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mam eoramomo ygoBoarcmBue ga npuBemcmBam ¢ gobpe gowau
yreHoBeme Ha bvazapcko gpy>kecmBo no eHgokpuHoAoeus u Bcuyku 2ocmu
Ha X HayuoHareH KOHepec no eHgoKpUHOAO2UA Op2aHU3UpaH Om Hawemo
CgpyrxeHue. Kakmo BuHaezu KoHepecbm e macmomo, Kkbgemo ce npegcma-
B8am opueuHaAHU Hay4YHU pazpabomku om NOCAegHUMeE 20gUHU U aKmyaAHa
UHopMayua om pa3AudHU obaacmu Ha eHgoKpuHoAo2uama. ¥l mazu eoguHa
6axa npegcmaBeHu 3a yyacmue 8 XI HayuoHareH KoHepec Nno eHgOKPUHOAO-
aua 2oAam bpol HaydHu memu. Ilpoepamama e cmpykmypupaHa maka, e
MmakcumaseH bpol yyacmuuyu ga 63emam yyacmue u ga nokaxkam cobcm-
BeHume cu pazpabomku, kKakmo u ga nocemam uHmepecyBawume eu memu.
B obeguHeHume 3aau MOCKBA u lMNAPVIK we npomeve ocHoBHama 4Yacm
Ha HayuoHarHua KoHepec. B mpume gHU we ce u3Hecam pazAudHU memu u
we ce npoBegam akmuBHU gucKycuu NO pazAudHU npakmuvecku Bwvnpocu.
Bceku we moxxe ga gage AUYHOMO CU OMHOWeEHUe KbM uHmepecyBawama
20 mema. He nponyckaume ga 3agageme c8oume Bvnpocu, He nponyckaume
ga gageme cBoemo mHeHue u ga chogeaume c80a onum UAU epewku, cno-
geaeme mpygHocmume cu. Pabomeme akmuBHo ¢ mogepamopume. Llle ce
npegcmaBam u nocmepHu pazpabomku, yacm om Koumo we 6vgam u ycm-
Ho gokaagBaHu no Bpeme Ha ObegHu [MTocmepHu cecuu. Llle ce npoBegam u
Hakoako CameaumHu cumnozuymu. Cpewjume mexgy Hac, HeghopmarHama
obmaHa Ha MHEHUA U npakmuy4ecku onum wie bvgam 6e3yeHeH NpuHOC 3a U3-
epakgaHemo Ha Bceku eguH om Hac Kamo Aekap u cneyuaaucm. ToBa e Bpe-
Memo 3a u3zepaxkgaHe U hoggbprkaHe Ha KOAe2UaAHU U npusmeAacku Bpb3ku
U omHoweHus, om Koumo BCuYKuU HUe UMame 2oAama HY>Kga.

A3 CbM cuaypHa, Jye u Bue we bvgeme BneyamaeHu Kamo MeH He camo
0m U3KAHYUMEAHO 20Aemusn bpol npegcmabBeru 3a yyacmue 8 HayuoHarHus
KOHepec pazpabomku, HO u om geicmBumeaHo Bucokomo um HayyHo HuBo.
[Mpakmuyeckume noA3u om me3u pa3zpabomku ca CbWo Maka MHO20 U 3Ha-
yumu. Bcuyko moBa be3 comHeHue we gonpuHece 3a uzgueaHe Ha Hay4yHama
cmouHocm Ha Hawua HayuoHareH KoHepec u ¢ 4yBcmBo 3a nbaHa ygoBaem-
BopeHocm om gobpe cBvpweHa paboma, Kakmo U C NpaKMuYeCcKU NOA3U We
3aBvpwum Hawama paboma. Taka Hue, Bbnpeku mHo2obpouHume npoabu 6
obracmma Ha eHgokpuHoAro2uama 8 cmpaHama, ¢ 4yyBcmBo 3a NbAHO Yygo-
BremBopeHue we omberexxum HaucmuHa omkpoaBawomo ce Hal-20AAMO
cvbumue 8 Hawama cneyuaAHocm.

Aa Haydum noBeye, ga gagem noBeye u Ha Hawume boAHu!
Yakam ¢ HembpneHue cpewama ¢ Bcuyku Bac !

[Mpop. A-p AHHa-Mapua bopucoBa, gmH
[Mpegcegamen Ha bbvaeapcko gpy>kecmBo N0 eHgOKPUHOAO2USA

XI HayuonareHn KoHepec no eHgokpuHoAozcus, 2018



OPTAHU3AUNOHEH KOMUWTET:

[MTouemen npegcegamen
[Mpocp. Apazomup KoeB
[lpegcegamen
[Mpo. AHHa-Mapua bopucoBa
Cekpemap - Npod. L|BemaruHa TankoBa
Kacuep - A-p ArekcaHgop LLIuHko6

YreHoOBe:

[Mpoch. Mapua OpbeuoBa
[Mpodb. Kupua Xpucmo3oB
[Mpop. Muxaua boaHoB
[Mpodp. )Kyauema lepeHoBa
Aou. MBaH LluHAukoB
Aou. MaauHa NemkoBa
[Mpodp. 3gpabko KameHoB
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Macmo 3a npo6Bexgane Ha XI HayuoHaAeH KOHzpec
NO eHgOKPUHOAO2UA
[paHg xomea MAoBguB, mea/dakc: 032/ 934 346

Pecucmpauua:
Yem6Bovpmwbk, 11 okmomBpu 2018 2. om 08.00 go 20.00 uaca
Memvk, 12 okmomBpu 2018 2. om 7.30 go 18.00 vaca
Cvboma, 13 okmomBpu 2018 2. om 7.30 go 18.00 uaca
Pezucmpayuonsomo 610po Ha KoHzpeca we 6vge paznoroxxeHo 6
yeHmpaaHomo ¢pouae Ha T[PAHA XOTEA ITAOBAUB

PecucmpauyuoHHama makca Ha yyacmuuuyume Bkarouba:
Yuacmue 8 HayyHama npoezpama Ha KoHepeca, 11-13 okmomBpu 2018
Yuyacmue 6 M3aoxkbama Ha papmaueBmuuHama uHgycmpusa, 11-13. 10.
2018 a.
KoHepecHa uaHma, bagx, Npozpama, AbcmpakmHa KHu2a, KOH2pecHU
mamepuaau
Kadpe-naysu - 11, 12,13 okmomBpu
Ob6egu - 12, 13 okmomBpu
Beuepu -11, 12, 13 okmomBpu

YaeHcku BHoc 3a BAE 3a 2018 .

* 50,00 AeBa 3a cneyuaaucm, HO cb2aacHo PeweHue Ha Obwomo cbbpa-
Hue Ha BAE om 2007 2. 30,00 areBa ce npeBexkgam Ha cn. EHgokpuHoAo2ua u
20,00 aeBa ocmaBam 3a uaeHcku BHoc 6 BAE;

* 25,00 AeBa 3a cneyuaAu3aHm u gokmopaHm, HO Cba2AacHo PeweHue Ha
Obwomo cbbpaHue Ha BAE om 2007 2. 15,00 aeBa ce npeBexkgam Ha cn.
EHgokpuHoaozua u 10,00 aeBa ocmaBam 3a uaeHcku BHoc 6 BAE;
Takca-npaBoyuyacmue 6 Konzpeca:

3a uaeHobBe Ha BAE, pecucmpupaHu cbc cbomBemeH maAoH om
cnucaHue EHgokpuHoaozua 2004, IX, 2, 47
* peaucmpauua no 6aHkoB nbm go 30. 09. 2018 - 560,00 AeBa
* peaucmpauusa Ha macmo - 750,00 reBa
3a He-uaeHoBe Ha BAE
* peaucmpauua no 6aHko8 nbm go 30. 09. 2018 - 660,00 reBa
* peaucmpauua Ha macmo - 750,00 reBa

banko0 npeﬁog: 3a bvaeapcko gpyskecmBo no eHgokpuHoAO2UA
BYABAHK - kaoH LlenmpaneH, Cogpua-1000, na. CBema Hegenaa 7
barkoB kog/BIC: UNCR BGSF, IBAN: BGO6UNCR 7630 1076 2549 99
MpeBe>kga: ume u EMH Ha yuacmuuka, ET / AKLI.

4 XI Hayuonaren Konzpec no engokputnoaozus, 2018



Xl HayuoHaAeH KoHZpeC n0 eHgOKPUHOAO2UA
11-13 okmom6Bpu 2018 2oguHa

PeaucmpayuoHHo 6t0po:
PeaucmpauyuoHHomo 6topo Ha KoHepeca we 6bge paznoaoxkeHo B ueHmpaaHomo ¢polae Ha
FPAHA XOTEA - NMaoBguB.

Akpegumauyua no lMTocmoAHHOMO MeguUUuHCKO 06yyeHue
Cepmudgpukamume we 6bgam B8 yaHmume Ha yuyacmHuuume B8 XI HauuoHareH koHzpec no
eHgokpuHoaozua. Kpegumume om BAC ca om Kamezopusa b (3a koHmakmu - BAC).

CueypHocm
Haema e oxpaHa om cneuuaAu3zupaHa pupma npeg 3aaume 3a npoBerkgaHe Ha HauuoHaAHuA
KOH2pec u HowHa oxpaHa 3a M3aoxkbama Ha papmauyeBmuyHama uHgycmpua.

Xomen (oe2paHuueH 6pol Ae2aa, npuHuuna Ha NbpBua npucmuzHaa):

* ABouHa cmasa - 55,00 aeBa 3a Ae2A0 Ha HOw, KOemo e 0KoAO 25% om gedcmBumeaHama
ueHa Ha Peuenuus 8 IpaHg Xomea NMaroBguB

* BAE He 3anaawa koHcymauuasma om muHubapa 6 cmaama Ha yyacmuuka 6 KoHepeca.

Mucua u npuHyunu Ha HayuoHaAHUMe KOHZpecu u cumno3zuymu
Ha bvAzapcko gpyxkecmbBo no eHgokpuHoAO2UA

lfoguwHume HauuoHaaHu KoHepecu pecn. Cumno3uymu opzaHu3upaHu om BAE ce aBaBam macmo-
Mo 3a Hal-20AAMama 20guwHa cpewa Ha cheyuaaucmume no eHgoKpuHoAo2ua om bbazapua u
maka 4ype3 max ce hoggbprkam akagemuyHume mpaguuyuu Ha obwHocmma.

PbokoBogcmBomo Ha BAE caeg BHumameaeH nogbop kaHu camo HalU-uzmbkHamu eBponelcku u
cBemoBHU yueHu 3a yuacmue € naeHapHu Aekuuu B cbbumuama Ha ApykecmBomo u maka ce
ocbwecmBaBam cpewu ¢ Hal-coaemume ekcnepmu no gageHus npobaem u3zBbH npegeaume Ha
cmpaHama Hu.

Kamo akagemuuHo cgpyseHue BAE cbgelticmBa 3a ykpenBaHe Ha gobpume Bpb3ku ¢ hapmaueBmuu-
Hama uHgycmpua u Bcuuku UHCMUMYUUU, KOUMO UMam omHoweHue Kbm pa3zBumuemo Ha u3zcae-
goBameackama u yyebHa geHocm B o6Aacmma Ha eHgoKpuHoAo2UAMa.

lfoguwHume cpewu Ha BAE ce op2aHu3zupam maka, ye ga ce ocu2ypu akagemuyHa HezaBucumocm
Ha uzcaegoBameaume u Aekapume, KOUMO ca Hal-gobpume ,agBokamu” Ha cBoume GOAHU.

OcHoBHama uea Ha BAE e ga ce cb3gagam Bb3moxkHocmu 8 bbazapusa 3a pazBumue Ha u3caegBa-
Huama B o6Aacmma Ha eHgoKpuHOAO2UAMA, Ha ycAaoBua 3a no-6bp30 paznpocmpaHeHue Ha Heob-
XOgumume no3HaHua cpeg obWHOCMMA U Ha Pakmopu 3a YAecHeHOMO um npuAro>keHue B npak-
mukama.
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_ bvagapcko gpy)Kecde NO eHYOKpPUHOAO2USA
" XI HayuoHaneH KoHepec

N0 eHgOKPUHOAO2US

CITOHCOPMU:

Novo Nordis
Boehringer Ingelheim
Woerwag
Berlin Chemie
Astra Zeneca
Sanofi
Servier
Eli Lilly
Zentiva
Merck
Mylan
MSD
Sandoz
Pfizer
Mundipharma
Marvena
Medochemie
PCP
Amgen
Valentis
Actavis
Aquachim
Liveda Med
MLD Trading
B Braun Medica
llan
Phonix
Valeant
Bodimed
Naturproduct
Ramus
Ecomed
Perfect Medica



MPOTPAMA/PROGAMME

XI HauuoHaAeH KOHZpeC N0 eHJOKPUHOAO2UA
XI National Congress of Endocrinolog

‘ MOCKBA - MAPYK T

11 okmomBpu 2018 2oguHa

a

OmkpuBane Ha XI HauuoHaAeH KOH2pecC NnO0 eHgOKPUHOAO2UA
Mpod. AHHa-Mapua bopuco6a
[Mpegcegamen Ha bvrcapcko gpykecmBo no eHgoKpUHOAO2UA

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

_a Vuuauwe ,IMoroBa cucmema”
Mogepamop / Chair: Tpod. 3gpaBko KameHno8 / Prof. Zdravko Kamenov
110,30-10,55 yaca
XunepaHgpoz2eHUYHU CbCMOAHUA NPU >KEHU
Mpod. Mapua OpGeyoBa
110,55-11,20 uaca
3aoynompeba ¢ aHaboAHU cmepougu
Mpod. 3gpabko KameHo6
111,20-11,45 vaca
X3A - 3a u npomuB
Aou. MaauHa NMemkoBa
111,45-12,10 vaca
X3A npu mwvxeme
Mpod. 3gpabko KameHoB
12,10-12,30 yaca Auckycua

[ 12,30-13,0! . cangBuyu, 6oga, kagpe/yaii
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13,00-13,15 CameaumeHn cumno3uym / Satellite symposium - Marvena

DiaSmart - HoBa Bb3mo>kHOCM 3a 06yveHue Ha Xopa CbC 3axapeH guabem /
Diasmart - new opportunity for education people with diabetes
Aekmop / Lectorer: [poc. L |BemanuHa TaHkoBa /

Prof. Tsvetalina Tankova

13,15-13,45 Cameaumen cumno3zuym / Satellite symposium - Pfizer

CoBpemeHHu nogxogu B guaezHocmukama u AedeHUemo Ha akpomezaausma /
Contemporary approaches in diagnostics and treatment of acromegaly
Aekmop / Lectorer: Emua Ha4eB / Emil Natchev

13,45-14,05 Cameaumen cumno3uym / Satellite symposium — Mundipharma

INpeogoaaBaHe Ha npegu3BukameacmBama npu AeveHue Ha guabem mun 2 ¢ Invokana® /
Overcoming challenges in type 2 diabetes management with Invokana®
Mpod. Auyw Nymnpexm, gm / Prof. Janusz Gumprecht MD, Ph.D

MeguyuHcku yHuBepcumem Ha Cuaesus, Moawa / Medical University of Silesia, Poland

14,05-14,35 Cameaumen cumno3uym / Satellite symposium - Sandoz

HoBocmu omHocHo AeveHuemo c Vildagliptin /
New data concerning treatment with Vildagliptin
Aekmop/Speaker: A-p AumoarHema [ameBa / Dr. Antoaneta Gateva
Mogepamop / Chair: [pogp. 3gpaBko KameHo8 / Prof. Zdravko Kamenov

14,35-15,15 CameaumeHn cumno3uym / Satellite symposium - Mylan

KombuHupaHama mepanua 3a AedeHue Ha gucAunugemus - peaaHa Heobxogumocm 6
KAUHU4YHama npakmuka / Combination therapy for the treatment of dyslipidemia -
a real need in clinical practice
Aekmop / Lectorer: Aou. Nrogmuna BaagumupoBa-KumoBa /
Assoc. Prof. Ludmila Vladimirova-Kitova
Mogepamop / Chair: [pocp. L|BemanuHa TaHkoBa / Prof. Tsvetalina Tankova

15,15-16,15 Cameaumen cumno3uym / Satellite symposium — Novo Nordisk

HoBo, a nogHamo u cuaypHo / Familiar, but different from Novo
Mogepamop / Chair: Aou. NrameH NonuBaHo8 /
Assoc. Prof. Plamen Popivanov

16,15-17,15 Cameaumen cumno3uym / Satellite symposium - Eli Lilly

360p Ha mepanua npu uzdyepnaHu Bb3moXkHOCMU Ha nepopasHume cpegcmBa /
Choice of therapy when orals are no longer enough
Mogepamop / Chair: A-p L{Beman AHeeroB, Eau Auau Auabem bwvaeapus /
Cvetan Angelov MD, Lilly Diabetes

XI HayuoHnaren Konepec no engokpuHoaozusn, 2018



' 17,15-18,00 Cameaumen cumno3uym / Satellite symposium - Woerwag

[MamozeHemuyHO AeveHue Ha guabemHama HeBponamus / Diabetic neuropathy -
pathogenetic treatment
Aekmop / Speaker: lNpog. g-p Aan Ljuzaep / Prof. Dr. med. Dan Ziegler, FRCPE

3amecmHuk gupekmop Ha pabomHa epyna ,HeBponamua”

MHcmumym no KauHu4Ha guabemoaoaua Kom [epmaHcKu ueHmvp 3a guabem; LleHmdvp 3a uzcaegBaHe Ha
guabema B8 YHuBepcumema ,XalHpux XauH” 8 Atoceagopap / Stellv. Direktor Leiter Arbeitsgruppe Neuropathie
Institut fiir Klinische Diabetologie Deutsches Diabetes -Zentrum (DDZ) Leibniz-Zentrum fiir Diabetes-Forschung

an der Heinrich-Heine-Universitit Disseldorf

Mogepamop / Chair: [po. g-p L{BemanuHa TaHkoBa / Prof. Tsvetalina Tankova
KauHuveH yeHmsp no eHgokpuHoaoaus, MeguyuHcku yHuBepcumem - Cogpusa /
Clinical Center of Endocrinology, Medical University, Sofia

1 18,00-19,30 Cameaumen cumno3uym / Satellite symposium - Astra Zeneca

EcpukacHocm u 6e3onacHocm Ha Dapagliflozin 8 copgeuHo-cbgoBua koHmuHyym/
Efficacy and safety of Dapagliflozin along the cardiovascular disease continuum

Mogepamop / Chair: [pogp. AHHa-Mapus bopucoBa /
Prof. Anna-Maria Borissova

19,30 yaca

OduyuarHo omkpuBaHe Ha

XI Haquoua/\eH KOHepeC N0 EHJOKPUHOAO2UA
Mpod. AHHa-Mapusa bopuco6a
lpegcegamen Ha bvAazapcko gpyxecmBo no eHgoOKkpuHoAO2UA

Oficial Opening of XI National Congress of Endocrinology
Prof. Anna-Maria Borissova
President of Bulgarian Society of Endocrinology

I

BEYEPA ,AOBPE AOLUANY
Ipang xomea lNroBgub




3ara MOCKBA - TTAPNX
12 okmomBpu 2018 eoguHa

8,00-9,30 Cecua / Session: LLLumoBugHa xAe3a - cbBpemeHHU acnekmu
Ha guazHocmukama u AeyeHuemo / Thyroid gland - modern
aspects of diagnosis and treatment
Mogepamopu / Chairs: Npogp. PycaHka KoBayweBa, Npocp. Kupua Xpucmo3o8,
[pop. )Kyruema lepeHoBa / Prof. Rousanka Kovatcheva, Prof. Kiril Hristozov,
Prof. Julieta Gerenova

