzuorozus, MY, [roBguB * Kamegpa no AHamo-
mus, Xucmoaozua u Embpuoroaus, MY, [ro8gub, ° KauHuka no Kapguonaozus, YMBAA ,,CB. leopau”, MY, [1r06-
guB °Kamegpa no CoyuarHa MeguuuHa u 3gpaBeH MeHugxkmwvHm, MY, [MroBguB

Lleama Ha npoyuBaHemoega ce oueHu CbpgeduHo-cbgoBua puck Npu eHu ¢ memaboAumeH CuHg-
pom (MC) Ha 6azama Ha nAazmeH amepozeHeH uHgekc (AIP), puckoB urgekc Ha Castellilu Il (CRI) u cb-
omHoweHue AenmuH/agunoHekmuH (A/A).

Mamepuaau u memogu: IpoyuBaHemo obxBawa 31 xeHu ¢ guazHocmuuupad MC (cp. Bb3pacm
29,03£6,16 2.) u 30 cbomBemtu no Bb3pacm kauHuuHO 3gpaBu >keHu (cp. Bb3zpacm 26,33+4,49 2.),
ohopmawu KoHMpoAHa 2pyna. Mpu Bcuuku yyacmHuuku B npoyuBaHemo ca uzBvpweHu caegHume
KAUHUYHU, aHmponomempuyHu u AabopamopHu u3caegBaHusa: meaao, pbcm, 06UKoAKa Ha maaus, obu-
KoAKa Ha xaHw, cucmoaHo (CAH) u guacmoaHo apmepuaaHo HaanzaHe (AAH), 6azaaHu HuBa Ha naa3z-
meHa 2atoko3a (MIT), umyHopeakmuBen uHcyaur (MPUN), 06w, xornecmepoa (OX), HDL-xorecmepoa,
mpuaauuepugu (TFA), AenmuH U agunoHeKmMuH.

M3yucaaBanu ca: uHgekc Ha meaecHa maca (MTM), coomHoweHue maausa/xaHw (T/X), xomeocma-
3eH MmogeA Ha uHcyauHoBa pezucmenHmuocm (HOMA-uHgekc), LDL-xorecmepoa, AIP{(logTI'A)/HDL-
xoA}, CRII u lI[([OX/HDL-xoArecmepoa u LDL-xorecmepoa/HDL-xorecmepoa) u coomHoweHue A/A.

Pesyamamu: Mpu sxeHume ¢ MC B cpaBHeHue ¢ me3u om KoHMpoAHama 2pynace ycmaHoBaBam
cuz2Huz2ukaHmHo no-Bucoku AIP (-0,006£0,32 cnpamo -0,212+0,26, P=0,008); CRIl (4,39£1,21 cnpamo
3,64%1,07, P=0,01); CRIII (2,82%1,01 cnpamo 2,31£0,92, P=0,04); A/A (5,53£6,05 cnpamo 2,40+£2,35,

80



P=0.02). Pecucmpupam ce 3Ha4yumo no-Bucoku cmoudHocmu Ha mezao, ITM, oBukoAku Ha maaua u
xaHw, PV, HOMA-ungekc, CAH u AAH, kakmo u no-8ucoku HuBa Ha TTA u AenmuH npu >keHume ¢
MC 8 cpaBreHue ¢ konmpoaume. CbnocmaBumu ca cmotHocmume Ha T/X, IIT, OX, LDL-xorecmepoa
u agunoHekmuH npu gBeme 2pynu.

3akaoveHue: Hawume pe3yamamu nomBupykgaBam akma, ve skeHume ¢ MC cnagam Kbm Auua-
ma ¢ noBuweH cbpgeuHo-cbgoB puck B no-maaga Bb3zpacm. CbomHoweHuemo A/A u AunugHume ame-
pozeHHu uHgekcu AIP u CRIl u Il ce aBaBam no-HagexXgHU MapKepu 3a oueHKa Ha CbpgedHo-cbgoBua
puck 8 cpaBHeHue ¢ B3emume noomgeAHO cmoldHocmu Ha cbemaBaaBawume 2u KOMNOHEHMU.

Plasma atherogenic index, Castelli risk index and leptin/
adiponectin ratio in women with metabolic syndrome

D. Koleva', M. Orbetzova’, P. Andreeva-Gateva? J. Nikolova’, P. Atanassova®,
L. Vladimirova-Kitova®, M. Semerdzhieva®

'Clinic of Endocrinology and metabolic diseases, "Sv. Georgy" University Hospital, Plovdiv; ? Department of Phar-
macologyand Toxicology, MU, Sofia; *Department of Physiology, MU, Plovdiv; ‘Department of Anatomy, Histol-
ogy and Embriology, MU, Plovdiv; ° Clinic of Cardiology, ,Sv. Georgy" University Hospital, Plovdiv; “Department
of Social Medicine and Health Management, Plovdiv

The aim of the study was to assess the cardiovascular risk in women with metabolic syndrome (MS) based
on atherogenic index of plasma (AIP), Castelli' s risk index | and Il and leptin/adiponectin ratio (L/A ratio).

Materials and methods: The study comprised of 31 women with MS (mean age 29,03+6,16 years) and 30
age-matched clinically healthy women (mean age 26,33%4,49 years), forming a control group. The following
clinical, anthropometric and laboratory tests were performed in all participants: weight, height, waist circum-
ference, hip circumference, systolic (SBP) and diastolic blood pressure (DBP), basal levels of glucose (FPG),
immunoreactive insulin (IRl), total cholesterol (TC), HDL-cholesterol (HDL-C) and triglycerides (TG), leptin and
adiponectin. Body mass index (BMI), waist-hip ratio (WHR), homeostasis model assessment insulin resistance
index (HOMA-IR), LDL-cholesterol (LDL-C), atherogenic index of plasma (AIP) {(logTG)/HDL-C}, Castelli' s risk
index | and Il (TC/HDL-C and LDL-C/HDL-C, resp.) and leptin/adiponectin ratio (L/A) were calculated.

Results: Atherogenic index of plasma (-0,006+0,32 vs. -0,212£0,26, P=0,008), Castelli's risk index |
(4,391,211 vs. 3,64+1,07, P=0,01) and Il (2,821,071 vs. 2,31£0,92, P=0,04) as well as L/A ratio (5,5316,05 vs.
2,40%2,35, P=0,02) were found significantly higher in women with MS as compared to those in the healthy
women. Women with MS had significantly higher values of weight, BMI, waist circumference, hip circumfer-
ence, IRl, HOMA index, SBP and DBP as well as significantly higher levels of TG and leptin compared to the
women of the control group. Comparable values of WHR, FPG, TC, LDLc and adiponectin were found in the
two studied groups.

Conclusion: Our results contribute to the fact that women with MS can be identified as individuals at high-
er risk of cardiovascular disease at younger age. The ratio L/A and atherogenic lipid indexes AIP and CRI | and
Il appear to serve as more reliable markers for assessment of cardiovascular risk than the separately taken val-
ues of their constituent components.

Hu6a Ha B-Aumcgrouumu 6 nepucpepHa kpv6 Ha nayueHmu
C MemaboAumeH cCuHgpom
lraneBa C.', TogopoBa K.", PaanoBa I.", Aykano6 L|6.°, baaxeBa CB.> Cupayka H'

"YMBAA ,A-p I. Cmparcku”, [aeBeH, KauHuka no eHgokpuHoAo2ua u borecmu Ha obmanama.”y M-
BAA ,A-p I. Cmpatcku®, INreBeH, Meguko-guazHoCmuy4Ha Aabopamopus no UMYHOAO2UA

INpu nayueHmu ¢ memaboaumeH cuHgpom (MC) e ycmanoBeHa B-aumdpouumua gucgytkuua. Ha-
mareHama npogykuua Ha uHmepaeBkut -10 (IL-10) om B aumdp. yBeauuaBa pucka om Bb3HukBaHe Ha
HapyweHua B 2Al0KO3HamMa xomeocmasa.
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Lleama Ha npoyuBaremo e ga ce uzcaegBam HuBama Ha B-aumdp. 8 nepudpepHa kpbB npu navueH-
mu ¢ MC cbc u 6e3 3axapeH guabem mun2 (3AT2).

AuzatH: CpaBHumeaHo, obcepBauyuoHHo, egHozoguwHo npoyyBare cpeg 95 nauueHmu ¢ MC c/6e3
3AT 2. Xapakmepucmukama Ha MC e oueHeHa no kpumepuume Ha IDF 20112. Ipu 26 navyuenmu ¢ MC
6e3 3A T2 (n1=26) u 69 c MC u 3A T 2 (n2=69) e uzmepeHa u cpaBHeHa B-aumcpouumuama cybnonyaavus
mun CD19+ 8 nepudpepHa kpbB upe3 dpaoyuumomempusn (FAC Sort, BD). AaHHume ca o6pabomeHu cbe
cmamucmudecku nakem STATGRAPHICS Centurion XV.I npu 8b3npuemo HuBo Ha 3Hauumocm P < 0,05.

Pesyamamu: CpegHama Bv3pacm Ha nauueHmume om n1 e cueHugpukaHmMHo no-Hucka (40,15%13,80e2.
cpewy 56,58+9,36 2.; p<0,05). He ce ycmanoBaBam pazauuua 8 cpegHume cmotHocmu Ha Bceku eguH om
KAUHUYHUME napamempu, xapakmupusupawu MC. YecmaHoBaam ce cueHugukaHmu pasaudua 6 rabopa-
mopHuUme napamempu: HuBa Ha mpuaauuepugu u HDL xorecmepoa mexkgy n1 un2. O6wusm AeBkouu-
meH 6pol e HopmareH npu gBeme 2pynu, HO cpeg nauueHmMumMe om n2 mexHuasm 6pol e He3HAYUMEAHO
no-Bucok. MNMpoueHmume Ha obwama Aumgouumua nonyaauus, BkarouBawa B u T aumgpouumu ca no-8u-
coku cpeg nauueHmume om n1 BcpaBHeHue ¢ N2, Ho 6e3 cueHUUKaHMHU pazAaudus 8 mexHuam abcoAto-
meH 6pod [(n1=38,26%*7,43% cpewy; n2=33,42%%7,08%) u cbomB. (n1=2,58+0.8.109 cpewy
n2=3,45%0,67,109)]. B gBeme 2pynu ce Hamepu cueHUPUKAHMHO NO-HUCKO NPOUEHMHO CbOMHOWEHUE U
abcoatomeH 6pol Ha B-aumdpouumu mun CD19+, cnpamo pecpepHmHume cmotHocmu. CpaBHeHuemo Ha
npoueHmu u abcoatomeH 6pot CD19+ mexxgy N1 u n2 He Noka3a 3HayUMU pazAuYuA.

M360g: HuBama Ha B-aumgpouumu mun CD19+ 6 nepucpepHa kpb8 ca noHuxkeHu npu nayueHmu ¢ MC.

Levels of the B-lymphocytes in peripheral blood among
patients with Metabolic syndrome

Ganeva S.", Todorova K.', Rayanova G.', Lukanov Tsv.> Blajeva Sv.>, Sirachka N'.

'"UMHAT ,,Dr G. Stranski”, Pleven, Clinic of endocrinology and metabolic diseases
?UMHAT ,Dr G. Stranski”, Pleven, Medico-diagnostic laboratory of immunology

Introduction: B-lymphocyte dysfunction was established in patients with metabolic syndrome (MS).
The lowgrade IL-10 production from B lymphocytes (B lymph) increases the risk of impairment in the glu-
cose homeostasis. Aim of the study was to investigate the B-lymphocyte's levels in peripheral blood in
patients with MS with or without DM type 2.

Patients and methods: Comparatively, observational study among 95 patients with MS with or with-
out DM type 2 (DMT2) was provided. The characteristic of MS was evaluated by the criteria of IDF 2011.
In 26 patient with MS without DM type 2 (n1=26) and 69 with MS with DM type 2 (n2=69) were mea-
sured and compared the levels of B- lymph subtypes CD19+ in peripheral blood by flowcytometric ana-
lyze (FAC Sort, BD). Statistical analyzing of the data was provided with software StatGraphics Centurion
XV.1. The p value< 0,05 was accepted as significant.

Results: The patients with MS without DM T2 were older than the those patients with DMT2
(40,15£13,80 vs. 56,5819,36 years; p<0.05). Differences among the averages of each of the clinical para-
meters were not established. There were statistical differences in the laboratorial levels of triglycerides and
HDL cholesterol between n1 and n2. The count of the white blood cells is normal in the two groups. They
were higher among the patients of n2, but statistically significant difference was not achieved. The per-
centage of the common lymphocytes population, including B- and T-lymph were higher among patients
of n1, comparing to n2, but without significant difference in their absolute count [(n1=38,26%%7,43%
vs.n2=33,42%%7,08%) and. (n1=2,58+0.8.109 vs. n2=3,45+0,67.109)]. The percentage ratio and absolute
count of B- lymphocytes subtypes CD19+ in patients of the both groups were significantly lower than ref-
erent values, but without significant difference between the two groups.

Conclusions: The levels of B-lymphocytes in peripheral blood are lower in patients with MS.
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-Wb)m(a U JKeHCKka 2oHaga

Male and female gonads

I/IHo3um0/\ume - om 6m0puqHu nocpegHuuyu npe3 napa-
gokcume go acucmupaHume penpogmeUGHu mexXHUKuU
3. KameHnoB, I. KorapoB

KauHuka no EHgokpuHoaoeus, YHuBepcumemcka boaHuya ,ArekcaHgpoBcka’, MeguuyuHcku yHuBepcu-
mem, Cogpua, MeguyuHcku yeHmsp ,MatuuH gom”, MeguuyuHcku yHuBepcumem, Cogua

MexaHuzmbm Ha geticmBue Ha uHcyauHa, BratouBaw, npegu Bcuuko akmuBHocmma Mmupo3uH-KUHa-
3ama Ha uHcyauHoBua peuenmop u mupo3uHoBomo gocgopuaupaHe Ha cybcmpamume (cemetcmBo-
MO Ha UHCYAUH-peuenmopHume cybcmpamu) He moxkewe ga obacHu Bcuuku npouecu Ha 2AIOKO3HUA
mpaHcnopm, cuHMes3ama Ha 2AUKO2€eH U gp., 0CobeHo Ko2amo me ce peaauzupam 6e3 Bpb3zka nomexxgy
um. bewe Heobxogumo ga ce Hamepu ,8mopu nbm” Ha uHcyauHoBomo gedcmBue. Caeg uzacHaBaHemo
Ha MOAEKYAHUME MEXaHU3MU U 3HauYeHUemo Ha UHO3UMoA-tpocoaunug-karuueBama cucmema om 8mo-
PUYHU NOCPpegHUUU 3HaYuUMeAHo ce yBeaudu Bpoam Ha KAembyHUME NPOUECU, KOUMO GUPEKMHO UAU UH-
gUPEKMHO ce KOHMpoAupam om mo3u Kaac aunugu. Cucmemama Ha cu2HaaHa mpaHcgykuusa BratouBa
peuenmop-3aBucuma xugpoau3a Ha pocchamuguauHo3zumon 4,5-gucpoccham Bogewa go popmupaHemo
Ha gBa BmopuuHu nocpegHuka - uHo3umoa 1,4,5, -mpudpocdpam (InsP3) u guauuaeauuepoa (DAG). InsP3
guhbyHgupa npe3 yumo3oaa u ce cBbp3Ba c He2oBua peuenmop (INnsP3R) Ha noBbpxHocmma Ha eHgon-
AazmeHusa pemukyaym Bogelku go ocBoboxkgaBaHemo Ha BbmpexkaembuHu Ca++, gokamo DAG akmu-
Bupa npomeun kuHaza C (PKC), koamo npomeHa kaembyuHama yHKUUA vpe3 hocopuAupaHe Ha pegu-
ua KAembuHU npomeuHu. V3ogopmume Ha uHo3umoaa ce BrkatouBam 8 B komnaekca. Enumepusauuama
Ha wecmme XUgpOKCUAHU 2pynu Ha uHo3umoaa Bogu go popmupaHemo Ha geBem uzomepa, Brarouu-
meAHO muouHo3umoa (MI) u Axupo-uHozumoa(DCI). Ml e wupoko paznpocmpaner 8 npupogama, goka-
mo DCI - npogykm Ha enumepuzauyuama Ha C1 xugpokcuaHama 2pyna Ha MI, e omHocumeAHO pAagbK.
Enumepazama e uHcyauH-3aBucuma u ce akmuBupa B8 ycroBua Ha xunepuHcyauHemus,

MucyaunoBama pezucmenmuocm (VIP) e munuuHa namoz2eHemuyHa xapakmepucmuka Ha CUHgPO-
mMa Ha noaukucmo3Hume atuHuuu (Cr4). MucyaunoBume ouyBecmBumeau kamo memOopMUH U mua3zo-
AUQUHQUOHU Ce npuAazam 3a AeveHue Ha UHgyuupaHume om xunepuHcyauHemuama Hapywenua 6 oBa-
puaaHua omz2oBop Kbm eHgozeHHUMe 20HagomponuHu 3a nogobpaBaHe Ha oBysauuama, meHcMpyaa-
HUA UUKBA U XunepaHgpozeHemuama. 3a pa3Auka om gpyaume mbKaHu U Op2aHu Kamo vepHua gpob u
MYCKyAume, aldHUUUME HUKo2a He cmaBam uHcyAauHo-pe3ucmeHmuu. MavyueHnmkume cbve CI4 u xune-
puHcyauHemua umam noBuweHa enumepusauua Ha Ml kom DCI 8 aduHuyume, Bogewa go noBuweHo
omuoweHue Ha DCI/MI u HamareHue Ha oBapuaarua MI - ,DCI napagokc”'. Makap uye DCl e noaeseH
3a HamaaaBaHe Ha VIP npu nauuenmku cbe CI4, mou uma ckpomeH edpekm Ha oBapuaaHo HuBo. ToBa
HamaAeHue Ha MI 6u mo2a0 ga 6bge npuduHa 3a HabatogaBaHomMo Npu Me3u NauueHMU NO-AOWO Kayec-
mBo Ha oouumume. Tyk npegcmaBame Hawu gaHHU 3a UHgykuua Ha oByaayuama npu >xeHu cbe CIM4 u
P ¢ Ml kamo moHomepanua uau 68 kombuHauua ¢ kaomudeHr uumpam. Ml ce uznoa3Ba u 8 cbuemarue
¢ gpyau AekapcmBa 3a uHgykuua Ha oByrauyuama, HO CbWO Maka u Npu acucmupaHume penpogykmuB-
HU MeXHUKU, Kbgemo mou HamaanaBa eguHuuume Ha uznoa3zBaHua pekombuHaHmen (DCX ca cmumyaa-
uuna, nogobpaba 6poa u kauecmBomo Ha embpuoHUMe u BpemeHHOoCMuUMe.
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The inositols - from second messengers through

paradoxes to assisted reproductive techniques

Z. Kamenov, G. Kolarov

Clinic of Endocrinology, University Hospital ,Alexandrovska”, Medical University, Sofia
Medical center ,Maichin dom”, Medical University, Sofia

The mechanism of action of insulin, including the dominating activity of the insulin receptor Tyr kinase
and its primary Tyr phosphorylated substrates (the insulin receptor substrate family of proteins), is not able
to explain all processes of glucose transport, glycogen synthesis, etc. especially when they occur in a dis-
connected manner. A ,second way” for insulin action was necessary to be found. Since the elucidation
of the molecular mechanisms and importance of the inositol phospholipids - calcium second messenger
system, the amount of cellular processes known to be directly controlled by this class of lipids has recent-
ly substantially increased. This signal transduction system involves a receptor dependent hydrolysis of
phosphatidylinositol 4,5-bisphophate to form the two second messengers: inositol 1,4,5-trisphosphate
(InsP3) and diacylglycerol (DAG). InsP3 diffuses through the cytosol and binds to InsP3R on the surface
of endoplasmic reticulum where it triggers the release of intracellular Ca++ whereas DAG activates pro-
tein kinase C (PKC) which alters the cell function by phosphorylating a variety of cell proteins.The isoforms
of inositol belong to the vitamin B complex. Epimerization of the six hydroxyl groups of inositol results in
the formation of up to nine stereoisomers, including myo-inositol (Ml) and D-chiro-inositol (DCI). Ml is
widely distributed in nature whereas DCI, the product of epimerization of the C1 hydroxyl group of MI,
is relatively rare. The epimerase is insulin dependend and is activated in hyperinsulinemia conditions.
Insulin resistance (IR) is a typical pathogenetic feature of the polycystic ovary syndrome (PCOS). Insulin
sensitizing compounds, such as metformin and thiazolidinediones are used for treatment of hyperinsu-
linemia-induced dysfunction of ovarian response to endogenous gonadotropins for improvement of ovu-
lation, menstrual cycles and hyperandrogenemia. Unlike tissues like muscle and liver, ovaries never
become insulin resistant. PCOS patients with hyperinsulinemia present an enhanced Ml to DCI epimer-
ization in the ovary resulting in increased DCI/MI ratio leading to an MI deficiency in the ovary - the ,DCI
paradox”. Although DClI is useful in the treatment of PCOS patients to reduce IR, it has less effect at ovar-
ian level. This MI depletion could eventually be responsible for the poor oocyte quality observed in these
patients. Here we present our data for induction of ovulation in insulin resistant PCOS women with Ml as
monotherapy or with clomiphene citrate. Furthermore, Ml is used in other combinations of drugs for ovu-
lation induction, but also in assisted reproductive techniques, where it reduces the units of used r-FSH for
stimulation, improves the number and quality of embryos, and the pregnancy outcome.

CUngOM Ha NOAUKUCMO3HU m'IqHuu,u U KaPpUUHOMEH PUcCK
M. OpbeyoBa

Kaunuka no EHgokpuHoAro2ua u memaboaumnu 3aboraBarus, YMBAA ,CB. l'eopau”, MY, [NMroBguB

CuHgpombm Ha noaukucmosHu aduHuuu (PCOS) e xemepozeHeH CUHGPOM, Xapakme3upuauw, ce C
XunepaHgpo2eHU3bM, ameHopea UAU oAu2omeHopen (npoaBa Ha aHoByAaamopHU MEHCMPYAAHU UUKAU),
NOAUKUCMO3HU AGYHUUU U memaboAumHu HapyweHua. Hacmoawuam uHmepec KbMgbA20CPOUHUME-
puckoBe omPCOSce cpokycupa Bopxy Bv3imorkHama my Bpb3ka ¢ HAKOU KapuuHomu. Bcuuku komno-
HeHmMuHamemaboAaumeH cuHgpom, BrkaouumenHo BucuepaaHo 3amabcmaBaHe, uHcyauHoBa pesuc-
MeHMHOCM, XunepaAuKkemun U xunepuHcyauHemus,cacBvp3aHu ¢ noBuweH puck om nosBa Ha peguua
KapuuHomu, kKakmo u ¢ eBoAroupaHemo um Kbm KpaliHU cmaguu u € No-Aowama um npo2Ho3a.

INMpogbaxkumeaHama aHoByaauus, koamo e xapakmepHa 3a PCOS, ce cuuma 3a ocHoBeH mexaHu-
3bM, om2oBopeH 3a HenpekbCHamama HeoNO3UlYUOHUPaHa cekpeuun Ha ecmpozeHu ¢ hocaegBaw, no-
Bucok puck om pa3zBumue Ha eHgomempuaaeH KapuuHom. NoBuweHume HuBa Ha yupKyAupawu meas-




gpo2€eHU CbWO Ce acoyuupam € XunepnaazuaHa eHgoMempuyma, Koamo moxke ga 6bge npekypcop Ha-
ageHokapuuHom. Apyeu hakmopu, cBbp3aHu ¢ PCOS, koumo mo2am ga yBeauvam pucka om pa3Bu-
mue Ha pak Ha eHgomempuyma,ca 3amabecmaBaHe, aunca Ha paxkgaHe, 6e3naogue, XunepmoHua u 3a-
xapeH guabem. CbwuHCKUAM PUCK OM eHgOMEMpPUAAEH KapUUHOM NpU >KeHume, guazHoCmuuupaHu ¢
PCOS, Bce owe He e acHO onpegeAeH.

PazHopogHu npoyuBaHua nokazBam, ye uma Bpb3ka mexkgy PCOS u no-Bucok puck om pak Ha adu-
Huuume. Puckbm u3eaexkga e noBuweH npu Hepaxkgaau »keHu, makuBa ¢ paHHOMEHapXeu C KbCHa Me-
Honay3a. Taka, Bbnpeku ve >xeHume ¢ PCOS ce ouakBa ga 6bgam npuyucAeHu KbM HUCKO puckoBume
2pynu 3a pazBumue Ha pak Ha alYHUKa NOpagu CKbCeHuA um nepuog Ha >kuBom c oByaauus, Ha 6azama
Ha WUPOKO NnpuAazaHe Ha mepaneBmuyHu cmpameauu 3a uHgykuua Ha oByaauuama u HacmbnBaxe Ha
myamucpoaukyrapHu oByaauuu, meopemuuHo ce cb3igaBam mexHuuecku ycroBua 3a gucbaraHc Ha
mexHua puck om oBapuaseH KapuuHOM.

3amabcmaBaHemo, xunepaHgpozeHuzmbm u 6e3naoguemo ca uzBecmyu kamo akmopu, cBobp3a-
Hu ¢ pazBumuemo Ha pak Ha 2bpgama. Bbnpeku ye npoyuBaHuama He ycnaBam ga goka>kam 3Hauumen-
Ho yBeauuaBare Ha pucka om pazBumue Ha pak Ha 2bpgama npu xxeHume ¢ PCOS, u3aaexkga cbwecm-
ByBa nonoxkumeaHa Bpb3ka mexkgy PCOS u Haauduemo Ha hamuAaHa aHamHe3a 3a mo3u Bug KapuyuHoOMm.

Polycystic ovary syndrome and cancer risk

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

Polycystic ovary syndrome (PCOS) isa heterogeneous syndrome characterized by hyperandrogenism,
amenorrhea or oligomenorrhea (signs of anovulatory menstrual cycles), polycystic ovaries and metabolic
disorders. Recent interest in the long term risks of PCOS has focused on its possible associations with can-
cer. Components of the metabolic syndrome, including visceral obesity, insulin resistance, hyperglycemia
and hyperinsulinemia have all been related to increased several cancer risk, and associated with late-stage
disease and a poor prognosis.

Prolonged anovulation which characterizes PCOS is considered to be the main mechanism responsi-
ble for continual unopposed secretion of oestrogens and consequent increased risk of endometrial carci-
noma. Elevated circulating androgens have also been associated with hyperplasia of the endometrium
which may be a precursor to adenocarcinoma. Other factors associated with PCOS that may increase the
risk of developing endometrial cancer are obesity, nulliparity, infertility, hypertension and diabetes mellitus.
The true risk of endometrial carcinoma in women diagnosed with PCOS has not been clearly defined yet.

Several lines of evidence suggest that there is a connection between PCOS and increased risk of ovari-
an cancer. The risk appears to be increased in nulliparous women, with early menarche and late menopause.
So, although women with PCOS are expected to be in low risk groups for developing ovarian cancer due to
their life time reduced ovulation rate, by using ovulation induction treatments and inducing multifollicular
ovulations theoretically an imbalance to their risk for ovarian cancer will be technically created.

Obesity, hyperandrogenism and infertility are features known to be associated with the development
of breast cancer. However studies failed to show any significant increase in the risk of developing breast
cancer in women with PCOS, but it seems that there is a positive association between PCOS and the pres-
ence of family history of breast cancer.

[araHuH nogo6eH nenmug (GALP) u coHagomponHa cekpeuusn

npu nayueHMKU CbC CUHgPOM Ha NOAUKUCMO3HU ﬂiquuu,u
1. HazoroBa’, M. Mumko6', M. OpbeyoBa’, A. Tepzueba’

'Bmopa kamegpa no BempewHru borecmu, KauHuka no EHgokpuHoAroeua u boarecmu Ha obmaHama,
MY, INroBguB; *LleHmbp no KauHudHa rabopamopus, MY, [NroBguB
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BvBegerue: )KeHume CbC CUHGPOM Ha noAaukucmo3zHu atuHuuu (PCOS) uecmo ce npegcmaBam ¢
HapyweHa 2oHagmponuHoBa cekpeuua - Bucoku HuBa Ha aymeuHusupaw, xopmoH (AX)u noBuweHo
CbOMHOWeEHUe AymeuHu3zupawy,/oaukyrocmumyaupauwy, XxopmoH (AX/DCX). MpuyuHama 3a me3u om-
KAOHeHUA ce mbpcu B npomeHeHa akmuBHocm Ha 2oHagomponuH-peAuli3uHe xopmoHa (FHPX). Ekcne-
puUMEHMaAHuU gaHHu nokazBam, ye 2aaaHuH-nogobHuam nenmug (GALP) cmumyaupa MHPX meguupaxun
AX omezoBop, mbi kamo npuaoxeHue Ha GALP noBuwaBa AX cekpeuuama.

Llea: Aa ce uzcaegBam cepymuume HuBa Ha GALP npu nauuenmku ¢ u 6e3 PCOS u ga ce aHaAu3u-
pa Bpb3kama Ha MoO3u XOpPMOH € 20HagomponuHoBama cekpeuus.

Mamepuanu u memogu: ObcaegBanu ca 88 >xeHu ¢ PCOS u koHmMpoaHa 2pyna om 41 KAUHUYHO 30-
paBu xeHu, cbomBemcmBawu noBv3zpacm u BMI. KpbBHume npobu ca B3umanu B8 paHHa gpoaukyaap-
Ha ¢pa3a Ha cNOHMaHeH MEHCMPYAAEH UUKbA UAU gO 74U geH cAeg 2ecmazeH uHgyuupaHo KbpBexe npu
Hakou om navueHmkume ¢ PCOS. M3caegBanu ca 6a3aaHu HuBa Ha AX, DCX, mecmocmepoH u GALP.
BnocaegecmBue pazgeauxme gBeme 2pynu >keHu cnopeg cmolHocmume Ha BMI: epyna ¢ HagHopmeHO
meano (BMI 2 25 kg/m?) u epyna c HopmaaHo meaao (BMI< 25 kg/m?).

Pesyamamu: Tpynama »xeHu ¢ PCOS noka3zaxa cueHugpukaHmHo no-Bucoku HuBa Ha GALP
(1,68%0,35 ng/ml u 0,54%+0,24 ng/ml, p = 0,008). CAaeg pa3geaaHe Ha nauueHMKUMe U KOHMpPOAHamMa
2pyna cnopeg BMI, npu KopeaauyuoHeH aHaau3z ycmaHoBuxme nosumuBHa kopeaauua Ha GALP ¢ AX (r
=0,361; p = 0,026), coomHoweHuemo AX/DCX (r = 0,345; p = 0,034)u mecmocmepoH (r = 0,486; p =
0,002), Ho camo npu nauueHmkume ¢ PCOS u HagHOpMeEHO Mmez2Ao.

3akatoyeHue: Xenume ¢ PCOS ca ¢ no-Bucoku cepymHume HuBa Ha GALP om koHmpoaHama 2py-
na. GALP kopeaupa nogumuBHo ¢ AX u T camo 6 epynama >keHume ¢ PCOS u HagHopmeHO meaao. [o-
BuweHume HuBa Ha GALP 8 ma3u 2pyna, mo2am ga ce cBbp>kam ¢ acoyuupaHu ¢ macmHama mbKaH-
memaboAuMHuU hakmopu.

Galanin-like Peptide (GALP) levels and gonadotropin
secretion in patients with polycystic ovary syndrome (PCOS)
P. Nyagolova', M. Mitkov', M. Orbetzova’', D. Terzieva’

" Section of Endocrinology and Metabolic Diseases, Second Department of Internal Medicine,
Medical University, Plovdiv; ? Central Clinical Laboratory, Medical University, Plovdiv

Introduction: Women with PCOS commonly display deregulated gonadotropin secretion with higher
luteinizing hormone (LH) pulsatility and perturbed LH/FSH (follicle stimulating hormone) ratios, which
might be indicative of disrupted gonadotropin releasing hormone (GnRH) secretory activity. Experimental
data show that galanin-like peptide (GALP) GnRH-mediated LH response since GALP administration in
CNS increases LH secretion.

Aim: To investigate whether there was a difference in serum GALP levels between women with and with-
out PCOS and to analyze the correlation between GALP and PCOS-related gonadotropin disturbances.

Materials and Patients: The study population included 88 women diagnosed with PCOS, and 41
women with regular menstrual pattern and no signs of hyperandrogenism, used as a control group. Blood
samples were collected in the early follicular phase of a spontaneous menstrual cycle or until day 7 after
progesterone induced bleeding in the PCOS group. Circulating levels of LH, FSH, T and GALP were mea-
sured. Women were further divided into two groups, based on BMI values: overweight (BMI = 25 kg/m?)
and normal weight (BMI < 25 kg/m?) women.

Results: Women with PCOS had significantly higher GALP levels (1,68+0,35 ng/ml versus 0,54+0,24 ng/m,
p =0,008), compared to controls. Serum GALP levels were positively correlated with LH (r=0,361; p = 0,026),
LH/FSH ratio (r = 0,345; p = 0,034), T (r = 0,486; p = 0,002), but only in the overweight PCOS women.

Conclusions: Women with PCOS have significantly higher serum levels of GALP than the control
group. GALP positively correlated with LH and T only in the overweight women with PCOS. Elevated
GALP levels in this group can be related to adipose tissue associated metabolic factors.




KAUHUYHU acheKmu Ha MeAamoHUHa
@. Kymanob

KauHuveHn yeHmwvp no eHgokpuHoArozua u 2epoHmonozun, MY, Cogua

Bb3 ocHoBa Ha cobcmBeHu uzcaegBanHua u Hal-HOBU AumepamypHU u3MovHUUU ce npegcmaBam
gaHHU 3a npomeHume B cekpeuuama Ha NUHEaAAHUA XOPMOH MEAAMOHUH NPU eHJOKPUHHU U HEEHJOK-
puHHu 3aboAaBaHun. ToBa no3BoaaBa ga ce 3agbabouu pazbupaHemo Hu 3a puzuoro2uama u Bb3mox-
HOMO 3HaYeHUemo Ha eguH om Had-gpeBHUME XOPMOHU.

Clinical aspects of melatonin

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

We present data from our studies and review of recent literature sources on alterations in the secre-
tion of pineal hormone melatonin in endocrine and non-endocrine diseases. This will contribute to our
understanding about one of the oldest hormones, e.g. the physiology and possible role of melatonin in
pathogenesis of some disorders.

TecmocmepoH u cbpgeuHo-cbgoB puck npu Mmbxkeme

3. KameHoB
Kaunuka no eHgokpuHoroaus, YMBAA ,,ArekcaHgpoBcka”, MeguyuHcku yHuBepcumem, Cocpua

HaceaeHuemo Ha 3emama ce yBeauuBa u cmapee u moBa Bogu go noBuwabaHe Ha 3HauuMmocmma
Ha cBbp3aHume ¢ Bb3pacmma u cmuaa Ha >kuBom XOpMOHaAHU NPOBGAEMU KamO XUNo20Hagu3ma € KbC-
HO Hauaro (XKH) npu mbykeme. Enugemuoro2udHume cmyguu u Mmema-aHaAau3zu nokazBam, yue mbxkeme
¢ XKH umam noBuweH puck 3a pazBumue Ha memaboaumeH cuHgpom, 3axapeH guabem mun 2 u cbp-
geuHo-cbgoBu 3aboaaBaHun. B nocaegcmBue mHo2o BmopuyHu cBbp3aHu ¢ max 3aboaaBaHua Hamaaa-
Bam kauecmBomo u npogbAUMEAHOCMMaA Ha >kuBoma Ha mbykeme. B kKAUHUYHaMa npakmuka obu-
yaliHama 3a Bcuuku eHgOKpPUHHU gehuuumHU CbCMOAHUA XOPMOHAAHA 3amecmumeAHa mepanua ce
npoBexkga om gecemuAemua ¢ MecmoCcmepoH Npu Xuno2oHagHUMe mbXKe. Hanocaegbk oepaHuveH
6pol nybaukauuu noBgueHaxa Bbnpoca 3a cbpgeuHo-cbgoBama cu2ypHOCM Ha MecmocmepoH-3amec-
mumeAHomo AeveHue (T3A). Tyk ce npaBu aHaau3 Ha apeymeHmume 3a u npomuB T3A 8 naaHa Ha Cbp-
geuHo-cbgoBua puck Ha 6azama Ha nocaegHUME gaHHU.

Testosterone and cardio-vascular risk in men

Z. Kamenov
Clinic of Endocrinology, Alexandrovska university hospital, Medical University, Sofia

The world population is growing and ageing leading to increasing importance of age- and lifestyle-
related hormonal problems like the Late Onset Hypogonadism (LOH) in men. Epidemiological studies and
meta-analyses show that men with LOH are at increased risk for developing metabolic syndrome, diabetes
type 2 and cardiovascular diseases. Thereafter many secondary related to them diseases reduce the qual-
ity and length of life in men. In the clinical practice the usual for all endocrine deficiency states hormonal
replacement therapy has been conducted for decades with testosterone in hypogonadal men. Recently a
limited number of papers raised the question about cardiovascular safety of testosterone replacement
therapy (TRT). Here an analysis of arguments pro- and against TRT in the aspect of cardio-vascular risk is
presented with the latest data available.
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BbnpocHuuu 3a oueHkKa Ha aHgpO2eHHUA cmamyc

I1. AHzeroBa, 3. KameHoG,
YMBAA ,ArekcaHgpoBcka”, Cocpua

BwBegerue: KaunuuHama npakmuka ce pazBuBa 6vp30 npe3 nocregHume gecemuaemua no om-
HOWeHUe KoMNneHcauua Ha aHgpozeHHUa gedpuuum npu Bb3pacmHume mbxke, koamo nogobpaba ka-
yecmBomo um Ha »kuBom. Vimalku npegBug noA3ume om 3amecmumeAHa mepanua ¢ mecmoCcmMepoH,
ce noAazam MHO20 YCUAUS, 32 ga ce ugeHmuduuupam mbkeme, Koumo buxa umaau noaza om moBa
AeyeHue.

Llea: Aa ce onpegeau npegukmuBHama cmolHocm Ha obwonpuemu BbNpoCHUUU 3a OUEHKa Ha aH-
gpozeHHua gecpuuum (ADAM u AMS) npu 6ba2apcku nauueHmu ¢ MC ¢/6e3 xuno2oHagu3bm U KOH-
MPpOAHA 2pyna mbXKe U ga ce ycmaHoBu 2paHuyHomo HuBo 3a HuBama Ha cepymHUA mecmocmepoH,
Nnpu KOemMo npo2HocMuyHama cmoluHocm Ha BbnpocHuyume e Hald-gobpa.

MayueHmu u memogu: V13caegBaHu baxa 2pyna mbxke ¢ memaboAumeH CuHgpom (nayueHmu Ha
KAUHUKama no eHgokpuHoao2usa Ha ArekcaHgpoBcka 6oaHuUYa, Cogus) U KOHMOAHA 2pyna om KAUHUY-
Ho 3gpaBu gobpoBoauu. MNMpoBegoxa ce aHaauzu 3a uyBecmBumeaHocm, cneyugpuuHocm, no3umuBHa u
HezamuBHa npegukmuBHa cmoldHocm u obwa epekmuBHocm Ha BvbnpocHuuume ADAM u AMS npu
pa3AuyHuU 2paHudHU HUBa Ha cepymHua T.

Pe3yamamu: Cpeg nauueHmume ¢ MC ce ycmarHoBu yvecmoma Ha xunoz2oHagu3zma om 40%. Ycma-
HoBu ce Bucoka uyBcmBumeaHocm- Hag 80%, npu ymepeHa cneyuduuHocm- 21-25% Ha gBama Bun-
pocHuka kamo ecpekmuBHocmma um HapacmBa ¢ uznoazBaHemo Ha pazauvuHu 2paHuyHuU HuBa Ha T- 8,0
/10,4/ 12,0 HMOA/A U e Hal-Bucoka npu uznoa3zBaHemo Ha HoBa epaHuua om 14 HMOA/A.

M368ogu: Mokazameaume 3a ecpekmuBHocm Ha ADAM u AMS ca cpaBHumu u Hal-go6pu npu Ho-
Bo epaHuuHo HUBO 3a cepymuua T - 14 Hmoa/A. Hue cmamame, ye uznoa3zBaHemo Ha ADAM e no-ygo6-
HO 3a exxegHeBHama npakmuka, Nopagu NO-AECHOMO MYy U3NbAHEHUe, C no-maAkua 6pol Bbnpocu, Ko-
emo cnecmaBa Bpeme. 3a oueHka Ha guazHOCMUYHaMa U KAUHUYHA ecpekmuBHocm Ha HoBomo epa-
HuuHo HUBo Ha T B npakmukama ca Heo6xoguMu NO-HaMamMbWHU MawabHu npoyuBaHua.

Questionnaires for androgen deficiency

P. Angelova, Z. Kamenov,
Alexandrovska University Hospital, Sofia

Introduction. Clinical practice has made substantial progress during the last decades in compensation
of androgen deficiency in aging males and thus improving their quality of life. Having in mind the benefi-
cial effects of testosterone replacement therapy it is important to identify the men that would benefit if
threated. The aim of this study was to evaluate the predictive value of questionnaires for androgen defi-
ciency (ADAM and AMS) in Bulgarian population of men with metabolic syndrome with or without hypog-
onadism and to determine the best TT cut-off prognostic level of the questionnaires.

Patients and methods. Men with metabolic syndrome that were patients of the clinic of endocrinolo-
gy in the University Hospital ,Alexandrovska” and a control group of healthy volunteers were analyzed.
Analyses were made to establish the sensitivity, specificity, positive and negative predictive value and
global efficiency of the questionnaires at different cut-off levels of the serum testosterone levels.

Results. Our patients with MS had a prevalence of hypogonadism of 40%. The sensitivity of ADAM
and AMS is high- over 80% and specificity is modest- 21-25% and they get higher at cut-off levels of T of
8, 10,4 and 12 nmol/l and they reach best global efficiency at the new cut-off level of 14nmol/I.

Conclusions. The efficiency parameters of AMS are similar to these of ADAM and they are most effi-
cient at the new cut-off level of 14 nmol/l for the serum T level. We conclude ADAM is more useful in
everyday practice because it's easy to fill and time-sparing. Further studies are needed to evaluate the
effectiveness of eventual changing the diagnostic and intervention cut-off for TRT in the future.







Metabolic Bone Diseases

Bpb3ka Ha cepymHume Huba Ha 25 (OH) Bumamun D ¢
KaAuueBo-pocchpopHama oOmMaHA U KOCMHAMA NALMHOCM
Ha NPOKCUMaAHUA (pemyp npu nayueHmu CbC JaxapeH
guabem mun 2 Ha nepopaAHa mepanus

A. bakaroB', M. boano8', A. LlakoB8a’,

'KauHuka no eHgokpuHoaoaus, Kamegpa no BempewHu borecmu
’Kamegpa no kAuHUYHa Aabopamopus u KAUHUYHA umyHoroz2us YMBAA,
LArekcaHgpoBcka', MeguyuHcku yHuBepcumem, Cogpusa

Llea Ha npoyuBaHemo: Aa ce nombpcu Bpb3ka mexkgy cepymHume HuBa Ha 25(OH) Bumamun D u ce-
pymHume u ypuHHu HuBa Ha Kaauua u gpocchamume, cepymuua napamxopmoH (MTX) u kpbcmocaHume
Bpb3Ku, Kakmo u ¢ kocmHama nabmuocm (KMIT) npu guabemuuu mun 2 Ha nepopaAHO AeueHue.

Mamepuaa u memogu: YuacmBaxa 197 nayueHmu Cbc 3axapeH guabem mun 2 - 92 muxke u 105 >ke-
Hu. CpegHama Bb3pacm Ha yyacmuuuume u gaBHocmma Ha guabema 6axa 63,3 £ 9,3 u 8,9 = 6,5 20qu-
Hu. He ca npuematu kaauul- u BumamuH D cbgbpskawu npenapamu, HUMoO aHmupe3zopbmubBHu cpegem-
Ba. CepymHume HuBa Ha 25(OH)D ca uzmeperu kamo 25(OH)D Total, unmakmuuam [NTX- ¢ eAekmpo-xe-
MUAYMUHECUEeHMEeH memog, a KpbcmocaHume Bpb3ku u ocmeokaauuHa - ¢ ECLIA (Ha aHaauzamop Elec-
sys 2010, Roche Diagnostics, Switzerland). CepymHume u ypuHHu HuBa Ha KaAuua u pocchamume u Kpea-
MUHUHa ca u3zmepeHu Ha aHaauzamop Cobas Integra. KMIT Ha npokcumaaHua chemyp e u3mepeHa Ha ocme-
ogenzumomembp GE Lunar Prodigy (GE Healthcare, Madison, WI). Cmamucmuueckuam aHaAu3 ce npoBe-
ge ¢ npozpama SPSS 13.0 for Windows (SPSS Corp., Chicago, IL) u BkatouBawe 10 pezpecuoHHu KpuBu.

Pe3yamamu: CpegHume HuBa Ha 25(OH) Bumamun D npu yuyacmHuuume 6axa 32,5 = 18,5 nmol/I
kamo 84,5 % umaxa HuBa nog 50 nmol/l. CepymHuam 25(OH)D kopeAupawe MHO20 gobpe CbC cepym-
Hua KaAuul u gpochamu (mogeau Inverse, Power u S, p<0,001), kakmo u no-caabo c¢ B-crosslaps (moge-
Aau Compound, Power, Growth u Exponential, p<0,05). He ce Hamepu kopeaauus ¢ iPTH, N-MID-Osteo-
calcin, ypuHHama ekckpeuua Ha KaAuul u cpocghamu UAU ¢ KpeamuHuHoBua KaupbHC. Bpbikama ¢ KMI
Ha pemypa He Bewe cmamucmudecku 3Havuma. CybaHaauzume no Bb3pacm u NOA UAU MEpPUUAU Ha
BumamuH D He gagoxa gonbAHUMEAHA UHOpMauus.

M36ogu: Ipu uzcaegBanama epyna ¢ mun 2 guabem cepymtume HuBa Ha Bumamur D umaxa Bpb3-
Ka CbC cepymHUMe KaAuul u ¢pochamu, HO He U C mAaxHamMa YpuHHa ekckpeuusn. Bpb3kama Ha uHmak-
mHusa [MTX, ocmeokaauuHbm uau KMIT Ha cpemypa ¢ Bumamux D npu me3u nauueHmMu € No-KOMNAEK-
CHa U mpygHa 3a npako goka3BaHe.

Correlations of serum 25(OH) vitamin D levels with the
calcium-phosphate homeostasis and proximal femur bone
mineral density in type 2 diabetes patients on oral antidia-
betic drugs - a Pilot Study
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4 Pe3iomema/Abstracts

D. Bakalov', M. Boyanov', A. Tsakova’

'Clinic of Endocrinology and Metabolism, Department of Internal Medicine, ? Department of Clinical
Laboratory and Clinical Immunology, University Hospital Alexandrovska, Medical University Sofia

Objectives: To describe the correlations of serum 25(OH)D with the serum and urinary calcium, phos-
phate and the serum iPTH and B-crosslinks, as well as with the bone density (BMD) in type 2 diabetes
patients on oral antidiabetic drugs.

Material and Methods: 197 type 2 diabetes patients participated - 92 men and 105 women. The
mean age and diabetes duration was 63,3 £ 9,3 and 8,9 + 6,5 years. None of them was taking calcium /
vitamin D supplements or antiresorptive treatment. Serum levels of 25(OH)D were measured as 25(OH)D
Total, iPTH by an electro-hemi-luminescent method and B-crosslinks and N-MID-Osteocalcin by ECLIA (all
on an Elecsys 2010 analyzer, Roche Diagnostics, Switzerland); serum and urinary calcium, phosphate and
creatinine - on a Cobas Integra analyzer. Hip BMD was measured on a GE Lunar Prodigy Pro bone den-
sitometer (GE Healthcare, Madison, WI). Statistical analysis was performed on a SPSS 13,0 for Windows
platform (SPSS Corp., Chicago, IL) and included 10 regression curves.

Results: Mean 25(OH) vitamin D was 32,5 + 18,5 nmol/l with 84,5 % being below 50 nmol/I. Serum
25(OH)D was correlated with serum calcium and phosphate (Inverse, Power and S models, p<0.001), as
well as with Beta-crosslaps (Compound, Power, Growth and Exponential models, p=0,03), but not with
iPTH, N-MID-Osteocalcin, urinary calcium and phosphates or creatinine clearance. The correlation with
BMD of the hip and femoral neck was not significant. The sub-analyses according to gender or 25(OH)D
tertiles did not add useful information.

Conclusion: In type 2 diabetes serum vitamin D has an impact on B-crosslinks, serum calcium and
phosphate but not on their urinary excretion. iPTH, Osteocalcin and BMD are subject to more complex
regulation and the relative contribution of vitamin D is hard to prove.

CpabHeHue Ha gBa memoga 3a aHaAau3 Ha 25(OH)D npu
nauueHmku cbc CIMY u/uau 3amasvcmabane 6
penpogykmubxa 6v3pacm

A. FTame6Ba*, A. LlakoBa™*, 3. Kameno6*, A. CBunapoB™*

*KauHuka no eHgokpuHoroaus, YMBAA ,ArekcaHgpoBcka”,
** [lenmpanHa KaurnuuHa rabopamopus, YMBAA ,ArekcaHgpoBcka”

INaazmeHume HuBa Ha 25(OH)D npegcmaBaaBam HagexxgeH Guomapkep 3a Bumamun A cmamyca,
Bbnpeku uve pazaukume 6 uzmepBaHuama ¢ nomowma Ha pa3zAudHU memoguku npaBu MpygHo agek-
BamHomoO My moHUMoOpUpaHe.

Lleama Ha Hacmoawemo nopyuBare e ga cpaBHu gBa memoga 3a usmepBaHe Ha nAa3meHume Hu-
Ba Ha 25(OH)D - eaekmpoxemuaymuHucueHmen (ECLIA) u meuHa xpomamozpadgua/maccnekmpomem-
pusa (LC-MS/MS) npu nauuedmku cbe CIM4 u/uau 3amabemaBane 68 penpogykmuBra Bv3pacm.

Memogu: 3a uzmepBare Ha 25(OH)D 6Gaxa uznoa3zBaHu u cpaBHeHU eAeKmpPOXeMUAYMUHUCUEH-
meH memog (ECLIA) u meuHa xpomamoepadgua/ maccnekmpomempus (LC-MS/MS). MNMauueHmume 6axa
Kamezopu3upaHu cnopeg HuBama Ha 25(OH)D kakmo caegBa - onmumaaru HuBa = 75 nmol/l (2 30
ng/ml); HegocmambuHocm 50-74,9 nmol/l (20,0-29,9 ng/ml) u gecouuum < 49,9 nmol/l (<20,0 ng/ml).

Pesyamamu: B npoyuBanemo 6axa Bkaoueru 98 nauuermku. Kopeaauuama mexxgy g6ama memo-
ga bewe 0,85 (p<0,001). CmeneHma Ha cbepaacue bewe oueHeHa ype3 memoga Ha baaHg-Aamman, KoU-
MO NoKasa, ve uma 3HayumeaHu pazmuHaBaHua mexxgy gBa memoga u ye cmeneHma Ha Cba2Aacue He e
npuemauBa. HuBama Ha 25(OH)D, usmeperu ¢ nomowma Ha ECLIA, 6axa 3Hauumo no-Bucoku B8 cpab-
HeHue ¢ LC-MS/MS. HabaogaBaxa ce u 3Hauumu pazauku 8 nponopuuama Ha nayueHmu ¢ ONMuUMaAHU
HuBa Ha BumamuH A, Tpu uznoa3zBanHe Ha npazoBa cmolHocm om 75 nmol/l egBa 3,1% om yuacmHu-
uume umaxa onmumaaHu HuBa npu LC-MS/MS 8 cpaBhenue ¢ 12,2% npu ECLIA.

3akaoveHue: Mexxgy gBama memoga 3a uzcaegBane Ha 25(OH)D ce HabaogaBa 3Hauuma Kopeaa-
uug, Ho HenpuemauBa cmeneH Ha cbeaacue npu nauueHmu cwe CI18 u/uau 3amabvemaBane.
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Comparison of two methods for 25(OH)D measurement in

PCOS and obese women in reproductive age

A. Gateva*, A. Tsakova**, Z. Kamenov*, D. Svinarov **

*Clinic of endocrinology, University Hospital Alexandrovska
** Central clinical laboratory, University Hospital Alexandrovska

The plasma 25(OH) D concentration is a reliable biomarker for the vitamin D status but assay's vari-
ability makes adequate monitoring of vitamin D status difficult.

Objective: The aim of this study was to compare the performance of electrochemiluminescence
(ECLIA) with validated liquid chromatography/mass spectrometry (LC-MS/MS) methods for the quantifi-
cation of vitamin D (25(OH)D) in patients with polycystic ovary syndrome (PCOS) and/or obesity.

Methods: LC-MS/MS method for the determination of 25(OH)D in human biological samples was
developed and compared in terms of accuracy and correlation with a commercially available ECLIA tech-
nology for 25(OH)D analysis. Subjects were categorized by their vitamin D status on the basis of their
25(OH)D levels as follows: - optimal = 75 nmol/l (=230 ng/ml); insufficient 50-74,9 nmol/l (20,0-29,9
ng/ml) and deficient < 49,9 nmol/l (<20,0 ng/ml).

Results: Ninety eight patients were included in the study. Correlation between the two methods was
0,85 (p<0,001).The agreement between the two methods for vitamin D measurement was assessed using
Bland and Altman method, which showed that that there can be considerable discrepancies between the
two methods for 25(OH)D measurment and that the degree of agreement is not acceptable. 25(OH)D lev-
els were significantly higher when measured by ECLIA than by LC-MS/MS. There were considerable differ-
ences between the methods in the proportion of participants classified as having optimal vitamin D levels.
Using a 75 nmol/L cut-off, only 3,1% of our subjects were classified as having optimal vitamin D levels with
the LC-MS/MS method while with ECLIA 12,2% of the studied population had optimal vit D levels.

Conclusion: Acceptable correlation but poor degree of agreement was observed among LC-
MS/MSand ECLIA in quantification of 25(OH)D levels in patients with PCOS and/or obesity.

Pazauku 6 Hu6ama Ha 25(OH)D2u 25(0OH)D3 cpeg 6bAzapcko
HaceAeHue, He npuemawo npenapamu cbgbpkawu Gumamun D
A. lllunkoB, A-M. BopucoBa, A. CBunapoB, 1. BaaxoB, A. AakoBcka, A. KacaboBa

KauHuka no mupeougHu u memaboaumHu kocmHu 3aboraBaHus, YHuBepcumemcka boAHuUua no eH-
gokpuHoroeus; 'LlenmpanHa KauHuuHa anabopamopus, YMBAA ,ArekcaHgpoBcka”,
MeguyuHcku yHuBepcumem, Cogpusa

OcHoBHuam uzmouruk Ha Bumamux D 3a yoBeka e cuHmes3a Ha xoAekaauugepoa B Koxkama nog
BAuaHue Ha yampaBuoremoBa cBemauna. XpaHama e 6egeH uzmoyHuk Ha Bumamun D. MNMpogykmume
om >uBoMUHCKU U3MOYHUUU MO2am ga Cbgbpykam xoaekaauyuepoa (Bumamux D3), gokamo me3u
om pacmumeaeH - epzokaauugepoa (Bumamur D2). Ha npakmuka eguHcmBeHuam U3mOoYHUK Ha ep-
20KaAUUMEPOA 3a Op2aHu3ma e XxpaHama.

Lleama Ha Hacmoawomo npoyyBaHe bewe ga ce uzcaegBam pazaukume B HuBama Ha 25(OH)D2
u 25(OH)D3 kamo noka3zameAu 3a eHgo2eHHUA CUHME3 U XpaHUMEAHUA NPUEM.

Mamepuas u memogu: baxa uzcaegBaru 2022 auua 8 3para Bb3zpacm, 1073 »keHu u 949 mbxxe. Om
aHaAu3a 06axa U3KAIOHYEHU Auuama, CbobWUAU Npuem Ha npenapamu, cbgbpykawu Bumamur D uau me-
maboaumu Ha BumamuH D. baxa uzmepeHu meaecHa maca, pbCm u 0O6UKOAKA HAa MaAuama u ce u3caeg-
Ba naazmeHo HuBo Ha 25(OH)D2 u 25(0OH)D3 nocpegcmBom mevHa xpomamoepadpua nog Bucoko Ha-
AfcaHe ¢ mac cnekmpomempua (LC/MS).
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Pesyamamu: 3mepumu HuBa Ha 25(OH)D3 ce ycmaroBuxa npu Bcudku Auya, gokamo camo npu
47 ce ycmaroBuxa usmepumu HuBa Ha 25(OH)D2. CpegHume HuBa Ha 25(OH)D3 6axa 38,27+14,38
nmol/l, a Ha 25(OH)D2 - 6,62£2,06 nmol/l, p<0,001. HuBama Ha 25(OH)D3 6axa no-Bucoku npu mb-
»Keme, OMKOAKOMO Npu xeHume, gokamo me3u Ha 25(OH)D2 He nokazaxa mexkgynoroBu pazaudus.
HuBama Ha 25(OH)D3 6axa Hal-Bucoku 8 maagama Bb3pacm u Hal-Hucku B HanpegHaaa, 25(OH)D2
omHoB0o He noka3a nogobHa 3aBucumocm. 25(OH)D2, Ho He u 25(OH)D3 kopeaupawe HezamuBHO ¢
obukoakama Ha maausma (r=-0,44, p=0,002) u uHgekca Ha meaecHa maca (r=-0,33, p=0,026).

3akaroueHua: 25(0OH)D2 u 25(OH)D3 ce acouuupam pazauuHo ¢ Bb3pacmma, noaa u aHMPoONo-
mempuyHume nokazameau, Hat-8Bepoamuo 8 pe3yamam Ha pazaudHume u3moyHUUU 3a YoBewkua op-
2aHU3bM - xpaHama 3a 25(OH)D2 u cabHueBama ekcno3uuua 3a 25(OH)D3.

Differences in the levels of 25(OH)D2 and 25(OH)D3 in
population in Bulgaria not taking vitamin D supplementation
A. Shinkov, AM. Borissova, D. Svinarov, J. Vlahov, L. Dakovska, L. Kassabova

Department of Thyroid and Bone Metabolic Diseases, University Hospital of Endocrinology, 'Central
Clinical laboratory, UMBAL ,Alexandrovska”, Medical University, Sofia

The major source of vitamin D for the human organism is the cholecalciferol synthesis in the skin under
during ultraviolet light exposure. Food is poor of vitamin D. Food of animal origin may contain cholecalcif-
erol (vitamin D3) and food of plant origin is the only natural source of ergocalcifrerol (vitamin D2).

The aim of the study was to assess the differences in 25(OH)D2 and 25(OH)D3 as markers of
endogenous synthesis and food intake.

Material and methods: We studied 2022 adults, 1073 female and 949 male. All subjects who reported
vitamin D-containing supplements were excluded. Body height and weight and waist circumference and plas-
ma 25(OH)D2 and 25(0OH)D3 were measured by liquid chromatography with mass spectroscopy (LC/MS).

Results: In all subjects 25(OH)D3 was measurable, while 25(OH)D2 was measurable in only 47 sub-
jects. Mean 25(OH)D3 levels were 38,27£14,38 nmol/l, and mean 25(OH)D2 levels - 6,62%2,06 nmol/I,
p<0,001. The 25(OH)D3 levels were higher in the males than in the females, while the levels of 25(OH)D2
did not differ between the genders. 25(OH)D3 levels were highest in the young and lowest in the elder-
ly. 25(OH)D2 did not demonstrate such variations. 25(OH)D2, but not 25(OH)D3 correlated negatively
with the waist circumference (r=-0,44, p=0,002) and the body mass index (r=-0,33, p=0,026).

Conclusions: 25(OH)D2 and 25(OH)D3 associate differently with the age, gender and the anthropo-
metric indices, probably due to the different sources in the human body - alimentary for 25(OH)D2 and
sunlight exposure for 25(OH)D3.

namOMOp(pO/\OZUﬂ Ha napamupeougHume mymopu -
pempocneKmuﬁeH dHaAu3 3a nepuog om 5 20gJuHU
P, U6aHoBa, A. LLlurkoB, P. KoBa4yeBa, A-M. bopucoBa, T. CevanoB, H. KoHe8

KauHuyeH Llenmvp no eHgokpuHoroeus, MY, Cogpus

[NapamupeougHume mymopu -ageHoMU U KapuuHomu ce pa3audaBam no cBoama yuecmoma, KAu-
HuuHa u3zaBa, mopgoroaun U moaekyAapHa buoaozus. [NapamupeougHume KapuUHOMU Ca MHO20 pegku
mymopu (<1%), Hal-uecmo MpPYgHU 3a guazHo3a KaKmo KAUHUYHO, Maka U XUCmOoAO2U4HO. AHaAu3upa-
Hu ca 142 GoaHu, onepupaHu nocaegoBameaHo no noBog napamupeougeH mymop 3a nepuog om 5
2oguHu (2010-2014 2). Xucmoaoz2udHama guaz2Ho3a e napamupeougeH ageHom ([TA) npu 136 cayyan
(96%, 26 m, 110 xx -cbomHoweHue 1:4, cpegHa Bv3pacm 55,18+13,03 2, om 9-76 2) u napamupeougeH
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kapuuHom (1K) - npu 6 cayuan (4%, 2 m, 4 >k - cbomHoueHue 1:2, cpegHa Bb3pacm - 52,6£11,7 2, om
37-65 2, NS). Pagmepbm Ha A Bapupa 8 wupoku 2paHuyu (om 0,4 go 4 cm, 1,61+0,93 cm), HO e 3Ha-
4YUMO No-MaAbk om mo3u Ha K (om 2 go 6cm, 3,17+1,44 cm, p=0,006). XucmoaozuuHo A ca gobpe
KanCyAupaHu mymopu ¢ 2He3geH cmpoex, cbcmabeHu om 2aaBHu KaemKu UAU cmeceHU Cbe cBemau u
OKCUPUAHU KAEMKU, C KpbaAo agpo. [Npu Bcuuku MK e Haauue uHpuampamuBeH myamuHogyAaapeH
pacmex (2-c npopacmBate Kbm mpaxeama), cbgoBa u kancyaHa uHBa3ug, gezmonaacmuuHa peakuua
¢ (pubpo3Hu cenmu. [Npu npocregaBaremo Ha 3 cayuaa ca Haauuge gaHHu 3a peuuguB Ha mymopa u no-
aBa Ha memacmasu 68 AumdHu Bb3Au. B gonbaHeHue, npu 30 om cayyaume ¢ A u 2 ¢ [K ycmanoBux-
me gaHHu 3a npoBegeHa npegonepamuBHo Th nog exozpagpcku KOHMPOA Ha CychekmHama napamupe-
ougHa Ae3ua. Llumoaoz2udHume pe3yamamu npu me3u CAyvau CbWO ca aHaAu3upaHu.

3akaoueHue: TapamupeougHume ageHomu ca ocHoBHama npuduHa 3a nbpBuueH xunepnapamu-
peougu3bm, Hal-1yecmo npu >keHu B cpegHa Bb3pacm, ¢ xapakmepeH xucmoaoz2udeH cmpoex u Bapu-
paw, pazmep. XuCmoAo2uyHa guaz2Ho3a Ha NapamupeougHua KapuuHom ce Gazupa Ha komGuHauuama
OM Pa3AUYHU KAUHUYHU U XUCMOAO2UYHU BeAe3u, Kamo Nno-20Aam pazmep Ha Mymopa, Haaudue Ha UH-
Ba3ua u AoKaAHa azpecus 6 cbcegHume MbKaHU U Op2aHu, Kakmo u ¢pubposa.