8,00-8,20
Tupeomokcuko3a - gugepeHuuaiHa guazHo3a U AedeHue
K. Xpucmo3o6
Kauruka no eHgokpuHoroeus, YMBAA ,,CB8ema MapuHa”, MY, BapHa
Thyrotoxicosis - differential diagnosis and treatment
K. Hristozov
Clinic of Endocrinology, Medical University Varna

8,20-8,40

Tupeoug-acoyuupaHama ogpmasmonamua - Kpumepuu 3a mepaneBmuyeH nogxog

P. KoBaueBa, M. CmoiiHo6Ba
Kaunuuen Lienmwsp no EHgokpuHorozaua u lfepoHmoanoeus,
MeguyuHcku YHuBepcumem, Cogpus

Thyroid-associated ophthalmopathy - therapeutic criteria and challenges
R. Kovatcheva, M. Stoinova
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

8,40-8,50
TupeomponUH—peU,enmopHu aHmMumeAa - guacHoCmu4yHO U NPOZ2HOCMUYHO 3HaveHue
TAumumpoBa, P., "Xpucmo3o06, K., 2bouebBa 4., 'CugepoBa M.
'Kaunuka no EHgokpuHoaoeua u borecmu Ha obmaHama, *LleHmpanHa KAuHUYHa Aabopamopus,
YMBAA ,C8. MapuHa”, MeguyuHcku yHuBepcumem, BapHa

Thyrotropin Receptor Antibody - diagnostic and prognostic significance

'Dimitrova R., "Hristozov K., 2Bocheva Y., 'Siderova M.
Clinic of Endocrinology and metabolic diseases; Department of Central Clinical Laboratory University Hospital
,Sv. Marina”; Medical University, Varna

8,50-9,00

EcpekmuBHocm u 6e3onacHOCM Ha egUH 2AKOKOKOPMUKOUJEH PEXUM NPU AeveHue Ha
nauueHmMu ¢ mupeoug-acouuupaHa ogpmasmonamusn: KpamKoOCPOUHU pe3yamamu
Mapua CmouHo6a, Pycanka KoBaueBa, Arekcangop LUunko6, Paruuya U6BaHoBa,

Mawka AHzero8a, MHHa AumumpoBa, lepzana MBaHoBa, AaHueaa MempoBa
MeguyuHcku yHuBepcumem, Cogpua, KAuHUYEH 4eHMbP NO EHgOKPUHOAO2UA U 2epOHMOAO2UA

XI HayuoHnaaen Konepec no eHgokpuHoaozun, 2018



Efficacy and safety of one particular glucocorticoid regimen in patients with
thyroid-associated ophthalmopathy: short-term results
Mariya Stoynova, Rusanka Kovacheva, Aleksandar Shinkov, Ralitsa Ivanova,
Mashka Angelova, Inna Dimitrova, Gergana Ivanova, Daniela Petrova
Medical University, Sofia, Clinical Center of Endocrinology and Gerontology

9,00-9,10
AuazHOCMUYHa MOYHOCM Ha exozpadpckume XxapakmepucmuKku Ha
mupeouguma Ha Xauwumomo

Xyauema lepenoBa '?, Aaman lNMNempoB3
"KauHuka no eHgokpuHoaoeus, YHuBepcumemcka 6oaHuya, * Kamegpa ,[lponegeBmuka Ha BbmpewHume
borecmu” 3 Kamegpa no coyuarHa meguuyuHa u 3gpaBeH MeHUgAKMbHM,
MeguuuHcku pakyamem, Tpakutcku yHuBepcumem, Cmapa 3azopa, bvrzapua

Diagnostic accuracy of sonographic features of Hashimoto’s thyroiditis

Julieta Gerenova '?, Damian Petrov?
"Clinic of Endocrinology, University Hospital, 2 Department of Propeudetics of Internal Diseases
3 Department of Social Medicine and Health Management, Medical Faculty, Trakia University, Stara Zagora,

9,10-9,20

CepymHu HuBa Ha KpalHUMe NPOogyKMuU Ha OKUCAEHUEMO Ha Aunugume, NpomeuHume u
HykAeuHoBume KuceAuHu npu nayueHmu ¢ Tupeougum Ha Xawumomo

Xyauema lepenoBa 2, Naauna HukonroBa3, luka Kapamanako6a?,
BeceauHna lNagxe6Ba3
'Kaunuka no EHgokpuHoaoeaus, YMBAA ,,Cm. KupkoBuy”,
2 Kamegpa lNponegeBmuka Ha BbmpewHu 6orecmu, *Kamegpa no Xumua u buoxumus,
MeguyuHcku Makyamem, Tpakutcku YHuBepcumem, Cmapa 3azopa
Serum levels of final products of oxidation of lipids, proteins and nucleic acids In patients
with Hashimoto’s thyroiditis
Julieta Gerenova ', Galina Nikolova?, Yanka Karamalakova?, Veselina Gadjeva?

'Clinic of Endocrinology, University Hospital, 2Department of Propeudetics of Internal Diseases,
3Department Chemistry and Biochemistry, Medical Faculty, Trakia University, Stara Zagora, Bulgaria

9,20-9,30

Yecmoma Ha exoepaq)CKume npegukmopu 3a MmaAucHeHOCM Npu nanuAapHU mMupeougHuU
KapuuHOMU C guamembp Nog u Hag 10 mm.

'"boaH HoHueB; "AHmoaHema Apzamcka; "Mapua Mume6a; 2PoceH Aumo6;
3SBaagumup AaHeB; *Emuaua YonoBa; Teopa2u AeBmepoB; *Atob6ocraB AumoB
'KauHuka no eHgokpuHoaoaua YMBAA ,CB. [eopeu” EAA, MeguuyuHcku YHuBepcumem [NroBqguB; 2KauHuka
no xupypaua YMBAA ,Kacnera” MeguuuHcku YHuBepcumem lNroBguB; *Kamegpa no namoaHamomua
MY TNroBguB; *OmgereHue no namoaHamomua YMBAA , Kacneaa” Meguyurcku YHuBepcumem NaroBgub;
SKauHuka no eHgokpuHoaoaua YMBAA ,Kacnera” MY, *MeguyuHcku YHuBepcumem [NroBguB

licidence of the ultrasound predictors of malignancy in papillary thyroid cancers
with a diameter less and more than 10 mm
"Boyan Nonchev; 'Antoaneta Argatska; "Maria Miteva; 2Rosen Dimov; *Vladimir Daney;
‘Emilia Chonova; °Georgi Levterov; *Liuboslav Dimov
'Clinic of endocrinology UMBAL ,Sv. Georgi”, Medical University Plovdiv,?Clinic of Surgery UMBAL ,,Kaspela”,
Medical University Plovdiv,’Department of Pathology UMBAL ,Sv. Georgi“, Medical University Plovdiv
‘Department of Pathology UMBAL , Kaspela”, Medical University Plovdiv
*>Clinic of endocrinology UMBAL ,Kaspela”, MU, *Medical University Plovdiv
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9,30-10,30 Cameaumen cumno3uym / Satellite symposium - Berlin-Chemie

EHgokpuHHu 3a60aaBaHuna u cBbp3aHume ¢ max cbpgevHocbgoBu puckoBu pakmopu /
Endocrine diseases and associated cardiovascular risk factors
Mogepamop / Chair: Aou. Maruna NemkoBa / Assoc. Prof. Malina Petkova

pe-
Y3a

11,00-12,00 Cameaumen cumno3uym / Satellite symposium — SANOFI

Mo2aeg ombAu30 Bbpxy HoBume gokazameacmBa 3a 6azaaHume uHcyauHoBu
aHaAO3Uu om 2P 2eHepauua npu AeveHue Ha 3AT2 /
A closer look at the new evidence of 2" generation basal insulins in T2D management

Mogepamop / Chair: [po. L{BemaruHa TaHkoBa / Prof. Tsvetalina Tankova

12,00-13,00 Cecua / Session: XUTMTOD®U3A U HAABbBPEYHU XXAE3U

Mogepamopu: [pog. g-p CabuHa 3axapueBa, gmH/ [1pop. g-p Mapua OpbeyoBa, gm
Chairs: Prof. Sabina Zacharieva, PhD, DMSci/ Prof. Maria Orbetzova, PhD

12,00-12,15
CyOKAUHUYeH cuHgpom Ha KywiuH2
MNpog. CabuHa 3axapueBa, gmH

KauHuyeH yeHmvp no eHgoKpuHoAO2UA U eepoHmonoaus, MeguyuHcku yHuBepcumem, Cogua

Subclinical Cushing’s syndrome
Prof. Sabina Zacharieva, MD, PhD, DMSci

Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

12,15-12,30
Mop6uuen argocmepoHu3zbm: 30-20guwieH onum
6 KAuHuuHua LleHmbp no EHgokpuHoaozua, Cocpun
MoanHa Mampo3oBa, Baagumup BacureB, Pocen PyceB, leopau [aHueB, [eopau Kupuaob,
AmaHacka EreHkoBa, CabuHa 3axapueBa
KauHuyeH yeHmsp no eHgokpuHoAo2ua u 2epoHmoaoaus, MeguyuHcku yHuBepcumem, Cogua
Primary aldosteronism: 30 years of experience in the
Clinical Centre of Endocrinology, Sofia
Joanna Matrozova, Vladimir Vassilev, Rossen Russev, Georgi Gantcheyv,
Atanaska Elenkova, Sabina Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

12,30-12,45

MemaboAumHu HapyweHuA Npu nayueHmu ¢ peoxpomoyumom: pempocnekmuBHo
npoyuBane 6 egun cneyuaaruzupaH ueHmbp 3a nocregHume 40 2ogutu (1978-2017).
A. EanenkoBa’, I. TaHueB', B. BacuaeB', 1. Mampo3o8a’, I Togopo8?, I. KupuroB',

P. MBanoBa', C. 3axapueBa’

'KAuHUYEH yeHMBP N0 EHgOKPUHOAO2UA U eepoHmonoeus, MeguyuHcku yHuBepcumem, Cogpus;

XI Hayuonanen KoHepec no eHgokpuHoaozus, 2018



2YMBAA ,ArekcaHgpoBcka®, MeguuyuHcku yHuBepcumem, Cogua

Metabolic disturbances in patients with pheochromocytoma: a retrospective study in a
single specialized tertiary center for the past 40 years (1978-2017)
A. Elenkova', G. GanchevV', V.Vasilev', J. Matrozova', G. Todorov?, G. Kirilov',

R. lvanova', S. Zaharieva'
'Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia;
2Alexandrovska University Hospital Medical University, Sofia

- 12,45-13,00

BpogeHa Hag6b0OpeuHa xunepnaa3zua npu 6b3pacmHu nayueHmu -
akueHm Bbpxy no-HeoOGuYaliHU KAUHUYHU npoabu
PobeBa P.", AngoHoBa C.?, BbxapoBa P. >4 MBaHoBa P.', CaBo8 A.?,

ErenkoBa A. ', 3axapueBa C.'

'KauHuyeH ueHmvp no eHgokpuHoaozua u eepoHmoanoaus, YCBAAE ,Akag. V6. INenveB”, MeguyuHcku
YHuBepcumem, Cogpusa, MeguyuHcku Makyamem; 2 HayuoHasHa eeHemudHa nabopamopus, YA ,MadyuH
gom”, Meguyurcku YHuBepcumem, Cocpus, Meguyurcku Dakyamem; > boaHuya no euHekoAozua u
acucmupara penpogykuyua ,A-p MaruHo8”, Cogpus; *Kamegpa no buoroaus, meguyuHcka 2eHemukKa u
mukpobuoroeus, Cogputicku yHuBepcumem ,,C8. Ka. Oxpugcku”, MegquyuHcku ¢hakyamem;

Congenital adrenal hyperplasia in adult patients -
an emphasis on the unusual clinical features
Robeva R.’, Andonova S.?, Vazharova R.?# lvanova R.", Savov A.?, Elenkova A.", Zacharieva S.
"Clinical Center of Endocrinology and Gerontology, USHATE ,Acad. Iv. Penchev”, Medical University, Sofia,
Medical Faculty; ?National Genetic Laboratory, UHOG ,Maichin dom”, Medical University, Sofia, Medical Fac-
ulty; *Gynecology and Assisted Reproduction Hospital ,Malinov DM*, Sofia; “Department of Biology, Medical
Genetics and Microbiology, Faculty of Medicine, Sofia University ,St. Kliment Ohridski”

ockBa
13,00 06ag u O6egHa MocmepHa cecua 6 3ara ‘V‘napux(

YcmHo npegcmabane Ha nocmepu Ne 1, 2,6, 8, 11, 12
(npezenmayua - 5 MUHYMU, guckycua — 2 MUHYymMu)

Mogepamopu / Chairs: Npogp. Kupua Xpucmo3zo8, Aoy. Cmecpka BrageBa,
Aou. MBan LurnaukoB, Aou. Mumko MumxoB/Prof. Kiril Hristozov,
Assoc. Prof. Stefka Vladeva, Assoc. Prof. Ivan Cinlikov, Assoc. Prof. Mitko Mitkov

" 14,00-15,30 Cecua / Session: MemaGoaumeH cungpom / Metabolic Syndrome

Mogepamopu / Chairs: Aou. Marura lNemkoBa, Aou. XKuBka boHeBa /
Assoc. Prof. Malina Petkova, Assoc. Prof. Jivka Boneva

~ 14,00-14,20
CapkoneHua u capkoneHu4yHo 3amabcmabaHe
Xubka boneBa" 16op Acb06?
'"MeguuuHcku VMilHcmumym Ha MBP, KauHuka no eHgokpuHoAoaus;
2AnekcaHgpoBcka boaHuya, KauHUKa no eHgoKpuHoAoauAa

Sarcopenia and sarcopenic obesity
Zhivka Boneva', Yavor Assyov?
'"Medical Institute — Ministry of Interior, Clinic of Endocrinology;
2University Hospital ,,Alexandrovska”, Clinic of Endocrinology
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14,20-14,30
AHaAU3 Ha 2AKOKO3HUA moAepaHC npu 6oAHU ¢ MemaboAumeH cuHgpom
_ om peaAHua xuBom
AHHa-Mapusa bopuco6a, Mopgan Baaxo6, boana LlBemanoBa, AgpuatHa MapkoBa,
ExamepuHa MoaroBa
Kauruka no eHgokpuHoAo2ua u borecmu Ha obmaHama, YHuBepcumemcka 6oaHuya Cogpuameg,
MeguuyuHcku ¢pakyamem, Cogputicku yHuBepcumem ,CBemu Kaumenm Oxpugcku”

Analysis of Glucose tolerance in patients Real-life Metabolic Syndrome
Anna-Maria Borissova, Jordan Vlahov, Boyana Cvetanova, Adriana Markova,

Ekaterina Mollova
Clinic of Endocrinology and Metabolic Diseases, University Hospital Sofiamed, Medical Faculty,

Sofia University ,,St. Kliment Ohridsky”

14,30-14,45
Aaau uHcyauHoBama peucmeHmocm e kaouoB peayramop Ha mecmocmepoHoBama

akmuBHocm npu mouxe C memaboAumeH CUHgpOM

Kama Togopo6a’, Buoaema PuaueBa’, Mapuana leHo8a?, CuaBusa laneBa’
'"MeguuuHcku yHuBepcumem, laeBeH, *‘MeguyuHcku yHuBepcumem, Cocpua

Is the insulin resistance a key regulator on the testosterone activity
in men with metabolic syndrome
Katya Todorova', Violeta Rilcheva', Mariana Genova?, Silviya Ganeva'
'Medical University, Pleven, Bulgaria; °Medical University, Sofia, Bulgaria

14,45-15,05
MepuBackyaapHa macmHa mbkaH U HeHOMO 3HavyeHue 3a uHcyauHoBama
pe3zucmeHmHoCm, 3axapHua guabem u cbgoBume 3aboaaBaHun
Maauna lNemko6a
YHuBepcumemcka boaHuya ,Ao3zeHey”, MeguyuHcku gpakyamem, CY

Perivascular Fat and its Role in Vascular Disease, Insulin Resistance and Diabetes
Malina Petkova
University Hospital ,Lozenetz”, Medical Faculty, SU

15,05-15,20

Auabem, 3amabcmaBaHe u memaboAumeH cuHgpom B8 GbAa2apckama nonyaauua — aHaAu3
Ha npegcmaBumeaHa u3zBagka om 6bA2apckomMo HaceAeHue
. BaaxoB', A-M. bopucoBa’, AA. LLlunkoB6?, A. AakoBcka'’, T. MemanoB8a?,

M. HukonroB8a?
'"MeguuuHcku gpakyamem, CY ,,C8. KaumeHm Oxpugcku®; *MeguyuHcku yHuBepcumem, Cocpua

Diabetes, obesity and metabolic syndrome in Bulgarian population - analysis of
a representative Bulgarian cohort
Y. Vlahov', A-M. Borisova', Al. Shinkov?, L. Dakovska', T. Metalova?, M. Nikolova?
'Medical Faculty, Sofia University St. Kliment Ohridski; 2Medical University, Sofia

1 Auckycusn
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- 15,30-16,30 Cameaumen cumno3uym / Satellite symposium - SERVIER

AeyeHuemo Ha guabema? Bbnpoc Ha baaaHc / T2D treatment? A question of balance
MexgyHapogen aAekmop: [Tpog. AaBuge KapBaro
International speaker: Prof. Davide Carvalho (Portugal)
Aekmop / Speaker: [Tpogp. 3gpaBko KameHo8 / Prof. Zdravko Kamenov
Mogepamop / Chair: [pog. AHHa-Mapua bopucoBa /

Prof. Anna-Maria Borissova
e-
3a

- 17,00-18,00 Cecus / Session: Hapywenua 6 kocmHua u MuHepaneH obmeH /
Disturbances in bone and mineral metabolism

Mogepamopu / Chairs: [lpocp. Muxaua boaHoB, Aou. Nramen [NonuBaHoB /
Prof. Mihail Boyanov, Assoc. Prof. Plamen Popivanov

- 17,00-17,15
KAuHUKO-A@abopamopHU u exozpadpcku Xxapakmepucmuku npu nayueHmu ¢ nbpBuveH
5 Xxunepnapamupeougu3bm ¢ 6bOpeUHo 3acazaHe
. Baaxo6', M. Hukonro6a?, I. U6ano6?, T. LioueBa?, P. HukoaoBa?, BA. MuaeHo6a?, P.

Kpbcmeba?, P. Axkepacu?, b. bo2062, M. boaHo6?, 3. KameHo8?
'KauHuka no eHgokpuHoaoaus, YMBAA ,Cogpuameg”, CY, Cogpus; *YMBAA ,ArekcaHgpoBcka”, MY, Cogpua

Clinical-laboratory and ultrasound characteristics in patients with primary
hyperparathyroidism with renal involvement
J. Vlahov', M. Nikolova?, G. Ivanov?, T. Tsocheva?, R. Nikolova?, VI. Milenova?,

R. Krasteva?, R. Djerassi?, B. Bogov?, M. Boyanov?, Z. Kamenov?
'Clinic of Endocrinology, University Hospital Sofiamed, Medical Faculty, Sofia University; 2University Hospital
Alexandrovska, Medical University, Sofia

- 17,15-17,30
Hawuam onum 6 yampazBykoBama gemekuusa Ha hapamupeougHa xunepnaazua npu
nayueHmu ¢ XpoHu4Ho 6bbpeuHo 3aboaaBare Ha xpoHuoguaAu3a
ToweBa I.", Cugepo6a, M.", Xpucmo3o6 K., CmatkoBa C.2

'KauHuka no EHgokpuHoaozua u boaecmu Ha ObmaHama, 2KauHuka no guaau3a,
YHuBepcumemcka 6oaHuua ,,C8. MapuHa”, BapHa

Our experience in ultrasound detection of parathyroid hyperplasia in patients with chronic
kidney disease treated by hemodialysis

Tosheva G.', Siderova M., Hristozov K.!, Staykova S.2
'Clinic of Endocrinology and Metabolic diseases, University Hospital ,St.Marina”, Varna

- 17,30-17,45
Bpb3ka mexxgy cepymHume HuBa Ha 25(OH) Bumamun D ¢ pa3audHu nokazameau 3a
ougeHKa Ha 3amAabcmaBaHemo Npu NauueHmMuU CbC 3axapeH guabem mun 2 Ha nepopasHa
aHmuguabemHa mepanus
A. bakaro6', M. boano8’, A. LlakoBa?

bwvazapcko ApyxecmBo no Engokpurorozua 15



&

/pr

e
[

S

'KauHuka no eHgokpuHorozus, Kamegpa BbmpewHu 6orecmu; 2°Kamegpa no KAuHU4YHa Aabopamopus u
KAUHUYHa umyHoroeus, YMBAA ,,ArekcaHgpoBcka”, MeguuyuHcku yHuBepcumem, Cogua

Correlations of serum 25(OH) vitamin D levels with different indices of obesity in type 2
diabetes patients on oral antidiabetic drugs

D. Bakalov', M. Boyanov', A. Tsakova?
'Clinic of Endocrinology and Metabolism, Department of Internal Medicine, University Hospital Alexandrovska,
Medical University Sofia; 2Department of Clinical Laboratory and Clinical Immunology, University Hospital Alex-
androvska, Medical University Sofia

17,45-18,00
AeyeHue Ha ocmeonopo3ama u geHmaAHo 3gpaBe

A-p Hamaaua Temeako6a, gou. I. MonuBano6
AnekcaHgpoBcka boaHuya, Cocpua

Osteoporosis treatment and dental health
Dr. Natalia Temelkova, Assoc. Prof. Dr Plamen Popivanov MD
Aleksandrovska Hospital, Sofia

18,00-19,30 Cameaumen cumno3zuym / Satellite symposium - Boehringer Ingelheim

CuHepauyeH nogxog B8 reveHuemo Ha 3AT2: 2AuKeMUYEH KOHMPOA NAIOC
kapguonpomekuua / Synergistic approach in T2D treatment: glycaemic control plus
cardioprotection
Mogepamop / Chair: Tpod. AHHa-Mapua bopucoBa /

Prof. Anna-Maria Borissova
Aekmopu / Lecturers: Npo. L|Bemanuna TaHkoB8a, Npod. 3gpaBko KameHoB, Aou.
Nramen MonuBaHoB / Prof. Tsvetalina Tankova, Prof. Zdravko Kamenov,

Assoc. Prof. Plamen Popivanov

20,00 yaca

Beuepa ,Cpewa c npuameau” 1
bwvAzapcko gpyxxecmBo no eHgOKpUHOAO2UA ‘ ‘
Ipang xomea lNroBqgub '




3ara MOCKBA - INMAPUXK
13 okmomBpu 2018 ecoguHa

-3,00-1 0,00 3axapeH guabem / Diabetes mellitus

Mogepamopu / Chairs: Tlpo. L|BemaauHa TaHkoB8a, Npod. Apazomup KoeB /
Prof. Tsvetalina Tankova, Prof. Dragomir Koev

~ 8,00-8,20
HoBu cmangapmu 2018 2 3a AeueHue Ha guabema 6 cmapuecka Bb3pacm
Apazomup Koe6B

BoeHHa meguyuHcka akagemus, Mopcka 6boaHuya, BapHa

New standards in 2018 for the treatment of elderly diabetic patients
Dragomir Koev
Military Medical Academy - Naval Hospital Varna

 8,20-8,35

NMoBuweHu HuBa Ha thyoredoxin interacting protein (TXNIP) npu nayueHmu ¢ npeguabem
8 cpaBHeHue ¢ HOpMO2AUKEMUYHU KOHMPOAU

AnmoaHema lame6a’, 16op Acv06.', Ageauna Llako6a?, 3gpaBko KameHo6'
"KauHuka no eHgokpuHorozus, YMBAA ,ArekcaHgpoBcka®;
2| JleHmpanHa kauHUYHa Aabopamopus, YMBAA ,,ArekcaHgpoBcka”

Higher levels of thyoredoxin interacting protein (TXNIP) in patients with prediabetes
compared to obese normoglycemic subjects

Antoaneta Gateva', Yavor Assyov', Adelina Tsakova?, Zdravko Kamenov'
'Clinic of Endocrinology, University Hospital ,Alexandrovska®,
2Central Clinical Laboratory, University Hospital ,,Alexandrovska”

- 8,35-8,50

OugeHka Ha 2Aatoko3Hama BapuabuaHocm npu Auya ¢ npeguabem ¢ NPOGHLAXKUMEAHO
2AIOKO3HO MOHUMOpUpaHe

HeBena YakwvpoBa, Pymana AumoBa, lpema Ipo3eBa, Li6emaruna TankoBa
KauHuyeH yeHmsp no eHgokpuHoAo2uA u 2epoHmoanoaus, MeguyuHcku YHuBepcumem Cocgpua

Assessment of glucose variability in subjects with prediabetes by continuous
glucose monitoring

Nevena Chakarova, Rumyana Dimova, Greta Grozeva, Tsvetalina Tankova
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

 8,50-9,00

OueHka Ha Bpb3kama mexkgy aBmoHomHama yHKuua u 2Aa0ko3Hama BapuabuaHocm,
uHcyauHoBama pe3ucmeHmuocm u okcugamuBHua cmpec npu npeguabem
Pymana AumoBa, He6ena YakvpoBa, lpema Ipo3eba, LiIBemaruna TankoBa,
leopau Kupunro6
KaunugeH yeHmwvp no eHgokpuHoAoz2ua u eepoHmoanoaus, Meguuyurcku YHuBepcumem, Cogpua
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Evaluation of the relationship between autonomic function and glucose variability, insulin
resistance and oxidative stress in prediabetes
Rumyana Dimova, Nevena Chakarova, Greta Grozeva, Tsvetalina Tankova,
Georgi Kirilov
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

9,00-9,15
PoAa Ha aHmumeaa kbm UuHKOB mpaHcnopmep 8 (ZnT8) 6 guacHo3ama Ha
3axapeH guabem mun 1
Ipema lpo3eBa, HeBena YakvpoBa, Pymana AumoBa, Mauana AmanacoBa,
LLBemaauna TaHkoBa
KauHuyeH yeHmwvp no eHgokpuHoAo2ua u 2epoHmoaoaus, MeguyuHcku YrHuBepcumem Cocpua

The role of zinc transporter 8 (ZnT8) antibodies in the diagnosis of type 1 diabetes
Greta Grozeva, Nevena Chakarova, Rumyana Dimova, Iliana Atanasova,
Tsvetalina Tankova
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

9,15-9,30

Cmpeco6a XunepzAaukemua npu nayueHmu ¢ oCmdbp ucxemuydeH mMo3byeH UHCYAM

Xanema flneBa’', Muaa boagxueBa’, Kupua Xpucmo3o8', Muxaea Llaama-MaageHo6?
'KauHuka no eHgokpuHoaozaus, MBAA ,,C6.MapuHa”, BapHa,
2KauHuka no HeBponoeus, MBAA ,CB.MapuHa”, BapHa

Stress hyperglycemia in patients with acute ischemic stroke

Zhaneta Yaneva', Mila Boyadjieva’, Kiril Hristozov', Mihael Tsalta-Mladenov?
'Department of Endocrinology, University Hospital, Varna, 2Department of Neurology, University Hospital, Varna

9,30-9,45

Pe3yamamu om npuaoxxeHuemo Ha xubpugHu cucmemu 3a uzkycmBeH naHkpeac npu
ObA2apcKu geua U mAagu xopa ¢ guabem

Maa KoncmaumuHo®6a', Koxxak M.2, Page8 P.3, lNangoBa P4, Aumo6a X.* u leopzue6 P.5
'bbA2apCKO HAUUOHAAHO CgpYXKeHue N0 gemcka eHgokpuHoAoaus, *AndroidAPS, lNpaeza, Yewka Penybauka,
3 CgpyrxkeHue ¢ HecmonaHcka uea ,Kyamypa 6e3 epaHuyu”, *Local Insurance Company

Results for the therapy with open source artificial pancreas systems in Bulgarian children
and young people with diabetes

Konstantinova M., 2Kozak M., *Radev R., *Pandova R., 3Dimova H. and **Georgiev R.
'Bulgarian National Society of Pediatric Endocrinology Sofia, Bulgaria, AndroidAPS, Prague, Czech Republic,
3Association , Kulture without borders” # Local Insurance Company.

9,45-10,00
MemaboAumHa xupypaus 3a AedeHue Ha 3axapeH guabem mun 2 -
gecem 2oguweH onum
MBaiiro LiBemkoB', Abue3ap Ao3aHo6%, Auana MuaeBa3, Pocen Tywe®6?,

Aumumap LlaHko6*
'Kparcka boaHuya bopHemym, Beaukobpumarus, 2YMBAA Tokyga, Cogpus, *boaHuya Buma, Cocpus,
YYMBAA ,,CBema MapuHa”, [MreBeH

Metabolic surgery for treatment of diabetes type 2 -ten years experience
Ivaylo Tzvetkov', Luchezar Lozanov?, Diana Mileva3, Rosen Tushev?, Dimitar Tzankov*
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'Royal Bournemouth Hospital, UK, 2University Hospital Acibadem-Tokuda, Sofia, 3Private Hospital Vita, Sofia,
“University Hospital ,Sveta Marina”, Pleven

- 10,00-11,00 Cameaumen cumno3uym / Satellite symposium - MERCK

Auabem mun 2 u npeguabem - cumyauuama 6 bvazapua. Macmomo Ha
MmegukameHmume ¢ ygbaxeHo ocBoborkgaBaHe 8 cbBpemeHHUMe cxemu 3a AeveHue /
Diabetes types 2 and prediabetes - situation in Bulgaria. The place of the oral medication

with sustained release in the up to date treatment regiments
Mogepamop / Chair: TNpod. AHHa-Mapua bopucoBa / Prof. Anna-Maria Borissova

L
a
3ara MAOBAUB S |

'~ 11,30-13,00 Cameaumen cumno3uym / Satellite symposium - NOVO NORDISK
Memam kbm obwume ueau / The Way towards shared goals
Mogepamopu / Chairs: Tpod. Aou. Muaa boagxueBa, INpod. AceH lygeB/

Assoc. Prof. Mila Boyadjieva, Prof. Assen Goudev,
13,00-14,0 06ag u O6egHa MocmepHa cecua 6 3ara

oCKBa'
[lapuX

YcmHo npegcmabane Ha nocmepu Ne 15, 19 22, 23, 24, 29, 31
(npe3eHmayua - 5 MUHYMuU, guckycua — 2 MUHymu)
Mogepamopu / Chairs: [Tpog. Muxaua boaHo8, [pog. )Kyruema [epeHoBa,

Aou. Kama TogopoBa, Aou. XKuBka boHeBa/ Prof. Mihail Boyanov,
Prof. Julieta Gerenova, Assoc. Prof. Katya Todorova, Assoc. Prof. Jivka Boneva

3arna MOCKBA - MAPUX S

 14,00-14,45 Cecua / Session: 3axapeH guabem / Diabetus mellitus

Mogepamop / Chair: TMpod. L|BemaauHa TavkoBa /
Prof. Tsvetalina Tankova

NAFLD and NASH in Obesity and Diabetes: from
Pathophysiology to Treatment
Aekmop / Lecturer: Tpod. Aok Ban laaa / Prof. Luc Van Gaal, Antwerp, Belgium

-4,45-1 5,45 Cecua / Session: Pegku 3a60Aa6aHua 6 o6Aacmma Ha
mupeougHama u KoCmHa namoaozus /
Rare diseases in the field of thyroid and bone pathology

Mogepamopu / Chairs: INpod. 3gpaBko KameHo8, Aou, MBaH LluHaukoB /
Prof. Zdravko Kamenov, Assoc. Prof. Ivan Cinlikov

- 14,45-15,00
OcmeozeHe3uc umnepgekma npu Bb3pacmHu
. MonuBano6, H. TemeakoBa, A. lepzanoBa
OmgeAeHue no KAUHUYHA geH3umomempua u KoCmHu memaboaumHu 3aboaaBaHus, YMBAA
LJArekcaHgpoBcka”, Copua
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Osteogenesis imperfecta in adults

P. Popivanov, N. Temelkova, A. Gerganova
Department of clinical densitometry and bone metabolic diseases, University Hospital ,Alexandrovska®, Sofia

15,00-15,05
CvyemaHue Ha ocmeozeHe3uc umnepgeKkma u NaHXuNoNUMyumapu3bm —
KAUHUYEH cAyyal

AHmoaHema Apzamcka, boaH HoHue®, INMpecuana HazoroBa, Mapua Opb6euyoBa
Kauruka no EHgokpuHoaoaus, YMBAA ,CB. [eopeu” NroBgub

Cekyua EHgokpuHoao2us, Bmopa kamegpa no BbmpewHu 6orecmu, MY MroBgub

Osteogenesis imperfecta and panhypopituitarism - a case report

Antoaneta Argatska, Boyan Nonchev, Presiyana Nyagolova, Maria Orbetzova
Clinic of Endocrinology, UMHAT ,Sv. Georgi” Plovdiv

Section of Endocrinology, Second department of internal disease, Medical University Plovdiv

15,05-15,15

KocmHu npomeHu npu 6oaecmma Ha Gaucher
A-p Hamaaua TemeakoBa, gou. A-p Naramen MonuBano6
YMBAA ,ArekcaHgpoBcka”, Coghua

Bone Changes in Gaucher Disease
Dr. Natalia Temelkova MD, Assoc. Prof. Dr Plamen Popivanov, PhD

Alexandrovska Hospital, Sofia

15,15-15,30
BmopuueH xunepmupeougu3bm-KAUHUYEH cAyyall

M. NMemko6Ba, K. brazoeBa
YHuBepcumemcka boaHuua ,Ao3eHey”, MeguuuHcku gpakyamem, CY

Secondary Hyperthyroidism: Case Report
M. Petkova, K. Blagoeva
University Hospital ,Lozenetz”, Medical Faculty, SU

15,30-15,40
Ocpmaamonamua NpU MaAU2HEH NPOUEC — gudpepeHyUarHa guazHo3a C
mupeoug-acouuupaHa ogpmamonamus
M. CmanueB'?, C. NMempoB'?, A. UaueB'?, M. OpGeuyoBa'?

"Cekyua no EHgokpuHoaoeaua, Bmopa Kamegpa no BbmpewHu 6orecmu, MM, MY, lMroBgub;
2KauHuka no EHgokpuHoroaua u borecmu Ha obmaHama, YMBAA ,,CB. leopeu”, [TroBgubB

Ophtalmopathy due to malignancy - differential diagnosis with thyroid-associated
ophtalmopathy

P. Stanchev'? S. Petrov'?, D. lliev'?, M. Orbetzova'?
"Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University of
Plovdiv, 2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv

15,40-15,45
[11BaHOM Ha wulHa obAacm - KAUHUYEH cAyyad
'boaH HoHueB, 2Poced AumoB, *(Emuaruna YoHnoBa, '"AHmoaHema Apzamcka,
"Mapua MumeBa, 'lMaBear CmanueB, "Mapua Opbeuoba
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'KauHuka no eHgokpuHoaoaua YMbBAA ,C8. Teopeu” EAA, Meguuurcku YHuBepcumem [NroBgub; *KauHuka
no xupypaua YMBAA ,Kacnera” MeguuuHcku YHuBepcumem [roBguB; *OmgereHue no namoaHamomua
YMBAA ,Kacnera” MeguyuHcku YHuBepcumem [NroBguB

Schwannoma of the neck - a case report
"Boyan Noncheyv; ?Rosen Dimov; 3Emilia Chonova; 'Antoaneta Argatska; "Maria Miteva;
"Pavel Stanchev; "Maria Orbetzova
'Clinic of endocrinology UMBAL ,Sv. Georgi“, Medical University Plovdiv, 2Clinic of Surgery UMBAL ,Kaspela”,
Medical University Plovdiv, *Department of Pathology UMBAL ,Kaspela”, Medical University Plovdiv

- 15,45-16,45 Cecua / Session: Pegku KAUHUYHU CAYyYau

Mogepamopu: INpod. g-p CabuHa 3axapueBa, gmH, [1pog. g-p Mapusa OpbeyoBa, gm
Moderators: Prof. Sabina Zacharieva, PhD, DMSci, Prof. Maria Orbetzova, PhD

- 15,45-15,55
PeuuguBupaw, agpeHoKopmukaAeH KapuuHOM NPU MAAga >KeHa C
goka3zaHa mymauua 8 p53 2eHa - 5-2oguwHo npocaegaBaHe
A. Hanko6a, A. EreHkoBa, P. Pobe6a, C. 3axapueBa
Recurrent adrenocortical carcinoma in a young woman with a proven
p53 mutation: 5-year follow-up

Nankova A, Elenkova A, Robeva R., Zaharieva S.
Clinical Centre of Endocrinology and Gerontology, Medical university, Sofia, Bulgaria

- 15,55-16,05
Pagbk cAayyau Ha eHgoOKpUHHa XunepmoHuA

Aumumpo6a P, Lluwko6 C, boagxueBa M, Xpucmo306 K.
YMBAA ,,C8ema MapuHa”, BapHa

A rare case of endocrine hypertension
R. Dimitrova; S. Shishkov; M. Boyadzhieva; K. Hristozov
Department of endocrinology UMHAT ,St. Marina” Varna

 16,05-16,15

[TauueHmM cbc cuHgpom Ha KaauHpeamep, cuHgpom Ha KywuHz u
gedouyum Ha cpakmop V Leiden
HazonoBa .72, MaBaro6a M. "2, Op6eyoBa M. 2
"'Cekyua no EHgokpuHoroaus, Bmopa Kamegpa no BempewHu 6orecmu, MM, MY, [TroBgub;
2 KauHuka no EHgokpuHoAoeua u borecmu Ha obmanama, YMBAA ,CB. [eopau”.

A patient with Klinefelter’s syndrome, Cushing’s syndrome, and Leiden factor V deficiency
Nyagolova P."?, Pavlova M."?, Orbetzova M. '
" Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University of
Plovdiv; 2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv.