Pathomorphology of parathyroid tumors -a retrospective

analysis for a period of 5 years
R. Ivanova, A. Shinkov, R. Kovacheva, AM. Borisova, T. Sechanov, N. Kanev
Clinical Center of Endocrinology, MU, Sofia

Parathyroid tumors - adenomas and carcinomas are different in their frequency, clinical presentation,
morphology and molecular biology. Parathyroid carcinomas (PC) are very rare neuroendocrine tumors
(<1%), and are often difficult for diagnosis, both clinically and histologically. We analyzed the pathomor-
phology of 142 patients, consecutively operated for a parathyroid tumor during the last five years (2010-
2014). The histological diagnosis was parathyroid adenoma (PA) in 136 cases (96%, m-26, f-110 -1:4,
mean age 55.18+ 13.03 y, from 9 to 76 y) and PC - in 6 cases (4%, m-2, f-4, mean age - 52,6£11,7 vy,
from 37 to 65 vy, NS). The size of PA showed great variations (from 0,4 to 4 cm, mean - 1,61£0,93 cm)
but significantly smaller compared to that of PC (from 2 to 6 cm, mean -3,17£1,44 cm, p=0,006). All PA
histologically were well capsulated tumors with nested growth, composed of chief cell or mixed with clear
and oxyphil cells, with round nuclei. All PC showed an infiltrative multinodular growth (2 invasing the tra-
chea), vascular and capsular invasion, desmoplastic reaction with fibrous septa. There were data for tumor
recurrence and appearance of lymph node metastasis during the follow up of 3 cases with PC. In addi-
tion, in 30 of the cases with PA and in 2 of the cases with PC was done preoperatively FNA under sono-
graphic control of suspicious parathyroid lesion and their cytological findings were also analyzed.

Conclusion: A parathyroid adenoma is the main cause of primary hyperparathyroidism, mostly in mid-
dle-aged women, with typical histology and varying size. Histological diagnosis of parathyroid carcinomas
is based on combination of atypical clinical and histological features as larger tumor size, presence of inva-
sion and local aggressiveness, and fibrosis.

XunocgochamemuueH paxum - npegcmabaHe Ha ocem
nocaegobameaHu cayuan

A. lllunkoB, A-M. BopucoBa, 1. BaaxoB, FO. ManoBa, P. KoBaueBa,
M. AnzeroBa, P. MBanoBa

KauHuka no mupeougHu u memaboAumHu kocmHu 3aboraBaHus, YHuBepcumemcka boaHuya no
eHgokpuHoAroeus, Meguuyurcku yHuBepcumem, Cogpua
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XunogochamemuyHuam paxum e CbCMOoAHUE, KOemOo Ce xapakmepu3upa CbC 3acuieHa 0bbpevuHa
3a2yba Ha pocdpamu u mexkka xunogocpamemun. ToBa Bogu go munuuHa meykka, uHBaauguzupawa u
npoepecupawja KAUHUYHA KapmUuHa, goMUHUpPaHa om ocmeomasayua u npoaBu Ha kKaAembueH pocameH
Hegoumbk. [oBeuemo cayuau ce govakam Ha gedpekm 866 pochamypuyHBama cucmema peayaupaHa
om ¢pubpobracmHua pacmexkeH ¢pakmop 23 (FGF23) uau cBpbxcekpeuua Ha nocaregHua. CuHgpombm
moxke ga ce npegu3Buka om pazHoobpazHu 3aboaaBaHua - BpogeHu gechekmu 6 gelicmBuemo uau eau-
muHupanemo Ha FGF23, cungpoma Ha McCune-Albright, 666peuHu mybyaHu gegpekmu, xunepcekpeuus
Ha FGF23 om mymopu (mymop-uHgyuupaHa ocmeomasauus - TIO) u gpyau. AucpepeHuyuasHama guaz2Ho-
3a Ha omgeAHUMe (POPMU HaAaza NpuAazaHe Ha pazHoobpa3zHu AabopamopHU, 2eHeMUYHU U 0Opa3HU me-
mogu Ha u3zcaegBaHe. Bbnpeku Hakou ckopowHu pa3pabomku, Bce owe Hama ogobpeHo B KauHuuHama
npakmuka AeveHue Ha BpogeHume opmu C U3KAOUEHUE Ha OpaAHO 3amecmBaHe ¢ hochamHu npena-
pamu. TIO u3uckBa aepecuBHo mbpceHe u omcmpanaBaHe Ha mymopa, npegu3BukBaw, cuHgpoma.

Hue gokaagBame cepus om ocem navueHmu ¢ Xunogpocgamemus C pazaudHa emuoAo2un, Koumo
ce obbpHaxa Kbm KauHukama 3a guazHocmuyHo ymouHaBaHe. Pa3eaexxgame Cbwo guazHoCMu4YHUME
nogxogu u mepaneBmuuHume Bv3moxkHocmu npu Bceku om max.

The Hypophosphatemic rickets - a report of eight consecutive cases

A. Shinkov, AM. Borissova, J. Vlahov, |. Manova, R. Kovatcheva, M. Angelova, R. Ivanova
Department of Thyroid and Metabolic Bone Diseases, University Hospital of Endocrinology, MU, Sofia

Hypophosphatemic rickets is a condition characterized by renal phosphate wasting and profound
hypophosphatemia leading to a typical severe debilitating and progressive clinical picture dominated by
osteomalacia and the cellular phosphate deficit. Most cases are caused by a defect in the phosphaturic
system regulated by the fibroblast growth factor (FGF23) or hypersecretion of the latter. A number of dis-
orders might cause the syndrome - various inherited defects in the action or clearance of FGF23, McCune-
Albright syndrome, renal tubular defects, FGF23 hypersecretion by tumors (tumor-induced osteomalacia
- TIO) and others. The differential diagnosis of the separate forms of the syndrome is sometimes difficult
and requires complex laboratory, genetic and instrumental diagnostic modalities. Despite some recent
advances, there is currently no clinically approved treatment for the inborn forms except oral phosphate
substitution. The TIO requires diligent search and removal of the causing neoplasm. We report a series of
eight consecutive hypophosphatemic patients with varying ethiology who presented to the Clinic for diag-
nostic work up. We discuss the diagnostic approach and the therapeutic options in each case.

Kaayue6a cynaemeHmayua u cbpgeuHo-cbgob puck

H. Temeako@Ba, I1. MonuBanoB,
YMBAA ,,ArekcargpoBcka”, Cocpua

OcHoBeH eaemeHm B KOMNAEKCHOMO AedyeHue Ha ocmeonopo3ama e KaauueBama cynaemeHma-
uua. Bcuuku npoBexkgaHu peaucmpayuoHHu npoyuBaHua Ha MeguKameHMU 3a AeYeHue Ha ocmeono-
po3a BkaouBam gobaBeH enemenmapeH kaayul, Had-vecmo go 1200 m2 3a »keHu 68 meHonay3a. ToBa
Ca U MexXgyHapogHUme Npenopbku 3a AeyeHue Ha ocmeonopo3ama. B nocaegHume 2oguHu  Hacmou-
yuBo ce nocmaBa Bvnpocbm gaau ma3zu kaayueBa gobaBka He Bogu go noBuwaBaHe Ha CbpgeyHo-
cbgoBua puck.

AHaau3u Ha npoBegeHu B8 nocaegHume 20guHu MHOXXecmBo ob6cepBayuoHHU U enugemuoAo2uy-
Hu npoyuBaHua nomBbp>kgaBam cmaHoBuwemo, ye HaraHcupaHuam u onmumu3upaH kaauyueB BHoc
- Kamo guema UAU megukameHm e ocHoBa Ha npodhurakmukama u AeyeHuUemo Ha ocmeonopo3ama.
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3aBucumocmma Ha kaauueBua BHoc u cbpgeuHo-cbgoBama cmbpmuocm e U - obpazHa u cmolHoc-
mu Ha kaauueB npuem mexxgy 800 u 1200 me He yBeauyaBam yBeauuyaBam cvbpgeuro-cbgoBua puck
npu Bb3pacmHu XXeHu. AGHHUME NPU MAAQU >KEHU U MbXKe ca MaAko u He no3BoaaBam ga ce HanpaBam
CepUO3HU 3aKkAlYeHUn.

Calcium supplementation and cardiovascular risk

N. Temelkova, P. Popivanov,
,Aleksandrovska” University Hospital, Sofia

Calcium supplementation is a key element in the comprehensive treatment of osteoporosis. All con-
ducted registration studies of medicines for the treatment of osteoporosis include added elemental calci-
um, most often up to 1200 mg for women in menopause. These are also the international recommenda-
tions for the treatment of osteoporosis. In recent years the question whether calcium supplemention does
not lead to increased cardiovascular risk is being persistently raised.

Analyses of a number of observational and epidemiological studies conducted in recent years, con-
firm the view that balanced and optimized calcium intake - like diet or medicine is the basis of prevention
and treatment of osteoporosis. The relation between calcium intake and cardiovascular mortality is U -
shaped and values of calcium intake between 800 and 1200 mg do not increase cardiovascular risk in
adult women. Data in young women and men is scarce and do not allow serious conclusions.

AHmuocmeonopo3Ho AeueHue: Bb3moxHOCMU

1. MonuBanoB, H. TemeakoBa
AnekcaHgpoBcka boaHuya, Cogpua

CoBpemeHHOMO aHMuUOCMeonopo3HO AedeHue e hokycupaHo Bbpxy KOCMHOMO pemogeAupaHe.
To e nocmuzHaro makcumaaHa Bb3moxkHa edpekmuBHocm: HamareHue npubauzumerro ¢ 20% Ha He-
BepmebpaaHume, ¢ 40% Ha GegpeHume u cbe 70% Ha BepmebpasHume ppakmypu. [puduHume, Au-
Mmumupawu mowHocmma my ca: A. KocmHomo pemogeAupaHe moxke ga ce hogmucHe camo go 80%
mbU Kamo noggbpyka cepymHama kaauueBa xomeocmasa; b. 80% om kocmHomo pemogeAaupate e 6
mpabekyrapHama kocm, koamo onpegeaa camo 20% om kocmHama 3gpaBuHa; B. OnmumasHama mu-
HepaAu3auua Ha kocmma e 63-68% u yBeauuaBanemo G Bogu go HapacmBaHe Ha PpakmypHUA PUCK;
. 3a 1,5-3 20guHU AeveHUe ce NoCMu2a ONMUMaAHUA pe3yamam, caeg koemo edpekmuBHocmma 3a-
nouBa ga HamaraBa.

YBeauuaBaHemo Ha ecpekmuBHOCMMa Ha aHMUOCMEONOPO3HOMO A€UEHUE MOXKE ga CMaHe camo
C MegukameHmu ¢ HoB, pazauueH mexaHu3bm Ha geticmBue.

Anti-Osteoporosis treatment: opportunities

Plamen Popivanov, Nataliya Temelkova
JAleksandrovska” University Hospital, Sofia

Modern anti-osteoporosis treatment is focused on bone remodeling. It has achieved the maximum
possible efficacy: reduction of approximately 20% of non-vertebral, 40% of hip and 70% of vertebral frac-
tures.The reasons limiting its potency are: A. Bone remodeling can be inhibited only by 80% as it main-
tains the serum calcium homeostasis; B. 80% of bone remodeling occurs in trabecular bone, which deter-
mines only 20% of bone strength; C. The optimal mineralization of bone is 63-68% and its increase leads
to increased fracture risk; D. In 1.5-3 years of treatment the optimal result is achieved, after that efficacy
begins to decline.

Increasing the effectiveness of anti-osteoporosis treatment can only be achieved with drugs with a
new, different mechanism of action.







Iocmepu ¢ ycmHo npegcmaBaxe

Posters with oral presentation
ycmHo npegcmaBaxe

Xu6om Ha nayueHmu ¢ mupeougHu
EQ-5D
lepeHnoBa X'*, lNanatomoBa M"*, [lempo6 A.°

'KAUuHUKa no eHgokpuHoAao2ua, YMBAA ,IMpod. A-p Cm. KupkoBuu”/ > Kamegpa NponegeBmuka Ha BbmpewHu
6oaecmu 2p. Cmapa 3azopa,’ Kamegpa no CouuaaHa meguuuHa u 3gpaBen meHug>kmbHm, MeguuuHcku (Dakya-
mem, Tpakulcku YHuBepcumem, Cmapa 3azopa

AHaauzupaHu ca gaHHume om BbnpocHuka EQ-5D3a oueHka kadecmBomo Ha >kxuBom npu nayueHmu ¢
mupeougHu 3aboaBaHua. O60bweHU ca gaHHUMe om omzoBopume Ha 26 6oaHu u 11 3gpaBu KoHMpOAU.
CpegHama Bb3pacm Ha 6oaHume (21 eHu u 5 mbxke) e 50,2£16,9 2oguHu (uHmepBaa 22-82 20g.), a Ha KOH-
mpoaume (11 xeHu) e 46+7,4 2oguHu (uHmepBaa 31-54 20g.). F[pynama Ha 6GoAHUME e pa3geAeHa cnopeg mu-
na Ha 3aboaaBaHemo - 16 nauueHmu ca ¢ Hogo3Ha cmpyma u 10 nauueHmu ca ¢ aBmoumyHHU MupeougHu
3aboanBaHua. CpegHama Bb3pacm npu nayueHmume ¢ Hogo3Hu obpazoBaHus e 49,3+14,6 2oguHu (uHMepBaa
30-74 2oguHu), a Ha 2pynama ¢ aBmoumyHHu 3aboaaBarun e 51,7£20,7 2oguHu (uHmepBaa 22-82 2o0guHu).
AaHHUMe ca aHaAu3upaHu cbc cmamucmuyecku nakem SPSS Bepcua 13. V3noa3BaHu ca cregHume cma-
mucmuuecku memogu - mecm Ha Fisher, ANOVA, post-hocmecm Ha Tukey.

Pesyamamu: YecmanoBu ce ymepeHa cmamucmuyecka 3aBucumocm mexgy uzcaegBaHume mpu epynu
U Haauduemo Ha 6oaka (x’=7,739; p=0.045; Cramer's V=0,337). [NauueHmume C HOgO3HU CMpYMu u3num-
Bam ymepeH60AkoBU CUHgPOM CNPAMO KOHMPOAUME.

YcmaroBu ce cmamucmuvecku 3Havuma 3aBucumocm mexxkgy uzcaegBanume mpu 2pynu (nayueHmu ¢
HOQgO3HU obpazoBaHua Ha wumoBugHama >kAe3a, nayueHmu ¢ aBmoumyHHU mupeougHu 3aboanBaHua u
KOHMPOAU) U uHgekca 3a 3gpabHo cbecmoanue. YecmanoBu ce cmamucmuyecku 3Ha4UM NO-HUCHK CPegeH UH-
gekc 3a 3gpaBHo cbecmoaHua npu navueHmume ¢ aBmoumyHHu mupeougHu 3aboaaBanus (58,00) cnpamo 3g-
paBu koHmpoau (80,00).

B 3akatoueHue, uznoazBanemo Ha BbnpocHuka EQ-5D 3a oueHka kadecmBomo Ha >kuBom npu navueH-
mume ¢ mupeougHu 3aboaaBaHua noka3zBa Haaudyue Ha NPOMEHU, KAKMO NpU NauueHmume HOgo3HU, maka
u npu me3u ¢ aBmoumyHHu 3aboaaBaHun, cnpamo koHmpoaume. Heobxogumae ynompebama 6 kauHuuHa-
ma npakmuka Ha cheuuduyHu u no-gemadiauzupaHu BbnpocHuuu 3a oueHka Ha kadecmBomo Ha >kuBom
npu nayueHmume cbe 3aboaaBaHua Ha wumoBugHama xae3a u ecpekma Ha npoBexkgaHomo AeveHue.

PO1. of patients with thyroid diseases with

Gerenova J.”?, Panajotova M."* Petrov D.’

'Clinic of Endocrinology, UniversityHospital ,Prof. St. Kirkovich”/? Department of Propeudetics of Internal Diseases,
*Department of Social Medicine and Health Management, Medical Faculty, Trakia University, Stara Zagora

We analyzed data from the EQ-5D questionnaire to assess quality of life in patients with thyroid diseases.
Are summarized response data on 26 patients and 11 healthy controls. The average age of the patients (21
women and 5 men) was 50,2 £ 16,9 years (range 22-82 yr) And that of the controls (11 women) was 46 £ 7,4
years (range 31 to 54 years). The group of patients was divided according to the type of the disease - 16
patients with nodular goiter and 10 patients with autoimmune thyroid diseases. The median age of patients with

nodular formations was 49,3 + 14,6 years (range 30-74 years) and the group with autoimmune thyroid diseases
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- 51,7 £ 20,7 years (range 22-82 years).

Data were analyzed with a statistical package SPSS v.13. We used the following statistical methods - Fisher's

Test, ANOVA, Tukey's post-hoc test.

Results: We found a moderate statistical dependence between the three investigated groups and the pres-
ence of pain (x* = 7,739; p = 0,045; Cramer's V = 0,337). Patients with nodular thyroid diseases experienced
moderate pain compared to controls. We found a statistically significant correlation between the three groups
(patients with nodular formations, patients with thyroid autoimmune diseases and controls) and the index of
health status. We found a statistically significant lower mean index of health status in patients with autoimmune

thyroid diseases (58,00) compared to healthy controls (80,00).

In conclusion, use of the questionnaire EQ-5D for evaluation the quality of life in patients with thyroid dis-
orders showed the presence of changes in both patients with nodular goiter and in those with autoimmune thy-
roid diseases compared to controls. It is necessary to introduce in clinical practice specific and more detailed

questionnaires to assess quality of life in patients with thyroid diseases and the effect of ongoing treatment.

KAuHuueH cayuai: O6pamuma nyamoHaAHa apmepuaAHa xunep-
MOHUA U 3aCMOUIHA CbPgeyHa HegOCMaMbYHOCM NPU MAaga
)KeHa C MUPEOMOKCUKO3a.
K. Xpucmo3086, b. Kanazupe6, M. bvyBapoBa, . N6aHoBa

Kautuka no EHgokpuHoAaoz2usa u 6orecmu Ha obmanama, MBAA ,,CB. MapuHa“, BapHa

M3BecmHo e, ye mupeougHume XopmoHu oka3zBam mowHu epekmu Bbpxy cbpgeuHo-cbgoBama cuc-
mema. Xunepmupeougu3zmbm e npuduHa 3a noBuwaBaHe Ha cucmemHama cbgoBa pe3ucmeHmHocm, Cbp-
geuHuam gebum u koHmpakmuaHocm; npegcmaBanBa puckoB gakmop 3a noaBa Ha em6OAUYHU UHUUQGEH-
mu, KOpoHapHa 6oAecm u CbpgeyHa HegocmambyHocm,0cobeHo npu Bb3pacmHu nayueHmu. 3acmolHama
momaAHa CbpgeyHa HegocmamwbyHOCM C NYAMOHAAHA apmepuaAHa XunepmoHuUa € C OMHOCUMEAHO no -
pagka u3zaBa npu mupeomokcuko3a, 6e3 npegxogHo cbpgeuHo 3aboaaBare. BneuamaaBawo e Hopmaauzu-
paHemo Ha cbpgeuHo-cbgoBume nokazameau caeg oBaagaBaHe Ha mupeomokcuko3zama, koemo aBmopu-
me HabaogaBam npu 36-2oguwHa navueHmka ¢ bazegoBa 6oaecm. AuazHocmuuupaHa npe3 mapm 2009,
npoBexkgara mupeocmamuuHo AedeHue ¢ [ponuuua 4m gHeBHo go oau 2009, koemo npeycmaHoBuaa ca-
ma. Mpe3 mad 2011 ma e xocnumaau3zupaHa 8 KAUHUKama NO eHgOKPUHOAO2UA C gUCNHeA Npu ycuAue, op-
monHesn, cbpuebueHe u nepupepHu omouu. Om npoBegeHume uzcaregBaHua - ¢ mupeomokcuko3a 8 maa-
CbK, 3acmouUHa CbpgeyHa HegocmambyHocm, abcoAlomHa apummua NPU NPegcbpgHO MbXKgeHe, Kapguome-
2aAuf, NYAMOHAAHA apmepuaaHa xunepmoHusg, aAeBocmpaner naeBpanrer uzauB, acuum. Ype3 koHmpacmua
exokapguozpagua ce omxB8bpas Bb3moXKHOCMMA 3a MexXgynpegcbpgeH gegpekm, a om KoMniombpHa mo-
moepacpua ¢ KoHmpacm Ha 6aa gpob Hama gaHHu 3a 6eaogpobeH mpomboemboauzbm. Caeg oBragaBare Ha
ocmpume CUMNMOMU Ha CbpgeyvHa HegoCmambyHOCM, hayueHmkKama e u3nucaHa om KAUHUKama CbC CAeg-
Hama mepanua: nponuamuoypauua 3x100m2., CNUPOHOAAKMOH 25 me., gu2oKcuH 0,25me ., Bu3onpoAoA 5 me.,
pypozemug 80me., acnupuH npomekm 100me., eHaranpua 2,5m2. [Mpu npoBegeHume KOHMpPOAHU u3zcaegBa-
Hua 6 pamkume Ha caegBawume 10 meceua nayueHmkama e ¢ noBauaBaHe Ha mupeomokcuko3ama, hogob-
peH e cbpgedyHo-cCbgoBuam cmamyc: € gaHHU 3a pe2pecun Ha pa3mepa Ha gacHama Kamepa u obema Ha gac-
HOMO npegcbpgue, HamaraBaHe Ha NYAMOApMeEpPUAAHOMO HaAazaHe, HamaaaBaHe Ha pazmepume u obemu-
me Ha anBama kamepa. NpenopbuaHa e paguoliogmepanua cAeg gocmuezaHe Ha eymupeougHO CbCMOAHUE,
HO nopagu AOW KOMNAAUHC Kbm AeveHuemo kbm 05. 2014 nauueHnmkama Bce owe e B xunepmupeougHo
cbemosaHue. OnucaHuam KAuHuueH cayual npegcmabBaaBa unmepeceH npumep Ha obpamuma momaaHa

CbpgeyHa HegoCcmambyHOCM U NYAMOHAAHa apmepuaAHa XunepmaoHuaA.

100 YOBUAEEH HALUMOHAAEH KOHIPEC MO EHAOKPUHOAOIUA



congestive heart failure and pulmonary
young female with thyrotoxicosis

K. Hristozov, B. Khanazirev, M. Bachvarova, I. lvanova
Clinic of Endocrinology and diseases of the metabolism, St. Marina Hospital, Varna

It is well known that the thyroid hormones exert significant effect on the cardiovascular system. Hyper-
thyroidism causes an increase in systemic vascular resistance, cardiac output and contractility, it's a risk factor
for embolism, coronary artery disease and heart failure, especially in the elderly. Congestive heart failure and
pulmonary artery hypertension are relatively uncommon manifestations of thyrotoxicosis, without underlying
heart disease. The authors observed that restoration of thyroid function in a 36-year old woman with Graves'
disease lead to a significant improvement of cardiac function. The patient had been diagnosed in March 2009
and was started on a daily dose of 4 tablets Propylthiouracil until July 2009, when the patient decided to cease
therapy without consulting a physician. She was admitted to the clinic on May 2011 with shortness of breath
with exertion, orthopnea, heart palpitation, peripheral edema. The conducted tests revealed increased levels of
thyroid hormones, congestive heart failure, atrial fibrillation, cardiomegaly, left-sided pleural effusion, ascites.
The thesis of ASD was rejected by contrast echocardiography and CT with contrast showed no signs of pul-
monary embolism. After management of acute symptoms of heart failure, the patient was discharged on the
following therapy: Propylthiouracil 3 x 100mg; Spironolactone 25 mg; Digoxin 0,25mg; Bisoprolol 5mg;
Furosemide 80mg; Aspirin 100mg; Enalapril 2,5mg. During the following ten months there was a marked
improvement in the thyroid function and cardiovascular hemodynamics: a decrease in the size of both the right
and the left chambers and volume of the right atrium, lower pulmonary artery pressure. It was decided that the
patient should undergo radioiodine therapy as a definitive treatment once euthyroid state is achieved. How-
ever, due to a low compliance with therapy, in May 2014, the patient was still with overt hyperthyroidism. The
clinical case presents an example of reversible congestive heart failure and pulmonary artery hypertension.

ycmHo npegcmabBane

nos3. JopkaHue (protein carbonyl content, PCC)
dialdehide, MDA) kamo Guomapkepu Ha
mun 2 3axapeH guabem

"[odaqeBa I, “I'eperoBa )X, *HukonoBa I, *lagxeBa B
2KAuHUKa no eHgokpuHoaozun, YMBAA ,Ipod. A-p Cm. KupkoBuu”/ Kamegpa NponegeBmuka Ha BbmpewHu 6orec-
mu, * Kamegpa no xumua u buoxumus, MeguuuHcku dakyamem, Tpakutcku yHuBepcumem, Cmapa 3azopa

3axapHusm guabem (3A) e memaboaumHo 3ab6oaaBaHe, xapakmepu3zupawo ce C XunepaAuKemua u Ha-
pyweHua 8 aunugHua u npomeuHoBua memaboauzbm. CBo6ogHUME pagukaAu u u3pazeHua okcugamubBeH
cmpec ca wupoko npuemu cpakmopu B pazBumuemo u npozpecupaHemo Ha 3aboaaBaHemo. OkcugamuB-
Huam cmpec cam no cebe cu ysacmBa 6 namozeHezama Ha guabema, Kakmo u Ha He2oBume KbCHU YCAOXK-
HeHusa. M3katouumearno Bucokume HuBa Ha cBobogHu pagukaau npuduHaBam yBpexkgaHe Ha KAembyHUME
npomeuHu, membpaHHume aunugu u HykaeuHoBu kuceauHu, u eBermyaaHo Bogam go kaembuHa cmbpm.

Liea: Hacmoawomo npoyuBaHe uma 3a uea ga uzcaegBa buomapkepume Ha okcugamuBeH cmpec: npo-
meuH-kapboHuAHO cbgbpikaHue (PCC) u maroHguaagexug (MDA) kamo uHgekcu Ha npomeuHoBa u Aunug-
Ha nepokcugayua npu navueHmu ¢ mun 2 3A, cpaBHeHu cbe 3gpabu uHguBugu.

Memogonoeusa: NMpoyuuxme 87 nauueHmu ¢ mun 2 3A (33 nauueHmu ¢ KomneHcupaHu 54- ¢ gekomneH-
cupaH 3A), AekyBaHu B KauHukama no eHgokpuHoaoz2ua, MBAA ,IMpod. KupkoBuu”, Cmapa 3azopa u 29 3g-
paBu uHguBugu kamo koHmpoau. CepymHomo PCC Gewe oueHeHO nog uHuUmMpoeHuaxugpazuHoBua
(DNPH) memog, aMDA-upe3 mecm ¢ muobapbumypoBa kuceauHa. 3a ucaegBaHe Ha 2AUKUPaH XeMO2A0BUH
(HbA; ) ce uznoazBa aHaauzamop 3a kauHuuHa xumusa Beckman Coulter, umyHomypbugumempuyeH memog.




Pe3yamamu: YcmanoBuxme cuzHugukaHmHo no-Bucok 2aukupax xemozaobuH (HBA,.), npomeurkapbo-
HUAHO Cbgbp>kaHue (Me = 7,9 nmol/mg pecn Me = 6,5 nmol/mg) u koauuecmBo Ha maroHguaagexug (Me =
3,12 nmol/ml, pecn. Me = 2,96 nmol/ml) npu nayuenmume ¢ mun 23A (He3aBucumo om KOHMpoAa Ha guabe-
ma), 8 cpaBHeHue cbc 3gpaBume uHguBugu (Me = 2,95 nmol/mg u Me = 1,74 nmol/ml cbomBemno) (P
<0,0001).

3akaoderue: NpomeuHkapbOHUAHOMO CbgbpXKaHue u KoAudecmBomo Ha maroHguaagexuga 6axa 3Ha-
yumeaHo yBeauueHu B8 gBeme epynu navuueHmu ¢ guabem (KomneHcupaH u gekomneHcupat), 6 cpaBreHue
cbe 3gpaBume unguBugu (PCC: ¢* (2) =39,616; p = 0,01 u MDA: ¥* (2) = 39,141; p = 0,001). ToBa noka3Ba
noBuweHo oKUuCAeHUe Ha NPOMEUHU U AUNUgHa Nepokcugauua npu nayueHmume ¢ mun 2 3A u npegnoaa-
2a, ve e Haauue noBuweHo npou3zBogcmBo Ha peakmuBHu kKucaopogHu BugoBe (ROS) u okcugamuBen
cmpec npu max.

Protein carbonyl content (PCC) and Malondialdehide (MDA, Index of

lipid peroxidation) as biomarkers of oxidative stress in type 2 Diabetes
mellitus

"?Goycheva P, *Gerenova J, *Nikolova G, *Gadjeva V

'? Department of endocrinology, UMHAT ,Prof. St. Kirkovich”/ Department of Propeudetics of Internal Diseases,
*Department of chemie and biochemi, Medical Faculty, Trakia University, Stara Zagora

Diabetes mellitus (DM) is metabolic disorders characterized by hyperglycemia and abnormalities in lipid
and protein metabolism. The free radicals and increased oxidative stress is widely accepted participant in the
development and progression of diabetes. It may act as a common pathway to diabetes itself, as well as to its
later complications. Excessively hight levels of free radicals caused damage to cellular proteins, membrane lipids
and nucleic acids and eventually lead to cell death.

Objective: The present study was planned to investigate the biomarkers of oxidative stress, such as protein
carbonyl content (PCC) and malondialdehyde (MDA) as an index of protein and lipid peroxidation in type2 DM
patients with compared to healthy individuals.

Methodology: We studied 87 cases of type 2 DM (33 patients with compensated and 54 - with decom-
pensated DM), who were treated in the Clinic of Endocrinology - University Hospital ,Prof. Kirkovich”, Stara
Zagora and 29 healthy individuals as controls. Serum PCC was estimated by dinitrophenyl hydrazine (DNPH)
method and MDA - by thiobarbituric acid reagent test. For assay of Glycated Hemoglobin (HbA;.) was used
Immunoturbidimetric method for clinical chemistry analyzer Beckman Coulter hematology analyzer.

Results: We found highly significant increase in HBA, . and in the level (Mediane £SD) of protein carbonyl
(Me = 7,9 nmol/mg resp. Me = 6,5 nmol/mg) and MDA (Me = 3,12 nmol/ml resp. Me = 2,96 nmol/ml) in type
2 DM patients - with ,poor” or ,good” control, compared to healthy subjects (Me = 2,95 nmol/mg and Me =
1,74 nmol/ml respectively) (P < 0,0001).

Conclusion: Protein carbonyl content and MDA were significantly increased in both groups diabetes
patients (compensated and decompensated DM) compared to healthy subjects (PCC: %*(2)=39,616; p=0,01;
MDA: %*(2)=39,141; p=0,001). There was increased protein oxidation and lipid peroxidation in type 2 DM. This
suggests that there was increased production of reactive oxygen species (ROS) and oxidative stress in type 2
DM patients compared to healthy subjects.

N8 Ecpekmbm Ha Comogku - Bogewa npuyuHa 3a cympewHa

xunepzaukemua?