- 16,15-16,25

Pagbk cayyal Ha uzBbHXunogu3Ha cekpeyus Ha NPOAAKMUH NPU NauueHmKa ¢ Muoma

KameHo6a Teogopa, Po6eBa Paaruua, MBaHo6a Paguna, EAeHkoBa AmaHacka,
3axapue6a CabuHa
KauHugeH yeHmwvp no eHgokpuHoAo2ua u eepoHmoaoeaus, MeguuyuHcku YHuBepcumem - Cogpua

A rare case of extrapituitary secretion of prolactin in a patient with myoma
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Kamenova Teodora, Robeva Ralitsa, Ivanova Radina, Elenkova Atanaska, Zacharieva Sabina
Clinical Center of Endocrinology and Gerontology, Medical University - Sofia

16,25-16,35
Cayyal Ha 2acmpouHmecmuHareH cmpomareH mymop (TMICT) npu navueHmka ¢
mymauua 6 2eHa 3a SDHA

Pyce6 Pocen, Mampo3o6a Moanna, EAenkoBa Amanacka, 3axapue6a Cabuna
KauHuueHn ueHmvp no eHgokpuHoAo2uAa u eepoHmonoaun, MeguuyuHcku YHuBepcumem - Cocpua

A clinical case of SDHA-mutation carrier with GIST
Rusev Rosen, Matrozova Joanna, Elenkova Atanaska, Zaharieva Sabina
Clinical Center of Endocrinology and Gerontology, USHATE ,,Acad. Iv. Penchev”

16,35-16,45
Pagbk Aatigu2oB cmpomarHo-kKAembyeH mMymop Ha atuvHuka, npegcmabaw, ce ¢
BupuAu3zauua npu npemeHonay3aAHa >keHa: KAUHUYeH caydad
M. MumeBa'?, M. Op6euoBa'?, A. UrueB'?, E. MopazoBa3
"Cekuyua no EHgokpuHoaoaus, Bmopa Kamegpa no BbmpewHu 6orecmu, MM, MY, lMroBgub; ? KauHuka

no EHgokpuHoroeusa u borecmu Ha obmaHama, YMBAA ,C8. leopeu”, IroBguB; * Kamegpa no Obwa u
KAUHUYHa namoaoaus, MO, MY, INroBgubB

A rare ovarian, Leydig stromal cell tumor, presenting with virilization
in a premenopausal woman: a case report
M. Miteva'?, M. Orbetzova'?, D. lliev'?, E. Poriazova3
" Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University of
Plovdiv; 2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv;
3 Department of General and Clinical Pathology, Faculty of Medicine, Medical University of Plovdiv

s

Y3a

17,10-18,10  Cecua / Session: Ipuxu 3a 6pemeHHuUmMe npu guabem u mupeougHu
HapyweHua / Pregnancy care in diabetes and thyroid disorders
Mogepamopu / Chairs: pod. AHHa-Mapusa bopucoBa,
Mpod. LiBemaauHa TaHkoBa / Prof. Anna-Maria Borissova, Prof. Tsvetalina Tankova
17,10-17,15
[Mogxog kbm BpemeHume cnopeg lNpenopbkume Ha ADA2018
AHHa-Mapua bopuco6a
YHuBepcumemcka 6orHuya Cogpuameg, M®, Cocputicku yHuBepcumem ,,C8emu Kaumenm Oxpugcku”

Approach to pregnant women according to ADA’2018 Recommendations
Anna-Maria Borissova
University Hospital Sofiamed, Medical Faculty, University of Sofia ,St. Kliment Ohridsky”

17,15-17,40

CvBpemeHHo AeveHue Ha 3axapeH guabem npu GpemeHHOCM
LlBemaauHa TankoBa
KaunuveHn yeHmwvp no eHgokpuHoAoz2ua u eepoHmoaoaus, MeguuyuHcku yHuBepcumem, Cogpua

Current treatment of diabetes during pregnancy
Tsvetalina Tankova
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia
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- 17,40-17,50
CKpuHUH2 3a 2eCmayuoHeH 3axapeH guabem - Hacmoawe u bbgewe
Mapua boagxueBa’, Mnuana Amanaco6a’, LiBemaauna Tanko6a', CabuHa 3axapueBa’,
BeHema Cmoiiko6a?
'KauHuveH yeHmwvp no eHgkkpuHoroaus, YCBAAE ,Akag. MBan NeH4yeB”, MeguyuHcku YHuBepcumem,
Cogpus; ? YHuBepcumemcka 6oAHUYa no akywepcmBo u euHekoroaua ,MalduH gom”,
MeguyuHcku YHuBepcumem, Cogpus

Screening for gestational diabetes mellitus - now and then
Maria Boyadzhieva’, lliana Atanasova’, Tsvetalina Tankova', Sabina Zacharieva’,

Veneta Stoikova?
'Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia; 2University Hospital of Obstetrics

and Gynecology ,,Maichin dom?”, Medical University, Sofia

 17,50-18,05
Kamnanua Ha BAE 3a cbxpaHaBaHe uHmeAaekmyaAHUA nomeHyuaA Ha GbA2apckama nonyaauus
Mpod. AHHa-Mapusa bopuco6a om umemo Ha bbazapcko gpyxkecmbo no
€HJOKpUHOoAO2UA
BDE campaign to preserve the intellectual potential of the Bulgarian population
Prof. Anna-Maria Borissova on the behalf of Bulgarian Society of Endocrinology

18,05 Auckycua
~ 18,10-18,50 Cameaumen cumno3uym / Satellite symposium - ZENTIVA
Ezetimib-Quo Vadis
Mogepamop / Chair: Aou, Cmedpka BaageBa / Assoc. Prof. Stefka Vladeva
~ 18,50-19,30 CameAumen cumno3uym / Satellite symposium - MSD

NHgpopmuparo mepaneBmuuHo peweHue npu navueHmu ¢ guabem mun 2 / Informed
treatment decision in patients with type 2 Diabetes
Mogepamop / Chair: Tpod. AHHa-Mapua bopucoBa / Prof. Anna-Maria Borissova

19,30-19,40 yac

3akpubBaHe Ha XI HauyuoHaAeH KOH2peC N0 eHJOKPUHOAO2UA
Mpod. AHHa-Mapua bopucoBa
Mpegcegamea Ha bbAazapcko gpyxecmBo no eHgokpuHoAO2UA

Closing ceremony of XI National Congress of Endocrinology
Prof. Anna-Maria Borissova
President of Bulgarian Society of Endocrinology

20,00 yaca

Beuepa , AoBuxgaHne”
bwvAzapcko gpyxxecmBo no eHgOKpUHOAO2UA
Ipang xomea lNroBgub
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Axyzene Apuumboago ,llporem*, 1579, MuraHo
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Mocmepume ce uznpawam 6 2omo6B erekmponeHn 6ug nog popmama Ha achuw (no
Mo3u Ha4yuH ce ujnpawam u 6 neyamHuuya 3a uzzomBane Ha xapmueH acpuwi), 3a ga ce
npe3eHmMupa Ha eAeKmpoOHHA gbcka u ga 6bge npoyuemen om uHmepecyBawume ce no
gageHua npobAem.

3a ycmHo npegcmaBane ce nogecom6a u 6apuanm 3a npesenmayua (power point)
C 4-6 cAaliga u pazuem 3a npe3eHmMayua go 5 muHymu u guckycua go 2 muHymu 6 ocHo6-
Hama 3aAa no Bpeme Ha O6egHama nouubka 6 ghume 12 u 13 okmomBpu. PecaameHmsbm
we ce cnazBa cmpukmHo.

B NMpozpamama Ha KoHzpeca we ce nocoyam Homepama Ha nocmepume 3a YcmHo
npegcmaBane (go 6 caaliga) - Ha 12 okmomBpu Ne1, 2, 6, 8, 11, 12, a Ha 13 okmomBpu Ne
15, 19, 22, 23, 24, 29, 31.

lNocmepu no pega Ha Cecuume:

m (YcmHo npegcmaBaHe)

AgunoHeKMuUH U AunugeH npoguA Npu NayueHmu ¢ Xunomupeougu3jsbm u
3amabcmabBane
Avue3ap Ao3aHoB, Beceaura KoaeBa, AecucaaBa lopueBa, bolka KocmoBa, PagocaaB bopuco®,
boan AozaHoB
Kaunuka no BsmpewHu borecmu, EHgokpuHHo omgereHue, Agokubagem Cumu KauHuk, Tokyga boaHuya
Adiponectin and Lipid Profile of the Patients with Hypothyroidism and Obesity
Lachezar Lozanov, Vesselina Koleva, Dessislava Gortcheva, Boyka Kostova, Radoslav Borissov

and Boyan Lozanov
Clinic of Internal Diseases, Endocrine Dept, Acibadem City Clinic Tokuda Hospital

(YcmHo npegcmaBanre)

AuazHoCmuyHa CMOUHOCM Ha ex02padCcKkomo U YUMoAo2u4Homo ujcaegBane
npu gudepeHyupaH mupeougeH KapuuHOM
MuHa AumumpoBa, PycaHka KoBaueBa, ArekcaHgop LLIunkoB, Paauua BaHoBa,
Paguna MBaHoBa, Kaaun BuguHoB

KAauHu4eH yeHmsbp no eHgoKpuHoAO2UA U 2epoHmonoaus, MeguuyuHcku yHuBepcumem, Cogua
Diagnostic value of ultrasound investigation and cytology in differentiated thyroid cancer
Inna Dimitrova, Roussanka Kovatcheva, Alexander Shinkov, Ralica Ivanova, Radina lvanova,
Kalin Vidinov
Clinical center of Endocrinology and Gerontology, Medical University, Sofia

buomapkepu Ha okcugamu6BHua cmpec npu nayueHmu ¢ mupeougum Ha
Xawumomo, uzcaegBanu c EMNMP cnekmpockonua

XKyauema lepeHoBa '?, lTaauHa HukonoBa?, SHka KapamanakoBa?, BeceauHa lagxeBa’
"Kauruka no EHgokpuHoaoaus, YMBAA ,[pog. Cm. KupkoBuy”? Kamegpa NponegeBmuka Ha BbmpewHu

b6orecmu, * Kamegpa no Xumua u 6uoxumus, M®, Tpakuticku YHuBepcumem, Cmapa 3azopa
Real Time Oxidative Stress Biomarkers Measured In Patients with Hashimoto’s thy-
roiditis - An Electron Paramagnetic Resonance Study

Julieta Gerenova '?, Galina Nikolova?®, Yanka Karamalakova?, Veselina Gadjeva?
'Clinic of Endocrinology, University Hospital, 2Department of Propeudetics of Internal Diseases, 3Depart-
ment Chemistry and Biochemistry, Medical Faculty, Trakia University, Stara Zagora
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HegocmamwbuHocm Ha Bucokume go3u Ae6omupokcud npu aBmoumynen
xunomupeougu3bm: Edhekm Ha 2Al0KOKOpMuUKOUgHamMa nyac-mepanus

AecucaaBa lopueBa’, Avuesap b. AozaHoB', Beceaura KoaeBa !, Camyua Pecpemodp ?, boaH AozaHoB'!
"Agkubagem Cumu KauHuk Tokyga 6oaHuua, KauHuka no BbmpewHu borecmu, FHGOKpUHHO

omgenerue; 2 YHuBepcumem Ha Yukazo, MeguyuHcku yeHmop, Yukaeo, ViauHouc, CALL]
Insufficiency of High Doses Levothyroxin in Autoimmune Hypothyroidism: Effect

of Glucocorticoid Pulse Administration

Dessislava Gortcheva', Lachezar B. Lozanov', Vesselina Koleva', Samuel Refetoff?, Boyan Lozanov'

'Acibadem City Clinic Tokuda Hospital, Clinic of Internal Diseases, Endocrine Depart. (2) The University of
Chicago, Medical Center, Chicago, Illinois, USA

Kauecm6o Ha >xu6om npu nayueHmku ¢ aBmoumyHeH mupeougum
M. lNMemkoBa, K. brazoeBa, M. PaueBa
Cogputicku yHuBepcumem, MeguuyuHcku ¢pakyamem, Y6 ,ANozeHey”, Cogpua
Quality of life in patients with autoimmune thyroiditis

M. Petkova, K. Blagoeva, M. Racheva
SU, Medical Faculty, UH ,Lozenetz”, Sofia

(YcmHo npegcmaBane)

Llupkyaupawume CD3(+)CD4(+)CD28(-) T Aumc¢pouyumu He ca yBeauueHu npu
nayueHmu ¢ abmoumyHeH mupeougum
P. MekoBa', M. boaHoB ', A. bakaroB', C. AecuukoBa?, A. LlakoBa?, )X. XpucmoBa?
"KAuHuka no eHgokpuHoAoaua u borecmu Ha obmaHama, Kamegpa no BbmpewHu borecmu, YMBAA

LArekcargpoBcka®, MY Cocpus; 2 Kamegpa no KAuHUYHA Aabopamopua U KAUHUYHA UMYHOAO2US,
YMBAA ,,ArekcaHgpoBcka”, MY Cocpua

Circulating CD3(+)CD4(+)CD28(-) T Lymphocytes Are not Elevated in Patients
with Autoimmune Thyroiditis
R. Mekova', M. Boyanov', D. Bakalov', S. Lesichkova?, A. Tsakova?, J. Hristova?
"' Clinic of Endocrinology and Metabolism, Department of Internal Medicine , University Hospital
,Alexandrovska”, Medical University Sofia; ? Department of Clinical Laboratory and Clinical Immu-
nology, University Hospital ,Alexandrovska”, Medical University Sofia

CkAepo3upawia mepanua ¢ emaHoA Ha wumobBugHu 6b3Au cbe coaugHa u
npeumyuwecm6BeHo corugHa cmpykmypa. KomeHmap Ha npuArokeHua memog npu
204 Hawu nauueHma.

H. Patko8*, A. PatkoBa-KbuoBcka*™®, CH. BuueBa™*, L. KouoBcku™ ™**, M. PalikoB8*****, M.
ABgokulicka™™ ™ **

* MeguuuHcku komnaekc “Taoc” - BapHa, eHgokpuHoaoe, ™™ MBAA Aobpuy - Aobpuy, INepBo
BvmpewHo omgereHue, *** OHKoAo2u4eH gucnaHcep ,Mapko MapkoB” - BapHa; OmgereHue no
KAUHUYHa namoaoeaus, ****CbATAA, BapHa ,[lpog. A-p Aumumsbp CmamamoB”,*****MY, BapHa

The ethanol sclerotherapy of thyroid nodes with solid and predominantly solid
structure. A comment of the applied method on 204 patients
N. Raikov*, A. Raykova-Kachovska**, S. Vicheva®** , Ts. Kachovki****, Miroslav Raykov*****
M. Avdzhiyska™****

*Medical Complex ,Plus”, Varna, **MBAL Dobrich, First Department of Internal Medicine

***Oncological Dispensary ,Marko Markov”, Department of clinical pathology, Varna
****SBAGAL, Varna ,Prof. Dr Dimitar Stamatov”,*****Medical University, Varna

’
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m (YcmHo npegcmaBaHe)

Hag6b06peuyHu uHUUgEHMaAOMU U KapguomemaboAumeH puck

'3ramanoBa E, 'CugepoBa M, 'KepekoBcka B, "Xpucmo3o8 K.

"KauHuka no EHgokpuHonozus u borecmu Ha Obmanama, YHuBepcumemcka boaHuya ,,C8. MapuHa”, BapHa
Adrenal Incidentalomas and cardiometabolic risk

Zlatanova E, 'Siderova M, ' Kerekovska V, " Hristozov K.
'Clinic of Endocrinology and Metabolic diseases, University Hospital ,St. Marina”, Varna

m AcumempuyHUA guMeMuAapP2UHUH Kamo Mapkep 3a eHgomeAHa gucgyHkKyua
Npu NAYUeHmMu C eHgOKPUHHa XunepmoHua om HagbbOpeueH npou3xog
B. BacuneB, 1. Mampo3oB8a, A. EaeHkoBa, I. KupuroB, C. 3axapueBa
KauHuveH ueHmvp no eHgokpuHoAoz2ua u eepoHmonoaus, MeguyuHcku yHuBepcumem, Cogpua
Asymmetric dimethylarginine as a marker of endothelial dysfunction in patients
with endocrine hypertension of adrenal origin

V. Vasilev, ). Matrozova, A. Elenkova, G. Kirilov, S. Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical university, Sofia

m Hu6a Ha nepokcupegokcuH 4 npu nayueHmu cbc CIM4 u/uau 3amabecmabane

AnmoaHema lameBa’, LlBemeauHa BeaukoBa?, 3gpaBko KameHoB'
"KauHuka no eHgokpuHoaoaus, YMBAA ,,ArekcaHgpoBcka” 2 AenapmameHm No KAUHUYHA UMYHOAO2US,

Vb ,ANozeHey”
Peroxiredoxin 4 levels in patients with PCOS and/or obesity
Antoaneta Gateva', Tsvetelina Velikova?, Zdravko Kamenov'
"Clinic of Endocrinology, University Hospital ,Alexandrovska”, 2 Department of clinical immunology, Uni-
versity Hospital ,Lozenetz”

m (YcmHo npegcmaBaHe)
AeueHue Ha uHpepmuaumem BcaegcmBue Ha epekmuAHa gucPyHKYUA U
pempozpagHa eaKyArayua npu hayueHm cbC 3axapeH guabem mun 1
C. MempoB'?, I'. CmanueB'?, . KoHcyaroBa'?, M. OpbeuoBa'
"Cekyua no EHgokpuHorozus, Bmopa Kamegpa no BempewHu 6orecmu, M®, MY, [TroBgub;
2 KauHuka no EHgokpuHoaoeaus u 6orecmu Ha obmaHama, YMbBAA ,CB. leopau”, [TroBguB
Treatment of infertility due to erectile dysfunction and retrograde ejaculation in a
patient with type 1 diabetes mellitus
S. Petrov'?, P. Stanchev'?, P. Konsulova'?, M. Orbetzova'?
'Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical Universi-
ty of Plovdiv; ? Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv

(YcmHo npegcmaBate)

CepymHu Huba Ha sE-selectin npu cuHgpom Ha noAUKUCMO3HU ATYHUUU

A. KoaeBa'?, T. AeneBa*4, I'l. HazoroBa'?, M. OpbeuoBa’?

" Cekyua no EHgokpuHorozus, Bmopa Kamegpa no Bvmpewru 6osecmu, M®, MY, roBgub; 2 KauHuka no

EHgokpuHonoeus u borecmu Ha obmaHama, YMBAA ,CB. [eopeau”, [roBguB; * Kamegpa no KauHuyHa rabopamopus,

Maxkyamem no Mapmaxoroeus, MY-lroBgub; * KauHuaHa aabopamopus, YMBAA ,,CB. leopeu”, [NroBguB
Serum levels of sE-selectin in polycystic ovary syndrome

D. Koleva'?, T. Deneva**, P. Nyagolova'?, M. Orbetzova'*?

'Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical Universi-

ty of Plovdiv; % Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv; >

Department of Clinical Laboratory, Faculty of Pharmacy, Medical University of Plovdiv; * Clinical Laboratory,

,St. George” University Hospital, Plovdiv
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MukpouyupkyrcamopHuU HapyweHUA NpU CUHgPOM Ha NOAUKUCMO3HU AUYHUUYU

A. KoaeBa'?, 1O. HukonroBa?, M. OpbeuoBa'?

"' Cekyua no EngokpuHoroaus, Bmopa Kamegpa no BbmpewHu 6orecmu, M®, MY, lNroBgub;?
Kauruka no EHgokpuHoaozaua u boarecmu Ha obmaHama, YMBAA ,C6. Teopau”, [roBgub; * Kamegpa no
Duzuonoeus, Makyamem no Meguyura, MY, lMroBgub

Microcirculatory disorders in polycystic ovary syndrome

D. Koleva'?, J. Nikolova?, Maria Orbetzova'*?

'Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical Universi-
ty of Plovdiv; ? Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv;3
Department of Physiology, Faculty of Medicine, Medical University of Plovdiv

Hu6a Ha kucnenmuH U meAecHO mezAo npu CUHgpPOM Ha NOAUKUCMO3HU
auyHUUU
. HazoroBa'?, M. MumkoB'3, A. KoaeBa'?, A. TepzueBa*>, M. OpbeuyoBa'?
" Cekyus no EHgokpuHoroaus, Bmopa Kamegpa no BbmpewHu 6orecmu, MM, MY, lNroBgub;
2 KauHuka no EHgokpuHoaozaua u borecmu Ha obmaHama, YMBAA ,CB. leopau”, [ThoBguB; > OmgeaeHue
no Engokpurorozus, YMBAA ,[MToameg”, [NroBguB; 4 Kamegpa no KauHudyHa aabopamopus,

Makyamem no Mapmayus, MY, INroBgub; ° KauHudHa rabopamopus, YMBAA ,C8. lTeopau”, lNroBgubB
Kisspeptin levels and body weight in polycystic ovary syndrome

P. Nyagolova'?, M. Mitkov'?, D. Koleva'?, D. Terzieva*®, M. Orbetsova'*?

'Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University
of Plovdiv; 2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv;* De-
partment of Endocrinology, ,,Pulmed” University Hospital, Plovdiv; * Department of Clinical Laboratory, Facul-
ty of Pharmacy, Medical University of Plovdiv; ® Clinical Laboratory, ,St. George” University Hospital, Plovdiv

(YcmHo npegcmaBaHe)

Hu6a Ha agunoKuHU - agUNOHEKMUH U AeNMUH U agUNOUUMOKUHU —
uHmepaeBkuH-1, uHmepaeBkuH-6, mymop-HekpomuueH pakmop-o. u C-peakmuBen
npomeuH npu memaboAumeH CUHgpPOMm

I. PaaHoBa’, C. laHeBa', K. TogopoBa', A. BeakoBa?, LI8. AykaHoB?, C. baaxxeBa?
'KauHuka no eHgokpuHoaoaus, YMBAA ,A-p Teopau Cmparcku” [reBen,’Kamegpa no coyuarHa
meguyuHa, Makyamem 3a coyuarHo 3gpabe, MeguyuHcu yHuBepcumem, Cogpus; > Meguko-

guazHocmuyHa Aabopamopua no umyHorozus, YMBAA ,A-p Teopeu CmpaHcku” lNaeBeH

Levels of Adipokines - Adiponectin and Leptin, and Adipocytokines -
Interleukin-1, Interleukin -6, Tumor Necrosis Factor-o. and C-Reactive Protein
in Patients with Metabolic Syndrome

Rayanova G', Ganeva S', Todorova K, Velkova A?, Lukanov T3, Blajeva S°.