E. XagxueBa, M. boagxxueBa, K. Xpucmo3o06

Kaunuka no eHgokpuHoaoeus, YHuBepcumemcka boaHuya ,,CBema MapuHa®, BapHa

102 YOBUAEEH HALIMOHAAEH KOHI'PEC MO EHAOKPUHOAOTUA



BwBegeHue: Yecmo cympewHama xunepaaukemun cb3gaBa 3ampygHeHua 6 guaezHocmuuHo-AeuebHUA
NA@H Npu aHaAu3upaHe Ha Bb3MOXKHUME NpUYUHU - (peHoMeH Ha ,3a3opaBaHemo”, epekm Ha Comogyku uau
NPOCMO AOW 2AUKeMUYeH KOHMPOA. 3a npaBuaHa oueHka Ha me3u peHomeHU e noAe3Ho u3zcaegBaHe HuBa-
ma Ha KpbBHama 2aoko3a (KN Hakoako nocaegoBameaHu Howu mexkgy 3 u 5 vaca uau uznoa3BaHe Ha npo-
gbAXKUMEAHO 2AK0KO3HO moHumopupaHe (CGM). B gHewHo Bpeme Hama gocmambuHo gokazameacmBa, Ko-
uUMo ga nogkpenam 3Hayumama yecmoma Ha peAeKmopHama Xunep2Aukemus, HoO uma ybegumeaHu gas-
Hu 3a moBa, ue peHomeHbM Ha 3a30paBaHemo 3HauumMeAHo HaggeaaBa kamo npudyuHa 3a Bucokume cmou-
Hocmu Ha cympewHama KI Ha 2aagHo.

Llea: Lleama Ha npoyuBaHemo e ga ce gemoHcmpupa porama Ha CGM 6 pazeparuuaBaremo Ha gBa-
ma peHomera (Comogeku u peHomeH Ha 3azopaBaHemo) u ga ce ycmaHoBu yecmomama Ha peAekmop-
Hama xunepaaukemua caeg HoWHU xunozaukemuu 6 uzcaegBaHama epyna nayueHmu cbe 3A mun 1.

Memogu: Ao momenma ca Bkatoueru 10 nayuerma, npu koumo e npoBeger pempocnekmuBet CGM
ype3 cucmemama iPro 2 8 npogbaxeHue Ha 7 gHu. AHaauzupaHu 6axa cmotHocmume Ha Kl Ha eaagHo Ha
¢hoHa Ha 2aukemuama no Bpeme Ha HOWHUA CbH.

Pe3zyamamu: Om HabaogaBaHume 58 Howu ce ycmaHoBuxa 10 Howu c xunozaukemuu (K[ < 3,9
MMOA/A), €gHa OM KOUMO C NPOGbAXKUMEAHOCM 25 MUH, @ 0CMaHaAume CbC cpegHa NPOgbAXKUMEAHOCM 44
17 muH. B 37,9% om npocaegeHume gHu ce peaucmpupa cympewHa KI' Ha 2aagHo 2 10 MMOA/A, KOAMO ce
npegwecmBa om HowHa xuno2aukemua camo 6 9,09% om cayuyaume. B 80% om 10-me HOwU C XUuno2AuKe-
muu KI' Ha 2aagHO e <10 mmoa/a, a B8 50% < 5,7 MMOA/A.

3akaoverue: INoayueHume ype3 CGM pesyamamu nokazBam, ye eekmbm Ha ComogyKu pagko e no-
Ka3ameA 3a aCUMNMOMHU HOWHU Xuno2aukemuu. Ype3 uzcregBaHume Kbm MOMeHMa nNayueHmu ce gemoH-
cmpupa, vye cympewHa xunepaaukemua = 10 mmoa/A Hal-yecmo ompazaBa peHomeHa Ha 3a3opaBaHemo
UAU NPOCMO AOWUA 2AUKEMUYEH KOHMPOA.

ing cause of morning hyperglycaemia?

E. Hadzhieva, M. Boyadzhieva, K. Hristozov

Clinic of Endocrinology, University Hospital ,St. Marina”, Varna

Introduction: Morning hyperglycaemia in diabetic patients is often an obstacle in diagnosis and treatment
when analyzing the possible causes: dawn phenomenon, Somogyi effect or just poor glycaemic control. Mea-
suring blood glucose (BG) levels in several nights between 3 a.m. and 5 a.m. or using a continuous glucose
monitoring system (CGM) is useful in order to correctly diagnose these phenomena. Nowadays, there are not
enough observational data to prove the significant frequency of rebound hyperglycaemia. On the other hand,
convincing data exist that the dawn phenomenon is more often the reason for fasting hyperglycaemia.

The aim of this study is to demonstrate how useful CGM is for differentiating between these phenomena
(the Somogyi and the dawn phenomenon) and for evaluating the frequency of rebound hyperglycaemia fol-
lowing nocturnal hypoglycaemia among the observed type | diabetic patients.

Methods: 10 patients have been monitored so far using the retrospective iPro 2 system for CGM for the
period of 7 days. We have analyzed fasting BG levels in respect of nocturnal glycaemic control.

Results: Among the 58 nights observed, there are 10 instances of nocturnal hypoglycaemia (BG<3,9
mmol/l) with mean duration of 4h 17 min, only one of them lasting 25 min. Fasting BG = 10 mmol/l is regis-
tered in 37,9% of the days, nevertheless in just 9,09% it was preceded by nocturnal hypoglycaemia. In 80%
of hypoglycaemic nights the following fasting BG is <10 mmol/l, while in 50% it is < 5,7mmol/I.

Conclusion: Our CGM data reveal that the Somogyi effect is rarely an indicator of preceding silent noc-
turnal hypoglycaemia. It is demonstrated that fasting hyperglycaemia = 10 mmol/l most often represents the
dawn phenomenon or just the poor glycaemic control of the patients so far observed.




PoAama Ha HAKOU UWUMOKUHU U agXxe3uoHU MOAEKYAU Kamo
NPOZHOCMUYHU MapKepu 3a mMemaboAumeH CUHgPOM U
apmepuaAHa XxunepmoHus

b. MuayeBa, . AmanacoBa, H. AcaanoBa, L|6. TankoBa, H. YakspoBa, C. 3axapueBa

KAuHuYeH ueHMbp No eHgokpuHoAo2un, MeguuuHcku yHuBepcumem, Codpun

VMma Bce noBeue gokazameacmBa ve 8 namozeHe3zama Ha memaboaumHomo 3amabcmaBaHe yyacmBa
Bb3nareHUemo, koemo noggbpyka akmuBHu aBmoumyHHumMe npouecu B opeaHuzma ub peyamam 3acua-
Ba amepoezerne3ama u ce HapywaBa 2aoko3HUa moaepaHc. Cbobwaba ce 3a noBuweHa ekcnpecusa Hayumo-
KUHU, NPOUH(PAAMamMOpPHU U agXe3UOHHU MOAEKYAU.

Llea Ha Hawemo npoyuBaHe Ge ga ce ycmaHoBu cuzHupukaHmHama Bpb3ka Ha C-peakmuBeH npome-
uH (hsCRP), sCD40L, sICAM-1, IL-6, sVCAM- 1, E-cenekmuH ¢ pa3zBumuemo Ha 3axapeH guabem u cbpgey-
HO - cbgoBu 3ab6oaaBaHun. 3a ma3u uea uzcaegBaxme 12 3gpabu Auua Ha cpegHa Bb3pacm 34+/- 9,5 2., om
max 5 mbxKe u 7 )xeHu ¢ BMI 21+/- 1,9 u 2u cpaBHuxme ¢ 2 2pynu nauueHmu ¢ memaboaumen cungpom (MC):
epyna 1 6e3 apmepuarHa xunepmonua (AX) u epyna 2 - ¢ AX. F'pyna 1 Bkatouu 25 auua Ha cpegHa Bb3pacm
45+/-14 2., om koumo 11 xeHu u 14 mbxe ¢ ITM 33+/-4,6. Ipyna 2 Bkatouu 23 Auua Ha cpegHa Bb3pacm
47+/-12 2. = 16 »eHu u 7 mbxe, ITM 36+/-7,2. N3caegBaxme hsCRP, sCD40L, sICAM-1, II-6, sVCAM-, E-ce-
AekmuH B8 cepyma no ELISA.

Pe3zyamamu: MemaboaumHomo 3amabcmaBatne e cBbp3aHo ¢ gocmoBepHo no-Bucoku HuBa Ha hsCRP,
E-selectin, sSICAMu IL-6 8 cpaBHeHue cbe 3gpaBume, He ce ycmaHoBu Bpb3ka ¢ AX. sCD40L e cueHuguKaH-
mHo no-Bucok npu navueHmu ¢ AX u Hama Bpb3ka cbe 3amabcmaBaHemo. sVCAM He nokazBa cmamucmu-
yecku gocmoBepHu kKopeaauuu npu uzcaegBaHume navueHmu.

3akaoverue: hsCRP, IL-6, sSICAM u E-ceaekmuH ca cbc cuz2HuukaHmHo no-Bucoku HuBa npu memabo-
AUMHO 3amabcmaBane, gokamo noBuweHu cepymHu HuBa Ha sCD40Lce HabalogaBam npu AX.

The Role of some cytokines and adhesion molecules in Metabolic
syndrome and Arterial hypertension

Milcheva, I. Atanasova, N. Aslanova, Tz. Tankova, N. Chakarova, S. Zacharieva
Clinical Center of Endocrinology, Medical University, Sofia

There is emerging evidence that chronic low grade inflammation plays a role in metabolic obesity patho-
genesis by an activation of natural immunity, leading to a glucose intolerance and accelerated atherogenesis.
An enhanced expression of cytokines,proinflamatory and adhesion molecules is reported.

The aim of our study was to evaluate the significance of C-reactive protein (hsCRP), sCD40L, sICAM-1, IL-
6, sVCAM- 1, E-selectin in relation with obesity and arterial hypertension (AH). For this purpose we studied 12
healthy subjects, mean age 34+/-9,5 years, 5 males and 7 females, BMI 21+/- 1.9 and compared them with two
patient groups with metabolic syndrome without arterial hypertension /group 1/ and with arterial hypertension
(group 2). Group 1 included 25 patients, mean age 45+/- 14 years, 11 females and 14 males, BMI =33+/- 4,6.
Group 2 consisted of 23 patients, mean age 47 +/-12 years, 16 females and 7 males, BMI 36 +/- 7,2. We mea-
sured hsCRP, sCD40L, sICAM-1, IL.-6, sVCAM, E-selectin in sera by ELISA.

Results: Metabolic obesity is associated with significantly higher serum levels of hsCRP, E-selectin, sICAM
and IL-6 compared to healthy subjects, but without association with AH. sCD40L is significantly higher in
patients with AH and there is no relation with obesity. sVCAM does not show statistical differences and corre-
lation with the studied parameters.

Conclusion: hsCRP, IL-6, E-selectin and sICAM are significantly elevated in metabolic obesity, while
sCD40L serum elevation is associated with arterial hypertension.

104 YOBUAEEH HALIMOHAAEH KOHIPEC NMO EHAOKPUHOAOTIUA



ycmuo npegcmabBane

34 OUEHKAa Ha MaCmHama maca npu
gpom

A. AcboB', XK. boneBa> 3. KameHoB'
'KauHuka no EHgokpuHoaozus, YHuBepcumemcka boaHuua ,ArekcargpoBcka”, Codpun
?KauHuka no EHgokpuHonozua, MI-MBP, Cocpua

Llea: MemaboaumHuam cuHgpom (MC) BkaouBa amepozeHHu puckoBu gpakmopu, koumo BxatouBam
uHcyauHoBa peucmeHmHocm, 3amabcmaBaHe, gucaunugemun u apmepuasHo HaaszaHe. OueHkama Ha me-
AecHua cbcmabB u 8 uacmHocm Ha BucuepasHama macmia maca gaBa BaxkHa uHgopmauua 3a nauueHmume
¢ moBa cbcmosnHue. Lleama Ha Hacmoawomo npoyuBaHe 6e ga oueHu cmolHocmma Ha abgomuHaaHama
exoepadpusa 3a uzmepBare Ha BucuyepasrHama u nogkoxkHama macmHa maca 8 nonyaauua om >KeHu ¢ goka-
3aH memaboAUMEH CUHGPOM.

Memogu: MNMpoyuBanemo Bkatouu 118 sxeHu ¢ guaezHocmuuupaH MC no kpumepuume Ha MeXxgyHapog-
Hama AuabemHa Degepauus (IDF). Exoepagpckomo uzcaregBaHe 6e uzBupweHo ¢ anapam Mindray™ DC-8
¢ nomowma Ha C5-2E koHBekcen mpaHcgiocep, kamo 3a oueHka Ha BucuepaaHama macmua mbkaH (BMT)
6e uzmepBaHa gucmaHuuama mexkgy 3agHua pbb Ha m. rectus abdominis sinister u npegHama cmeta Ha aorta
descendens Ha 2 cm BAaBo om nbna. 3a oueHka Ha nogkoxkHama macmua mukaH (MMT) 6e usmepBana guc-
maHuuama mexkgy Koxkama u npegHua pbb Ha m.rectus abdominis sinister ¢ AuHeen mpancgtocep L7-3E. be
uznoa3zBaHa cpegHama cmouHocm Ha gBe uzmepBaHua. buoxumuuHume ujcaegBanua Bratoyuxa OITT cbe
75 ep. 2At0Kk03a, umyHopeakmuBeH uncyauH(IRl) Ha 2rnagHO, YepHOgPOOHU eH3UMU, NbAEH AUNUGEH NPOPUA,
KpeamuHUH, 2AUKUPaH XeM02A06UH.

Pe3yamamu: CpegHama Bb3pacm Ha uzcaegBaHume navueHmu Ge 54,5 (£19) 2oguHu, a cpegHUAM UH-
gekc Ha meaecHa maca (MITM) - 35,2 (£6,9). 34,7% om nauueHmume umaxa mun 2 3axapeH guabem. BMT
noka3za gobpa kopeaauua ¢ U'TM (r=0,619, p<0,001), naazmeHama 2aukemun Ha 2aagHo (r=0,387, p<0,01), IRI
(0,356, p<0,05), ALAT (r=0,324, p<0,05), 2aukupaH xemo2r00uH (r=0,332, p<0,01), mpuaauuepugu (r=0,257,
p<0,05) u obukoaka Ha maauama (r=0,643, p<0,001). NMMT kopeaupawe eguHcmBeHo ¢ UTM (r=0,632,
p<0,001), nuk. kuceauHa (r=0,335, p<0,01) u obukoakama Ha maauama (r=0,588, p<0,001). Om u3BbpweHun
ROC-aHaAu3 cmaHa acHo, ye BMT, ugmepena ¢ yampaszByk moxke ga 6bge uznoazBaHa kamo npegukmop 3a
mun 2 3axapeH guabem (AUC = 0,729, p<0,001); gucaunugemua (AUC = 0,782, p=0,01) u uHcyauHoBa pe-
3ucmenmuocm (AUC = 0,828, p=0,001).

3akaoueHue: Exoepadhuama kamo memog 3a oueHka Ha BMT gaBa ueHHa gonbaHUMeEAHA uHopmayua u
mo>Ke ga 6bge uznoa3zBaHa kamo npegukmop 3a memaboaumHu ycaoxkHeHua npu Bucoko-puckoBu nauueHmu.

the evaluation of visceral fat in
drome

Y. Assyov', Zh. Boneva®, Z. Kamenov'
' Clinic of Endocrinology, University Hospital ,Aleksandrovska”, Sofia
2 Clinic of Endocrinology, Medical Institute - Ministry of Interior, Sofiaology and Intensive Care,

Aim: Metabolic syndrome (MS) consists of atherogenic risk factors that include insulin resistance, obesity,
dyslipidemia and arterial hypertension. The evaluation of body composition and in particular of the visceral adi-
pose tissue provides vital information for the subjects with this condition. The aim of the current study was to
evaluate the value of abdominal ultrasound for the measurement of visceral (VAT) and subcutaneous (SAT) fat
in a population of women with proven MS.

Methods: This study included 118 women with diagnosed MS based on the IDF criteria. Ultrasound mea-
surement was performed using a Mindray™ DC-8 device with a C5-2E convex transducer and for the mea-

surement of VAT we measured the distance between the internal face of m.rectus abdominis sinister and the
anterior wall of the descending aorta, 2 cm to the left of the umbilicus. For the measurement of SAT we used
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a linear L7-3E transducer by measuring the distance between the skin and the anterior face of m. rectus abdo-
minis sinister. Mean value of two measurements was used. Biochemical measurements included standard 75g
glucose OGTTs, fasting immunoreactive insulin, hepatic enzymes, lipid profiles, serum creatinin and glucosilat-
ed hemoglobin (HbA, ).

Results: Mean age of the study participants was 54,5 (£19) years and the mean BMI - 35,2 (£6,9). 34,7%
of the study participants had type 2 diabetes mellitus. Ultrasound measured VAT correlated well with (r=0,619,
p<0,001), fasting plasma glucose (r=0,387, p<0,01), IRl (0,356, p<0,05), ALAT (r=0,324, p<0,05), HbATc
(r=0,332, p<0,01), triglycerides (r=0,257, p<0,05)and waist circumference (r=0,643, p<0,001). SAT correlated
only with BMI (r=0,632, p<0,001), serum uric acid (r=0,335, p<0,01)and waist circumference (r=0,588,
p<0,001). We then performed ROC analyses and determined ultrasound measured VAT to be a good predic-
tor for type 2 diabetes mellitus (AUC = 0,729, p<0,001); dyslipidemia (AUC = 0,782, p=0,01) and insulin resis-
tance (AUC = 0,828, p=0,001).

Conclusion: Ultrasound as a method for the evaluation of VAT gives valuable additional information and
can be used as a predictor for various metabolic disturbances in high-risk individuals.

Yecmoma Ha memaGoAumHua cuHgpom cnopeg HuBomo Ha TCX
cpeg eymupeougHu Auua 6 3para Bv3pacm

A. UluukoB, A-M. bopucoBa, P. Ko6ayeBa,

U. AmanacoBa, A. Aako6cka, U. BraxoB

KAuHuka no mupeougHu u memaboAumHu KocmHu 3aboaaBaHusg, YHuBepcumemcka 60AHUUA NO
eHgoKpuHoAo2ua, MeguuuHcku yHuBepcumem, Codpusn

VMima gaHHu, ue He camo uzaBeHuam u cybKAUHUYHUAM XUNOMUPeougu3bm ce acouuupam c yBeaudeH
cbpgeuHocbgoB puck, HoO U makbB ce HabaogaBa npu Auua ¢ Bucoko-HopmaneH TCX.

Lleama Ha Hacmoawomo u3caegBaHe bewe ga ce npoyyu 3aBucumocmma mexkgy yecmomama Ha me-
maboaumtua cutgpom (MC) u HezoBume eaemenmu u HuBama Ha TCX npu eymupeougHu Auua 6 3para 663-
pacm.

Mamepuaau u memogu: baxa BkaloueHu 2153 eymupeougHu Auya Ha Bb3pacm 47,2 2. (20-49). N3kAt0u-
Bawu kpumepuu 6axa AeveHue C mupeocmamuuyu UAU MUPEOUgHU XOpMOHU. bewe cHema aHamHesa, uzme-
puxa ce pbCm, meAecHa maca, 0bUKOAKA Ha MaAuama u apmepuaAsHo HaaaeaHe u ce B83e kpbB 3a TCX, aunu-
gu, KpbBHa 3axap. Bcuuku Auya 6axa pazgeaeHu Ha yemupu 2pynu cnopeg kBapmuaume Ha TCX (QTSH) u
ce onpegeau yecmomama Ha MC no kpumepuume Ha IDF 2005, kakmo u Ha HezoBume eremeHmu.

Pe3yamamu: HagHopmeHo mezaao ycmaHoBuxme npu 37,2% (35,2-39,2), 3amabecmaBare - npu 25.1%
(23,3-26,9), abgomuHaaHo 3amabcmaBane - npu 61,4% (59,3-63,5), apmepuaaHa xunepmoHusa-npu 42,1%
(38,9-43,1), guabem/noBuweHa 2aukemun Ha 2aagHo-npu 13,6% (12,1-15), Hucbk HDL-xoAecmepoa - npu
27,6% (25,7-29,5), xunepmpuzauuepugemun - npu 24,1% (22,3-25,9), MC-npu 32,2% (30,2-34,2). MC bewe
3Hayumo no-vyecm B Hau-Bucokua QTSH, omkoakomo 8 Had-Huckua (34,9%, 30,9-38,9 ¢/y 27%, 23,3-30,9,
p<0,001). HapacmBanemo Ha TCX ¢ equH QTSH yBeauuaBawe pucka om MC ¢ 14%, p<0,001, om xunepm-
puaauuepugemus ¢ 20%, p=0,001 u om Hucek HDL-Cc 9%, p=0,042.

3akatoverue: TpoyuBaHemo ycmaHoBu HapacmBaHe Ha yecmomama Ha MC c yBeauuaBaHe Ha TCX
Npu eymupeougHu AUUQ, NPEgUMHO 3a CMemKa Ha HapacmBaHe Ha Yecmomama Ha gucAunugemusma.

Prevalence of the Metabolic syndrome and TSH levels among
euthyroid adults

A. Shinkov, AM. Borissova, R. Kovatcheva,

I. Atanassova, L. Dakovska, J.n Vlahov

Department of Thyroid and Metabolic Bone Diseases, University Hospital of Endocrinology,
Medical University of Sofia
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Some data exist that cardiovascular risk increases not only in hypothyroidism but also in subjects with high-
normal TSH.

The aim of the study was to assess the prevalence of the metabolic syndrome (MetS) and its elements in
relation to TSH in euthyroidadults.

Materials and methods: A sample of 2153 euthyroid adults, 47,2+14,5 years (20-94) with no current
antithyroid or thyroid replacement therapy was enrolled. Medical history was taken and body weight, height,
waist circumference, blood pressure, serum TSH, glucose and lipids were measured.The subjects were strati-
fied by quartiles of TSH (QTSH) and the prevalence of the MetS and its elements were calculated. MetS was
determined by the IDF 2005 criteria.

Results: Overweight was found in 37,2% (35,2-39,2), obesity in 25,1% (23,3-26,9), abdominal obesity - 61,4%
(59,3-63,5), hypertension - 42,1% (38,9-43,1), diabetes/increased fasting glucose - 13,6% (12,1-15), low HDL-cho-
lesterol - 27,6% (25,7-29.5), hypertriglyceridemia - 24,1% (22,3-25,9), MetS - 32,2% (30,2-34,2). MetS was more
prevalent in the highest QTSH (34,9%, 30,9-38,9) than the lowest (27%, 23,3-30,9), p<0,001. Each QTSH increased
the risk of MetS by 14%, p<0,001, of hypertriglyceridemia by 20%, p=0,001 and of low HDL-C by 9%, p=0,042.

Conclusions: The prevalence of MetS increased with higher QTSH within the euthyroid range, mostly by
an increase in the dyslipidemia.

ycmHo npegcmabBane

me NPOMeHU Npu >KeHU C
Ha gucyHKuuAa
A. Apeamcka’, b. Honye8', M. OpbeyoBa’, b. NexauBano6’

'KAuHuka no EHgokpuHoAoz2ua u boarecmu Ha obmaHama,
*Kamegpa no AkywepcmBo u 2uHekoaoz2un, YMBAA ,CB8. Teopau”,
MeguuuHcku YHuBepcumem, MNaoBguB

BvBegeHue: NMocmnapmaaHama mupeougHa gucipyHkuua (MIMTA) moxxe ga ce npoabu Kakmo ¢ npexog-
HU (pYHKUUOHAAHU OMKAOHEHUA, maka u ¢ mpaltHo BrowaBaHe Ha mupeougHua YHKUUOHAAEH cmamyc.
Exoepagpckume npomeHu npu >xeHu ¢ MNIMNTA gonpuHacam 8 3HauumeAHa cmeneH 3a npeyu3zHama guaz2Ho3a,
a HepAgKO U 3a npo2HO3UpaHe Ha (PYHKUUOHAAHUA mupeougeH Kanauumem.
Llea: Aa ce npoyuu guHamukama Ha yampazBykoBume npomeHu 8 wumoBugHama >kae3a npu >keHu ¢ TTTA,

[MayueHmu u memogu: B Hacmoawua aHaau3 ca BkaloueHu 39 >keHu ¢ mupeougHa gucdyHkuua 6 nepu-
0ga caeg paxkgaHe Ha cpegHa Bb3pacm 30.36 2. MNauyueHmku ¢ uzBecmuo aBmoumyHHO MupeougHo 3ab0Aa-
Bare npegu GpemeHHocmma ca u3zkAlodeHu om aHaauza. Om uzcaegBaHume xeHu 59% ca ¢ mupeomokcu-
Ko3a u 41% - ¢ XOpMOHaAHa KOHCMeAauua Ha xunomupeougu3bm. V3mepeHu ca cepymuu HuBa Ha mupeoc-
mumyaupaw, xopmoH (TCX), mupeougHu xopmoHu (cB. T, u cB. T;), mupeougHu anmumena (TIMTOAm, TeAm,
TPAmM) u e uzBobpwera yampazBykoBa oueHka Ha obema u mopgorozusma Ha wumoBugHama >ae3a.

Pe3yamamu: Exoepadpcku npomeHu 8 mupeougHua napeHxum ce ycmanoBaBam 6 94,9% om nayueHm-
kume c MNMINTA. CmeneHma Ha XUnoexo2eHHOCM Ha napeHxuma e cuzHUgpuUKaHmMHo no-Bucoka npu nayueHm-
Kume ¢ xunomupeougu3zbm B cpaBHeHue ¢ me3u ¢ mupeomokcuko3a. He ce HabaogaBam pazauuus 6 obe-
Ma Ha wumoBugHama »Ae3a U UMYHOAO2UMHUME OMKAOHeHUA npu gBeme 2pynu navueHmku. B xoga Ha
npocaegaBaHemo ce omueme 3HaYUMEAHAa guHaMuKa Ha Nnoka3ameAume Ha mupeougHama (yHKuUA.
Lllecm (37,5%) om nauueHmkume ¢ xunomupeougu3zbm u 7 (30,4%) om me3u c mupeomokcuko3a baxa 6b3-
cmaHoBuAu cnoHMaHHO eymupeougHOMO CU CbCMOAHUE KbM Kpaa Ha NOCMNAapmMaAHUa nepuog, gokamo
Nnpu ocmaHaaume 26 nauueHmku ce ycmaHoBu npompaxupaHa mupeougHa gucyHKuua. AHaAU3bM Ha gaH-
HUMe noka3a 3HavumeAHo obpamuo pa3zBumue Ha exoepadpckume npomeHu, CbnpoBogeHo € HamareHue Ha
mumpume Ha MupeougHUMe aHmumeaa npu nauueHmkume ¢ Bb3cmanoBeHa mupeougHa yHkuua. Mpu
oCcmaHaAume nayueHmMKU nepcucmupauume XopmMoHaAHU OMKAOHeHUa Baxa cbnpoBogeHu cbe 3agbabova-
BaHe Ha exozpadpckume NPOMEHU, KOEMO HAAOXKU UHUUUUPAHE HA MEJUKAMEHO3HO AeveHUe.

3akatoueHue: Exoepadpckume npomeHu Ha wumoBugHama >kae3a ca BaxkeH eaemeHm 6 xapakmepucmu-
Kama Ha hocmnapmaAHume mupeougHu HapyweHua. OueHkama Ha guHamuyHume npomeHu B exoepadckua
0bpa3 Ha »kaezama npe3 nbpBama 2oguHa caeg paxkgaHe moxke ga ga bbge om noA3a npu ceaekyuama Ha
nayueHmMkKume, HY>kgaewu ce om gbAr2ompalHO AeYeHue.




Evolution of thyroid ultrasound changes in women with
postpartum thyroid dysfunction
A. Argatska’, B. Nonchev', M. Orbetzova’, B. Pehlivanov*

'Clinic of Endocrionology and metabolic disease, “Departmentof Obstetrics and gynaecology
,Sv. Georgy” University Hospital, Medical University, Plovdiv

Introduction: Postpartum thyroid dysfunction (PPTD) can present either with transient hormonal abnor-
malities or persistent impairment of thyroid function. Ultrasound changes in women with PPTD contribute sig-
nificantly to precise diagnosis and often act as a useful predictor of long-term thyroid functional status.

Aim: To investigate the evolution of sonographic apperances of the thyroid in women with postpartum thy-
roid dysfunction.

Patients and methods: 39 women with thyroid dysfunction in the period following delivery of mean age
30,36 years were included in the study. Patients with preceding autoimmune thyroid were excluded from the
analysis. 59 % of the patients developed thyrotoxicosis and 41% - hypothyroidism. Serum levels of thyroid
stimulating hormone (TSH), thyroid hormones (FT, and FT;), thyroid antibodies (TPOAb, TgAb, TRAb) were
measured and ultrasound evaluation of the thyroid was performed.

Results: Ultrasound changes in thyroid parenchyma were found in 94,9% of the studied women with
PPTD. The grade of hypoechogenicity was significantly higher in patients with hypothyroidism compared to
those with thyrotoxicosis. No differences in the thyroid volume as well as in the immunological abnormalities
between the two groups were established. During follow-up significant dynamics of thyroid function parame-
teres were observed. 6 (37,5%) of the patients with hypothyroidism and 7 (30,4%) of the thyrotoxic women
had spontaneously recovered thyroid function at the end of the postpartum period whereas the remaining 26
patients were recognized with prolonged thyroid dysfunction. A significant improvement of the ultrasound
changes along with a decrease in thyroid antibodies levels was established in women with restored euthyroid
state. In the rest of the patients persistent hormonal abnormalities were accompanied by deterioration of ultra-
sound findings leading to drug treatment institution.

Conclusion: Ultrasound changes of the thyroid are a characteristic feature of postpartum thyroid disorders.
Assessment of the evolution of the sonographic appearances of the thyroid gland during the first year after deliv-
ery may be useful in selecting patients requiring long-term treatment.

NiEN Exozpahcku Kpumepuu-npegukmopu 3a MaAuZHeHoCm. AHaAu3 Ha

mAxXHama yecmoma npu goka3aHu 50 wumo6BugHu kapuuHoma.

PaikoB H., BuyeBa CH',Hon4eB b> PaiikoBa A.?,CaaBo8 I. *, babe8 I1.*
Xpucmo@Ba B’, Paiiko6 M.*

Meg. Komnaekc ,IMatoc”, BapHa,'MAO3C ,Mapko MapkoB” - OmgeaeHue no KAUHUYHA namoao2us, BapHa,
’KauHuka no eHgokpuHoaozusa, MY, TaoBguB, ‘MBAA ,Aobpuu’- MupBo BO, “MBAA ,CB8ema AHHa” - Omge-
A€HUe No 2pbgHa xupypaus, BapHa, "MBAA ,CBema AxHa "-OmgeaeHue no KAUHUYHA hamoaoeus, BapHa, *Me-
guuuHcku yHuBepcumem, BapHa

PaHHomo omkpuBaHe Ha 3a0kadecmBerHume mymopu e BaxkHO 3a paguKaAHOMO UM AedeHue. TbHKou2-
AeHama Guoncua nog exozpacku KOHMpPoA cmou 6 ocHoBama Ha Ha guazHo3zama Ha wumoBugHuAa Kapuu-
Hom. [Mo3HaBaHemo u akmuBHOMO MbpceHe Ha CYCNEKMHU 3a MaAUZHOM eX02padcKu Kpumepuu ceAekmu-
pa Bb3AUume, NogAeXkawu Ha UUMOMOPGOA02UYHO u3caegBaHe. Kpumepuam guamembp Ha Bb3era /nog uau
Hag eguH caHmumembp/ NpogbaxkaBa ga 6bge guckymabuaeH. Tol onpegean BepoamHomMo GUOAO2UYHO
noBegeHue Ha mymopa u obema Ha pagukaAHOMO My AeYeHUe.

Lleau: Aa ce uzcaegBa yecmomama Ha npucbemBue Ha puckoBume exozpadpcku kpumepuu 8 gokaza-
HU 50 wumoBugHu KapuuHoMma.
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Mamepuaru u memogu: 3a nepuog om 16 meceua /01.20142- 04.20152/ eHYKOKPUHOAO2 U uumMona-
moaoz2 uzBbpwuxa Tb Ha 740 nauuenma,kamo 6axa 6uoncupadu 920 wumoBugHu Bb3eaa.
baxa uzcaegBaHu 7 mbxke u 43 XKeHu.

Bwv3pacm: 20-87 2oguHu/cpegHa-43,5/.

Baxa Bepucuuuparu 50 wumoBugHu KapuuHoma: 2 megyaapHu u 48 nanuAapHu,CA€g KOUMO eguH gudy-
3€eH ckaepo3upawy, Bapuanm.

Tymopume baxa pazgeAeHu Ha 2 epynu: NO-MAAKU UAU  no-2oremu om 10mm.

22 baxa c guamembvp > 10mm,a 28- ¢ guamembp< 10 mm.

AuckymupaHu exoepachCcku Kpumepuu Ha KapyuHomume: coanumapeH 6b3eA uau Hogo3Ha cmpyma,Aoka-
Au3auua Ha Bb3eAa,pazmepu,exoeeHHOCM-cmeneHu,popma, opma B cazumanHa npoekuun,odepmaHus,xa-
AO,CMPYKMypa,gop3arHo akycmuyHo 3aceHuyBaHe,MuKpoKaAuugpukamu,makpokaauugpukamu,8ackyaapu3a-
uua, mupeougum Ha Xawumomo,wudHa AumgageHomezanus.
baxa komeHmupaHu yumMoAozuyHama Kamezopusa no beme3ga u Xucmoaoz2uyHa guazHo3a.

Pesyamamu: 1. Exoepadpckuam kpumepul 3a popma Ha Bb3era B caczumanna paBrura (A>T) ce cpewa
3Ha4YUMO no-yecmo npu cybcaHmumempoBume Bb3au. 2. Exoepadckuam Kpumepul MUKpoKaAuugukamu ce
cpewa no-vyecmo npu Bv3aume no-2onemu om 10mm. 3. Exoepadpckuam kpumepul makpokaAuugpukamu ce
cpewa no-dyecmo npu Bv3aume,no-conemu om 10mm. 4. Ocem om KapuuHoMumMe ca ¢ guamembp NO-MAABK
uau paBen Ha 5mm. [pu ocmaHaaume exozpadpcku npegukmopu auncBa pazauka 8 uecmomama npu Kapuu-
HOMU Hag u nog T cm.

3akatouyeHue: MNMpoBegeHuam aHaAu3 Ha puckoBume exoepadpcku Kpumepuu cpeg KomeHmupaHume 50
wumoBugHu KapuuHoma nocouu pazauka 8 maxHama yecmoma npu cyb u cynpacaHmumempoBume mymo-
pu. Ta kacae kpumepuume: 1. popma A>T; 2. Haauyue Ha MUKPOKaAuUukamu u makpokayugukamu

edictors for thyroid cancer. An analysis
gnosed thyroid malignancies

Raikov N, Vicheva Sn., B. Nonchev’, Raykova A.’, Slavov .G*, Babev P. *, Hristova
V.’ Raykov M. ¢

Medical Complex ,Plus”; Varna, Bulgaria, 'Oncological Dispensary ,Marko Markov”; Department of Clinical
Pathology; Varna, Bulgaria, *Clinic of Endocrinology, MU, Plovdiv, Bulgaria, *First Department of Internal Diseases,
Dobrich Hospital, Bulgaria, “Breast Surgery Department, ,Saint Anna” Hospital; Varna, *Department of Clinical
Pathology, ,Saint Anna” Hospital; Varna, “Medical Univercity, Varna, Bulgaria

The early detection of the malignant tumours is important for their radical treatment. FNA under ultrasound
guidance is a standart of the thyroid carcinoma diagnose. The recognition and the active searching for sus-
picious for CA ultrasonographic criteria selects the nodes, that should undergo a cytomorphological evalua-
tion. The size criteria of the node/under or above 1,0 cm/ is still contradictory. It estimates the probable bio-
logical behavior of the tumour and its radical treatment volume.

Objectives: To evaluated the frequency of the risk ultrasound criteria in the diagnosed 50 thyroid carci-
nomas.

Materials and Methods: For a period of 16 months (01.2014-04.2015) an endocrinologist and cytopathol-
ogist performed FNA to 740 patients, evaluating 920 thyroid nodules.

A gender of the patients: 7 men and 43 women.

Age: 20-87 years (average 43,5). 50 thyroid cancers were verified. Among them: 2 medullary and one dif-
fuse sclerosis variant of papillary cancer.

The tumours were divided in two groups: bigger or smaller than T0mm. (22 to 28).

The discussed ultrasonographic criteria were: solitary nodule or a nodule in multinodullar goiter, a localization,
measurements, echogenicity, shape, shape in the transverse plane, margines, halo, structure, acustic shadow-
ing, microcalcifications, macrocalcifications, vascularisation, Hashimoto thyroiditis, neck lymphadenopathy. The
cytological and histological diagnose were commented.

Results: 1. The ultrasonographic criteria of nodes shape in the transverse plane (A>T) is presented more often in
the subcentmeter nodules. 2. The microcalcifications are presented more often in supracentimeter nodes. 3. The
macrocalcificationsare presented more often in supracentimeter nodes. 4. Eight of the CA have a diameter < 5mm.
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There is no difference in the presence of the rest US criteria among the sub and supracentimeter nodules .

Conclusions: The analysis of the evaluated 50 thyroid CA marked differences between the supra and
subcentimetergroups,concerning: 1. The shape of the node (A>T) 2. The presence of microcalcifications and
macrocalcifications.

LY Bpb3ka mexxgy mupeougHa (pyHKUUA u NCUXu4HO GAazonyayuue
P. AumumpoBa’, M. CugepoBa’, K. Xpucmo3zo6’, T. Page6a>, X. Koxxyxapo®8*

' KauHuka no EHgokpuHoAo2us,
*Kamegpa no lNcuxuampusn, YHuBepcumemcka 6oaHuua ,CB8ema Mapuna”, BapHa

Maabk npoueHm om nayueHmume ¢ genpecus umam nbpBuuer xunomupeouguzbm - aBeH uau cybk-
AuHuveH. Om gpyza cmpaHa, genpecuama e Haauue no-yecmo npu uHguBugu ¢ aBmoumyteH mupeougum,
0cobeHo Npu Me3u C XunoMupeougu3bm.

Lieama Ha npoyuBaHemo e ga ce onpegeAu yecmomama Ha genpecus cpeg hauueHmume CbC CAegnpo-
uegypeH xunomupeougu3zbm (nocmonepamuBeH uau caeg paguoliog mepanus), cpeg me3u ¢ aBmoumyHeH
mupeougum (eymupeougHu, cbC cybKkAuHUYEH u aBeH Xunomupeougu3bm), KaKmo U ga ce Nombpcu Kope-
AQuUA MEXJY genpecuama u HAKOU AabopamopHU hokazameAu Kamo mumbp Ha aHmu-TIO Am u cepymHu
HuBa Ha cB.T;. [NauueHmume u KoHMpoAume b6axa oueHeHu upe3 DepressionAnxietyStressScales (DASS) u no
10 moukoBama ckara Ha MoHmzombpu U AcHbp2 3a Haauduemo Ha genpecus. TupeougHama cpyHkuua be
ymouHeHa upe3 rabopamopHo uzcaegBane Ha TCX, cB.T;, cB8.T, u aHmu-TINO Am c anapam Immulite 2000,
kKakmo u yampazBykoBo ¢ anapam Aloka a7. INpegBapumeaHume pe3yamamu noka3zBam, ye ncuxuyHomo
6Aa2onoAyHUE Ha nayueHmMu ¢ xunomupeougu3ibm He ce Bb3cmanoBaBa B8 nvaeH obem, HezaBucumo om ae-
BomupokcuHoBama mepanua, KakKmo U 4Ye NcuxoAo2u4YHUAM gucmpec ce HabalogaBa no-uecmo npu mes3u
nauueHmu, Bbnpeku HopmaauzupaHua TCX, cpaBHeHo ¢ koHmpoaume. ToBa 6u mo2a0 ga ce obacHu ¢ ab-
moumyHHama namozeHe3ama Ha 3aboanBaHemo, Bogewa go HeBpoeHgokpuHHa gucpeayaayua C ydacmu-
emo Ha npouHgramamopHu u npomuBoBb3narumeaHu YUMOKUHU, KOUMO NPOMeHAM Mo3byYHama HeBpom-
paHcmucua. [NepcucmupaHemo Ha genpecuBHama KOMNOHEHmMa Npu NauueHmu ¢ KOMNeHcupaH xunomupe-
ouguzbm (Hopm. TCX) BepoamHo e cBbp3aHo cbC CUHGPOM HA HUCKUA T3 HA CUCMEMHO U/UAU MbKAHHO HU-
B0. B 3akAloueHUe, CKPUHUHBM 3a HapyweHua B HacmpoeHuemo e ueaecbobpaseH npu auuama ¢ aBmou-
MyHeH mupeougum, He3aBucumo om HaAu4UEMO UAU AUNCAMa Ha XUNOMUPEOUgU3bM.

ZIN Correlation between thyroid function and psychological wellbeing

R. Dimitrova’, M. Siderova’, K. Hristozov', T. Radeva®>, H. Kozhuharov*
'Clinic of Endocrinology,
‘Department of Psychiatry, University hospital ,St. Marina”, Varna

Primary hypothyroidism (overt or subclinical) is found in a small percentage of depressive patients. On the
other hand, depression is present more frequently in individuals with autoimmune thyroiditis, especially in those
with hypothyroidism.

The aim of this study is to determine the prevalence of depression among patients with hypothyroidism after
radioiodine therapy or postoperative hypothyroidism, among those with autoimmune thyroiditis (euthyroid, with
subclinical and overt hypothyroidism), and to search a correlation between depression and some laboratory
parameters as anti-TPO Ab and FT;. Patients and controls were assessed with Depression Anxiety Stress Scales
and with the 10 point scale of Montgomery and Asberg for the presence of depression. Thyroid function was
evaluated by laboratory examination of TSH, FT,, FT;, anti-TPO Ab with Immulite 2000 and ultrasound with
ALOKA o.7. Preliminary results indicate that the mental wellbeing of hypothyroid patients may not be restored
completely, regardless of the LT, treatment, and that the psychological distress is observed more often in these
patients, despite the normalized TSH, compared with controls. This could be explained by autoimmune patho-
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genesis of the disease, leading to the neuroendocrine disregulation with the participation of proinflammatory
and anti-inflammatory cytokines that alter brain neurotransmission. Persistence of the depressive component in
patients with compensated hypothyroidism (normal TSH) is probably associated with low T, syndrome (at sys-
tematic and/or tissue level). In conclusion, mood disorders screening is appropriate for individuals with autoim-

mune thyroiditis, regardless of the presence or absence of hypothyroidism.
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nit. upeougeH KapuUHOM C eKmonu4eH

U30AU3bM

A. lllunkoB, M. CmoinoBa, . Mampo3oBa, A. EaenkoBa, P. MBaHoBa,
P. KoBaveBa, A-M. bopucoBa

KAuHUYeH ueHmMbp No eHgokpuHoAoz2un, MeguuuHcku yHuBepcumem, Codpun

MegyaapHuam kapuuHom e pagbk mymop, npouzxoxkgaw, om C-kaemkume Ha wumoBugHama xae3a.
HeBpoeHgokpunHuam npouzxog Ha C-kaemkume no3zBoaaBa abepaHmHa ekcnpecua u cekpeuus Ha peguua
6uonrozuvHo-akmuBHuU cybcmaHuuu u xopmoHu. o AumepamypHuU gaHHU npu 0koAo 1% om GoAHume ¢ me-
gyAapeH KapuuHom Moxe ga uma egHoBpemerHo u ekmonuyuHa cekpeuua Ha ACTH, CRH uau POMC om my-
mopa, Bogewa go pazBbumue Ha ACTH-3aBucum cuHgpom Ha KbwuHe. Ao momeHma uma no-maako om 100
onucaHu nogobHu cayuau. IMpu npezaega Ha Aumepamypama He Hamepuxme gaHHu 3a nybaukyBaH go mo-
meHma caydad Ha makoBa cbuemanue 6 bvazapus.

Hue gokaagBame nauueHm ¢ gokazaH UUMOAO2UYHO U AAbOpamopHO MegyAapeH KapuuHOM Ha wumo-
BugHama >kAe3a ¢ aHzaXkupaHe Ha wuldHume AumgHU B8b3Au. MNauueHMbM Kame20puUYHO OMKa3a onepauus
u B xoga Ha npocaegaBaHemo ce pa3zBu KAUHUYHA cuMNMOMamuka Ha xunepkopmu3oau3bm. HanpaBenume
BnocregcmBue uzcaegBarua gokazaxa ACTH-3aBucum cuHgpom Ha Kbwunz ¢ BepoameH npou3xog om me-
gyAapHuAa KapuuHom. o Hawu gaHHu moBa e nbpBuam gokaagBaH nogobeH cayyad B Hawama cmpaHa.

P11. yroid cancer with ectopic ACTH secretion

A. Shinkov, M. Stoinova, J. Marozova, A. Elenkova,
R. Ivanova, R. Kovatcheva, AM. Borissova

Clinical Center of Endocrinology, Medical University, Sofia

Medullary thyroid cancer (MTC) is a rare endocrine tumor, arising from the C-cells of the thyroid. The neu-
roendocrine origin of the C-cells permit the aberrant expression of various genes and the secretion of biologi-
cally-active substances and hormones other than calcitonin. Ectopic secretion of ACTH, CRH or POMC by the
tumor with a subsequent ACTH-dependent hypercortisolism has been reported in about 1% of the cases of
MTC. The review of the literature yielded less than 100 reported such cases and none in Bulgaria up to date.

We report the case of a male subject with a cytologically and biochemically confirmed MTC with involve-
ment of the cervical lymph nodes. The subject refused operation and signs and symptoms of hypercortisolism
developed during the follow up. The additional diagnostic tests are consistent with ectopic Cushing's syndrome
most probably resulting from MTC-derived ectopic ACTH secretion. To the best knowledge of the authors, this
is the first such case reported in our country.

ycmuo npegcmabBane

ua Ha Albright ¢ napyuaaHa
X

A. Xpucmo3zo6a, H. bomywano6, MEAA ,Megnaiin Kaunuk”, TaoBgus,

Omge/\eHue NO eHgOKpUHOAO2UA
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BpogeHama ocmeogucmpodusa Ha Albright (AHO) e pagko HacaegcmBeHo memaboaumuo 3aboaaBane,
C XapakmepeH comamudeH peHomun, 8 cbuemaHue ¢ pe3ucmeHMHOCM KbM NapamxopMOHa, gbAXKawo ce
Ha uHakmuBupawga mymauus Ha 2eHa GNAST, kogupaw, peuenmopHama Gs-aaa-cybeguHuua. Tol kamo
Gs-aapa kynaupa peuenmopa 3a [NTX u MHO20 gpyau membpaHHU peuenmopu ¢ ageHuAamuukAa3ama, HaAu-
ue € MUAMUXOPMOHAAHa pe3ucmeHmHocm.

INpegcmabBame 38-20guwiHa >KeHa ¢ HUCHK pbcm, obe3umem, gucmopguUYHU cmu2mu U KoeHUMuBeH ge-
dpuuum, Npu KOAMO Npegu 20guHu e nocmabeHa guazHo3a axoHgponaazua mun Parrot-Kaufmann. @u3ukaa-
HO ce ycmaroBu Gpaxugakmuaua 3a 20pHU U gOAHU KpalHUUU U CKbceHa 4™Ma memamap3aaHa kocm. pu
u3caegBanre Ha kaauueBo-thocpopHa obmaHa ce pecucmpupa Bucoko HuBo Ha MTX 432,6 pg/ml npu goaHoe-
paHuueH cepymeH Kaauul, HopmaaeH (pocop u HopmaaHa 6bbpeuHa dyHkuua. YcmanoBuxa ce xopmoHana-
HU gaHHU 3a Xunomupeougu3bm npu HeeamuBHU MuUMPU Ha aHMUMUPEOUGHU aHMUMeAa U exoepadpcKu
gaHHu 3a xunonaa3ua Ha LLPK. BB Bpb3ka ¢ kAuHUYHUME gaHHU 3a xunoz2oHagu3bm /nbpBuuHa ameHopes,
XUNONAACMUYHU MAEYHU XAe3u/ce ycmaHoBu xunoecmpozeHemun npu HoOpMaAHu HuBa Ha 20HagOMPONUHU.
Taka cbyemaHume eHgoKpuHHU gedpekmu B8 kombuHauua ¢ xapakmepHua comamuydeH gpeHomun 3a AHO Hu
gagoxa ocHoBaHue ga npuemem guazHo3zama [lceBgoxunonapamupeougu3ibm mun 1a. Bucokomo HuBo Ha
MTX ompazaBa nepugepHama peucmeHmHocm kbm geicmBuemo my. MyamunaeHume eHgOKPUHHU ge-
hexmu ca cBbp3aHu € yacmuuHa pe3ucmeHmHocm Kbm gellicmBuemo u Ha gpyau nenmugHU XOPMOHU
(TCX, AX, DCX), kAuHuuHO u3aBeHa C xunomupeougu3bm U Xuno2oHagu3bm. CAeg KoMnNeHcupaHe Ha Xuno-
mupeougu3ma Npu KOHMPOAHU XOPMOHaAHU u3caegBarua peaucmpupaxme Hucku HuBa Ha cympeweH Kop-
mu3oa 165,54 nmol/l npu 2opHozpaHuder AKTX (6€3 KAUHUYHU gaHHU 3a Xunokopmuuu3bm). B masu Bpb3-
ka npoBegoxme npoaoHzupaH AKTX-cmumyAaauuoHEH mecm - CepymHUAM KOPMU30A Ha 4-mu yac He Hagx-
Bbpau 1000 nmol/l, koemo Hu gage ocHoBaHue ga npuemem napuuasHa pesucmeHmHocm kbm AKTX.

B 3akAroyeHue, 3a pazauka om munuyHuUa comamuyeH oeHomun Ha AHO, memaboaumHuam cpeHomun
e MHO2000pa3zeH - XopMoHaAHa pe3ucmeHmHocm 6 MHO20 mbKaHu, npoaBeHa 6 pazauduHa cmeneH.

Albright"s Hereditary Osteodystrophy with partial
resistance to ACTH

A. Hristozova, N. Botushanov
MHAT ,Medline Clinic”, Plovdiv, Department of Endocrinology

Albright™s hereditary osteodystrophy (AHO) is a rare inherited metabolic disorder characterized by a
somatic phenotype, combined with resistance to parathyroid hormone due to an inactivating mutation in the
gene GNAS1, encoding Gs-alpha-subunit. Because Gs-alpha couples PTH-receptor and also many other mem-
brane receptors to adenylyl cyclase, there is a multiple hormone unresponsiveness.

We present a 38-years-old female with short stature, obesity, dysmorphic features and mental deficiency
who was previously diagnosed with Parrot-Kaufmann syndrome (achondroplasia). On physical examination we
found brachydactyly of the upper and lower extremities and shortened fourth metacarpal phalange. Investiga-
tion of the calcium-phosphorus metabolism revealed a high level of PTH - 432,6 pg/ml, serum calcium at the
lower limit of the normal range, normal phosphorus and preserved renal function. We discovered hypothy-
roidism with negative titers of thyroid antibodies and ultrasound data of thyroid hypoplasia. In connection with
the clinical data of hypogonadism (primary amenorrhea, hypoplastic mammary glands) we found hypoestro-
genemia at normal levels of gonadotropins. So the associated endocrine defects in combination with the typi-
cal somatic phenotype of AHO led us to consider a diagnosis of Pseudohypoparathyroidism type Ta. The
increased level of PTH reflected peripheral resistance to its action. Multiple endocrine defects were due to a
partial resistance to the action of other peptide hormones (TSH, LH, FSH), which resulted clinically in hypothy-
roidism and hypogonadism. After compensation of hypothyroidism in control tests we detected low morning
cortisol level -165,54 nmol/L together with upper-normal level of ACTH /without clinical findings of adrenal
insufficiency/. Because of this we performed prolonged ACTH-stimulation test - the plasma cortisol at 4th hour
did not exceed 1000 nmol/L, which allowed us to assume the presence of a partial resistance to ACTH.

In conclusion, unlike the typically constant somatic phenotype of AHO, metabolic phenotype is complex
- hormone resistance in many tissues, manifested in varying degrees can be observed.
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ume 3a 3amabcmaBane cpeg
uwHa Bb3pacm u cBovp3aHu c
oyBox-study

B. lomoBa’, C. FaayeBa’, M. AameBa’, H. YweBa’, I. de Bourdeaudhuij, G. Car-
don, O. Androutssos, Z. Kulaga, P. Socha, L. Moreno, B. Koletzko, Y. Mannios,
the ToyBox Study Consortium (www.toybox-study.eu)

'Kamegpa no neguampusa u meg. 2eHemuka, ‘Kamegpa no couuasHa meguuuHa, MeguuuHcku
YHuBepcumem, BapHa

Aemckomo 3amabcmaBare e cepuo3et 3gpaBen npobaem, cBbp3ar ¢ noBuwera 3a6ornemocm u cCMbp-
mHocm B 3paaa Bb3pacm u ¢ Bce no-paHHa Bb3pacm Ha HacmbnBaxe. Npu Bb3pacmuHu abgomuHaAHOMO
3amabcmaBare e ymBbpgeH puckoB akmop.

Llea: Aa ce oueHu paznpegeaeHuemo Ha aHMPONOMEHMpPUYHUME nokazameau 3a 3amabcmabaHe cpeg
geua 6 npegyuuauwHa Bv3pacm (3,5-5,5 2oguHu) u ga ce uzcaegBa Bpb3zkama um ¢ HaKou puckoBu pakmo-
pu, acouuupaHu ¢ pazBumuemo Ha 3amabcmabate.

Memogu: 7576 geua om wecm EBponelcku cmpanu (beazus, bvazapus, FepmaHusn, Mpuus, VcnaHua u
IMoawa) (cpegHa Bb3pacm 4,74£0,44 2., 51,9% momuema) B3exa yuacmue 68 moBa mpaHcBep3aarHo npoyu-
BaHe. Tezaaomo, pbcmbm u obukorkama Ha maauama (OT) 6axa uzmepeHu No cmaHgapmeH Ha4uH. Yecmo-
mama Ha HagHOpMeHO me2A0 U 3amabcmaBaHe cpeg ydacmHuuume 6axa onpegeaeHu cnopeg IOTF UTM
cmangapm (Cole et al., 2000). Haauuuemo Ha abgomuHaaHo 3amabecmaBaHe bewe gepuHUpaHO Kamo om-
HoweHue OT/pbcm>0,5. CmangapmusupaH BbnpocHuk 6ewe uznoa3zBax 3a HabupaHe Ha uHgopmauua om-
HOCHO puckoBu ¢hakmopu, cBbp3aHu ¢ pazBumuemo Ha 3amabcmabaHe.

Pezyamamu: C HagHopmeHo meaao ca 11,0% om yuacmHuuume, 3,5% om geuama ca CbC 3amAbCMa-
BaHe, kamo npu momuvemama me3u Nokazameau ca cueHugukaHmuo no-Bucoku om momuemama (p<0,01).
C abgomuHaaHo 3amabemaBane ca 23,7% (21,8% momuema ¢/y 25,7% momuvema, p<0,001). Ipbukume ge-
ua ca c Had-Bucok TM u OT (16,1£1,7 k2/m*u 53,314,4 cm, cbomBemHo). AHmponomempuyHUMe nokasza-
meAu KopeAaupam gocmoBepHo ¢ meezaomo Ha malkama npegu 3adeBane (rITM=0,215, rOT=0,221,
rOT/P=0,147, p<0,01), UTM Ha malkama (rITM=0,217, rOT=0,176, rOT/P=0,153, p<0,01) u mez2aomo npu
paxgaHe Ha ydacmuuuume (rITM=0,139, rOT=0,147, p<0,05). Aeuama C HUCbK COUUAAHO-UKOHOMUYECKU
cmamyc (CNC) ca ¢ Had-Bucok MTM, OT u OT/pbem 68 cpaBHerue ¢ epynama ¢ Bucok CHC (p<0,001). B
nogepynama Ha geuama cbc 3amabecmabane ce ycmaroBaBa cueHugpukaHmHo no-Bucok pogumeacku ITM
U me2A0 Ha maldkama npegu 3adeBane (p<0,001) npu no-3Ha4umo HaggaBaHe Ha meaao no Bpeme Ha Ope-
meHHocmma (p=0,048).

3akAoveHue: YcmaHnoBenama yuecmoma Ha HagMopmeHo mez2Aao u 3amabemaBane cpeg eBponeldckume
geua B npegyuuauwHa Bb3zpacm nomBbpikgaBa Hyxxkgama om uzpabomBaHe u BbBexxgaHe Ha nogxogawu
cmpameauu, ueaawu HeHomo cHuxkaBaHe.
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Distribution of obesity indexes among European pre-school children
and associated risk factors: The ToyBox study

V. lotova, S. Galcheva, M. Lateva, N. Usheva, I. de Bourdeaudhuij, G. Cardon, O.
Androutssos, Z. Kulaga, P. Socha, L. Moreno, B. Koletzko, Y. Mannios, and the Toy-
Box Study Consortium (www.toybox-study.eu)

Childhood obesity is a serious health problem associated with increased morbidity and mortality in adult-
hood and increasingly younger age at development. In adults, abdominal obesity is an established risk factor.

Aim: To evaluate the anthropometric obesity indexes among pre-school children (3,5-5,5 years of age) and
to sturdy their relationships with some risk factors associating with obesity development.

Methods: 7576 children from 6 European countries (Belgium, Bulgaria, Germany, Greece, Spain and
Poland), mean age 4,7410,44 years, 51,9% girls) took part in this cross-section study. Their weights, height,
waist circumference (WC) were measured by standard procedures. Overweight and obesity prevalence were
defined according to the IOTF BMI criteria (Cole et al., 2000). The presence of abdominal obesity was defined
as the ratio WC/height>0,5. A standardized questionnaire was applied to gather information about risk factors,
linked with the obesity development.

Results: With overweight are 11,0%, and with obesity 3,5% of the children, with more expressed preva-
lence of all indices among girls compared to boys (p<0,01). Abdominally obese are 23,7% (21,8% boys vs.
25,7% girls, p<0.001). Greek children are with the highest BMI and WC (16,1£1,7 kg/m* and 53,3%t4,4 cm,
resp.). Anthropometric indices correlate significantly with the mother's weight before conception (rBMI=0.215,
rwC=0,221, rtwWC/H=0,147, p<0,01), BMI of the mother (rBMI=0,217, rWC=0,176, r‘WC/H =0,153, p<0,01)
and with the birth weight of the participants (rBMI=0,139, rwWC=0,147, p<0,05). The children from the low
socio-economic status (SES) had the highest BMI, WC and WC/H in comparison with the group of the high SES
(p<0,001). In the sub-group of obese children, significantly higher parental BMI and weight of the mother before
conception were found (p<0,001) in parallel with more expressed weight gain during pregnancy (p=0.048).

Conclusion: The overweight and obesity prevalence among European pre-school children confirms the
need of working-out and introduction of adequate strategies, aiming at its decrease

N1EE® Mpomenu 6 kauHuuHomo noBegerue Ha GpemeHHume
)KEHU CbC 3axapeH guabem 3a nepuoga 1983-20132.

K. TogopoBa’, M. Ieno6a’

' MeguuuHcku yHuBepcumem lMaeBeH, *Meguuurcku yHuBepcumem, Codoun

OcHoBHa yea Ha mepanuama Ha bpemeHHUMe CbC 3axapeH guabem (3A) e ga ce nocmu2He HOPMOR2AU-
KeMUYeH KOHMPOA Ha guabema 3a ga ce CbxpaHu maluyuHOMO U HeoHamaaHo 3gpaBe. OcHoBHama uea Ha
npoyuBaHemo e ga npocaegu npomeHume B KAuHUYHOMO noBegeHue Npu GpemeHHU >KeHu cbe 3A 6 MuHa-
AOMO U gHec u oueHu BauaHuemo Ha npomeHume Bbpxy mMadyuHUA U HEOHAMaAeH u3xog Ha GpemeHHoCmMa.
M368vpweromo pempo u npocnekmuBHo npocaegaBare Ha npomeHume 6 kauHuUYHOMO noBegeHue Ha Gpe-
MeHHUMe CbC 3axapeH guabem (3A), pogopazpeweHu 8 CBAAAT ,Maduun gom”, o6xBawa nepuoga 1984-
20132. lNpocaegeH u aHaAu3upaH e nepuHamanHua u3xog Ha 1895 6pemeHHu cbe 3A, cbobpa3zHo npuaara-
Homo noBegeHue U nocMuzHamuA 2AUKEMUYEH KOHMPOA.
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Pe3yamamu: AHaau3upaHu ca gaHHume Ha 1895 GpemeHHu >KeHu CbC 3axapeH guabem, aekyBaHu ¢ uH-
CyAuH, om koumo 1207 (63,5%) ca ¢ T13A, 327 (17,2%) ¢ T23A u 361 (19,3%) c 2ecmauuoreH 3A. Cpeg-
HO 67% om GpemeHHocmume go 2001e., ca Bb3HukHaau npu HuBa Ha HBA ;. mexgy 8% u 10%, gokamo
caeg 20102. noumu moakoBa 6pemeHHocmu, cpegHo 68% ca Bb3HukHaau npu HUBa Ha HBA ;. nog 7%.
INpegBapumeAHo naaHupaHume GpemeHHocmmu cpeg >xeHume ¢ T13A ca egBa 9% go 20012., gokamo
gHec me gocmuzam go 68,0%. NaaHupaHume GpemeHHOCMU npu >keHume ¢ T23A ca Bce owe ¢ omHocu-
MmeAHO Hucka dyecmoma, cpegHo 12%. Hal-Bucoka yuecmoma Ha HabaogaBaHu maluyuHO-HEOHAMaAHU yc-
AOXKHeHua ce ycmaroBaBa 6 nepuoga go 1990 2. Caeg mo3u nepuog maliyuHUmMe YcAo>KHeHUA npozpecuB-
HO HamaasBam u ocmaBam NOCMAHHO Hucku. HeoHamaaHume ycaoxkHeHua ce pegyuupam egBa caeg
20002., HO uvecmomama Ha BpogeHume aHomaauu (BA) ocmaBa HenpomeHauBo Bucoka. HenaaHupaHume
bpemeHHoCMU cpeg xeHume ¢ T23A ca ocHoBHama npegnocmabka 3a Bb3HukBaHe Ha BA.

3akaoverue: MNMpomanama B noBegeHuemo npu 6pemeHHu >xeHu ¢ T13A ce nocaregBa om 3Hauuma pe-
gykuua Ha HebAazonpuamHumMe YCcAOXKHeHUA Npu Mmadkama u npu NAoga. 3a ga ce HamaAam HeoHamaAHume
YCAOXKHEHUA Ca HEOOXOgUMU gONBAHUMEAHU YCUAUA 3a 3agbAXXKUMEAHO NAaHupaHe Ha bpemeHHOocmume
cpeg >xxeHume ¢ T23A.

P14. agement of pregnant women with
riod 1983-2013

K. Todorova', M. Genova*
' Medical University Pleven, *Medical University, Sofia

The main goal of treating pregnant women withdiabetes mellitus (DM) is to achieve near to normal
glycemic control in order to save both the maternal and the neonatal health.

The aim of the study was to follow the changes in the clinical management of pregnant women with dia-
betes mellitus (DM) in the past and nowadays and to evaluate their importance on the maternal and neonatal
outcome.

A retro and prospective observational trial to follow the perinatal outcome was done including a non-selec-
tive group of pregnant women with DM who were hospitalized and delivered in SHATOG ,Maichin dom” for
the period between 1984-2013 years.

Results: Analysis of the data of 1895 diabetic pregnant women, treated with insulin, of whom 1207
(63,5%) with TIDM , 327 (17,2 %) with T2DM and 361 (19,3 %) with gestational DM was performed. An aver-
age of 67% of the pregnancies up to the year 2001 occurred in HBA, . levels between 8% and 10%, where-
as after 2010 an average of 68% of the pregnancies are at a level of HBA,. with less than 7%. The Planned
pregnancies among women with TIDM were at about 9% by the year 2001. After the year 2010 they reach
68,0%. Pre-planned pregnancies in women with T2DM have been with low prevalence yet, average 12%. The
highest incidence of reported maternal - neonatal complications settled in the period until 1990. After this peri-
od maternal complications progressively decreased and marked a steady low state. Neonatal complications
were reduced after the year 2000 but the frequency of congenital anomalies (CA) remained unchangingly high.
Unplanned pregnancies among women T2DM have been the predisposition for occurring of CA.