'Clinic of endocrinology and metabolic diseases, UMHAT ,,D-r Georgi Stranski”, Medical University Pleven;
2Department of Social medicine, Faculty of Social Health, Medical University Sofia; *Medico-diagnostic
laboratory of immunology, UMHAT ,D-r Georgi Stranski”, Medical University Pleven

Aumcouyumuu cybnonyaayuu 6 nepucpepHa kpv6 npu nayueHmu c
memaboAumeH CUHgpom

faHeBa C', TogopoBa K', AykarHoB L|? , PaaroBa I'", baaxkeBa C?
'KauHuka no eHgokpuHoaoeus, YMBAA ,A-p Teopeu Cmparcku” EAA, TNreBeH

’Meguko-guazHocmuyHa Aabopamopus no umyHoroaus, YMBAA ,A-p Teopau Cmparcku” EAA, NreBeH
Lymphocyte Subpopulations in Peripheral Blood in Patients with Metabolic Syndrome

Ganeva S', Todorova K', Lucanov T?, Rayanova G', Blajeva S.?
'Endocrinology clinic, UMHAT ,,G. Stranski“, Pleven; 2Medico- diagnostic laboratory of immrnology,
UMHAT ,C. Stranski“, Pleven
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MAazmeHu u ceMuHaAHU HUBa Ha AenmUH U cnepMaAHU Napamempu npu 06e3HU MbXe
AHaHueBa-TogopoBa K', PuaueBa B', MexmegoBa OD'.
"MeguyuHcku yHuBepcumem - aeBeH, KauHuka no eHgokpuHoAoaua u borecmu Ha obmaHama
Serum and Seminal Leptin Levels and Sperm Parameters in Obese Men

Ananieva-Todorova K', Rilcheva V'., Mehmedova F'.
"University Clinic of Endocrinology and Metabolic disease, Medical University Pleven

OcobeHocmu Ha 2pynoBomo ncuxoA02uyecKko KOHCYAmMupaHe npu nayueHmu
cbc 3amAabcmaBane

PaueBa M, Baaxo6 W, LIBemanoBa b, MapkoBa A, MoaroBa E, bopucoBa A-M.
YHuBepcumemcka borHuya Cogpuameg, MeguyuHcku cpakyamem, Cocpulicku yHuBepcumem ,,C8emu

Kaumerm Oxpugcku”

Characteristics of group psychological counseling in obese patients
Racheva M, Vlahov ], Cvetanova B, Markova A, Mollova E, Borissova A-M.
University Hospital Sofiamed, Medical faculty, Sofia University ,St. Kliment Ohridsky”

m (YcmHo npegcmaBaHe)

Bapuayuu 6 DXA u3caegB6anuama - pucko6 cpakmop 3a AeueHue Ha
ocmeonopo3a
A-p Hamanua TemeakoBa, Aou. . INMonuBaHoB
AnekcaHgpoBcka boaHuya, Cocpua

DXA Investigation Variations — Risk Factor for Osteoporosis Treatment

Dr. Natalia Temelkova, Assoc Prof Dr. Plamen Popivanov
Alexandrovska Hospital, Sofia

Aymbarzua u KAUHUYHA geH3umomempus

K. CupakoBa', A. TepeanoBa?, I'l. NonuBaHoB?
"KauHuka no ObpazHa guazHocmuka, YMBAA ,,ArekcangpoBcka”, Cogpua
20OmgeAeHue No KAUHUYHA geH3uUmomempusa u KoCmHu memaboAumHu 3aboraBaHus, YMBAA

LArekcaHgpoBcka”, Cogpua
Low Back Pain and Clinical Densitometry

K. Sirakova', A. Gerganova?, P. Popivanov?

" Clinic of Radiology, University Hospital ,Alexandrovska”, Sofia, Bulgaria

2 Department of clinical densitometry and bone metabolic diseases, University Hospital ,,Alexandrovska”,
Sofia, Bulgaria

HepokaryuHo3ama kamo uHmepgucyunAuHapeH npobaem — Ha 2paHuyama

MeXgy He(ppO/\OZUﬂ, €HJOKPUHOAOZUA U OHKOAOZUA _
M. Hukonao6a, P. KpvcmeBa, b. bo2o8, M. boaro8, 3. KameHo8, V. BaraxoB', P. PobeBa, E.

XagxkueB, I LIBemkoBa, A. LLlemeaekoBa, L. BacuaeBa, V. MuHueB, E. bekupoBa

MeguyuHcku YHuBepcumem - Cocgpus; 'Cogputicku YHuBepcumem, MeguuyuHcKu hakyamem
Nephrocalcinosis as interdisciplinary problem - on the borders between

nephrology, endocrinology and oncology

M. Nikolova, R. Krasteva, B. Bogov, M. Boyanov, Z. Kamenov, Y. Vlahov', R. Robeva,

E. Hadjiev, G. Tzvetkova, L. Shemelekova, Cv. Vasileva, I. Minchev, E. Bekirova
Medical University - Sofia; 'Sofia University, Medical Faculty
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(YcmHo npegcmaBane)

Poaama Ha egHou3omonHa gBycazoba cyuunmuepacpua ¢ *"Tc-MIBI u
egHouzomonHa gbyga3zoBa cuunmuezpacua c *"Tc-Tetrofosmin cbuemaHa cwc
SPECT mexHuka npu nayueHmu ¢ 6mopuueH xunepnapamupeougu3bm

ArbeHa bomywanoBa', Hukoaal bomywano82, Aumumbp leopaueB?, MapuaHa MapoBcka’
1 Kamegpa kauHu4Ha oHkorozus. Cexkyua no Paguoroaus u HykreapHa meguyuHa, YMbBAA ,,CB. leopau”

[roBguB; *Omgeaerue no eHgokpuHoAozua u borecmu Ha obmaHama-MbBAA ,Megaalin kauHuk“AA , [roBguB
The Role of Single-isotope Dual- Phase Scyntigraphy with *"Tc-MIBI and Sin-

gle-isotope Dual- phase Scyntigraphy with **"Tc-Tetrofosmin Combined with SPECT

in Patients with Secondary Hyperparathyroidism

Albena Botushanova', Nikolay Botushanov?, Dimitar Georgiev?, Mariana Marovska'

'Department of clinical oncology, Section of Radiology and Nuclear medicine, UMHAT ,St.George”, Plo-

vdiv; 2Department of Endocrinology and Metabolic diseases, MHAT ,,Medline clinic”, Plovdiv

(YcmHo npegcmaBane)
Mem6paHo3Ha He(hponamuAa Npu NayueHMu CbC 3axapeH guabem — KAUHUYEH
nogxog u mepanebmuuHu pezyamamu
W. 3gpaBkoBa’?, E. Tuakuan'?, C. BrageBa'?
MY [NroBguB’?, YMBAA ,Kacneaa, [NMroBguB, KauHuka no Hegpponroeus?, KauHuka no EHgokpuHoroeus'
Membranous Nephropathy in Diabetic Patients — Clinical Approach and
Therapeutic Results

I. Zdravkova'?, E. Tilkiyan'?, S.Vladeva'?
MU-Plovdiv!, UMHAT ,Kaspela” Plovdiv - Clinic of Nephrolgy.?, Clinic of Endocrinology?

(YemHo npegcmaBane)

MuokuHu u 6bv2aexugpamtHa o6maHa

ABop AcboB, AHmoaHema fameBa, 3gpaBko KameHoB

Kaunuka no EHgokpuHoaoaus, YHuBepcumemcka boaHuya ,ArekcaHgpoBcka’, Cocpua
Myokines and Carbohydrate Metabolism

Yavor Assyov, Antoaneta Gateva, Zdravko Kamenov
Clinic of Endocrinology, University Hospital ,,Alexandrovska”, Sofia

lNMcuxoAo2uyecka Ha2Aaca Kbm 3a60/\96aHemo npu nayueHmu CobC 3axapeH
guabem
M. TemkoBa, P. KpymoBa
Cogputicku yHuBepcumem, MeguyuHcku pakyamem, Vb ,Aozerey”, Cogpua

Attitude Towards the Disease in Patients with Diabetes Mellitus

Petkova, R. Krumova
SU, Medical Faculty, UH ,Lozenetz”, Sofia

O06pa3Hu uzcregbaHuna 6 guacHocmukama Ha UHCYAUHOMA — KAUHUYEH cAyYal

AHnmoaHema Apeamcka, boan HonueB8, Mapua OpbeuoBa
KauHuka no EHgokpuHonoeus, YMBAA ,,CB. Teopau” NroBguB. Cekyusa EHgokpuHoroaus, Bmopa

kamegpa no BevmpewHu 6orecmu, MY [TroBgub.
Imaging Studies in the Diagnosis of Insulinoma - a Case Report
Antoaneta Argatska, Boyan Nonchev, Maria Orbetzova

Clinic of Endocrinology, UMHAT ,Sv. Georgi” Plovdiv, Section of Endocrinology,
Second department of internal disease, Medical University Plovdiv
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Yecmoma Ha ocHoBHUMe KoMNnoHeHMU Ha memaboAumeH CUHgpPOM npu
6b3pacmHu Auya cbC 3axapeH guabem mun 1
Muna CepgapoBa, L|Bemaauna TankoBa, PymaHa AumoBa, HeBena YakvpoBa, AHu TogopoBa,
MoauHa LlapkoBa
KAuHUYeH yeHmsbp no eHgOKPUHOAO2UA U 2epoHmoaoaus, Meguyurcku YHuBepcumem, Cocpua
Prevalence of the main components of the metabolic syndrome in adults with

type 1 diabetes
Mina Serdarova, Tsvetalina Tankova, Rumyana Dimova, Nevena Chakarova, Ani Todorova,

PolinaTsarkova
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

OueHka Ha poAama Ha Hakou puckoBu pakmopu 3a pazBumue Ha guabemHo
CMbNAAO
AHu TogopoBa, L|BemaauHa TaHkoBa, HeBeHa YakbpoBa, PymaHa AumoBa, Muna CepgapoBa
KauHudeH yeHmwvp no eHgokpuHoAo2ua u eepoHmoanoaus, MeguyuHcku YHuBepcumem, Cocpua
Assessment of the Role of Some Risk Factors for the Development of Diabetic Foot

Ani Todorova, Tsvetalina Tankova, Nevena Chakarova, Rumyana Dimova, Mina Serdarova
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

(YcmHo npegcmaBaHe)
lu2zaHmoakpomezaaua U KAUHUYHA 3HAYUMOCM HA 2EHEMUYHUA aHaAU3 -
KAUHUYEH cAyYal
CuaBua BbHgeBa, Emua HaueB, AmaHacka EaenkoBa, CabuHa 3axapueBa
KAuHuyeH yeHmsp no eHgoKpuHoAO2UA U 2epoHmoAo2aus, Meguyurcku yHuBepcumem - Cogpus
Gigantoacromegaly and Clinical Relevance of Genetic Analysis - a Case Report

Silvia Vandeva, Emil Natchev, Atanaska Elenkova, Sabina Zacharieva
Clinical Center of Endocrinology and Gerontology, Medical University - Sofia

KbcHa guazHo3a u AeueHue Ha BpogeH xunonumyumapu3bsm npu Bb3pacmuu -
g6a KAUHUYHU cAyyaa

HegeBa H., PobeBa P, EaenkoBa A., 3axapueBa C.
KauHuveH yeHmwvp no eHgokpuHoAoaua u eepoHmoanoeusn, YCBAAE ,Akag. U8. NenyeB”, MeguyuHcku

Makyamem, MeguyuHcku YHuBepcumem - Cocpua
Late Diagnosis and Treatment of Congenital Hypopituitarism in Adults - Two
Clinical Cases

Nedeva N., Robeva R., Elenkova A., Zacharieva S.
Clinical Center of Endocrinology and Gerontology, USHATE ,Acad. Iv. Penchev”,Medical Faculty, Medical
University - SofiaClinical Center of Endocrinology and Gerontology, Medical University - Sofia

(YcmHo npegcmaBaHe)
MpoyuBane 3a edpekmuBHocmMma u xapakmepa Ha AeyeHuemo Ha guabem 6 exxegHe-
6uemo 3a pezuoHa Ha baakaHume (Recap-DM Balkan Study) — gaHHu om bwazapua

C. BaageBa ', Eauna NempoBa?, Kaaun AxxypoB?
"KauHuka no EHgokpuHoArozaua u borecmu Ha obmaHama, YMBAA Kacneaa, lNaoBguB
2Mepk, LLlapn u Aoym bwvreapus EOOA

The Real-Life Effectiveness and Care Patterns of Diabetes Management Study for
Balkan Region (Slovenia, Croatia, Serbia, Bulgaria): A Multicenter, Observational,
Cross-Sectional Study - Bulgarian dataset

S. Vladeva', Elina Petrova ?, Kalin Djurov?
" Clinics of Endocrinology and metabolic diseases, UMHAT Kaspela, Plovdiv 2 Merck, Sharp & Dohme Bulgaria, LTD
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Tupeomokcukosa — gupepeHyuanHa guazHoO3a U AeyeHue
K. Xpucmo3zo6

Kaunuka no eHgokpuHonoeus, MY, BapHa

Tupomokcuko3zama npegcmaBaaBa kauHuuyeH cuHgpom, npoaBaBaw, ce ¢ xunepmema-
6oAuzbm B pesyamam Ha noBuwaBaHe Ha cepymHume HuBa Ha cBob6ogHUA MUPOKCUH
(T4) u / uau cBobogHua mputdogmupoHuH (T3). ToBa KAUHUYHO CbCMOAHUE Ce gbAXKU Ha
Pa3AUYHU eMUOAO2UYHU (paKmMOopU, Xxapakmepu3upa ce C MHO2000pa3HU KAUHUYHU NPOs-
Bu u uma pazauuHu mepaneBmuyHuU Nogxogu.

Tupeomokcuko3ama moxe ga Bb3HuUKkHe: 1) npu npekomepHa cmumyaauua Ha wWumo-
BugHama >xAe3a om mpoduuHu pakmopu; 2) npu aBmoHomHo akmuBupaHe Ha wWumo-
BugHama »xae3a; 3) npu nacuBHo ocBoboxkgaBa Ha npegBapumeaHo hbopmupaHu mMupeo-
UgHU XopMoHU om wumoBugHama »Ae3a nopagu aBmoumyHHU, UHPEKUUO3HU, XUMUYHU
UAU mexaHuuHu yBpegu; uAu 4) npu eKcno3uuua Ha ekcmpamupeougHU U3moYvHUUU Ha
mupeougeH XOPMOH, KOUMO Mo2am ga 6bgam uAu eHgozeHHU (cmpyma oBapuu, memac-
mamuyeH gugpepeHuupaH KapuuHom Ha wumoBugHama >Ae3a) UAU NpekoMepeH npuem
Ha eK302eHHU WwumoBugHU XOPMOHU.

Emuoao2uama Ha moBa cbcmoaHue mpabBa ga 6bge ymouHeHa, mbl Kamo mepa-
neBmuyHume nogxogu ca pa3zAudHu u 3aBucam om gpopmama Ha mupeomokcuko3ama.
AKO guazHo3ama He e acHa 8b3 ocHoBa Ha KAuHUYHUME npoaBu u NnbpBoHavaaHama 6uo-
XUMUYHa OUEHKA, Ca NOKa3aHu goNbAHUMEAHU guazHocmuyHu mecmoBe. Te mozam ga
BkatouBam: 1) onpegeaaHe Ha mupeougHu aBmoaHmumeaa (MupeomponuH-peyenmop-
HU, mupeonepokcuga3Hu, mupeo2A0byauHoBu), 2) usmepBaHe Ha paguolog kKanmayuama
(RAIU), uau mupeougHua kpbBomok upe3 yampazBykoBo uzcregBane. CuuHmuezpadua ¢
paguoakmuBeH Gog ('2l) uau mexHeuyueB nepmexHemam (*°™Tc) ce npoBexkga npu npeg-
NOAQ2aem MOKCUYEH ageEHOM UAU MOKCU4YHa mHo208b3Aecma 2ywa.

Mogxogawomo AeyeHue uzuckBa mouHa guazHo3a u ce onpegeas om cbnbmcBawama
KomopbugHoCcm u npegnovumaHuama Ha nauyueHma. B noBeuemo cayuau nbpBoemanHo-
MO AevyeHue ca mupeocmamuyHume megukameHmu. Tupeougekmomuama uAu mepanus-
ma ¢ paguoakmuBeH U0g ca NOgX0gawo AedYeHUe 3a HAKOU (hOPMU Ha MUPEOMOKCUKO3a,
HO He 3a Bcuuku. bema-agpeHepaudHume 6A0Kepu ce npenopbyBam npu Bcuuku navueH-
MU CbC CuUMNMOMamuyHa MUpPeoMoKcuko3a, ocobeHo B8 cmapuecka Bb3pacm, Kakmo u
NpuU NauueHMu CcbC cbpgeyHa yecmoma no-Bucoka om 90 ygapa 6 muHyma uau cbnbm-
cmBawpo cbpgeuHo-cbgoBo 3aboaaBaHe.