Conclusion: Changes in clinical management of pregnant women with TTDMlIed to significant reduction
in adverse complications in both the mother and the fetus.Pregnancy planning is necessary in order to reduce
neonatal complications in women with T2DM.
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Muo-uHo3umoa 6 AedeHUEMo Ha XKeHU CbC CUHJPOM Ha
noAukucmo3Hu atuHuyu (PCOS)

M. OpbeyoBa’, A. KoreBa', M. MumkoB', b. lNexauBaHoB*

'KAauHuKa no EHgokpuHoao2ua u 6oaecmu Ha obmaHama, * KauHuka no AkywepcmBo u FuHekoao2us,
YMBAA ,C8. l'eopau”, MeguuuHcku YHuBepcumem, INMaoBguB

PCOS ce pazeaexga Kamo cneuuguyeH 3a >XKeHcKua NoA memaboAaumeH cuHgpom ¢ Aexkaw, 8 ocHoBa-
ma My MexaHu3bm Ha uHcyauHoBa peucmeHmHoOCM ¢ KOMNeHcamopHa XunepuHcyauHemua. Hanocaegobk ce
HampynBam gaHHu 3a 6AazonpuamHu memaboAUMHU U KAUHUYHU ehekmu Hamuo-uHo3umoa 6 kombuHauua
¢ (poaueBa kuceauHa npu AredeHue HaxxeHuc PCOS.

Llea Ha npoyuBaHemo: ga ce oueHU eheKmbm Ha MUO-UHO3UMOA CaMOCMOAMeAHO uAu 68 kombuHauu-
ac memapopmuH Bbpxy HAKOU MemaboAUMHU U XOPMOHaAHU HapyweHua npu »xeHu ¢ PCOS.

Mamepuaa u memogu: MNMpoyuBanemo o6xBawa 104 UHCYAUH pe3ucmeHMHU >KEHU C HAGHOPMEHO mea-
A0, Hocumeaku Ha PCOS cnopeg kpumepuume Ha Rotterdam ESHRE-ASRM aekyBaHu 6 meceua ¢ 2 g muo-
uHo3zumoa + 0,4 mg poaueBa kuceaura (Inofolic®, LO.LIPharma, Rome, Italy) 2 x 1 npaxye gHeBHO kKamo mo-
Homepanua (Fpyna 1) uau B kombuHauyua ¢ memdpopmuH (1250-1500 mg/gHeBHo) (Mpyna 2). Mpu Bcuuku
yuacmHuyku 6 npoyuBanemo ca uzcaegBaHu aHmMponomMemMpuYHU, KAUHUYHU, GUOXUMUYHU U XOPMOHAAHU
napamempu npegu u CAeg Ae4eHue.

Pe3yamamu: YcmaroBaBame cuz2HuukaHMHO HamaAeHue Ha meAecHo mezao, VITM, cbomHoweHue
LH/FSH; npoaakmuH, aHgpocmeHguoH, obw, mecmocmepoH, 17-OH-npozecmepoH, HOMA-uHgekc, naow,
nog kpuBa (AUC) Ha uHcyAauHa B xoga Ha opaAeH 2Al0k030moAepaHmer mecm (ol TT) u nogobpaBaHe Ha Au-
nugHua npogua npu Bcuuku nayueHmMku, Koumo ca no-u3pazeHu B epynama Ha KOMOUHUPAHO AedeHue.
MeHcmpyaaHama uukauuHocm ce Bb3cmaroBaBa B 3Hauum npougHmM om >xeHume ¢ NbpBoHaYaAHU MEHC-
mpyaaHu HapyweHusa u B8 gBeme 2pynu caeg mpemus mecey, AeueHue.

3akaoyerue: Hawume gaHHu nogkpenam 6AazonpuamHume epeKmuHamuo-uUHO3UmoA N0 OMHoWweHue Ha
memaboAuUMHUME U XOPMOHaAHUME OMKAOHEHUA U NogobpaBaHe Ha MeHcMpyaaHama UUKAUYHOCM Npu XKeHu
¢ PCOS. Ecpekmume moz2am ga 6bgam o6acHeHU go 20Aama cmeneH om cu2HUUKaHMHOMO HamaAeHueHa mee-
Aomo, noBuwaBaremo Ha uHcyauHoBama yyBecmBumeaHocm u nogobpaBaHe Ha oBapuarHama chyHKuuA.

Myo-Inositol in the treatment of women with
polycystic ovary syndrome (PCOS)

M. Orbetzova’, D. Koleva', M. Mitkov', B. Pehlivanov’

' Clinic of Endcrinology and Metabolic Diseases,
*!Clinic of Obstetrics and Gynaecology, ,Sv. Georgy” University Hospital, Medical University, Plovdiv

PCOS is considered as typic al gender-specific representative of metabolic syndrome with insulin resis-
tance and compensatory hyperinsulinaemia being the underlying mechanism. Recently there are some data on
beneficial metabolic and clinical effects of myo-inositol combined with folic acid in the treatment of PCOS
women.
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Aim of the study: To evaluate the effect of myo-inositol alone or in combination with metformin on some
metabolic and hormonal disturbances in PCOS women.

Material and methods: The study comprised of 104 insulin resistant overweight women with PCOS diag-
nosed according to Rotterdam ESHRE-ASRM criteria treated up to 6 months with 2g myo-inositol + 0,4 mg foli-
cacid (Inofolic®, LO. LIPharma, Rome, ltaly) 2 x 1 sachet per day as monotherapy (Group 1) or added to met-
formin (1250-1500 mg/daily) (Group 2). Anthromometric, clinical, biochemical and hormonal parameters were
assessed before and after the treatment in all the participants.

Results: We found significant decrease in body weight, BMI, LH/FSH ratio; prolactin, androstendione, total
testosterone, 17-OH-progesterone, HOMArindex, area under the curve (AUC) of insulin during an oral glucose
tolerance test (OGTT) and amelioration of the lipid profile in all patients that were more pronounced in the
group with combined treatment. Menstrual cyclicity was restored in a significant percent of women with initial
menstrual irregularity in both groups starting from the third month.

Conclusion: Our data support beneficial effects of myo-inositol for metabolic/hormonal abnormalities and
for improving menstrual irregularities in PCOS women. The effects could be explained to a greater extent by
the significant weight reduction, improved insulin sensitivity and amelioration of ovarian function.

ILEIA Cepymuu HuBa Ha NT-proBNP u acumempuueH gumemuaap-
2UHUH Nnpu mun 2 guabemuuyu - KOpeAayuA C U34YuCAeHUA
CbpgeuHo-cbgob puck

A. AonyeBa’, A. bakaroB’, A. LlakoBa’>, M. boaHoB'
'KAuHUKa no eHgokpuHoAaoezus, Kamegpa no BbmpewHu 6oaecmu
*Kamegpa no KAuHUYHA Aabopamopuna U KAUHUYHA UMYHOAO2UA
YMBAA , AaekcargpoBcka”, Meguuurcku yHuBepcumem, Codpus

Llea Ha npoyuBaHemo: ga ce oueHu CbpgedHo-cbgoBuam puck npu nauueHmume cbe 3A2 u Bpb3ikama
MY C MapKepu 3a paHHa amepockAaepo3a.

MMayuenmu u memogu: YuacmBaxa 97 nayueHmu cbe 3A2- 60 xeHu u 37 mbxe (cpegHa Bb3pacm 63,2
* 9,3 2oguHu). Puckbm 3a dpamannu u HedpamaaHu CC3 u uHcyam ce u3uucau ¢ UKPDS Risk engine 2.0 no-
Bb3pacm, gaBHocm Ha guabema, moMioHONYWeEHe, CUCMOAHO apMmepPUaAAHO HaAf2aHe, HaAudue Ha npeg-
CbPYHO MbXKgeHe, 2AUKUpaH xemo2A06uH, momaaer u HDL-xorecmepoa. CepymHume HuBa Ha N-mepmuHa-
AeH npo B-mun Hampuypemuuern nenmug (NT-proBNP) ce u3caegBaxa c eAeKmpoXeMUAYMUHUCUEHMEH, a a-
cumempuyeH gumemuaap2uHuH (ADMA) - ¢ eH3uMeH UMYHO aHaAus.

Pesyrmamu: V3uucareHuam cpegeH puck 3a HepamaaHu cbpgeuHo-cbgoBu 3aboaaBarua (CHD) e
20,65%, 3a pamaaHu CHD e 15,5%, 3a uHcyam e 16,78%, u 3a pamanreH uHcyam- 2,58%. CpegHume cepym-
Hu HuBa Ha NT-proBNP ca 32,85 + 55,35 pmol/l, kamo 53,6% umam cmodHocmu nog pegepeHmuume. Cpeg-
Hume HuBa Ha ADMA ca 0,62 £ 0,19 umol/l, kamo npu 70,1% me ca 6 pepepeHmHume 2paHuyu. Ycmaso-
Bu ce S-mun 3aBucumocm mexxgy HuBama Ha NT-pro BNPu pucka om Hethamaaru u ¢pamaaHu CHD (R2 =
0,072, 0,082) u AuHelHa 3aBucumocm ¢ pucka om ¢pamaaeH u HedpamaaeH uHcyam (R2 = 0,279, 0,257). He
ce ycmanoBu 3aBucumocm cbe cepymHume HuBa Ha ADMA.

M36ogu: Puckom om CC3 u uHcyam kopeaupa ¢ NT-proBNP, Ho He u cADMA.
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IZTA Serum levels of NT-proBNP and asymmetric dimethyl-arginine
in type 2 diabetics - correlation with calculated CV-risk

A. Doncheva’, D. Bakalov', A. Tsakova’, M. Boyanov’

" Clinic of Endocrinology and Metabolism, Department of Internal Medicine, ? Department of Clinical
Laboratory and Clinical Immunology, University Hospital Alexandrovska, MU, Sofia

Objective: to assess cardiovascular risk in type 2 diabetics and its correlation with atherosclerosis markers.

Patients and methods: 97 patients participated - 60 women and 37 men (mean age 63,2 + 9,3 years). The
risk for fatal and non-fatal coronary heart disease (CHD) and stroke was calculated with the UKPDS Risk engine
2,0 including age, diabetes duration, smoking status, systolic blood pressure, atrial fibrillation, glycated hemoglo-
bin, total and HDL-cholesterol. Serum levels of N-terminal pro B-type natriuretic peptide (NT-proBNP) were mea-
sured by electrochemiluminescence and asymmetric dimethylarginine (ADMA) by enzymatic immunoassay.

Results: The mean risk for non-fatal CHD was 20,65%, for fatal CHD - 15,5%, for stroke- 16,78%, for fatal
stroke - 2,58%. Mean levels of NT-proBNP were 32,85 £ 55,35 pmol/l, and 53,6% of the participants had val-
ues under the reference level. The mean ADMA values were 0,62 £ 0,19 umol/l; 70,1% had values in the ref-
erence range. NT-pro BNP and the risk for non-fatal and fatal CHD correlated bestin S regression (R2 = 0,072,
0,082), while non-fatal and fatal stroke - in a linear model (R2 = 0,279, 0,257). No relationship was found for
ADMA.

Conclusion: There is a correlation between the risk for non-fatal and fatal CHD and the NT-proBNPlevels,
but not with ADMA levels.

Yecmoma Ha no6uweHu mumpu Ha TSH peuenmopHu
anmumeaa (TRAb) npu nayuenmu ¢ aBmoumyHeH mupeo-
ugum u pazAauyHa mupeougHa pyHkKuuA

P. MekoBa’, M. boanoB', A. Llako6a*>, A. bakaroB’

'KAauHuka no eHgokpuHoAozug, Kamegpa no BbmpewHu 6oaecmu, * Kamegpa no kauHu4Ha Aabo-
pamopuAn u KAUHUYHa umyHoao2un, YMBAA ,ArekcangpoBcka®, MY, Cogusa

AaHHume 3a yecmomama Ha noBuweHu mumpu Ha TSH peuenmoptu aimumeaa (TRAb) npu nauvuen-
mu ¢ aBmoumyHeH mupeougum (AIT) u maxHama Bpb3ka ¢ mupeougHua cmamyc ca npomuBopeuuBu.

Llea: Aa ce uzcaegBam mumpume Ha TRAb npu nauueHmu c AlT u pazaudeH XOpMOHaAeH cmamyc.

MayueHmu u Memogu: Tpu 153 nauuenmu (121 »xeHu u 32 mbxke) ¢ AT ca uzcaegBaHu mumpume Ha
aHmumupeougHume aimumeaa (TRAb, TAT u antiTPO), exoepadckuam, puzukaAHUAM U PYHKUUOHAAHUAM
cmamyc Ha wumoBugHama xae3a. CvbbpaHa e uHhopmauua 3a ucmopuama Ha 3abornBaHemo, nywauvec-
KUA cmamyc, Haauduemo Ha gpyau aBmoumyHHu 3a6oaaBaHua u pamuaHama aHamHesa.

Pesyamamu: C HoBoomkpumo 3aboanaBaHe ca 58 nauueHmu, a ocmaHaaume 95 ca cbC cpegHa gab-
Hocm Ha AIT 70,25 meceua. EymupeougHu ca 35 (22,9%), xunomupeougHu ca 42 (27,5%), a 76 (49,7%) ca
xunepmupeougHu. CpegHuam mumbp Ha TRAb e 1,15 IU/l £ 2,33 u He ce pa3auvaBa 3Ha4umMo npu ey-, Xu-
no- u xunepmupeougHu navueHmu. Yecmomama Ha noBuweHu mumpu TRAb 8 eymupeougHama 2pyna e
17,1%; 6 xunomupeougHama 2pyna e 26,2% u 6 xunepmupeougHama 2pyna e 21,1%. Mpu 21,6% mumpu-
me Ha TRAb ca noBuwenu. LLlecm om me3u nauueHmu ca eymupeougHu (18,2%), 11 ca xunomupeougHu
(33,3%) u 16 ca xunepmupeougHu (48,5%). Yecmomama Ha pa3AuvdHU (PYHKUUOHAAHU CbCmoaHuAa (ey, Xu-
no- u xunepmupeougu3bm) He ce pa3zaudaba cobwecmBeHo B epynume ¢ u 6e3 noBuweru HuBa Ha TRAD.

M368ogu: Mpu uzcaegBarume nayueHmu ¢ AlIT yecmomama Ha noBuweHu mumpu Ha TRAb e 21,6% u
HAMa Bpb3ka C PYHKUUOHAAHOMO CbCMoAHUE Ha wumoBugHama xaAe3a.
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Prevalence of elevated TSH receptor antibodies (TRAb) titers
in patients with autoimmune thyroiditis — preliminary data

R. Mekova', M. Boyanov', A. Tsakova®, D. Bakalov’
' Clinic of Endocrinology and Metabolism, Department of Internal Medicine, > Department of Clin-
ical Laboratory and Clinical Immunology, University Hospital Alexandrovska, MU, Sofia

There are controversial data on the prevalence of elevated TSH receptor antibodies (TRAb) in patients with
autoimmune thyroiditis (AIT) with different thyroid status.

Objectives: To measure TRADb in patients with AIT and to evaluate their elationship with the thyroid status.

Patients and Methods: 153 patients (121 women and 32 men) with AIT participated. Measurements and
exams included titers of antithyroid antibodies (TRAb, antithyroglobulin antibodies and antiTPO), ultrasound,
physical and functional status of the thyroid gland. The past medical history, smoking status, presence of other
autoimmune diseases and family history for thyroid disease were reviewed.

Results: 58 patients were newly diagnosed, while the remaining 95 were with an average duration of AIT
70,25 months. 35 (22,9%) of the patients were euthyroid, 42 (27,5 %) were hypothyroid, and 76 (49,7%) were
hyperthyroid. The mean TRAb was 1,15 U/l £2,33 and did not differ significantly in eu-, hypo- and hyperthy-
roid patients. The prevalence of elevated TRADb titers in the euthyroid group was 17,1% (6/35), in the hypothy-
roid group was 26,2% (11/42) and in the hyperthyroid group was 21,1% (16/76). In 33 patients (21,6%) TRAb
titers were above the upper limit. Six of these patients were euthyroid (18,2%), 11 were hypothyroid (33,3%)
and 16 were hyperthyroid (48,5%). The prevalence of different functional states (eu-, hypo- and hyperthy-
roidism) did not differ significantly in the groups with and without elevated TRAb levels.

Conclusion: The prevalence of elevated TRAb in patients with AT is 21,6% but they do not correlate with
thyroid functional status.

NifEN Memdopmun nogobpaBa uncyauHoBama cekpeuus u
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HamaAaBa uHcyauHoBama pejucmeHmHocm npu Auya
noBuweH puck 3a pazbumue Ha mun 2 3axapeH guabem u
cbpgeuHo-cbgoBa 6orecm

I1. KamenoBa, 1. Amanaco@Ba, I'. KupuroB

KauHuka no guabemoaoaun, KauHuuHa aabopamopusn, PaguoumyHoao2uuHa Aabopamopus,
YHuBepcumemcka cneuuaau3upaHa 60AHUUA 3@ akmuBHO AeueHue NO eHgOKPUHOAO2UA
»Akag. V8. INeHueB”, Copun

Tun 2 3axapeH guabem u cbpgeuHo-cbgoBama 6orecm 3acaeam HapacmBaw, 6pol mAagu U COUUAAHO-
akmuBHu xopa, maka vye npeBeHuyuama Ha me3u 3abornBaHua e cmpameauvecka yea Ha 3gpaBHume cucme-
mu B ueaua cBam. MemdopmuH e nbpBa cmbnka 6 AedeHuemo Ha mun 2 3axapeH guabem u HamaaaBa yec-
momama Ha guabema u cbpgeuHo-cbgoBume puckoBu hakmopu Npu AUUA C HApYWEHa 2AUKEMUA HA 2Aag-
HO U HapyweH 2AI0KO3EH MOAepaHC.

Ljeama Ha Hacmoswomo npoyuBaHe 6e ga ce uzcaegBa edpekma Ha memgpopmuH Bbpxy uHcyauHoBa-
ma cekpeuua U UHCYAuHoBa pe3zucmeHmMHOCM npu AuUa ¢ memaboAUMeH CUHgPOM, HOPMAAEH 2AKOKO3€EH
moAepaHC u xunepuHcyauHemus, npegcmabaaBawu BucokopuckoBa epyna 3a pazBumue Ha mun 2 3axapeH
guabem u cbpgeuHo-cbgoBa Goaecm.

B omBopeHo egHo2oguwHO npocnekmuBHo HabAlogameAHO KAUHUYHO npoyuBare yuacmBaxa Auua c
memaboaumeH cuHgpom cnopeg gedpuHuuyuama Ha MAD, HopmaaeH 2al0Ko3eH moaepaHc B xoga Ha opaaeH
2A0K03eH moaepaHceH mecm (OFTT) u XunepuHCYAUHeMUA HA 2AagHO U/UAU CAeg 2AloKo3HUA cmumya. Ce-
pPYMHUAM UHCYAUH U NAa3meHama 2Aoko3a baxa onpegeaeHu Ha 2aagHo u Ha 1, 2 u 3 yac npu OITT u3xog-
HO, Ha 3, 6, 9 mecey, U egHa 20guHa om AedeHuemo ¢ memopmuH. OmHowWeHUEMO 2AI0K03a/UHCYAUH, KO-
AubyecmBeHuam uHgekc 3a onpegeaaHe Ha uHcyauHoBama uyBecmBumearocm (QUICKI) u xomeocmaszHuam



MOgeA 3a oueHka Ha uHcyauHoBama pezucmenmuocm (HOMAMIR) 6axa uznoa3zBaHu 3a onpegeasHe Ha uUH-
cyauHoBama pe3ucmeHmHocm. Ao3amaHamemopmuHbemumpupaHagomakcumaaHa 2.55-3 2 gHeBHo.

Pe3yamamume noka3axa CU2HUDUKAHMHO HamaAeHUe Ha CEePYMHUA UHCYAUH Ha 2AagHo u Ha 1, 2 u 3
Yac cAeg 2AIOKO3HUA CMUMYA, NAa3MeHama 2Alko3a Ha 2aagHo u HOMAGIR u cueHudgukaHmuo yBeauverue
Ha nNAa3meHama 2A0KO3a Ha 3 yac caeg 2AOKO3HUA CMUMYA, OMHOWEHUEMO 2AI0K03a/UHCYAUH Ha 2AagHO
u Ha 1,2 u 3uac caeg 2a0k03HUA cmumya u QUICKI B xoga Ha AevyeHuemo ¢ MemaOpMUH.

B 3akaroverue, Hawemo npoydBare nokazBa, ue memdopmuH nogobpaBa uHcyaunHoBama cexkpeuus u
HamarnBa uHcyauHoBama pesucmeHmHocm npu Auya ¢ BucokkapguomemaboAumeH puck kKamo me3u ¢ me-
maboAumeH CUHgPOM, HOPMAAEH 2AIOKO3EH MOAEPaHC U XUNepuHCyAuHemua u bu mo2bA ga 6bge npuAo>keH
3a npeBeHuua Ha mun 2 3axapeH guabem u cbpgeuHo-cbgoBama 6oaecm.

Metformin improves insulin secretion and reduces insulin
resistance in people at high risk for development of type 2
diabetes mellitus and cardiovascular disease

P. Kamenova, I. Atanasova, G. Kirilov
Department of Diabetology, Clinical Laboratory, Laboratory of Radioimmune Assay, University
Specialized Hospital for Active Treatment in Endocrinology ,Acad. Iv. Penchev”, Sofia

Type 2 diabetes mellitus and cardiovascular disease affect increasing number of young and social active
people, so that the prevention of these diseases is a strategical aim of health systems all over the world. Met-
formin is a first step in the treatment of type 2 diabetes and reduces the incidence of diabetes and cardiovas-
cular disease risk factors in individuals with impaired fasting blood glucose and impaired glucose tolerance. The
aim of the present study was to examine the effect of metformin on insulin secretion and insulin resistance in
people with metabolic syndrome, normal glucose tolerance and hyperinsulinaemia, representing a high-risk
group for development of type 2 diabetes mellitus and cardiovascular disease.

In an open-label one year prospective observational clinical study individuals with metabolic syndrome
according to the definition of IDF, normal glucose tolerance during oral glucose tolerance test (OGTT) and fast-
ing and/or post glucose challenge hyperinsulinaemia were participated. Serum insulin and plasma glucose were
determined on fasting, at 1, 2 and 3 hour during OGTT at baseline, at 3, 6, 9 month and at one year of met-
formin treatment. Glucose/insulin ratio,quantitative insulin sensitivity check index (QUICKI) and homeostasis
model assessment of insulin resistance (HOMA-IR) were used to define insulin resistance. The dose of met-
formin was titrated to the maximal of 2,55-3 g daily.

The results indicated a significant decrease in fasting serum insulin, 1, 2, and 3-hour post glucose chal-
lenge serum insulin, fasting plasma glucose and HOMA-IR and a significant increase in 3-hour post glucose chal-
lenge plasma glucose, fasting glucose/insulin ratio, 1, 2 and 3-hour post glucose challenge glucose/insulin ratio
and QUICKI following metformin treatment.

In conclusion, our study shows, that metformin improves insulin secretion and reduces insulin resistance
in individuals at high cardiometabolic risk like those with metabolic syndrome, normal glucose tolerance and
hyperinsulinaemia and could be applied for prevention of type 2 diabetes mellitus and cardiovascular disease.

AcumempuyeH gumMemuA-ap2UHUH NPU JKEHU CbC CUHGPOM
Ha NOAUKUCMO3HU AUYHUUU
A. KoreBa', M. OpbeyoBa’, T. AeneBa’

'KauHuka no EHgokpuHoAo2usa u borecmu Ha obmaHama,
*KauHuuHa aabopamopun, YMBAA ,CB. Teopau”, MeguuuHcku YHuBepcumem, MNaoBguB
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Llea Ha npoyuBaHemo: ga ce onpegeaam HuBama Ha acumempuveH gumemua-apauHuH (ADMA) u ga ce
oueHu Bpb3kama uUm € HAKOU KAUHUYHU, MEMAaBOAUMHU U XOPMOHAAHU Napamempu NpU >KeHU CbC CUHGPOM
Ha noAukucmo3sHu aduHuuu (PCOS).

Mamepuaau u memogu: IpoyuBarHemo obxBawa 22 >keHu ¢ guazHocmuuupaH PCOS (cp. Bb3zpacm -
26,64%3,96 2.; cp. uHgeKC Ha meaecHa maca (BMI) - 30,56%4,34 ke/m?) u 17 kauHUYHO 3gpabu >eHu, Cbom-
BemHu no Bv3pacm (29,35+5,30 2.) u BMI (32,20+7,39 ke/m?). INMpu Bcuuku yuacmHuuku 8 npoyuBaremo ca
uzcaegBaHu cAegHUME KAUHUKO-XUMUYHU NOKa3ameAu: me2a0, pbCm, 06UKOAKA MaAun, apmepuasHo HaAa-
2aHe (AH), 6azaaHu HuBa Ha poaukyrocmumyaupaw, xopmoH (FSH), aymeunusupaw, xopmoH (LH), 06w, mec-
mocmepoH (T), ADMA, kpbBHa 3axap, umynopeakmuBen urcyau (IR1), 06w, u HDL-xoaecmepoa, mpueauue-
pugu, AenmuH, pe3ucmuH, uHmepaeBkun-6 (IL-6). V3uucaaBaHu ca BMI, cbomHoweHue maaua/xaHw (T/X),
cbomHoweHue LH/FSH u ungekc Ha uHcyauHoBa pezucmenmHocm (HOMAIR).

Pesyamamu: Mpu xenume ¢ PCOS ce ycmaHoBaBam cuzHucpukaHmHo no-Bucoku HuBa Ha ADMA 8
cpaBreHue ¢ me3u npu 3gpaBume >keHu - 0,80£0,31 umol/l cnpamo 0,55£0,28 umol/l, P<0,05. 3Hauumo no-
Bucoku npu nauueHmMKume cnpamo kKoHmpoaume ca HuBama Ha pe3ucmud (5,65%1,99, pecn. 4,36%1,80
ng/ml), IRl (11,39%4,93, pecn. 5,99+1,50 wlU/ml), HOMAIR (2,74%1,31, pecn.1,29£0,38), cucmoaHo AH
(119,77£10,74, pecn. 113,24£9,83mmHg), kakmo u T (0,68+0,16, pecn. 0,46+0,15ng/ml) u LH/FSH
(1,24£0,85, pecn. 0,58+0,34). OcmaHarume u3caegBaHu nokazameau He ce pazaudaBam cuz2HugpuKaHMHO
mexkgy 2pynume. He ce omkpuBa 3Hauuma koperayua Ha ADMA ¢ gpyaume KAUHUYHU, XOPMOHAAHU U Me-
maboAumHu napamempu npu >keHume ¢ PCOS.

3akatoueHue: To-Bucokume HuBa Ha ADMA (mapkep 3a eHgomeaHa guciyHkuug), kakmo u Ha IRI,
HOMA-IR u cucmoano AH npu >keHume ¢ PCOS kamezopuuHo goka3zBam Haauduemo Ha noBuweH cbpgey-
HO-CbgoB puck. Mo-Bucokume HuBa Ha pezucmuH npegnoaazam Bb3moxkHama My namou3zuoAo2UYHa PO-
Aq 6 pazBumuemo Ha peguua memaboaumHu HapyweHua npu PCOS.

Asymmetric dimethylarginine in women with polycystic ovary

122

syndrome

D. Koleva’, M. Orbetzova’, T. Deneva’

' Clinic of Endocrinology and metabolic diseases,
?Clinical Laboratory, ,Sv. Georgy” University Hospital, Medical University, Plovdiv

Aim of the study: to determine the plasma levels of asymmetric dimethylarginine (ADMA) and assess its
relationship with clinical, metabolic and hormonal parameters in women with polycystic ovary syndrome
(PCOS).

Materials and methods: The study comprised of 22 PCOS women (mean age- 26,64+3,96 years; mean
body mass index (BMI) - 30,56+4,34kg/m?) and 17 age and BMI matched clinically healthy women (mean age
- 29,35%5,30 years; mean BMI - 32,20+7,39kg/m?). The following clinical measurements and laboratory tests
were performed: weight, height, waist circumference, blood pressure (BP), basal levels of follicle stimulating-
hormone (FSH), lutheinizing hormone (LH), total testosterone (T), ADMA, plasma glucose, immunoreactive
insulin (IRI), total and HDL-cholesterol, triglycerides, leptin, resistin, interleukin-6 (IL-6). BMI, waist-hip-ratio
(WHR) and homeostasis model assessment insulin resistance index (HOMA-IR) were calculated.

Results: Significantly higher plasma levels of ADMA were found in women with PCOS as compared to
those in the controls (0,80+0,31, resp. 0,55+0,28 umol/l, P<0,05). Significantly higher in patients than in con-
trols were the basal levels of resistin (5,65£1,99 vs 4,36+1,80 ng/ml), IRl (11,39+4,93vs 5,99+1,50 plU/ml),
HOMAJIR (2,74+1,31 vs 1,2940,38), systolic BP (119,77+10,74 vs113,24+9,83mmHg), as well as T (0,68+0,16
vs 0,46£0,15ng/ml), and LH/FSH (1,24+0,85 vs 0,58+0,34). All other investigated parameters did not differ sig-
nificantly between the two groups. No significant correlation between ADMA and the other clinical, hormon-
al and metabolic parameters in women with PCOS was found.

Conclusion: The higher levels of ADMA (a marker of endothelial dysfunction) as well as of IR, HOMA-IR,
and systolic BP in the women with PCOS proved an increased cardiovascular risk. The elevated resistin levels
suggest a possible pathophysiological role of this adipocytokine in the development of various metabolic dis-
orders in PCOS.



a3ubHu guacHocmuuyHu U mepane6muyHu mexHu-
06bpXHOCMHU CMPYKMYpuU-maxHomo npuAoxe-
Oomama Ha mupeougeH ekun. Anaauz Ha npoBege-
20142. - 540 mvHKkouzAeHu buoncuu u npoyeqypu

Paiiko8 H, BuyeBa ChH',TogopoB C6’, boyeBa 5, MaryeBa A’, PaikoBa A.*,
ChraBo6 I’, babe6 [T, boyeb I, Yayweb b°, XpucmoBa B’

Meg. Komnaekc ,IMaoc”, BapHa, ' MAO3C ,Mapko Mapko8”, OmgeAeHue no KAUHUYHA namo-
Ao2un, BapHa, 2 KauHuuHa aabopamopua ,Cmamyc”, BapHa, * MBAA ,CBema MapuHa“, LleHm-
paAHa KAuHU4YHa Aabopamopusn, BapHa, * MBAA ,,Ao6puy”, TMbpBo BO, * MBAA ,,CBema AHHa”,
OmgeneHue no 2pbgHa xupypaus, BapHa, * MBAA ,CBema MapuHa", KauHuka no HykaeapHa
meguuuHa, “MBAA ,CBema AHHa” - OmgeAeHue NO KAUHUYHA namoaozaus, BapHa

ToHKou2AeHama 6uoncus (Th) nog Y3 koHmMpoa e 3aameH cmaHgapm 6 yumomopdoroz2udHama guae-
Ho3a Ha noBbpxHOoCcMHUMe cmpykmypu./3caegBatemo Ha cbgbpykawume ce 8 GuoncudHama uz2aa Guono-
2u4Ho akmuBHu BewecmBa gonbaBam guazHo3zama,uHopmupalku 3a PYHKUUOHAAHaMa akmuBHocm Ha
Bb3Aume.beHuzHeHumMe Bb3AU ce mpemupam ¢ muHuuHBazuBHu mexHuku.Kaacudecmu memog e CcKkAaepo-
3upawama emaHoaoBa mepanusa (PEl), Bogewa go obemHa u dpyHKuuoHaaHa kopekuua Ha Bb3aume.llpuaa-
2a ce u npu nogbpaHa 60AHU ¢ wumoBugeH KapuUHOM.