Thyrotoxicosis — Differential Diagnosis and Treatment
K. Hristozov
Clinic of Endocrinology, Medical University, Varna

Thyrotoxicosis is defined as the clinical syndrome of hypermetabolism resulting from
increased free thyroxine (T4) and/or free triiodothyronine (T3) serum levels. This clinical state
has multiple etiologies, various clinical manifestations, and potential therapies.
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In general, thyrotoxicosis can occur if 1) the thyroid is excessively stimulated by trophic
factors; 2) constitutive activation of thyroid hormone synthesis and secretion occurs, leading
to autonomous release of excess thyroid hormone; 3) thyroid stores of preformed hormone
are passively released in excessive amounts owing to autoimmune, infectious, chemical,
or mechanical insult; or 4) there is exposure to extrathyroidal sources of thyroid hormone,
which may be either endogenous (struma ovarii, metastatic differentiated thyroid cancer) or
exogenous (factitious thyrotoxicosis).

The etiology of this state should be determined, because therapeutic approaches are
different and depending on the form of the thyrotoxicosis. If the diagnosis is not apparent
based on the clinical presentation and initial biochemical evaluation, diagnostic testing is
indicated and can include, 1) measurement of thyroid autoantibobies (against thyrotrophin-
receptor, thyroperoxidase and thyroglobulin), 2) determination of the radioactive iodine
uptake (RAIU), or 3) measurement of thyroidal blood flow on ultrasonography. A3l or
9mTc pertechnetate scan should be obtained when the clinical presentation suggests a toxic
adenoma or toxic multinodular goiter.

Appropriate treatment requires an accurate diagnosis and is influenced by coexisting
medical conditions and patient preference. For example, antithyroid drugs are useful in
only some of the cases. Thyroidectomy or radioactive iodine therapy are an appropriate
treatment for some forms of thyrotoxicosis and not for others. Beta-adrenergic blockade is
recommended in all patients with symptomatic thyrotoxicosis, especially elderly patients and
thyrotoxic patients with resting heart rates in excess of 90 beats per minute or coexistent
cardiovascular disease.

Tupeoug-acoyuupaHama opmaamonamug — kpumepuu 3a

mepaneBmuyeH nogxog
P. KoBaye6a, M. CmotnoBa

KauHuygeH Llenmsp no EHgokpuHoroeus u fepoHmonoeus, Meguyurcku YHuBepcumem, Cogus

Tupeoug-acouuupaHama odpmaamonamua (TAO) e aBmoumyHHo 3aboaaBaHe Ha
pempoopbumarHume meku mbkaHu, emuo-namoz2eHemuyHo cBbp3aHo C mMupeougHume
aBmoumyHHu HapyweHua. Had-vecmo ce cvuemaBa ¢ bazegoBa 6orecm - 80-90% om
cAyvaume, No-pagko ¢ mupeougum Ha Xawumomo (5-10%) uau 6e3 mupeougHa gucyHK-
uun (3-5%). Cumnmomu Ha TAO ce ycmanoBaBam 6 25-50% om nauueHmume c bazegoBa
b6orecm, kKoemo a onpegeAa Kamo Hal-yecmama ekcmpamupeougHa npoafBa.

KAauHuuHume 6eae3u Ha TAO ca cBbp3aHu ocHOBHO ¢ KOH2eECmMuAamMa Ha pa3zAuvHume
BugoBe mbkaHu 8 ouHuuama, Bogewa go pazHoobpazHu pyHKUUOHAAHU HapyweHua. Co-
0o0pa3zHoO Xxapakmepa u meXkecmma um, ogpmasmonamuama ce pa3geAa Ha Aeka, ymepe-
HO-mMe>kKa, me>kka u 3acmpawabBawa 3peHuemo TAO. B 3aBucumocm om akmuBHocmma
Ha Bb3naaumeaHua npouec ce HabatogaBam gBe nocregoBameaHu pazu B npomuyaHe-
mo Ha 3aboaaBaHemo - akmuBHa u HeakmuBHa. Texkecmma u akmuBHocmma Ha TAO ca
ocHoBHUME KOMNOHEHMU Ha KAUHUYHama U ougeHKa.

Aekume popmu Hepagko umam cnoHmaHHa baazonpuamHa eBoAlouus, gokamo mek-
Kume ca mepaneBmuuHo npegu3zBukameacmBo, uzuckBawo NPOYHLAXKUMEAHO AeveHue U
HabAlOgeHUe om myamugucuunAuHapeH ekun. Ipu onpegeaaHe Ha AevebHuUa nogxog 6




Ha puckoBume akmopu, AOKAAHO AeveHue, aHMuOoKCUugaHmMu, HecneyuguyHa UMYHO-
cynpecuBHa mepanusa u xupypauuHo AeveHue. OBragaBaHemo Ha mupeougHa gUCEPYHK-
yua u npeycmaHoBaBaHemo Ha miomioHoNnyweHemo ca om nbpBocmeneHHO 3HaveHue
npu Bcuuku nayueHmu ¢ TAO. Texkkume akmuBHu popmu Ha 3aboaaBaHemo ca nokazaHu
3a umyHocynpecuBHo aeuveHue. CpegcmBo Ha nbpBu u3zbop cpeg umyHocynpecuBHume
npenapamu ca 2AlKokopmukougume, kamo Bucoko-gozoBama BeHo3Ha nyac mepanus e
€ goka3aHa gobpa edpekmuBHOCM U ONMUMaAHO CbOMHOWeHUe NoA3a/puck. Had-uecmo
npuAazaHama mepanua om Bmopa AuHua e Hucko-go3oBama ppakuuoHupaHa opbuman-
Ha paguomepanua. Hackopo ymBuvpgeHu mepaneBmuunu BapuaHmu ca Pumykcumab u
LlukarocnopuH 8 kombuHayua ¢ nepopaAHu 2AtoKoKopmukougu. [Mpu gocmuzHama pemu-
cua Ha 3aboaaBaHemo ocmambuyHUMe oYHU NpoaBu nogaexkam Ha Kopuz2upawo Xupyp-
2UYHO AeyveHue.

CoBpemeHHume no3HaHua 3a namozeHe3zama Ha TAO ca 68 ocHoBama Ha pa3zpabom-
BaHemo Ha HOBu, no-cneuuduyHu Mmap2emHu mepanuu. lNocAregHume ca obewaBawa a-
mepHamuBa 3a onmumu3upaHe Ha AedeHUeMo U hogobpaBaHe Ha npo2HO3ama npu me3u
nayueHmu.

Thyroid-Associated Ophthalmopathy — Therapeutic Criteria
and Challenges

R. Kovatcheva, M. Stoinova
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

Thyroid-associated ophthalmopathy (TAO) is an autoimmune disorder of the retroorbital
soft tissues. The etiopathogenesis of TAO is closely related to thyroid autoimmunity. It is most
frequently observed in Graves’ disease (up to 80-90% of cases) and rarely in Hashimoto,s
thyroiditis (5-10%) and in subjects without thyroid dysfunction (3-5%). TAO is diagnosed in
25-50% of patients with Graves’ disease and is the most common extrathyroid manifestation.

The clinical presentation of TAO includes various signs and symptoms (congestion,
exophthalmos, extraocular muscle dysfunction, etc.), and according to its severity, the
ophthalmopathy is subdivided into the following groups: mild, moderate, severe and sight-
threatening TAO. There are two consecutive phases in the course of TAO according to the
activity of the inflammatory process - active and inactive. The severity and activity are the
main components of the clinical assessment of TAO.

While mild forms often have spontaneous favorable evolution, the severe ones are a
therapeutic challenge requiring long-term treatment and monitoring by a multidisciplinary
team. When considering the most appropriate therapeutic approach, the following should
be taken into account: control and prognosis of the thyroid disease, presence of risk factors,
activity and severity of TAO, previous treatment, impact on the quality of life and presence
of accompanying diseases. The current therapeutic options for TAO are: control of risk
factors, topical treatment, antioxidants, non-specificimmunosuppressive therapy and surgical
treatment. Restoration of euthyroidism and cessation of smoking are of utmost importance in
all patients with TAO. The severe active forms are indicated for immunosuppressive therapy.
Glucocorticoids are the first-line immunosuppressive agents. High-dose intravenous
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pulse therapy has high efficacy and an optimal benefit/risk ratio. The most commonly used
second-line treatment is the low-dose fractionated orbital radiotherapy. Recently approved
therapeutic options are Rituximab and Ciclosporine in combination with oral glucocorticoids.
Residual ocular manifestations might be surgically corrected once remission has been
achieved.

The current insights into pathogenesis of TAO have provided a basis for developing
new, more specific, targeted therapies. The latter are a promising perspective for optimizing
treatment and improving prognosis of these patients.

TupeomponuH-peyeNnMopHU AHMUMEAQd — gUA2HOCMUYHO U
NPpOcHOCMUYHO 3HA4YeHUe

"AumumpoBa, Paguna, "Xpucmo306, Kupun, > boyeBa, fIlHa, 'CugepoBa, Mupa
'KAauHuKa no EHgokpuHoAo2ua u borecmu Ha obmaHama, 2LleHmparHa KAUHUYHa Aabopamopus,
YMBAA ,,C6. MapuHa”, MeguyuHcku yHuBepcumem, BapHa

TupeomponuH-peuenmopHume aHmumeaa (TRADb) ca cneuuduuer u yyBcmBumenen
UMyHOAO2U4YeH mapkep 3a bazegoBa 6oaecm (BbB). Te ca xemepozeHHa 2pyna UMYHO2AO-
OYAUHU, KAKMO NO OMHOWEHUE Ha MOAEKYAHA CMpyKmypa, maka U No omHoweHue Ha
buonozuyHa akmuBHocm. Cmumyaupawume TRAb (TSI) akmuBupam peuenmopa 3a mu-
peomponuHa (TCX) u yBeauuaBam npouzBogcmBomo Ha UUKAUYHUA ageHO3UH MOHOM-
ocham (CAMP). baokupawume TRAb HamaraBam geticmBemo Ha TCX, HO Mo2am ga ca
u crabu azoHucmu. HeympaaHume TRAb Hamam Bauarue Bbpxy TCX cBbp3zBaHemo uau
npou3zBogcmBomo Ha cAMP. BepoamHo yuacmBam 6 2eHepupaHemo Ha okcugamuBHu
pagukaAu u uHgykuyuama Ha anonmo3a. Hakou TRAb cbwo uHxubupam azoHucm-He3aBu-
cumomo (,,koHcmumymuBHomo”) cuzHaAu3upaHe U ce Hapudam “obpamHu a2oHucmu”.
KAauHuuHama kapmuHa Ha bb ce onpegeaa om paBHoBecuemo mexxgy npomuBonoAok-
Hama akmuBHocm Ha me3u aHmumeaa, kamo moBa paBHoBecue moxxe ga ce npomeHa 6
Xoga Ha 3aboaaBaHemo.

Had-yecmo u3znoazBaHume memogu 3a oueHka Ha TRAb uzmepBam HuBama Ha umy-
HO2A00YyAUHUME, Koumo mo2am ga ce cBbpykam ¢ peuenmopa 3a TCX. Te ca wWupokKo
goCMbNHU, OMHOCUMEAHO No-eBMUHU U NO-AeCHU 3a u3nbAHeHue. Ho me3u memogu He
uzmepBam yHkuuoHarHama akmuBHocm Ha aHmumeAama u He noka3Bam gaau npume-
»kaBam cmumyaupawa, 6AoKupawa uau HeympaaHa akmuBHocm. Te noka3zBam no-craba
KopeAauua C KAUHUYHamMa KapmuHa, mexxecmma Ha 3aboAaaBaHemo u umam Hegocma-
mbyuHa npegukmuBHa cmolHocm 3a u3xoga om bb.

[Mo-ckbnume, mexHu4vecku no-B3uckameAHume U NO-MaAKO goCMbNHUME aHaAu3u,
koumo noka3zBam HuBomo Ha cmumyaupawume aHmumeaAa, umam chocobHocmma ga
pa3epaHudyam YHKUUOHaAHama akmuBHocm Ha aHmumeaama. OcBeH moBa me npegoc-
maBam no-gobpa moyHocm, Mbl Kamo mo2am ga ce omkpuam no-Hucku HuBa Ha TRADs.
B gonbaHeHue, HUBama Ha TSI ca no-noAe3HU Npu OUEHKa Ha KAUHUYHama maHudgpecmauus
Ha mupeougHama odpmasmonamusa (TAO), mbl Kamo CuAHO KopeAupam ¢ akmuBHocmma
u mexkecma 0. [Npu nauueHmu ¢ ycaroxkHeHa TAO HuBama Ha TSI o6ukHoBeHo ocmaBam
Bucoku Ha gpoHa Ha noHuxkaBawu ce TRADs.

B 3akatoueHue, TRAbs ca noae3Hu 3a guaecHo3ama bb. AuaecHocmuyHomo 3HaYeHue Ha
TSI npu bb e HalG-markomo cbu3zmepumo ¢ moBa Ha TRADb, Ho TSI ce ouepmaBa kamo
No-nogxogaw, Mapkep 3a MOHUMOpUpaHe Ha mepanuama.
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Thyrotropin Receptor Antibody — Diagnostic and Prognostic
Significance
'Dimitrova, Radina, "Hristozov, Kiril, 2Bocheva, Yana, 'Siderova, Mira

!Clinic of Endocrinology and metabolic diseases; 2Department of Central Clinical Laboratory University Hospital
,Sv. Marina”; Medical University, Varna

Thyrotropin Receptor Antibodies (TRADb) are specific and sensitive immunological marker
for Graves™ Disease (GD). They are heterogeneous in both molecular structure and biological
activity. TRAbs that activate Thyrotropin (TSH) Receptor (TSHR) and increase cyclic adenosine
monophosphate (cCAMP) production are termed ,stimulatory”. Those reducing TSH action
are ,blocking” and may themselves be weak agonists. TRAbs having no influence on TSH
binding or cAMP induction are termed ,neutral.” They are probably involved in generation of
oxidative radicals and induction of apoptosis. Some TRAbs also inhibit agonist-independent
(,constitutive”) signaling and are therefore termed ,inverse agonists.” The clinical phenotype
is thus determined by the balance between their opposing actions with a propensity to
change during the course of the disease.

The most commonly used TRAb assays, measure the binding of immunoglobulins (Igs)
to the TSHR. They are widely available, relatively cheaper and easier to perform. These
methods do not measure the functional activity of Igs, nor do they discriminate between the
Igs with stimulating, blocking, or neutral activity. They present lack of absolute correlation
with clinical phenotype, with severity of the illness and demonstrate lack predictive value for
GD outcome.

The more expensive, technically demanding and less freely available assays that measure
stimulating antibodies (TSI) have the ability to differentiate the functional activity of TRAbs.
In addition, they provide better accuracy because lower levels of TRAbs can be detected.
Furthermore, TSI levels provide greater performance power for assessing the clinical
manifestation of Graves’ orbitopathy (GO) as strongly correlate with its clinical activity and
clinical severity. In patients with complicated GO TSI levels usually remain high while TRAbs
may decrease.

In conclusion, TRAbs are useful for GD diagnosis. The diagnostic performance of TSI
immunoassay in GD is at least comparable to that of current TRAb immunoassays but TSI is
better marker for the therapy monitoring.

EpekmuBHocm u besonacHocm Ha eguH 2Al0kokopmukougeH
peXkum npu AeyeHue Ha hayueHmu ¢ mupeoug-acoyuupaHa
opmaamonamus: kpamkocpoyHu pesyamamu

Mapua CmouHoBa, PycaHka KoBaye6a, ArekcaHgop LLuHko6, Paruya NBanoBa,
Mawka AnzeroBa, UnHa Aumumpo@Ba, lepeana MBano6Ba, Aanuera lNempoBa
MeguuuHcku yHuBepcumem, Cogpus, KauHu4YeH yeHmMvp No eHgOKPUHOAO2UA U
2epoHmMoAoauA

Y6og: Tupeoug-acoyuupaHama opmasmonamus (TAO) e Hal-yecmama ekcmpamupeo-
ugHa npoaBa Ha bazegoBama 6orecm. Texkkume popmu (5-8%) 3HauumeaHo BaowaBam
3pumeAHama pyHkuua u kavecmBomo Ha >xuBom Ha nauueHmume u npegcmabaaBam ce-
puo3Ho mepaneBmuuHo npegu3zBukameacmBo. CucmemHama 2aiokokopmukougHa (MK)
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mepanua e cpegcmBo Ha nbpBu uzbop 6 me3u cayyau, kKamo cbuwecmByBam pazAudHu
CXEMU Ha NPUAO>KEHUE.

Llea: Aa ce oueHu edpekmuBHocmma u 6e3onacHocmma Ha equH 'K pexkum npu Aeve-
HUe Ha hauueHMu C ymepeHo-mexkka go mexkka popma Ha TAO (no Kaacugpukauuama Ha
EUGOGO,).

Mamepuaau u memogu: B npoyuBaHemo ca BkaoueHu 31 nayueHmu ¢ HeaekyBaHa ak-
muBHa ymepeHo-mexxka go mexxkka TAO - 87,1% >xeHu, 12,9% mbxxe, cpegHama Bb3pacm
- 51 2oguHu (25-68). 80,6% ca c xunepmupeougu3zbvm, a 19,4% - ¢ xunomupeougu3zbm, om
Koumo noroBuHama - ¢ mupeougum Ha Xawumomo, ocmaHaAaume - ¢ hocmonepamuBeH
XUNOMUPEOUJU3bM.

Mpu Bcuuku nauueHmu be npoBegeHa cucmemHa 'K mepanus, BkatouBawa mpu kypca
Ha MpukpamHu uHpy3uu Ha 500 m2 memuAanpegHuU3oAoH (MI13) npe3 geH ¢ MeXXgUHHO
yemupukpamHO MUYCKUYAHO npuaoxkeHue Ha 125 me MI13 BegHbx cegmuyHo. Obwama
npogbakumeaHocm Ha K kypc 6e 3 meceua, obwama kymyamamuBHa go3a - 5500 me.
TupeougHuam u oyHuam cmamyc 6axa cucmemHo npocaegaBaHu om eHJOKPUHOAO2 U
ogmaamonoe. 3a oueHka Ha KAuHudHUMe npoabu Ha TAO 6axa uznoa3zBaHu cybekmuBHu
u obekmuBHU Mmemogu: ek3oghmasmomempua No XepmeA, moHOMempus, onpegeaaHe Ha
Bu3yc, oueHka Ha kKoHzecmuBHume npoaBu, ouegBuzameaHume HapyweHusa, CAS (clinical
activity score), kakmo u Ha kadecmBomo Ha >kuBom Ha nauueHmume 4pe3 cneuuduyeH
BvnpocHuk. TepaneBmuuHuam omezoBop 6e KaacupuuupaH B mpu Kamezopuu: goobp,
yacmuueH u AuncBaw, cnopeg Kpumepuume Ha bapmaneHa.

Pezyamamu: Aob6bp mepaneBmuuyeH omeoBop ce ycmaHoBu npu noroBuHama om
caydyaume, auncBaw, - 6 10%, npu ocmaHaAume nauueHmMu ce omuyeme YacmuyHO NO-
BauaBaHe. CpegHama cmoltHocm Ha CAS u3zxogHo be 5, kamo 8 kpaa Ha mepaneBmuuHuA
Kypc cnagHa go 3. Omueme ce 3Ha4umo HamaaaBaHe Ha nponmo3ama. Npu 58% om na-
uueHmume ce ycmaHoBu nogobpeHue Ha gunaonuama, kKamo nbAHomo U om3ByyaBaHe
Hacmbnu npu Hag 50% om max. HabalogaBaHo 6e u cmamucmuyecku 3Ha4UMO Nogobpe-
Hue Ha kayecmBomo Ha >xuBom.