Llea: AokazBane: 1. 3HaueHuemo Ha TGL, PTH, FT, u Calcitoninneedle washout (WO) memogu 6 guaeHo-
3ama Ha noBbpxHOCMHU cmpykmypu.

2. 3HaveHuemo u epekmuBHocmma Ha PEl.

Mamepuaau u memogu: Npe3 20142 ekun 0M €HgOKPUHOAO2 U uumoaoz uzBbpwu Th u uumono2uy-
Ho u3zcaegBaHe Ha 540 nauueHma ¢ namoao2udHu noBbpxHocmu cmpykmypu: 525 nayueHma ¢ wumoBug-
HU u okoArowumoBugHu Bb3Au u 15 ¢ u3BbHwumMoBugHu obpa3yBaHus.

M3caegBane Ha xopmoHu u npomeuHu 668 WO:

1. Calcitonin WO 3a goka3BaHe Ha megyaapeH CA - 5 navueHma.

2. PTH WO 3a omkpuBare Ha napamupeougHu ageHomu - 7 nayueHma.

3. TGL WO 3a gokazBaHe Ha mema AB om mupeougeH KapuuHom - 15 nauvueHma.

4. FT4 WO 3a goka3Bare Ha mokcuuHu ageHomu (TA) - 17 nauueHma.

5. MmoAekyaapHo u3caegBare Ha BRAF u RAS mymauuu - 1 nauuexnm.

Ckaepo3upawa mepanua C emaHOA:

1. WumoBugHu Bb3AU ¢ KUCMO3Ha U COAUgHa cmpykmypa - 70 nayueHma.

2. ToKCUYHU ageHOMU - 8 nauueHma.

3. MemacmamuyHu AB om DTC - 4 nauueHma
Tb Ha u3zBbHWuUmMoBugHu cmpykmypu - 15 nayueHma.

XucmoaozauuHo Bepucpuuuparu 3 CA Ha 2bpga.
LlumoaAo2uuyHo ymouHeHu:

-4 AB

- 6 TY Ha CAIOHYEHU >XAe3u

- 2 Aunoma.

Pezyamamu:

1. AokazaHu 38 wumoBugHu KapuuHoma.

2. N3no3Bane Ha WO memogu npu npegonepamuBHO ymouHeHuU:

- 2megynapHu CA

- 1 napamupeougeH ageHOM

- 12 XuneyHKUUOHUPaWU MUPEOUgHU ageHOMU

- 9 memacmamuyHu wulHu AB

3. lNpuro>keHue Ha PEI:

- pegyuupaHe go 60% obema Ha wumoBugHume Bb3Au.
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- pegyuupaHe go 30-45% obema Ha mema AB

- nogmuckaHe akmuBHocmma Ha 5 TA

3akaroyerue: V3caegBanuama Ha Calcitonin, FT,, PTH u TGLWO ca payuoHaaHu memogu 6 guaeHo3a-
ma Ha wulHume opeaHu. PEl e edpekmuBen u eBmux memog, Bogew, go obemHa u PyHKUUOHAAHA KOpeKuua
Ha wumoBugHume Bb3Au. Tol kKoHMpoaupa 3aboaaBademo npu nogbpaHa epyna 6oaHu ¢ DTC.

Miniinvasive diagnostic and therapeutical methods in the
management of the superficial neck structures. Their applica-
tion in a thyroid team activity. A Comment on 540 FNA and
Procedures, that were performed in 2014.

Raikov N, Vicheva Sn.", Todorov Sv.?, Bocheva J.°, Raikova A. *, Malceva D’,
Slavov. G*, Babev P.*, Bochev P. °, Chaushev B°, Hristova V.°

Medical Complex ,Plus”; Varna, ' Oncological Dispensary ,Marko Markov”; Department of Clin-
ical Pathology; Varna, 2Clinical Laboratory ,Status”; Bulgaria, * Central Clinical Laboratory, ,Saint
Marina” Hospital; Varna, *First Department of Internal Diseases, Dobrich Hospital, Dobrich, Bul-
garia, ° Breast Surgery Department, ,Saint Anna” Hospital; Bulgaria, ® Nuclear Medical Depart-
ment, ,Saint Marina” Hospital; Bulgaria, “Department of Clinical Pathology, ,Saint Anna“ Hospi-
tal; Varna, Bulgaria

FNA is the golden standart in the cytomorphological diagnose of the superficial neck structures. The eval-
uation of the hormones and proteins in the biopsy needle washout informs us about their functional activity.
The benign nodes can be treated with minivasive methods. The classical one is the percutaneous ethanol injec-
tion, causing volume and functional correction. PEl can be used on selected patients with thyroid carcinoma.

Objectives: To prove:

1. The significance of TGL, PTH, FT, u Calcitonin washout testing in the diagnose of the superficial struc-
tures.

2. The significance of PEL

Matherials and Methods: In 2014 a thyroid team /endocrinologist and cytologist/ performed and analised
FNA of 540 patients with pathological superficial structures:525 patients with thyroid and parathyroid and 15
with extrathyroid nodules.

WO testing.

1. Calcitonin WO in the diagnose of Medullary CA - 5 pts

2. PTH WO in the diagnose of parathyroid adenomas - 7 pts

3. TGL WO in the diagnose metastatic lymph nodes from DTC - 15 pts.

4. FT4 WO in the diagnose of thyroid toxic adenomas - 17 pts

5. BRAF u RAS molecular testing - 1 pt

PEl.

1. Thyriod nodules - 70 pts

2. Toxic adenomas - 8pts.

3. Metastatic lymph nodes - 4 pts.

FNA of patients with extrathyroidal nodes:

1. Histologically proven 3 breast CA

2. Cytological evaluation of :

-4 LN

- 6 salivary glands nodules

- 2 lipomas

Results:

1. 38 Thyroid carcinomas were proven

2. The WO testing methods demonstrated:
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- 2 Medullary CA

- 1 Parathyroid adenoma

- 12 Hyperfunctioning thyroid adenomas

-9 Metastatic LN

PEl application:

- 60% volume reduction of the thyroid nodules

- 45% volume reduction of the meta LN

- suppressed activity of 5 toxic adenomas

Conclusions: The WO testing of Calcitonin, TGl, PTH and FT4 is a rational method in the diagnose of neck

structures. PEl isa effective method resulting in a volume and functional correction of the thyroid nodules. It
may control the the disease in selected group of patients with DTC

MoAroBu pa3auku no omHoweHue Ha CbpgeuHo-cbgoBua

puck npu 6bA2apcku nayueHmu ¢ Hau-waAko ymepen FIND-
RISK-ckop - egHouenmpoBo kpoc-cekyuoHHo npoyuBatne

1. AugpeeBa-TameBa’>, M. OpbeyoBa’, P. Tagppagxuiicka XagxuoroBa’,

P. l'eopzueBa-HukoroBa’, B. CumeoHoB°

'Kamegpa no Dapmakorozua u Tokcukoroz2us,MeguuuHcku YHuBepcumem, Cocpusn

’Kamegpa no BempewHu 6orecmu, (Dapmakorozun U KAUHUYHA hapmakoaozus, [leguampus,
Enugemuonoaun, MHgekuuo3Hu 6orecmu u Aepmamonoeusn, Cogpuiicku YHuBepcumem ,CB.
Kaumenm Oxpugcku”, * Kaunuka no EHgokpuHoaoz2ua u 6oaecmu Ha obmaHama, YMBAA |, CB.
leopau”, MeguuuHcku YHuBepcumem, NMaoBguB, ‘Kamegpa no Namoduzuorozua, Meguuutc-
ku YHuBepcumem, Cogpus, *Kamegpa no MeguuuHcka xumua u 6uoxumun, MeguuuHcku YHu-
Bepcumem, Codpus, °Kamegpa no AHaaumuyHa xumus, CY ,CB. Kaumenm Oxpugceku”

(DuHAaHgckama ckopoBa cucmema 3a onpegeaaHe Ha pucka om 3axapeH guabem (FINDRISK) e Bvb8ege-
Ha HAackopo Kamo AeceH u npegukamuBeH HeuHBa3zuBeH memog 3a ckpuHuHz Ha npeguabem.

Lleama Ha npoyuBaHemo e ga Gbgam ugeHmugpuyupaHu Nogepynu nNauueHmMu ¢ Hal-MaAKO ymepeH
puck om 3axapeH guabem 8 caegBawume 10 20guHU Ype3 KAbCmepupaHe Ha CbpgeuyHo-cbgoBume pucko-
Bu dpakmopu.

Mamepuaa u memogu: NpoBegeHo e egHoueHMpoBo Kpoc-cekuuoHHO npoyuBare npu 113 navuueHmu
cbe cBpbxmeaao uau 3amabemabane Ha Bb3pacm om 21 go 70 20guHu (28 mbxke, cp. Bb3pacm 47,54+11,74
2. u 85 »eHu, cp. a Bv3zpacm 48,53+13,30 2.). MI3noa3BaHu ca gaHHUMe om aHmponomempuyHo u3caegBa-
He, AunugHu u BbeaexugpamHu napamempu, NOAYYEHU NPU OpaAeH 2Aal0ko3omoaepaimer mecm (OITT), uH-
cyauH, C-nenmug, kpeamuruH, C-peakmuBeH npomeuH, yepHogpobHU eH3umu, Gema-kraembuHa PyHKUUS,
uHcyauHoBa uyBecmBumearocm u uHcyauHoBa pesucmenmuocm (onpegeasHe Ha HOMA) 3a npoBexgaHe
Ha KAbCMEpPEH aHaAu3 U aHaAu3 Ha 2aaBHama komnoHeHma.

Pezyamamu: VilgeHmudpuyupaHu ca 2 peHOmMuNHU Nogepynu Ha hauueHmMu cbe 3amabecmabare - Kave-
mep Au Kabemep B. Kabemep A (n=33,73% mbike) ce xapakmepu3upa ¢ no-8ucoka cmeneH Ha abgomuHaa-
HO 3amabcmaBane, no-Bucoka uHcyauHoBa pe3ucmeHmuocm u no-Bucoka 2aukemua Ha 2AagHO U Xunepm-
puaauuepugemun (P<0,05), 8 cpaBHerue ¢ Kavbemep B (n=80, 95% >eHu). INo-Bucoka xunepaaukemun egHoB-
pemeHHo Ha 0'u 120' 8 xoga Ha OI'TT e ycmaHoBeHa npu 21% om navuueHmume om Kabcmep A u camo npu
8% om Kabcmep B (P<0,05).Xunepxoarecmepoaemun ce goka3zBa npu 62% om navueHmume 6 Kabecmep B u
8 39% om nayueHmume om Kabcmep A, P<0.05.

M3B8ogu: Mozam ga 6bgam omgudpepeHuupaHu acHo pasaudumu nhoaoBo-o6ycroBeHu peHomunoBe Ha
nauueHmMu cbc 3amabecmabaHe u Had-maako ymepeH FINDRISK ckop. B nbpBusa cayual (npegumHo mbike)
uma ACHO u3pazeHa uHcyauHoBa pesucmenmuocm. BbB Bmopua cayual (npegumHo >keHu) e Ha Auue 3am-
AbcmaBaHe ¢ ymepeHo uzpazeHa uHcyauHoBa peucmeHmHocm. Heobxogumu ca gonbaHUMeAHU u3caegBa-
HuAa 3a uzacHaBaHe Ha nogaeXkawume NamozeHeMuUYHU MEXaHU3MU U HavuHa, No Koimo me Buxa noBausau
u3zbopa Ha npohuAaKMUYHU MePKU.
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Sex differences in cardiovascular risk of Bulgarian patients
with at least moderate FINDRISK Score - One-center cross-
sectional study

P. Andreeva-Gateva?, M. Orbetzova’, R. Tafradjiiska-Hadjiolova®,

R. Georgieva-Nikolova®, V. Simeonov*

' Department of Pharmacology and Toxicology, Medical University, Sofia, ‘Department of Inter-
nal Medicine, Pharmacology and Clinical Pharmacology, Pediatrics, Epidemiology, Infectious Dis-
eases and Dermatology, ,Sv. Kliment Ohridski” University of Sofia, *Clinic of Endocrinology and
metabolic diseases, ,Sv. Georgy” University Hospital, Medival University, Plovdiv, ‘Department
of Pathophysiology, Medical University, Sofia, °‘Department of Medical Chemistry and Biochem-
istry, MU, Sofia, °Department of Analytical chemistry, ,Sv. Kliment Ohridski“ University of Sofia

The Finnish Diabetes Risk Score (FINDRISK) was recently introduced as a simple and predicative non-inva-
sive tool for screening for prediabetes.

The aim of our study was to reveal different subgroups of patients with at least moderate diabetes risk in
the next 10 years based on clustering of cardiovascular risk factors.

Material and methods: We performed one-center cross-sectional study in 113 overweight or obese patients
aged from 21 to 70 years (28 men, mean age 47,54+11,74 ys and 85 women, mean age 48,53+13,30 ys). We
used data from anthropometric, lipid and carbohydrate parameters obtained in oral glucose tolerance test
(OGTT), insulin, C-peptide, creatinine, C-reactive protein, liver enzymes, beta-cell function, insulin sensitivity
and insulin resistance (HOMA calculations) for cluster analysis and principal component analysis.

Results: We identified 2 phenotype subgroups of obese patients - Cluster A and Cluster B. Cluster A (n=33,
73% men) was characterized by higher degree of abdominal obesity, higher insulin resistance and higher fast-
ing hyperglycemia and hypertriglyceridemia (P<0,05), as compared with Cluster B (n=80, 95% women).
Increased hyperglycemia both at 0'and 120" during OGTT was detected in 21% of subjects in Cluster A and in
only 8% of Cluster B (P<0,05). Hypercholesterolemia was found in 62% of patients in Cluster B versus 39% in
Cluster A, P<0,05.

Conclusion. Clear gender-dependent phenotypes of obese patients with at least moderate FINDRISK score
could be revealed. In the first scenario (predominantly men) pronounced insulin resistance was observed. In
the second scenario (predominantly women) obesity associated with mild insulin resistance was found. Further
studies are needed for elucidating the underlying pathogenetic mechanisms and the way they could impact the
choice of preventive measures.

OueHka Ha epeKmuAHama (PYHKUUA NpuU NayueHmu Ha
XPOHUYHA NOggbPXKaw@a mepanua ¢ MemagoH

C. lMempoB', M. OpbeyoBa’, 5. rueB’, A. brorbroreb’

'KauHuka no EHgokpuHoAoz2ua u boaecmu Ha obmaHama; > KauHuka no Tokcukoaozua, YMBAA
,CB. Teopau”, MY, TroBguB, *, AITICIIIT - Muaunonoauc” OOA

B uznbaHeHue Ha HauuoHaaHama npoezpama 3a npeBeHuus, aeveHue u pexabuaumauun Ha HAPKOMAHU-
ume B Bbbazapus e cb3gageHa mpexka om npozpamu 3a memagoHoBo noggbprkawo AeveHue. XpoHuvHama
ynompeba Ha onuougu, BkA. mMemagoH npu mbxke Bogu go cumnmomu kamo 3abaBeHa eakyaauus, epekmun-
Ha gucyHKUUA U CURHUPUKAHMHO pegyuupaHe Ha cekcyaAHomo Aubugo.

Llea Ha npoy4yBaHemo: Aa ce xapakmepu3upa BAuaHuemo Ha xpoHuuyHama ynompeba Ha memagoH Bbp-
Xy epeKkmuAHama (QUYHKUUA NpU MbiKe.

Mamepuaa u memogu: B npoyuBaHemo ca BkatoueHu 47 mbxke Ha Bb3pacm mexkgy 18 u 40 2. Ha Aeve-
HUe C MemagoH om npozpama 3a AeveHue ¢ onueBu azoHUCMU U a2oHUcMuU-aHmaz2oHucmu ,uaunonoauc”
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u 23 KAauHUYHO 3gpabBu mbixke, cxogHu no Bv3pacm. MpuaoxkeHuemo Ha memagoHa e exxegHeBHO nepopans-
HO Kamo cpegHama NPogbAKUMEAHOCM HA KCho3uuua KbM MemagoH 3a uzcaegBaHama epyna e 30.79 me-
ceua, a cpegHama go3a - 108,9 me gHeBHo. 3a oueHka Ha epekmuAHama yHKuua e uznoazBaHa mexxgyHa-
pogHama ankema lIEF (international index of erectile function), cmaHgapmu3upaHa Ha 6bA2apCcKU e3uK.

Pezyamamu: YcmanoBaBame cuzHUgUKaHMHO No-HUCHK 06w, 6pol mouku no ckarama 3a Bcudku Kom-
noHeHmMu Ha aHkemama: EF (EpekmuaHna ¢pynkuus) (23,81+3,87 cp. 29,5710,66); OF (OpzazmeHa doyHKuua)
(7,81£1,82 cp. 9,48+0,90); SD (CekcyaaHo >xeraHue) (6,98+1,41 cp. 9,39£1,12); IS (YgoBaemBopeHocm om
noaoBomo cHoweHue) (10,17+2,26¢cp. 14,13+£0,92); OS (O6wa ygoBaemBopernocm) (7,17+1,32 cp. 9,70
£1,18) npu navuuenmume B cpaBrerue cbe 3gpaBume muyxke (P<0,05). Obwama cpegHa ougHka NO Kpume-
pus EF (23,81) npu uzcaregBanama epyna nauueHmu noka3Ba Haauvue Ha Aeka NO CMeneH epeKmMuAHa guc-
(pyHKUUA.

3akAoueHue: AHaAu3bM Ha gaHHUME om Hacmoawomo npoy4yBare Kame2opuyHo gokazBa, ye XpoHuuHa-
ma ekcho3uuua Ha memagoH Bogu go BaoweHu nokazameau no omHoweHue Ha Bcuyku KOMNOHEHMU 3a OUEeH-
Ka Ha epekmuAHama cpyHKuus, 3are2Haru B mexxgyHapogHama aHkema lIEF. CpegHusm pe3yamam 3a oueHka
cmeneHma Ha epekmuAaHama cyHkuua 68 uzcaegBanama 2pyna muvxke e 8 ob6xBama Ha AekocmeneHHO 3acaza-
He, HO mpab6Ba ga ce uma BnpegBug, ve geicmBuemo Ha onueBume azoHucmu e go3o- u BpemesaBucumo.

luation of erectile function in patients on chronic
thadone maintenance therapy

S. Petrov’ M. Orbetzova’, Y. Iliev>, A. Byulbyulev’

'Clinic of Endocrinology and metabolic diseases; *ClinicofToxicology, ,Sv. Georgy” University
Hospital, Medical University, Plovdiv, * ,AGPSPP-Philippopolis” Ltd.

In implementing the National Programme for Prevention, Treatment and Rehabilitation of Drug Addic-
tionin Bulgariaa network of methadone maintenance treatment programs was created. Chronic useof opioids,
including.methadonein menleads to symptoms such as delayed ejaculation, erectile dysfunction and significant
reduction of sexual libido.

Aim of the study: To characterize the effects of chronic use of methadone on erectile function in men.

Material and methods: The study comprised of 47 male patients aged from 18 to 40 years treated with-
methadone in the ,Philippopolis” treatment program with opiate agonists and agonists-antagonists, and 23 age-
matched clinically healthy men. The administration of methadone is oral every day, the average duration of
exposure to methadone for the study group being 30,79 months and the mean daily dose - 108,9mg. Inter-
national survey IIEF (international index of erectile function) standardized in Bulgarian was used for assessment
of erectile function.

Results: We found significantly lower total scoreson the scale for all components of the survey: EF (Erec-
tile Function) (23,81%3,87 vs 29,57+0,66); OF (Orgasmic Function) (7,81+£1,82 vs 9,48+0,90); SD (Sexual
Desire) (6,98%1,41 vs 9,39+1,12); IS (Intercourse Satisfaction) (10,17%2,26vs 14,13+0,92); OS (Overall Satis-
faction) (7,17+1,32vs 9,70£1,18) in the patients as compared to the healthymen (P<0,05). The total means core-
criterion EF (23,81) in the investigated group of patients indicated erectile dysfunction of slight degree.

Conclusion: Analysis of the data from this study definitely proved that chronic exposure to methadone
leads to impairment of all components for assessment of erectile functionen shrined in the international survey
IIEF. The average score for assessing the degreeof erectile functionin the studied group of men was in the
range of mild impairment but it should be borne in mind that the effects of opiate agonists are dose and time-
dependent.
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CAyuail Ha MyMop-UHgyYyupaHa ocmeomaAsauua npu

63 2oguwieH nayueHM ¢ XpoHu4Ha Aumeorebko3a u
KapuuHom Ha beAaua gpob

U. BraxoB, M. CmoiinoBa, Aa. LllunkoB, A-M. bopucoBa. b. KocmoBa-
CakyaoBa”, PobeB™**

KauHuka no mupeougHu u memaboAaumHu KocmHu 3aboaaBarug, YHuBepcumemcka 6oAHUUA
no eHgokpuHoaozua, MY, Cogus; *boaHuua Tokyga, Codpus;
**YMBAA ,CB. MBan Puacku”, MY - Cocpun

Tymop-uHgyuupaHama ocmeomasauusa (TIO) e pagko napaHeonAacmuyeH CUHgPOM, NpomuYauwy, C Kocm-
Ha U MyckyaHa 6oAka, MyckyaHa caabocm u Bucok puck om dppakmypu, BcaegcmBue Ha ocmeomasayusma.

IMpeguzBukBa ce mymopHa cBpbxcekpeuua Ha pubpobracmHua pacmexkeH gpakmop (fibroblast growth
factor 23, FGF23) - 6eambk, kolmo nomucka obpamtama pe3opbuua Ha pochopa B npokcumarHume 6b6-
peuHume mybyaume u cynpecupa akmuBHocmma Ha Torxugpokcurazama 6 peHaaHua uHmepcmuyuym. To-
Ba Bogu go mexku xunepocgamypusn, xunoocgamemun, Hucku HuBa Ha 1,25 (OH)A3 u gechekmHa mu-
HepaAu3auua Ha kocmma. AuazHo3ama obukHoBeHo ce 3ab6abBa ¢ 20guHU, nopagu HexapakmepHume onAak-
BaHua. B ocHoBama ca maAku Me3eHXUMHU MymMOopU, No-4ecmo GeHUH2HEHU, C pa3audHa AokaAuzauua. Omk-
puBanemo Ha mymopa u HecoBomo omcmpanaBane, Bogu go uzaekyBare B go 80% om caydaume. IMpu He-
B853MO>KHOCM 3a AOKaAU3UPaHe U pagukaAHO AeuveHue — mepanua ¢ PocgopeH npenapam u KaAUUMpPUOA.

[MpegcmaBame cayual Ha 63 20guWieH nayueHm ¢ MYMop-uHgyuupaHa ocmeomasauus, Npu CbNbmMc-
mBawa XpoHuuHa aumdgoreBko3a u kapuuHom Ha Geaus gpob.

A Case of Tumor-induced osteomalacia in a 63-years-old
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male with Chronic Lymphatic Leukemia and Lung cancer

Y. Vlahov, M. Stoinova, Al. Shinkov, AM. Borisova, B. Kostova - Siakulova *,
Robev **

Clinic of thyroid and metabolic bone diseases, University Hospital of Endocrinology,
Medical University, Sofia;
* Tokuda Hospital, Sofia; ** University Hospital St. lvan Rilski, MU, Sofia

Tumor-induced osteomalacia (TIO) is a rare paraneoplastic syndrome manifesting with bone and muscle
pain, muscle weakness and high fracture risk due to osteomalacia. TIO develops due to tumor hypersecretion
of fibroblast growth factor 23 (FGF23) -a protein that inhibits both phosphate re-absorption in the proximal
renal tubule and 1a-hydroxilase activity in the renal interstitium. These effects lead to severe hyperphosphaturia,
hypophosphatemia, low 1,25 (OH)D3 levels ad defective bone mineralization. Due to the non-specific mani-
festations usually the diagnosis is delayed for several years. Frequently FGF 23 is secreted by small mesenchy-
mal tumors, usually benign, with different localization. The detection of the tumor and its removal lead to com-
plete resolution in 80% of the cases. If the secreting tumor cannot be detected and successfully removed, phos-
phate and calcitriol treatment is indicated.

The authors present a 63-years-old male patient with TIO at the background of chronic lymphatic leukemia
and lung cancer.



Pa3npocmpanenue u puckoBu ¢pakmopu 3a paz6umue Ha

HagHOPMEHO me2A0 u 3amAbcmabBaHe npu yyeHuyu Ha Bb3-
pacm 16-19 2oguHu 6 zpag Mrobgub

I1. C. KoucyroBa', M. OpbeyoBa’, H. Kare6a’>, K. Cumumyuet’

' KauHuka no EHgokpuHoAo2ua u boaecmu Ha obmaHama,

?KAUHUKA No gemcku u 2eHemuyHu 6oaecmu - YMBAA ,CB. Teopau”, MeguuuHcku YHuBepcu-
mem, [MroBgub, * Kamegpa AHaaumuuHa xumua u komniomubpHa xumus, MroBgubBeku YHuBepcu-
mem ,[Maucull XuaeHgapcku”

HagHopmeHomo meezao u 3amabecmaBaHemo npegcmabBaaBam egud om Hal-coaemume CoOUuUAAHO-MEGU-
UUHCKU npobaemu Ha Hawemo cbBpemue. Om pewabBauwo 3HaUeHUEe e NOggbpXKaHemMo Ha HOPMAAHO MeAec-
HO Me2A0 owe om gemcko-toHowecka Bb3pacm.

Llea Ha npoyuyBaHemo: Aa ce oueHam paznpocmpaHeHuemo u puckoBume akmopu 3a pazbumue Ha-
HagHOPMEHO mMe2A0 U 3amAbcmaBaHe cpeg penpe3zenmamuBHa nonyaauua ydeHuuyuHa Bv3pacm 16-19 6
2pag MroBguB.

Mamepuar u memogu: INpoBegeHo e kpoc-cekyuoHHO npoyuBaHeB 4 2umHazuu B 2pag NaoBguB, 06x-
Bawawo paHgomusupaHa u3zBagka om 633 yyeHuka (290 momuvema u 343 momuema) Ha Bb3pacm16-19 2o-
guHu, koumo ca uHmepBioupaHu U aHMPONOMEMPUYHO OUeHeHU Ype3 cbomBemuu uzmepBarua u Guo-um-
negaHceH aHaauzamop ,TAHUTA”. Kamezopuume HagHOpMeHO mez2Aaou 3amabcmaBaHe ca onpegeAeHu
CNpamo uHgekc Ha meaecHa maca (MTM) cbeaacHo kpumepuume Ha C30 - UTM=25,0-29,9ke/m?, pecn.
NTM < 30 ke/m%. AHkemume BkatouBam nokazameau, cBbp3aHu CbC COUUAAHO-UKOHOMUYECKU, (PAMUAEH U
3gpaBocroBeH cmamyc, HaYuH Ha XpaHeHe u u3udecka akmuBHocm.

Pesyamamu: Om u3caegBaHume 633 yueHuka ¢ HOpMaAHO mezao ca 535 (84,52%), ¢ HagHOPMeEHO mee-
A0 - 66 (10,43%), cbc 3amabemaBane - 32 (5,06%). MNpu momuvemama HagHOPMEHO Me2A0 ce HabatogaBa
8 6,17% (n=15), 3amabcmaBatre - 6 4,48% (n=13). [Mpu momuyemama HagHOPMEHO Me2A0 ce cpewa Hag gBa
nbmu no-vyecmo - 6 14,87% (n=51), a 3amavcmaBare - 6 5,54% (n=19). Kamo ocHoBHu puckoBu chakmo-
pu 3a nokauBaHe Ha meaaomo ce oyepmaBam HezgpaBocroBHume xpaHumearu HaBuuu, HegocmambyHa-
ma gpuzudecka akmuBHOCM, KaKMO U HAKOU COUUAAHO-UKOHOMUYECKU Xapakmepucmukuu npu gBama noaa.

3akarouerue: Tpu yueHuuu 868 Bvb3zpacmoBama 2pyna 16-19 2oguru B 2pag NroBgub ce ouepmaba
omHocumenHo Bucoko paznpocmpareHue Ha HagHOPMeHO Me2Ao u 3amabemaBane - 06wo 15,49%, kamo
Momuemama ca gBykpamHo no-cuaHO 3acezHamu om momudemama (20,41% cnpamo 10,65%). Om u3kato-
yumeaHa BaxkHocm e aHaAu3upaHemo Ha puckoBume pakmopu u Bb3zmoxxHocmume 3a noBauaBaHemo um
c o2Aeg npegomBpamaBaxe 3agbabouaBaremo Ha npoueca Ha HapacmBaHe Ha me2Ao u noaBama Ha YcAoX-
HeHua u acouyuupaHu 3aboanaBaHua 6 no-kbcHa Bb3pacm.

Prevalence and related risk factors of overweight and obesity

among school children aged 16-19 in the town of Plovdiv

P. Konsulova', M. Orbetzova’, N. Kaleva’, K. Simitchiev’

' Clinic of Endocrinology and Metabolic Diseases, * Clinic of Children and Genetic Dseases, ,Sv.
Georgy” University Hospital, Medical University, Plovdiv,* Department of Analytical Chemistry and
Computer Chemistry, University of Plovdiv ,Paisii Hilendarski”

Overweight and obesity are one of the biggest social-medical problems of our time. It is crucial to main-
tain normal body weight since childhood and adolescence.

Aim of the study: To assess the prevalence and related risk factors of overweight and obesity in a repre-
sentative population of school children aged 16-19 in the town of Plovdiv.

Material and methods: A cross-sectional survey was carried out in 4 high-schools in the town of Plovdiv
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covering a randomized sample of 633 pupils (290 girls and 343 boys) aged 16-19 years who were interviewed
and anthropometrically evaluated by clinical measurements and bio-impedance analyzer ,TANITA”. The cate-
gories of over weight and obesity were defined by body mass index (BMI) according to WHO criteria-
BMI=25,0-29,9kg/m? and BMI < 30kg/m?, respectively. The question naires included parameters related to the
socio-economic, family and health status, diet and physical activity.

Results: Five hundred thirty five (84,52%) out of the 633 investigated pupils were with normal weight, 66
(10,43%) were overweight, and 32 (5,06%) were obese. In the girls overweight was observed in 6,17% (n=15),
and obesity in 4,48% (n=13). In the boys overweight was found more than twice as frequent - in 14,87%
(n=51), and obesity-in 5,54% (n=19). Unhealthy eating habits, insufficient physical activity, and some socio-eco-
nomic characteristics were defined as main risk factors for weight gain in both genders.

Conclusion: Relatively high prevalence of over weight and obesity a total of 15,49% was observed among
school children in the age group16-19 years in the town of Plovdiv, the boys being twice more affected than
the girls (20,41% versus10,65%). Assessment of the related risk factors and opportunities for their influencing
is of utmost importance in order to prevent increasing the process of weight gain and occurrence of compli-
cations and associated diseases in later life.

HauyaAHu pe3yamamu om npuarazaHe Ha uHcyauHoBa nom-
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neHa mepanua 6 Aemckua guabemen yenmsp 666 BapHa

0. ba3gapcka’, B. MlomoBa™’, B. boagxueB", B. Maageno8’, P. Cmoiiue6a’,
C. laaryeBa™, E. BeaukoBa’, M. Mycmagpo6a>, I. AumoBa’, I. AmaHnacoBa’
'"Meguuurcku yHuBepcumem - BapHa, *MBAA ,C8ema Mapuxa“, BapHa

Yecmomama Ha mun 1 3axapen guabem (T13A) ce yBeauuaBa Hal-3HauuUMO cpeg Hal-MaAKume geua.
MHcyaunoBama nomneHa mepanua (VM) e memog Ha u3bop, ocuaypaBaw, onmumaseH KOHMpoa Ha T13A,
cbaaacyBaH makcumaaHo ¢ uHguBugyaaHume HYXKgu u exxegHeBue Ha nauueHma u He2zoBume 6Au3ku. [lpe-
gumcmBama Ha UMMM ca ocobeHo uzpazeHu 666 Bv3zpacmoBama epyna nog 6 2oguHu. C HampynBaHe Ha
onum 6 ma3u BucokomexHoAao2u4YHA Mepanusa pesyamamume ce nogobpaBam, kakmo u ce yBeauuaBa Hyx-
gama om pegoBHomo um cbobwabate.