B xoga Ha K mepanua He 6axa HabAlogaBaHu meykKku cmpaHuYHU peakuuu, Koumo ga
HaAoXKam npekbcBaHemo (. Had-uecmume HexxkeaaHu AekapcmBeHu peakuuu 6axa: noBu-
wabaHe Ha BOH, Harazaw,o aHmuz2AaykomHa mepanus (22,6%), BAowaBaHe Ha KoHMpoaa
Ha HaAu4YHa apmepuaAHa xunepmotus (13%), BAowaBaHe Ha Bb2AaexugpamHua moAepaHc
(13%), noBuwaBaHe Ha mearecHOMO mMez2Ao.

3akaroyerue: 13caegBaHusm K peskum 3a AeveHue Ha ymepeHo-mexkka go mexkka TAO e
C MHO20 gobpa edpekmuBHOCM U NOHOCUMOCM NPU HUCKA YeCmoma Ha CMpaHUYHU peakuuu.

Efficacy and Safety of one Particular Glucocorticoid Regimen
in Patients with Thyroid-Associated Ophthalmopathy: Short-

Term Results
Mariya Stoynova, Rusanka Kovacheva, Aleksandar Shinkov, Ralitsa Ivanova, Mashka

Angelova, Inna Dimitrova, Gergana lvanova, Daniela Petrova
Medlical University - Sofia, Clinical Center of Endocrinology and Gerontology

Introduction: Thyroid-associated ophthalmopathy (TAO) is the most common
extrathyroidal manifestation of Graves’ disease. Its severe forms (5-8%) significantly impair
patients’ visual function and quality of life and pose a serious therapeutic challenge. Systemic
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glucocorticoid (GC) therapy is the first-line treatment in such cases. Different GC regimens
are used.

Aim: To assess the efficacy and safety of one particular GC regimen in the treatment of
patients with moderate-to-severe TAO (according to EUGOGO classification).

Materials and Methods: The study included 31 patients with untreated active moderate-
to-severe TAO - 87,1% females, 12,9% males, mean age - 51 years (25-68), 80,6% of the
cases presented with hyperthyroidism, 19,4% - with hypothyroidism.

All patients were treated with systemic GC therapy, which consisted of three courses
of three infusions of methylprednisolone (MP) 500 mg applied on alternative days with
intermediary administration of MP 125 mg (intramuscularly) once a week for four weeks.

The last infusion was followed by a 3-month long course with low-dose oral GC. The total
duration of the GC course was 3 months; the total cumulative dose of GC - 5500 mg. Thyroid
and ocular status were monitored regularly by an endocrinologist and an ophthalmologist. To
assess the clinical manifestations of the TAO, subjective and objective methods were used:
Hertel,s exophthalmometry, ocular tonometry, measurement of visual acuity, evaluation of
soft tissue involvement, dysfunction of the extraocular muscles and clinical activity score, as
well as quality of life through a disease-specific questionnaire. The therapeutic response was
classified into three categories: good, partial and missing according to the Bartalena’s criteria.

Results: A good therapeutic response was observed in half of the subjects, missing in 10%.
The rest of them had a partial response. The mean CAS at baseline was 5 and decreased to 3
at the end of the GC course. There was a significant reduction in proptosis. An improvement
in diplopia was reported in 58% of the patients, half of whom had complete resolution. In
addition, the quality of life improved significantly.

No serious side effects were reported during the GC course. The most common adverse
effects were: elevation of the intraocular pressure requiring antiglaucoma therapy (22,6%),
suboptimal control of preexisting arterial hypertension (13%), impairment of carbohydrate
tolerance (13%) and weight gain.

Conclusion: The GC regimen studied has proven to have high efficacy and good
tolerability with low incidence of adverse effects.

Aua2Hocmu4yHa moyHocm Ha exozpadpckume xapakmepucmuku
Ha mupeouguma Ha Xawumomo

Xyauema lepernoBa’? Aaman lNempoB?

"KauHuka no eHgokpuHoAoeus, YHuBepcumemcka 6oAHuUUa, 2 Kamegpa ,[lponegeBmuka Ha BvmpewHume
borecmu” * Kamegpa no coyuasHa meguuyuHa u 3gpabeH meHug>kmovHm, MeguuuHcku hakysmem, Tpakud-
cku yHuBepcumem, Cmapa 3azopa

B gHewHo Bpeme yampazBykoBomo uzcaregBaHe Ha wumoBugHama kae3a B8 peaaHo
Bpeme e memog, koimo ce uznoa3Ba kamo BaxkHa yacm om u3zcaegBaHemo u guazHoOCMU-
Kama Ha mupeougHume 3aboaaBaHua. O6uxkHoBeHo e nbpBu uzbop 3a oueHka Ha pazme-
pa u mopoAro2uama Ha wumoBugHama »ae3a. Bbnpeku ve noHacmosawem, cbwecmBy-
Bam MH0206pOUHU ONUCaHUA Ha exozpapckume Xxapakmepucmuku Ha mupeouguma Ha
Xawumomo (TX), cowecmByBam npomuBopevua 3a yecmomama Ha HaAUMUEMO Ha egHa
UAU gpy2a om msx.

L{eama na moBa npoyuBane e ga ce uzcaegBam cneuuduuyHume exozpadpcku xapakme-
pucmuku npu 104 navyueHma c TX u 30 3gpaBu koHmpoAu u ga cpaBHu maxHama uyBem-
BumeAHocm, cneyuuUYHOCM U guazHOCMUYHA MOYHOCM 3a guazHo3ama Ha TX. [Mpu
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Bcuuku nauueHmMuU U NpU KOHMPOAUME Ce OUgHUXa eX02EHHOCMMaA U XOMO2eHHOCmMma Ha
mMupeougHUA NapeHxXumM, onucaHu ca koHmypume u Backyaapumema Ha wumoBugHama
»KAe3a; bewe ombeAqa3aHo HaAuvuemo Ha (POKaAHU Ae3uu, PUOPO3HU cenmu U AOKO-peau-
OHaAHU AUMPHU Bb3Au. M3uucaeH 6e obembm Ha wumoBugHama >kae3a AONbAHUMEAHO
nauueHmume ca pa3geAeHu Ha 3 nogzpynu cnopeg mupougHama gyHkuua: 2pyna | (n = 35)
- Auua ¢ TX 8 eymupeougHa ¢a3za; 2pyna ll (n = 21) - nauueHMu ¢ Xunomupeougu3bm; 2py-
na lll (n = 48) BkaouBa nauueHmu ¢ xunomupeougu3bm, AekyBaHu ¢ AeBomupokcuH (LT4).
Exoepagpckume xapakmepucmuku 6axa cpaBHeHu mexkgy mpume nogzpynu hayueHmu.

Pezyamamu: AuazHocmuyHama cmoUHOCM Ha omgeAHUme exozpadpcku Xxapakmepuc-
MUuKU Ha nauueHmume c TX e npegcmaBeHa Ha mabauya 1 (MMNC-no3umuBHa npegukmuB-
Ha cmouHocm; HINC - HezamuBHa npegukmuBHa cmouHocm):

Exozpadrcku YyBcmBumeanocm| Cneyupuurocm | MIC (%)| HAC | Tounocm
Xapakmepucmuku (%) (%) (%) (%) (%)
Xemepoz2eHHOCM 94,2 93,33 98,0 82,4 94,0
Ha napeHxuma

Xunoexoz2eHHOCM 86,5 93,33 97,8 66,7 88,6
HepaBHu koHmypu 92,0 96,7 98,9 78,4 93,1
[MapeHxumHu cenmu 27,9 100,0 100,0 28,6 44,0
AumdpHu Bb3AU 67,3 100,0 100,0 46,9 74,6

YcmanoBuxme cmamucmuyecku 3Havumu pa3auku B8 uzcaegBaHume napamempu medk-
gy nogzpynume nauyueHmu c TX, no omHoweHUe Ha Xemepo2eHHOCMMma Ha napeHxuma
Ha wumoBugHama >Ae3a u HelHama exozeHHocm. [Tpu nauueHmMume ¢ XunomupougHa
¢aza Ha TX npeobragaBawe cuAHO u3pazeHama Xunoexo2eHHOCM, gokamo Npu Me3u C
eymupeougHa ga3a Ha TX u AekyBaHume ¢ AeBomupoKkcuH hayueHmu Hal-4ecmo HabAlo-
gaBaxme ymepeHa no cmeneH Xunoekoz2eHHOoC.

3akarodeHue: Haauvuemo Ha exo2paddCcku Npu3Hauu Kamo Xxemepo2eHHOCM Ha hapeH-
Xuma Ha wumoBugHama »aAe3a, Xunoexo2eHHoCm, HepaBHuU KOHMYpU, HaAUYUEemo Ha na-
peHxumHu cenmu u Bu3zyaAuzupaHemo Ha pe2uoHaAHUMeE AUMPHU Bb3AU MOXKe ga bbge
noAe3Ho 3a gudgpepeHyupaHe Ha TX om 3gpaBama wumoBugHa »kae3a. CuAHO u3pa3eHa-
ma XOMO2eHHa XUnoeko2eHHOCM MoXKe Hal-yecmo ga ce HabatogaBa kamo yampazBykoB
MapkKep Ha Xunomupeougu3bm npu navueHmu ¢ TX.

XI HayuoHareH Konzpec no eHgokpuHoaozus, 2018



Diagnostic Accuracy of Sonographic Features of Hashimoto's
Thyroiditis
Julieta Gerenova >, Damian Petrov?

"'Clinic of Endocrinology, University Hospital; ? Department of Propeudetics of Internal Diseases; ? Department
of Social Medicine and Health Management, Medical Faculty, Trakia University, Stara Zagora, Bulgaria

Nowadays, real-time thyroid ultrasound examination is a method used as an essential part
of examination and diagnostic of thyroid diseases and is generally the first choice for evaluation
of thyroid size and morphology. Although there are currently numerous descriptions of the
echographic features of Hashimoto,s thyroiditis, it is not entirely clear the prevalence of one
or the other.

The aim of this study was to investigate the specific sonographic features of 104 HT
patients and 30 healthy controls and compare their sensitivity, specificity and diagnostic
accuracy in diagnosis of HT. In all patients and controls were evaluated echogenicity and
homogeneity of thyroid parenchyma, were described contours and vascularity of thyroid
gland; was noted the presence of focal lesions, fibrous septa and local lymph nodes. Thyroid
volume was calculated. Additionally, patients were divided into three subgroups according
to the thyroid function: group | (n=35) involved subjects with normal thyroid function; group
[l (n=21) included patients with hypothyroidism; group Ill (n=48) involved subjects with
hypothyroidism treated with Levothyroxine (LT4) and also all studied sonographic were
analyzed between them.

Results: Diagnostic index of individual sonographic features for Hashimoto,s thyroiditis
patients are presented in table 1:

Sonographic Sensitivity Specificity PPV NPV | Accuracy
features (%) (%) (%) (%) (%)
Parenchymal 94,2 93,33 98,0 82,4 94,0
heterogenicity

Hypoechogenicity 86,5 93,33 97,8 66,7 88,6

Il - defined margins 92,0 96,7 98,9 78,4 93,1
Parenchymal septations 27,9 100,0 100,0 28,6 44,0
Lymph node 67,3 100,0 100,0 46,9 74,6

We found statistically significant differences in studied parameters between subgroups
of HT patients, for thyroid parenchymal heterogenicity and echogenicity. In patients with
hypothyroid HT was prevalent severe hypoechogenecity, while in euthyroid HT ant HT
patients under treatment, most frequently we observed moderate hypoechogenecity.

Conclusions. The presence of sonographic features as the parenchymal thyroid
heterogenicity, hypoechogenicity, ill-defined margins, parenchymal septations and regional
lymph nodes may be usefull for differentiate HT from healthy thyroid. Severe homogenious
hypoechogenicity may be most frequently seen sonographic marker of hypothyroidism in
HT patients.
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CepymHu HuBa Ha kpatiHume npogykmu Ha okucaneHuemo Ha
Aunugume, npomeuHume u HykaeuHoBume kuceAuHu npu nayu-
eHmu c Tupeougum Ha Xawumomo

Xyauema lepenoBa > laauna HukoaoBa’, Inka KapamarakoBa®, Beceauna lagxeBa’.
'Kaunuka no EHgokpuHoroeus, YMBAA ,,Cm. KupkoBuy” Clinic of Endocrinology, University
Hospital, > Kamegpa [NponegeBmuka Ha BbmpewHu 6orecmu, *Kamegpa no Xumus u buoxumus,
MeguuyuHcku @akyrmem, Tpakutcku YHuBepcumem, Cmapa 3azopa

M38ecmHa e Bogewama poaa Ha okcugamuBHua cmpec, KoUmo e pe3yamam om
gucbaraHc mexxgy obpazyBaHemo Ha cBobogHU pagukaAu U MexaHU3Mume Ha aHMUOKCU-
gaHmHa 3awuma 6 pazBumuemo Ha 2oaam 6pol aBmoumyHHU HapyweHua BKAlYUMEAHO
u 6orecmu Ha wumoBugHama »Ae3a. Tupeougumbm Ha Xawumomo (TX) e Hal-yecmomo
aBmoumyHHO mupeougHo 3aboraBaHe. Aobpe uzBecmHo e ue Hakou nayueHmu ¢ TX ca 6
eymupeougHo cbcmosnaHue B NpogbAXKeHUEe Ha MHO20 20gUHU, @ gpyau Om max makap ye
HopmaAu3zupam gyHkuuama, 8 pesyamam Ha aevyeHuemo c levothyroxine (LT4), npogba-
»kaBam ga umam pazAauvuHu onaakBaHua. Poaama Ha mupeougHama guccyHkuyua 3a noBu-
weHa npogykuua Ha cBobogHU pagukaAu be onucaHa, HO Bce owge He e HanbAHO ACHO,
gaAu aBmoumyHumema gonbAHUMEAHO gonpuHaca 3a HaAuvue Ha okcugamuBeH cmpec.

Llea: Llea Ha Hacmoawemo npoyuBaHe e ga ce uzcaegBa Haauduemo Ha okcugamuBeH
cmpec npu HoBoguazHomuuupaHu nauueHmu ¢ TX 8 eymupeougHa a3a u npu navueH-
mu ¢ TX 8 eymupeougHo cbcmosaHue, B8 pe3yamam Ha AedeHue ¢ LT4. 3a ma3u uea usz-
caegBaxme B8 cepyma HuBama Ha HAaKou KpalHU NPOgYKMU Ha OKUCAEHUEMO Ha Aunugume
- maroHguaagexug (MDA), npomeuHume - npomeuH kapboHuUAHO cbgbpkaHue (PCC) u
Ha HykAeuHoBume KuceAuHu - ype3 koaudecmBomo Ha 8-xugpoKcu-2,-ge3okcu2yaHo3uHa
(8-OHdG).

3caegBaru ca 14 nauueHmu (1 mbxk u 13 >keHu; cpegHa Bb3pacm: 41+£6 20g.) ¢ Ho-
BoguacHocmuuupaH TX 6 eymupeougHa ga3a; 35 Aauua ¢ TX (2 mbxke u 33 »eHu; cp. Bb3-
pacm: 51 + 3 20q); AekyBaHu ¢ LT4, 23 KOHMpoAU.

Pezyamamu: YcmaroBuxme noBuweHu HuBa Ha MDA 6 eymupeougHume nayueHmu
c TX 8 cpaBHeHue cbc 3gpaBume koHmpoau: (2,68+0,15 umol/l, vs. 1,98+0,11 umol/I,
p=0,00, t-test). NogobHO cmamucmuvecko 3Ha4umo noBuweHo cepymHo HUBo Ha MDA
HabAlogaBaxme npu nayueHmume ¢ TX Ha AedeHue ¢ LT4 cpaBHeHu cbe 3gpaBume KoH-
mpoau. (2,82£011 pymol/l, vs. 1,98+0,11 umol/l, p=0,00, t-test).

HuBama Ha PCC, uznoa3zBaH 3a ycmaHoBaBaHe Ha yBpegama Ha npomeuHume om
okcugamuBHua cmpec 6axa cmamucmuvecku no-Bucoku npu nauueHmume ¢ Tupeougum
Ha Xawumomo, eymupeougHa a3a 68 cpaBHeHue ¢ koHmpoaume (8,43+0,8 nmol/mg, vs
1,96%0,3 nmol/mg, p = 0,00, t-test). Hawemo npoyuBaHe noka3a Cbwo Maka, cu2HUU-
kaHmHo noBuwabaHe Ha HuBama Ha PCC npu nayueHmume c TX, cekyBaHu ¢ LT4 6 cpaB-
HeHue ¢ KoHMpoAHUMe Auua (8,58+0,14 nmol/mg, vs 1,96+0,3 nmol/mg, p = 0,00, t-test).
YBpegama Ha AHK ycmaHoBeHa upe3 uzcaegBare Ha koauvecmBomo Ha 8-OHdG upe3
ELISA 8 npobu om nauueHmume c TX noka3a HaAu4yue Ha cmamucmuyecku noBuweHo
HuBo Ha 8-OHdG 6 gBeme 2pynu nayueHmu 6 cpaBHeHue ¢ koHmpoaume (TX eymupe-
ougHa ¢aza 2,52%0,4 ng/ml vs. 0,67£0,03 ng/ml, p=0,00; nauuernmu c TX rekyBaHu c LT4
2,42+0,2 ng/ml vs 0,67+0,03 ng/ml, p= 0,00, cbomBemHo).




3akaroyeHue: YcmaHoBeHume npomeHu 6 HuBama Ha MDA, PCC u 8-OHdG 6 cepyma
Ha HoBoguazHocmuuupaHu nauueHmu ¢ TX eymupeougHa ga3a noka3zBa HapyweH aHmu-
okcugaHmeH cmamyc. Caeg AeyeHuemo ¢ AeBOMUPOKCUH U HOPMaAAU3UPAHEMO Ha Mu-
peougHama ¢yHkuua okcugamuBHua cmpec nepcucumupa. AucbaraHcbm mexgy npo-
gykuuama u eAumuHupaHemo Ha peakmuBHume KUCAOPOgHU npogykmu cbuwecmByBa
HezaBucumo om (PYHKUUOHAAHUA MUPEOUgeH Cmamyc u e pe3yamam om HapyweHume
UMUHHU NPOUECcU, Koemo goNbAHUMEAHO gonpuHaca 3a namozeHe3ama Ha TX

Serum Levels of Final Products of Oxidation of Lipids, Proteins and
Nucleic Acids In Patients with Hashimoto’s Thyroiditis

Julieta Gerenova "%, Galina Nikolova?®, Yanka Karamalakova®, Veselina Gadjeva“.
'Clinic of Endocrinology, University Hospita; 2Department of Propeudetics of Internal Diseases; *Department
Chemistry and Biochemistry, Medical Faculty, Trakia University, Stara Zagora

A prominent role of oxidative stress which occurs as a result of imbalance between
free-radical production and antioxidant defense mechanisms, in the induction of several
autoimmune disorders including thyroid diseases, has been described. Hashimoto,s thyroiditis
(HT) is the most common autoimmune thyroid disorder. It is well known that many HT
patients are in euthyroid state for years and others of them, with normalization of function
due to treatment with levothyroxine, continue to have various complaints. Although the role
of presence of thyroid dysfunction for overproduction of free radicals has been elucidated,
is not fully clear the role of autoimmunity to sustain the presence of oxidative stress despite
the normal thyroid function.

Aim: The aim of the present study was to determine whether oxidative stress (OS) occurs
in newly diagnosed euthyroid HT patients and whether persists in HT patients achieving
euthyroid state under levothyroxine treatment. For this purpose, we investigated the levels
of some important final products of oxidation of lipids - malondialdehid (MDA), proteins -
protein carbonyl content (PCC) and nucleic acids - 8-hydroxy-2,-deoxyguanosine quantity
(8-OHdG).