Llea Ha Hacmoawama paboma e ga ce npegcmaBam pezyamamume om UM 3a nepuog om 18 meceua.

[MayueHmu u memogu: AaHHume om Aemcku guabemeH ueHmMbp - BapHa ca peaucmpupaHu 68 npozpa-
ma Excel 3a nepuoga om nocmaBaHe Ha nomnama go 20.05.2015 2. OmyumaHu ca gemozpadpcku nokasa-
meau (noa, Bb3pacm), meano, gaBHocm Ha guabema, 2aukupaH xemo2a006uH (HbA; ) npegu npemuHaBaHe Ha
nomneHa mepanua u caeg moBa, 6pol enu3zogu Ha mexka xunozaukemus u AKA, HaaoXKUAa XOchumaau3a-
uua, uHcyauHoBa gosa (Ul/kg gH.), vecmoma Ha KoHmMakm ¢ Aekap u gp.

Pesyamamu: MNMpocaegeHa e 2pyna om 34 geua ¢ T13A (26 momyema u 8 momuvema) Ha noMneHa me-
panua Ha cpegHa Bb3pacm 8,014,7 2. ¢ gaBHocm Ha guabema 3,6£2,6 2. U cpegHa NPOYHLAXKUMEAHOCM Ha
nomneHama mepanua 17,8£14,8 mec. HbA;. npegu 3anouBare nomneHama mepanus e 9,5+2,0%,a npu noc-
AegHOmMo HaauuHo u3caegBare HbA; e 7,3% 1,4. Hat-omuemauB e ehekmbm npu geyama nog 6 20guHu.
Mpu max uzxogHuam HbA;. om 9,99% cnaga Ha 6.90% npu nocaegHomo u3zmepBaHe. NMbvpBoHauaaHa pe-
gyKkuua Ha gHeBHama uHcyauHoBa go3sa ce 3anazBa kamo meHgeHuua ¢ Bpememo. EgHa mpema om Habato-
gaBaHume nayueHmu He mbpcam akmuBeH koHmakm ¢ LleHmbpa u no-HepegoBHo omzoBapam Ha omnpa-
BeHume um nokaHu 3a koHmakm. TexHuam cpegeH HbA;. e 8,0%. He ca HabalogaBaHu mexKu Xunoaauke-
muu. Haauue e egHa xocnumaauzauua no noBog Ha aekocmeneHHa AKA npu mulHelgKbp.

3akatoveHue: Pesyamamume nokazBam nogobpaBaHe Ha memaboAaumHua KOHMPOA cAeg npemuHaBa-
He KbM NOMNEHA mepanuAa U NO-HUCKa Yecmoma Ha ocmpume ycAoxHeHus, Bbnpeku pegykyuama Ha gHeB-
Hama uHcyauHoBa go3a.



Initial results from the application of insulin pump therapy at the

Diabetes center for children in Varna

Y. Bazdarska’, V. lotova™’, V. Boyadzhiev'?, W. Mladenov’, R. Stoycheva’,
S. Galcheva™, E. Velikova’, M. Mustafova®>, G. Dimova’, G. Atanasova’

'"Medical University, Varna, *University Hospital ,St. Marina”, Varna

The prevalence of type 1 diabetes mellitus (TTDM) has increased most significant among the youngest chil-
dren. Insulin pump treatment (IPT) is the best method for providing optimal control of TIDM, taking in con-
sideration individual needs and daily lifestyle of the patient and his family. Benefits of IPT are considerable in
pre-school children (under age 6 years). Obtaining experience in that high-technology treatment results in vari-
ety of benefits and requirement of their regular publication.Aim of the study is to present the results of IPT for
period of 18 months.

Patients and Methods: Data from Diabetes Center for children - Varna is gathered on Excel file for each
patient from the start of pump therapy until 20.05.2015. Collected information is: demographics (gender, age),
weight, duration of diabetes, initial (before starting IPT), last measured HbA ;. and episodes of acute complica-
tions (severe hypoglycemia or DKA, requiring hospitalization), insulin dose (Ul/kg/d), frequency of contact with
the doctor.

Results: Group of 34 children with TIDM (26 boys and 8 girls) on pump therapy is followed up, mean age
8,0%4,7y., diabetes duration 3,6%+2,6, and mean duration of pump therapy 17,8£14,8 months. Mean value of
initial HbA, . before IPTis 9,5+2,0%, and the last available HbA, . is 7,3+1,4%. The most considerable metabol-
ic improvement is in the children under 6 years of age. Their mean baseline HbA;. of 9,99% decreased to
6,90% at the last measurement. Initial reduction in total daily insulin dose remains a trend over time. One third
of the patients are not actively seeking contact with the Center and don't respond to invitations for contact.
Their mean HbA,_ is 8,0%. There were no episodes of severe hypoglycaemia, and just one hospitalization for
mild DKA in teenager.

Conclusion: Our study demonstrates better metabolic control after switching to pump therapy and lower
frequency of acute complications, despite the reduction of the total daily insulin dose.

Ckpununz206a npozpama 3a omkaoHeHua 6 pacmexa:

Hawuam onum

I. MopganoBa’, B. MlomoBa, M. AameBa’, C. laryeBa.
MeguuuHcku YHuBepcumem, BapHa; MBAA ,C8. Mapuna” BapHa'

Llea: i3pabomBaHe Ha INMpozpama 3a yaecHaBaHe pazno3HaBaHemo Ha omkAaoHeHuama B8 pacmexa 6
npakmukume Ha mecmuu OTl1A upe3 BHegpaBaHemo Ha cneuuaaHo pa3zpabomeH copmyep 3a oueHka Ha
pacmexa u HacouBaHe 3a no-HamambwHa guazHocmuka. OugHka Ha MO3U NOGXOg U OMKpUMUMe OMKAO-
HeHus.

Memogu: INpozpamama npogbaxu 1 2oguHa, kamo ydacmue B3exa 31 OTA ¢ o6wo 23 058 nauueHmu
om 2-18 2oguHu. O6wo 28 om OIIA 6axa cHabgeHu ¢ komntombpeH copmyep, uzBecmabBaw, npu Haauyue
Ha omKkAOHeHua B pbcma, me2aomo u kKopemHama obukoaka (KO) Ha nauuerma ( 2 12 SDS), a 3 uznoas3Ba-
xa mabAuuu cbe cbwama uHpopmauua (cdc growth charts/co6ecmBeru gaHHu 3a KO). 3a omkpumume na-
uueHmu exxecegmuuHo Gewe gocmwuner CkpuHuHe kabuHem. MpoBegoxa ce gBa obyvumeaHu cemuHapa
no aHmponomempusa u no npomokoaa 3a ekunume Ha OlMA. CnazBatemo Ha npuHyunume Ha NMpoepamama
bewe caegeHo pegoBHo u B kpaa Ha nepuoga OIMA 6axa pazgeaeHu Ha 2 2pynu - cnazBawu u He-cnazBawu
NpomMoKoAa.
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Pesyamamu: baxa npoBegeru o6wo 24 478 npourakmuyHu Npe2aegu ¢ aHMPONOMEMPUYHU U3MEP-
BaHua. Omkpuxa ce 81 Hucku geua (0,35% om u3zcaegBanume u camo 11,7% om ouakBaHume 3%). INpouer-
mbm Ha HoBoomKpumume geua ¢ HUCBLK pbcm Gewe no-Bucok cpeg 2pynama Ha cnazBawume npomoko-
Aa OlMA 8 cpaBHeHue ¢ He-cnazBawume (0,65% cpewy 0,09%). [MbAHU aHMpPoONOMeMpuUYHU gaHHU 6axa cbb-
paHu 3a 11,1% (2 552) om geuama - 1,15% c HucbkK, a 7,99% - ¢ Bucok pbecm (4,8% 6e3 3amabcmaBane).
EgBa 32 (39,5%) om Bcuuku HoBoomkpumu Hucku geua ce aBuxa 3a oueHka 6 CkpuHuH2 kabuHema, a 9 om
maAX Ce Cb2Aacuxa 3a gonbAHUMEAHU u3caegBaHus (4 ¢ kKoHcmumyuuoHaaHo uzocmaBaHe 6 pacmeska/ny6-
pmemHomo pazBumue, 3 CbC CUHYPOMEH HUCBLK PbCM, 2 C gaHHU 3a gepuuum Ha pacmeskeH XOPMOH
(APX)). CoweBpemenHo 2 geua ¢ APX om u3caegBarama epyna ce aBuxa 8 KauHukama caeg camocmoamen-
HO omkpuBaHe Ha uHmepHem uHgopMauuA.

3akatoveHue: Hacmoawama ckputuHzoBa cmpamezua ce oka3Ba HeedpekmuBHa. OcBen moBa, 2one-
MUSM gaA Ha geua C OMKAOHEeHUA, OMKa3aAu no-HamambuwHu u3zcaegBanua nokazBa, ve 6bgewu cmpame-
2uu € meguliHa nogkpena buxa GUAU NO-ycnewHu.

Screening program for growth deviations: our experience

132

G. Yordanova', V. lotova, M. Lateva’, S. Galcheva.
Medical University, Varna, UMHAT ,Sv. Marina”, Varna'

Objective: To execute a Screening program for easier stature deviations recognition and patient referral in
the practices of local GPs, incorporating specifically designed growth assessment software. To assess this
approach and the deviations found.

Methods: We recruited 31 GPs with a total of 23 058 patients, aged 2-18 years, to take part in the Screen-
ing program for one year. 28 of them were supplied with computer software program, alerting if patients”
height, weight or waist circumference were abnormal ( 2 12| SDS) and 3 used table sheets with the same data
(CDC growth standards and own data for waist circumference). University Screen Clinics were held weekly for
the patients with deviations. We conducted two training seminars on anthropometric measurement and study
protocol for the GP"s teams. Compliance was checked regularly, and at final evaluation GPs were divided into
2 groups, based on their adherence to the study protocol.

Results: A total of 24 478 health check visits with anthropometric measurements were conducted. 81 short
children were found (0,35% of all participants and only 11,7% of the expected 3%). Percentage of newly dis-
covered short children was higher in the compliant doctor™s group, compared to the non-compliant (0,65% vs.
0.09%). Full anthropometric assessment was available for only 11,1% (2552) of all children - 1,15% of them
were short and 7,99% were tall (4,8% non-obese). Only 32 (39,5%) of all discovered short children agreed to
further assessment and 9 of them for more detailed investigations (4 with constitutional delay in growth and
puberty, 3 with syndromic short stature, 2 with suspected GH deficiency). Additional 2 GH deficient children
from the studied group came to the Clinic after self-found Internet information.

Conclusions: This screening strategy proved as inefficient. The large share of non-attendance and assess-
ment refusal shows that future strategies with media back-up might be more beneficial.



Momam go 6apHama guazHo3za
P. CmouueBa, C. FaryeBa, M. beayeBa, A. LjykeBa’, b. bare6’, B. MomoBa

Kam. no neguampusa u meguuuHcka 2eHemuka, Kamegpa no HepBHu 6oaecmu u HeBpoHayku', Ka-
megpa no obpazHa guazHoCcmMuKa u AbueaeveHue* MeguuuHcku YHuBepcumem, BapHa

B KAUHUKamMa nocMbNU MPU 20gUWHO MOMUYE, HacouYeHO om obwonpakmukyBawua Aekap ¢ guazHo-
3a Ocmbp nuearoHedpum. INpoBegeHomo aHmubuomuyHo AeveHue e 6uro 6e3 epekm. OcHoBHume onaak-
BaHua Ha gememo 6axa om noauguncua u gHeBHa u HowHa noauypua ¢ gaBHocm om 2 cegmuuu. Om 1 20-
guHa ca 3abeaqzaHu noBuweH anemum u HaggaBaHe Ha mezao. [Mpu npuemaHemo ma e ¢ pbem + 3,5 SDS,
meaao + 2 SDSuBMI - +3 SDS 3a cbomBemHume noa u 63pacm. Hue guacHocmuuupaxme LleHmpaaeH uh-
cunugeH guabem (LIMA) u 3anouHaxme mepanua ¢ AezmonpecuH. Owe npu nbpBume XOpMOHaAHU U3CAEg-
BaHua nauuenmkama 6ewe ¢ noBuweru HuBa Ha npoAakmMuH, a npu npezaeg oghmarmoro2bm ycmanoBu
gBycmpaHeH omok Ha makyaume. IMP Ha xunoduzama pazkpu CpeguHHO paznoAokeHa cynpaceAsapHa
popmauun ¢ Bmopa popmauua 8 o6aacmma Ha gacHama opbuma, Koamo aHzaxkupa u paszpywada 3u2oma-
muuHama apka. AuazHo3ama om obpazHomo u3zcaegBaHe e ,Tymop Ha xunoduzama“”. AugepeHuuasHama
guazHo3a BkatouBa mymopu ¢ mHoXkKecmBeHa AoKaAu3auun, KAmMo KAUHUYMHOMO npomudvaHe 6 kombuHauua
C UeHmMpaAeH uHcunugeH guabem Haco4u mucaeHemo Kbm AaHzepxaHcoBa xucmuouumo3sa. [Mpu nayueHmu-
me ¢ AaHzepxaHcoBa xucmuouumo3a ¢ Ae3uu Ha AuueBume KOCmU UAU CpegHa U NpegHa yepenHa amka C
uHMpakpaHuareH mymop e gokaagBaH mpu nbemu no-Bucok puck puck 3a pazBumue Ha UeHMpPAAEH UHCU-
nugeH guabem. Xucmoao2udHume pe3yamamu om onepamuBHama Hameca gokazaxa e03UHO(UAEH 2paHy-
AOM U Ce 3ano4Ha Xumuomepanua N0 NPOMOKOA. Bbnpeku ycuauama, HacoueHu Kbm noHuwkaBaHe memna Ha
HaggaBaHe Ha me2A0, OM HAYaAOMOo Ha mepanuama, gememo Haggage 12 k2 u 6 momeHma e ¢ mezaao +
5.5SDS u ITM +5 SDS.

Yecmama npe3eHmauua Ha BbmpedepenHume gobpokavecmBeHu u 3a0kadecmBeHu mymopu npeg gem-
CKUA eHgOKpUHOAO2 uzuckBa cmbnaroBugeH myamugucyunAuHapeH nogxog 3a nogobpaBaHa Ha npoz2Ho3ama.

The Road to the proper diagnosis
R. Stoicheva, S. Galcheva, M. Belcheva, A. Tsukeva', B. Balev’, V. lotova

Dept. of Pediatrics and Medical Genetics, Dept. of neurological diseases and neurosciences', Dept.
of Imaging and Radiotherapy?, Medical University, Varna

A 3 year old girl was admitted to the Clinic who was referred from the GP with suspected acute
pyelonephritis. She had undergone antibiotic treatment without positive effect. The main child's complaints
were of polydipsia, diurnal and nocturnal polyuria with a duration of 2 weeks. Increased appetite and weight
gain were noticed 1 year before presentation.At admission she had +3,5 SDS for height,+ 2SDS for weight and
+3SDS for BMI for age and sex. We diagnosed Central diabetes insipidus (CDI) and started Desmopressin treat-
ment.Already at the first hormonal investigations the patient had elevated Prolactin levels, and at examination
the ophthalmologist found bilateral macular edema. MRI of the hypothalamus and pituitary showed median
suprasellar formation and a second one in the right orbita that engaged and partially destroyed the zygomatic
arch. The imaging diagnosis was ,Pituitary tumor”. The differential diagnosis included tumors with multiple
localizations, and the clinical presentation in combination with CDI pointed our thinking towards Langerhans
histiocytosis. In patients with Langerhans histiocytosis, frontal facial or frontal/middle skull lesions and intracra-
nial tumor, a 3 times higher risk of CDI development was reported. Histology results from the operation proved
eosinophilic granuloma and chemotherapy was started according to the respective protocol. Regardless of the
efforts to decrease the weight gain tempo, the child put on 12 kg since the therapy start and now she is
+5.5SDSfor weight and +5SDS for BMI.

The frequent presentation of the intracranial benign and malignant tumors to the Pediatric Endocrinologist
required step-wise multidisciplinary approach to improve their prognosis.
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OCT RTVue npu guazHocmukama u npocregabanemo Ha
guabemHua MakyAeH egem

X. Buguno8a’, I1. lyzyykoBa’, K. Buguro8’

'KauHuka no ouHu 6orecmu, BMA Cocdpun

? bbAzapo-amepukaHckuam oueH ueHmbp NMPOAANT, Codua

*Kauruka no EHgokpuHHa Xupypaua, YCBAAE ,Akag. V8. MNenueB”, Cocua

AuabemHuam makyaeH egem e Hal-meXKKomo ycaoxkHeHue Ha HenpoaudgpepamuBHama guabemua pe-
muHoNnamus, Yecma nNpuyuHa 3a HUCKama 3pumeAHa ocmpoma Ha nauueHmume.

Lleama Ha Hawemo u3caegBare e ga npegcmaBum Bb3moxkHocmume Ha OCT RTVue 3a no npeuus-
Ha guazHOCMUKa Ha MopgoAo2UYHUME ocobeHocmu Ha guabemHua makyAaeH egem, KaKmo u npocaegaBaHe-
mo Ha HeeoBama npoepecua B xoga Ha 3a6oraBaHemo u AeyeHuemo.

Mamepuaa u memoguka: B Hawemo npoyuBaHe 6axa BxkatoueHu 15 nayueHmu ¢ AME. Te 6axa u3caeg-
BaHu Ha Bceku 3 meceua B npogbAKeHUE Ha egHa 20gUHa — 3pUMEeAHa oCmpoma, cmepeo pomoezpacpuu Ha
04YHOMO gbHO, hayopecyuHoBa aHzuozpagpua u OCT. M3noazyBaxme npoepamume HD line, Cross line,
EMM5 u EMM5 npoepecusa 3a omuyumaHe guHamukama Ha 3aboaaBaHemo.

Pesyamamu: Haauue 6ewe Kopeaauus mexgy npomeHume HabatogaBaHu Ha yHgyc-homoepacpuu-
me u payopecuuHoBama aHzozpacun. OCT uzcaegBaHuama gaBaxa gonbAHUMEAHA UHPOpMaUUA 3a MOpP-
poro2uama Ha guabemHua makyaeH egem- He206omo paznpocmpaHeHue, NAOW, KUCMOUJEH UAU HEKUCMO-
ugeH mun, HaAuvue Ha BumpeaaHu mpakuuu, cepo3Ho omaenBare. Had-uecmo npu uzcaegBaHume om Hac
nauueHmu ce HabaogaBwe gudyszeH makyaeH egem. EMM5 kapmama Hu gage 8b3M0XKHOCM ga U34uCAUM
68 mm 2aemuHama Ha Aezuama. No-pagko ce HabatogaBawe kKucmougeH makyaeH egem, a B Hal- maabk bpol
om navueHmume HabAtogaBaxme omok cbC cepo3Ho omaenBaHe u Bmpeo makyaHu mpakuuu. EMM5 npoe-
pecus HU Nomo2Ha ga npocaegum npomeHume 6 naowmma Ha pemuHHua egem 868 Bpememo u caeg npo-
BegeHa mepanua.

3akaoverue: Hawume u3caegBarua nokazBam, ue makap pyHgyc pomozpagpuume u (pAYopecueuHo-
Bama aHzuozpagua ga gokazBam Haauduemo Ha makyaeH egem, mo OCT uzcaegBaHemo gaBa gemaitaume
3a MopgoAoz2UAMa HAa egema U UH(OPMaUUA 32 HaAUYUEMO UAU Auncama Ha BumpeomakyAaHu mpakyuu.
MpegumcmBomo Ha OCT RTVue e npoepamama EMM5 npoepecusa ¢ Bb3moskHocmma 3a omyumate Ha gu-
Hamukama Ha 3aboaaBaHemo u ecpekma om npoBegeHomo AeveHue.

OCT RTVue in diagnostics and follow up of diabetic
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macular edema

Ch. Vidinova', P. Guguchkova’, K. Vidinov’

'Department of Ophthalmology,Military Medical Academy, Sofia,
Eye Hospital Pro Light, Sofia, Bulgaria, Department of Endocrine Surgery, USBALE ,Akad. Iv.
Penchev” Sofia

Diabetic macular edema is one of the most severe complications of non proliferative diabetic retinopathy,
causing significant visual impairment.

Aim: The aim of our study is to show the diagnostic abilities of OCTRTVue for precise evaluation of the
morphological changes in diabetic macular edema.

Material and methods: We enrolled 15 patients with DME. They have been examined every 3 months in
a period of one year for visual acuity, fluoresce in angiography and OCT. The programs used were HD line,
Cross line, EMM5 u EMM5 progression for the dynamic changes.



Results: We found a correlation between the changes on the fundus photography and fluoresce in angiog-
raphy. The OCT evaluations gave us additional information about DME distribution, area, cystoid or non cys-
toid type, vitreo-retinal tractions etc. In most of the examined patients we found diffuse macular edema. EMM5
card gave us the opportunity to evaluate the change of size of the lesion. In smaller number of patients we
found cystoid macular edema and in only few a serous macular detachment with vitreo macular tractions.

Conclusion: Our examinations show that no matter that fundus photograpy and fluoresce in angiography
can detect diabetic macular edema, it is the OCT that gives us the details for the morphology of the edema
and the existence of vitreomacular tractions. The EMM5 progression enables us to follow the progression of
the disease.

3axapHuam guabem, kamo ocHoB6eH eHmponuyeH
¢pakmop 3a uzaba Ha npexxgeBpemeHHo ocmapabBane

M. BuzeBa, Kp. Buze6

C HanpegBanemo Ha Bv3pacmma HapacmBa 3a6oaaBaemocmma om 3axapeH guabem, cbyemat ¢ Hag-
HOpMeHa meAecHa maca ce uzmbkBa yecmo,kamo GuoAro2udeH Mogea Ha npexkgeBpemeHHomo ocmapaBa-
He npu yoBeka. ObycroBeH u om couyuarHo uzaBeHume puckoBu ce nocmaBamcepuo3Hu npobaemu, Kou-
momozam ca ce 0606wam 8 gBe 20Aemu 2pynu -MeguKOBUOAO2UYHU U MEJUKOCOUUAAHU. Bb3HukBam cepu-
03HU NCUXOAO2UYECKU U UKOHOMUYECKU 3HAaYUMU akueHmMuU- NOCmoaHHO HapacmBawa 3aboreBaemocm om
0OMeHHO-MemaboAaumHu HapyweHusn, Bucokama uHBaaugHocm u cmbpmHocm.Te3u HapyweHua Hapacm-
Bam 6 xoga Ha oHmMoezeHe3zamal!

[MpuyuHume 6aazonpuamcmBawu HapacmBaHemo Ha 3aboaeaume om 3axapeH guabem 6 cBemoBeH
mawab ca cBup3aHu ¢ HapacmBaHe 6poa u 3acmapabaHe Ha HaceaeHuemo, ypbaHuzauuama u cBop3zaHama
C Hea NpomaHa Ha pexkuma Ha HezgpaBocaoBHO xpaHeHe, xunokuHe3uama ¢ npugpy>kaBawomo 3amabems-
Bane. Poaama Ha ueHmpaaHama HepBHa cucmema u HeaganmuBHo noBegeHue ca CbWwo MOWeH Npegukmop
Ha makbB8 mun coyuarHo3Hayuma naHgemua. Koakomo no-cbBbpweHu ca mexaHuzmume Ha HeBpo-xymopana-
Hama peayaauua 6 opaaHuzma, moakoBa no-Bucoka e cnocobHocmma 3a 6bp3a Nnpomara B HelHama ged-
Hocm, B HelHama aganmauusa. ToBa onpegeaa u HUBomo Ha BuoAao2udeckume Bb3MOXKHOCMU Ha Op2aHu3-
ma B cAokHUME couuaaHu cbuyemarusa TaxHomo yBeaudeHue e eguH om peaaHumMe (PakmMopu 3a NPOgbAXKA-
BaHe >kuBoma Ha uoBeka.

M3epaxga ce koHuenuus, obacHaBawa poasma Ha HAKOU NCUXOCOMAMUYHU, NCUXOCOUUaAHU puckoBu
pakmopu npu Bb3HukBaHe Ha ycaoxkHeHua om 3axapeH guabem, noaBama Ha HOBu couuaaHu u obwecm-
BeHo 3aBucumu npucnocobumeaHu mexaHu3zmu, 8 xoga Ha 3a6oaaBaHemo u HezoBomo AeveHue.
MpexgeBpemeHHomMo cmapeere e ocHoBHama npuduHa 3a pazauduama mMexgy cpegHama NPpogbAXKUMEA-
Hocm Ha >kuBoma, cmapueckama Bb3pacm u Guoroz2uuHama Bb3pacm.

Diabetes Mellitus as a major factor in entropy appearance of

premature aging

M. Vizeva, Kr. Vizev

With aging, increased morbidity from diabetes, combined with overweight highlights often as a biological
model of premature aging in humans. Conditioned and socially prominent risks pose serious problems which
may be summarized in two major groups - social and biomedical. A serious psychological and economically
significant accents - ever increasing incidence of metabolic and metabolic disorders, high disability and mor-
tality. These violations increased during whole ontogenesis!

50 2o0guHu bwvazapcko ApyrkecmBo no EHgokpuHoAo2uA
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The reasons favoring the growth of diabetes sufferers worldwide are linked to increases in the number and
aging population, urbanization and associated mode change unhealthy eating hipokineziya with accompanying
obesity. The role of the central nervous system and maladaptive behavior are also a powerful predictor of such
socially pandemic. As more are the perfect mechanisms of neuro-humoral regulation of the body, so higher is
the capability of rapid change in its activity, in its adaptation. This determines the level of the biological capabil-
ities of the organism in complex social routines Their increase is one of the real factors in prolonging life of man.

Itis based paradigm explaining the role of some psychosomatic, psychosocial risk factors in the occurrence
of complications of diabetes mellitus, the emergence of new social and social re-adaptation dependent mech-
anisms in the course of the disease and its treatment. Premature aging is the main reason for the differences
between the average life expectancy, retirement age and biological age.

Ce30H Ha pakgaHe U Ha4yaAo Ha 3axapeH guabem y geua -

uma Au Bpb3zka?

P. KoaeBa', B. leopzueBa® 1. CmegpaHoBa’
'AKLL I = Cm. 3az2opa, *CmygeHm no meguuuHa, VI kypc, TY - Cm. 3azopa, *P3OK - Cm. 3azopa

YBog: mun 1 guabem (T1A) npu geua e ¢ HapacmBawa yecmoma 6 cBema. B ocHoBama e aBmoumyh-
Ha gecmpykuua Ha haHKpeacHama KAemka, npuduHeHa om mHoxkecmBo emuoao2udHU pakmopu. ViHgpekuu-
o3HUMe azeHmu ca BaxkHu 3a omkatouBaHe Ha npougeca, HO e HeobXxogumMo ga ce ugeHmuduuupam u gpy-
2U HEe2EHEeMUYHU (pakmopu.

Xunomesa: Hauarnomo Ha aBmoumyHHua npouec y geua ¢ TTA 3anouBa om nepuHamaaHua nepuog (cne-
uuaaHo BupycHu uHgekuuu, Hegocmue Ha Bum. A). MiHgpekuyuo3zHume azeHmu ca omkatouBawua mexaHu3bm
3a uzaBa Ha TTA.

Mamepuaa u memogu: 136 geua c TTA om obaacm Cm. 3azopa npe3 nepuoga 1990-2011 2, cpegHa 6b3-
pacm 9,832., 52% momuuema.

Pesyamamu: noBuwena 3aboreBaemocm 6 2pynama 5-10 2. AuncBa cmamucmuuecka 3aBucumocm
MeXgy ce3oHa Ha paxkgaHe u TTA. AuncBa ,eceHHo-3umeH” Bpbx npu cmapma Ha 3aboaaBaHemo ¢ U3KAto-
yeHue Ha 2pynama 10-18 2.6. NMukbm Ha BupycHume uHgekuuu He uzpae cbuwecmBeHa poaa npu 3aboaeBa-
emocmma om T1A 8 pezuod Cmapa 3azopa.

Seasonality of birth and onset of diagnosis of type 1
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diabetes - is there a relation

R. Koleva', V. Georgieva’, P. Stefanova’
'Polyclinic |, St. Zagora, *Student of Medicine, °RHIO St. Zagora

Introduction: the number of children with type 1 diabetes (T1D) is increasing worldwide. The reason is
autoimmune destruction of the pancreatic cells, caused by multiple etiological factors. The infectious agents
have a big impact for unlocking these processes. However, it is important to take into consideration other non-
genetic factors as well.

Hypothesis: for children with T1D, the start of the autoimmune process begins during the perinatal period
(considering viruses and lack of vit. D). Infectious agents are the unlocking mechanism for the appearance of
T1D



Methods and materials: 136 children with T1D from the region of Stara Zagora, over the time period of
1990-2011, average age 9,83 y, 52% of which female.

Results: increased morbidity in children aged 5 to 10. There is no statistical correlation between the sea-
son of birth and T1D. There is not a ,autumn-winter” peak in the morbidity, except in the group between 10
and 18. The peak season for viral infections does not play significant role in relation to morbidity of T1D in Stara
Zagora region.

Mpeu guabem u kocmno 3gpabe

I1. lMonuBanoB, H. TemeakoBa
AnrekcaHgpoBcka 6oaHuua, Codpua

3axapHuam guabem e moweH, HezaBucum puckoB gpakmop 3a BaowaBare Ha kocmHomo 3gpaBe u yBe-
AuvaBaHe Ha (hpakmypHUA PUCK.

3axapHuam guabem mun 1 u BucueparHama macmHa mbkaH HamaaaBam, a mun 2 u NOgKo>XXHama mac-
mHa mbkaH yBeauuaBam kocmHama nabmHocm. AekomneHcupaHuam 3axapeH guabem BaowaBa kauecm-
Bomo Ha kocmma: 3a6aBa kocmHama obmaHa, BaowaBa mukpoapxumekmypama, ybeauuaBa kopmukaaHa-
ma nopbo3Hocm, HamaaaBa mogyaa Ha enacmuuHocm, yBeauuaBa kaauuypuama u gp. PazBumuemo Ha XB3,
cuzHugpukaHmHo yBeaudeHume nagaHua u 2aumazoHume cbwo BarowaBam kocmHomo 3gpabe u yBeauua-
Bam cpakmypHua puck.

INpu egHakBa kocmHa nAbmHOcM Ha 60AHU CbC U 6e3 3axapeH guabem, ppakmypHUAM puck Npu
guabemuuume e no-Bucok. Hanpumep: 3a 6egpeHu gppakmypu RR e 1,7, a 3a BcakakBu ppakmypu - 1,27.
PazBumuemo Ha Xb3 noumu ygBoaba pucka.

maes mellitus and bone health

P. Popivanov, N. Temelkova
Alexandrovska Hospital, Sofia

Diabetes mellitus is a powerful independent risk factor for the deterioration of bone health and the
increase of fracture risk.

Diabetes mellitus type 1 and visceral fat decrease, and type 2 and subcutaneous adipose tissue increase
bone density. Decompensated diabetes affects the quality of the bone: slows down the bone turnover, wors-
ens the microarchitecture, increases the cortical porosity, reduces the modulus of elasticity, increases calciuria
and others. The development of CKD, significantly increased falls and glitazones also degrade bone health and
increase fracture risk.

In the same bone density of patients with and without diabetes fracture risk in diabetic patients is higher.
For example: RR of hip fractures was 1.7 and for any fractures - 1.27. The development of CKD almost doubles
the risk.
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