We investigated 14 (1 male and 13 female; mean age 41£6 yr) with newly diagnosed
patients with euthyroid HT; 35 subjects (2 male and 33 female; mean age 51+3yr) with HT
treated with Levothyroxine (LT4). Twenty tree healthy subjects were included as controls.

Results: We found elevated levels of MDA in euthyroid HT patients compared to healthy

controls (2,68%0,15 umol/l, vs. 1,98%0,11 umol/l, p=0,00, t-test). Similar statistically significant
increased serum levela of MDA were observed in HT patients treated with Levothyroxine
comparing to controls (2,82 0,1Tumol/l, vs. 1,98%0,11 pmol/l, p=0,00, t-test).
The levels of PCC, used to assess the oxidative protein damage were statistically higher in
euthyroid HT patients compared to the controls (mean 8,43 nmol/mg + 0,8, vs mean 1,96
nmol/mg £ 0,3, p = 0,00, t-test). Our study showed also a statistically significant increases
in the levels of registered PCC levels in HT patients under treatment comparing to controls
(mean 8,58 nmol/mg £ 0,14, vs mean 1,96 nmol/mg £ 0,3, p = 0,00, t-test).

DNA damage, measured as amount 8-OHdG by ELISA method, in samples from HT
patients demonstrated that there is a statistically significant increase in the amount of
8-OHdG in both studied patients’ groups comparing to the controls (euthyroid HT 2,52+0,
4 ng/ml vs. 0,67£0,03 ng/ml, p=0,00; HT under treatment 2,42%0,2 ng/ml vs 0,67+0,03 ng/
ml, p= 0,00, respectively).
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Conclusions: The observed changes in MDA levels, PCC and 8-OHdG quantity in blood
of newly diagnosed euthyroid HT patients, suggested impaired antioxidant status. After
treatment with levothyroxine, and normalization of thyroid function the presence of oxidative
stress persists. Our results demonstrate that the imbalance between the production and
elimination of reactive oxigene species may contribute to the pathogenesis of HT and may
be related to the persistence of autoimmunity.

Yecmoma Ha exozpadpckume npegukmopu 3a manuzHeHocm npu
NAnuAapHU mupeougHu kapuuHomu c guamembp nog U Hag 10Mm

'boan HonyeB; "Aumoanema Apzamcka; "Mapua MumeBa; 2Pocen Aumo@B; *Bragumup AaneB;

*Emuaua YounoBa; ’leopzu Ae6mepoB; *Aro6ocrab Aumob

'KauHuka no eHgokpuHorozusa YMBAA ,CB. feopau” EAA, MY, FroBguB; *Kaunuka no xupypeua YMBAA ,Kac-
neaa” MY, [MroBgub; *)Kamegpa no namoaHamomua MY, [TroBguB; *OmgereHue no namoaHamomua YMBAA
,Kacnera” MY, [NroBguB; *KauHuka no eHgokpuHoroz2ua YMBAA ,Kacneaa” MY, lNroBguB; *MY lNroBgub

YampazBykoBomo uzcaegBaHe e ocHoBHO cpegcmBo 3a oueHka Ha pucka om 3A0Ka-
yecmBeHocm Ha mupeougHume Bb3Au. [Npo2zHOCMuUYHAmMa cMOUHOCM Ha omgeAHume
puckoBu exoepadhcku beae3u e Wwupoko aHaau3zupaHa. Bvnpeku ye He e cpeg yampaszBy-
koBume npegukmopu 3a maAu2HeHocm, pa3mepbm Ha Bb3aume ce B3ema npegBug npu
onpegeAaHe Ha uHgukauuume 3a TAb (EUTIRADS).

Llea: Aa ce npoyvam yampazBykoBume xapakmepucmuku Ha maauz2HeHume Bb3Au npu
nauueHmu C hanuAapeH mupeougeH KapUUHOM U ga ce aHaAu3upa Yyecmomama Ha pucko-
Bume exozpadpcku beae3u npu KapuuHOMU € guamemdbp nog u Hag 10 mm.

lMayuermu u memogu: B npoyuBaHemo ca BkatoueHu 212 nauueHmu (k:m =5,23:1)
Ha cpegHa Bb3pacm 47,3611,26 20g. ¢ guazHO3a NanuUAApeH KapuuHom Ha wumoBugHa
»KAe3a. AHaAu3upaHu ca gaHHume Ha obwpo 216 3ao0kayecmBeHu Bb3au. V3B8bpuweHa e
exoepadua Ha wulHa obracm, TAB ¢ yumoAo2uueH aHaAu3, XuCMOAO2UYHO u3cAaegBaHe
Ha XUPYp2uyHO omcmpaHeHume mupeougHu Bb3Au.

Pezyamamu: B cpaBHeHue cbc cybcaHmumempoBume 3a0kavecmBerHu Bb3Au Kapuu-
HoMume C guamemdbp Hag 1 cm ce cpewam no-yecmo npu mbxe (OR=2,914; p=0,04)
u ca coaumapHu (OR=3,153; p=0,002). 3a max ca no-xapakmepHu HenpaBuaHama ¢op-
ma (OR=2,075; p<0,05), Haauvuemo Ha mukpokaAauudpukamu (OR=3,218; p=0,002), un-
mpaHogareH kpbBomok (OR=16,923; p<0,0001) u pe2uoHaAHU AUMMHU memacmasu
(OR=11,733; p<0,0001) npu nocmaBaHe Ha guazHo3zama. [loguepmaHama xunoexoz2eH-
HOCM U gOpP3aAHOMO aKyCmMuy4HO 3aceHuBaHe ca no-vYecmu Npu KapuuHOMU C guamembp
nog 10 mm (OR=4,286; p<0,0001, cbomBemHo OR=2,950; p=0,015). He ce ycmaHoBuxa
pa3Audua mexxkgy gbeme 2pynu no omHoweHue Ha cbyemaHuemo ¢ aBmoumyHeH mupe-
ougum, Aokaau3auuama 6 pamkume Ha >KAe3ama, HaAuvYuemo Ha gop3aAHO aKyCMuU4HO
ycuaBaHe, nepudepHu u makpokaAuudukamu, cbomHoweHuemo BucoyuHa/wupuHa 6
mpaHcBep3areH cpes.

3akaroyeHue: Exoepadpckume Beae3u acouuupaHu C MaAu2HEHOCM ce cpewam C pas-
AUYHA Yyecmoma npu mupeougHuUMe KapuuHomMu C guamemdbp nhog u Hag 10 mm. Bepo-
amHa npuyuHa 3a moBa ca npomeHume B mbkaHHUME Xapakmepucmuku Npu pacmexa
Ha mymopa. AaHHUMe om HacmoAWoMo U gpyau npoyyBaHua no npobrema mo2am ga
6bgam om noa3a 3a npeuyu3zHama exozpagcka OUEHKA Ha pucka om MaAu2HeHOCm npu
Bb3Au kamezopua 5 no EUTIRADS.




Incidence of the Ultrasound Predictors of Malignancy in Papillary

Thyroid Cancers with a Diameter Less and More Than 10 mm
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Ultrasonography is the main diagnostic tool for assessing the risk of malignancy of
thyroid nodules. The prognostic value of the high-risk ultrasound characteristics has been
extensively analyzed. Although the size of the nodule is not among the ultrasound predictors
of malignancy, it has been taken into account in determining the indications for FNAB
(EUTIRADS).

Aim: To examine the ultrasound characteristics of malignant nodules in patients with
papillary thyroid carcinoma and to analyze the incidence of suspicious ultrasound features
in cancers with a diameter less and more than 10 mm.

Patients and Methods: A total of 212 patients (F:M=5,23:1; mean age 47,36%1,26y)
diagnosed with papillary thyroid carcinoma were included in the study. We analyzed 216
malignant thyroid nodules. An ultrasound neck examination, FNAB with cytological analysis
and histological examination of the surgically removed thyroid nodules were performed.

Results: Compared to subcentimeter malignant nodules, cancers with a diameter greater
than 1 cm are more common in men (OR=2,914; p=0,04) and are solitary (OR=3,153;
p=0,002). They are characterized by higher frequency of irregular shape (OR = 2,075; p<0,05),
presence of microcalcifications (OR = 3,218; p=0,002), intranodal bloodflow (OR=16,923;
p<0,0001) and regional lymph node metastases at diagnosis (OR=11,733; p<0,0001).
Marked hypoechogenicity and dorsal acoustic shadowing are more common in cancers
with a diameter less than 10 mm (OR=4,286, p<0,0001, respectively OR=2,950; p=0, 015).
No differences between the two groups are seen in terms of the presence of autoimmune
thyroiditis, localization within the gland, presence of dorsal acoustic enhancement, peripheral
and macrocalcifications, height/width ratio in transverse scan.

Conclusion: Ultrasound characteristics suggestive of malignancy occur with a different
frequency in hyroid cancers with a diameter less and more than 10 mm. Possible cause of
this difference is the change in tissue characteristics during tumor growth. The data from
this and other studies focused on the problem can be useful in ultrasound assessment of
malignancy risk in EUTIRADS category 5 nodules.
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AgunoHekmuH u AunugeH npo$uA npu hayueHmMu ¢ xuno-
mupeougusbm u 3amabcmaBaHe

Awyezap Ao3aHoB, BeceauHa KoaeBa, AecucraBa lopyeBa, botika KocmoBa,

Pagocaa6 bopucoB, boaH AozanoB
KauHuka no BbmpewHu borecmu, EHgokpuHHo omgeaeHue, Agxkubagem Cumu KauHuk, Tokyga 6oaHuua

PoAama Ha mupeougHUmMe XOpMOHU 3a cekpeuuama Ha HAKou agunouumokuHu 6v6
Bpb3ka C AUNUGHUA CMamyc U MeAeCHOMO Me2A0 e guckymabuAHa.

Llea HanpoyuBaHemo GeonpegeAaHe Ha KopeAauuume Mexxgy amepo2eHHUMe AUNONPO-
MeUHU, MeAeCHOMO MEe2A0 U CEPYMHUAAGUNOHEKMUH NPU XUNOMUPEOUGHU hayueHmu.

Mamepuaru u memogu. CepymHume Lp (a), ApoB, agunoHeKmuH, UHCYAUH U 2AlOKO3a
Ha 2AaagHo 6axa onegeaeHu npu 118 nauueHmu (85 »eHu, 33 mbiKe, Ha cpegHa Bb3pacm
43111 2), paggeaeHu 6 4 2pynu: 2p. A - xunomupougHu (BMI 36 kg/m?), 2p. B - eymupo-
ugHu (BMI 38 kg/m?); ep C - xunomupougHu/VITM <25 kg/m?/; ep. K - koHmpoau (eymu-
pougHu, ITM <25 kg/m).

Pesyamamu. YcmaHoBuxme noAo>KumeAHU KopeAauuu mexxgy TSH, agunoHekmuH, Lp
(a), ApoB u HOMA-IR. TMpu xunomupeougHume nauueHmu cepymHume Lp (a ) 6axa cue-
HUgUKaHMHo no-Bucoku cnpamo me3u Npu eymupougHume 2pynu, HezaBucumo om VTM
(p <0,0001). Mpu xunomupougHume nauueHmu ¢ BMI <25 kg/m? cepymHuam agunoHek-
muH 6e 3Hauumo no-Bucok om KoAkomo npu 2pynume ¢ Bucok MTM (2p. A,B) u KoHmpo-
aume (2p. K): cpegHu cmouHocmu cbomBemuo 19,1; 7,5 u 6,0 yg (ml /p <0,0001)

3akaoyeHue. [MoayueHume peyamamu noka3zBam, ye xunomupeougu3imbm ecBobp3aH
CbC cuzHUguUKaHMHo noBuweHu cepymHu HuBa Ha agunoHekmuH u Bucoko-puckoBume
AunonpomeuHu, HezaBucumo om VITM. Aoka3aHo e, ue Lp (a) ca Bucoko-puckoB npeguk-
muBeH dakmop 3a amepockrepo3a. ObpamHO, agunoHeKMuUHbM e goka3aH NPoMekK-
muBeH cpakmop, emo 3awo noBuwaBaHemo My npu xunomupeouguzbm u Bucoku HuBa
Ha AuUnonpomeuHume MoXe ga ce 0bCcbykga Kamo KOMNeHcamopHa peakuus.

Adiponectin and Lipid Profile of the Patients with
Hyhpothyrodism and Obesity
Lac

ezar Lozanov, Vesselina Koleva, Dessislava Gortcheva, Boyka Kostova,

Radoslav Borissov and Boyan Lozanov
Clinic of Internal Diseases, Endocrine Dept, Acibadem City Clinic Tokuda Hospital

The role of thyroid hormones for the secretion of certain adipocytokines in relation to
lipid status and body weight is debatable.

The aim of the study was to determine the correlations between atherogenic lipoproteins,
body weight and serum adiponectin in hypothyroid patients.

Materials and methods. Serum Lp(a), ApoB, adiponectin, insulin and fasting glucose were
screened in 118 patients (85 women, 33 men, mean age 43 = 11 g) divided into 4 groups:
A - hypothyroid (BMI 36 kg/m?), B - euthyroid (BMI 38 kg/m?); C - hypothyroid (BMI <25
kg/m?); K - controls (euthyroid, BMI <25 kg/m?).

Results. We have found positive correlations between TSH, adiponectin, Lp(a), ApoB
and HOMA-IR. Serum Lp (a) In hypothyroid patients was significantly higher than in the
euthyroid group, regardless of BMI (p<0,0001). In hypothyroid group with BMI <25 kg/m?,
serum adiponectin was significantly higher than in the high BMI groups (A,B) and controls




(K): mean values of 19,1, 7,5 and 6,0 ug/ml (p<0,0001).

Conclusion. The results obtained show that hypothyroidism is associated with
significantly elevated serum levels of adiponectin and the high-risk lipoproteins regardless
of BMIL. Lp(a) has been documented to be a high-risk predictive factor for atherosclerosis.
Conversely, adiponectin is a proven protective factor for CV events therefore its elevation
in hypothyroidism and the high levels of lipoprotein may be considered as a compensatory
response.

AuazHocmuy4yHa cmouHocm Ha exozpadpckomo u YumoAoUYHO-
mo u3caegBaHe npu gudpepeHuyupaH mupeougeH kapuuHom

Unna AumumpoBa, Pycanka Ko6avyeBa, Arekcangop LLlunkoB, Paruya MBanoBa,
PaguHna U6aHoBa, Kaarun Buguno6
KAUHUYEH yeHmMBbpP NO eHgOKPUHOAO2UA U 2epoHmoAoaus, MeguuuHcku yHuBepcumem, Cogua

TupeougHuam kapuuHom ce ycmaHoBaBa npu okoro 5% om Bb3aume Ha wumoBugHa-
ma >ae3a. AugpepeHyupaHuam mupeougeH kapuuHom (ATK) BkatouBa nanuaapHus (MTK)
u ¢poaukyaapHua kapuuHom (DTK). MNMTK npegcmabanBa Hag 90% om cayuaume, kamo
yecmoma my pacme 8 cBemoBeH mawab 3a cmemka Ha nanuAapHUA MUKPOKapUUHOM.

Mamepuaru u memogu: NpegcmaBame 69 nauueHmMu ¢ Hogo3Ha cmpyma (57 XeHu,
12 mbxke, cpegHa Bb3pacm 41,9 20guHu) u cycnekmuu exozpadpcku beaezu - EU-TIRADS
4 u 5,8 2 cayuas - EU-TIRADS 3 ¢ gonbAHUMEAHU Kpumepuu 3a exozpadgpcka cycnekyus.
Mpu Bcuuku e uzBbpweHa MbHKOU2A€HA NYHKUUOHHa buoncusa (TI1B) ¢ uumoAo2uyHO
u3caegBare Ha Bb3aume B wumoBugHama >kAae3a u Ha cycnekmHu AumdgHU Bb3AU, Npu
HaAuvue Ha makuBa, ycnopegHo c uzcaegBaHe Ha mupeo2AobyauH 6 cmuB om nyHkmam.
Bcuuku nayueHmu ca onepupaHu - mupeougekmomua UAu A0bekmomun, C XUuCMoAO2UYHa
Bepudpukauyun Ha guazHo3ama.

Pezyamamu: Ipu exoepagpckomo u3zcregBaHe Ha Bb3aume ce ycmaHoBu coaugHa xu-
noexozeHHa cmpykmypa 6 94% om cayuyaume, HepaBHu 2paHuyu - B8 41,7%, MUKpoOKaA-
uucpukamu - 8 59,4%. Npu 47.8% om Bb3aume Hal-20Aemuam guamembvp e <10 mm.
LlumoAo2uuHu gaHHU 3a maAuz2HeHocm (B6) umawe B8 49,2% om cayyaume, cycnekmHu
(B5) - 6 33,3%, HegemepmuHupaH pe3yamam (B3 u B4) - 6 11,6%, gobpokavecmBeH (B2)
- 8 1,5% u HeguazHocmuueH (B1) - 68 4,4%. Xucmoao2uyHomo u3caegBaHe npu Bcuuku
nauyueHmu ycmarnoBaBa ATK, kamo nomBbprkgaBa exoepadpckama cycnekuyua 6 100% om
cAyvyaume, a yumoao2udyHama cycnekuua - 6 94,2%.

Mpu 18 nauueHmu (26%) ca onucaHu exoz2pagpCcku cycnekmHu AuM@HuU 8b3AU, Kamo
npu 15 om max (21,7%), c gocmbnHa Aokaau3auus, e uzBovpwena TIb cbc uau 6e3 cmub
3a mupeo2r0obyauH. B 11 om cayuaume (73,3%) exoepagpckama cycnekuyua e nomBup-
geHa uumoAo2u4Ho u/uau buoxumuvHo. Om Bcuyku nauueHmu ¢ exozpagCcku cycnekms-
HU AUMAHU Bb3AU npu 77,8% (14) memacmamuyHuam um xapakmep e nomBbpgeH
XUCMOAO2UYHO.

3akaroyenue: Hacmoawomo npoyuBaHe ycmanoBu Bucoka kopeaauua mexxgy exozpad-
ckama cycnekyua 3a MaAu2HeHOCM, UUMOAO2UYHOMO U XUCMOAO2UYHO u3caegBaHe.
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Diagnostic Value of Ultrasound Investigation and Cytology in
Differentiated Thyroid Cancer

Inna Dimitrova, Roussanka Kovatcheva, Alexander Shinkov, Ralica Ivanova,
Radina Ivanova, Kalin Vidinov
Clinical center of Endocrinology and Gerontology, Medical University, Sofia

Thyroid cancer is found in approximately 5% of thyroid noodules. Differentiated thyroid
carcinoma (DTC) includes papillary (PTC) and follicular carcinoma (FTC). PTC is over
90% of cases and its incidence increases worldwide along with the incidence of papillary
microcarcinoma (PMC).

Materials and methods: \We report 69 patients with nodular goiter (57 females, 12 males;
average age of 41,9 years) with suspicious ultrasound characteristics - EU-TIRADS 4 and
5, 2 cases of EU-TIRADS 3 but with accessory suspicious ultrasound characteristics. Fine
needle biopsy (FNB) with cytology was performed of the thyroid nodules of all patients
and of suspicious lymph nodes, when they were present, along with the measurement of
thyroglobulin in washout. All patients underwent surgery - thyroidectomy and lobectomy
with histological verification.

Results: Ultrasound investigation of thyroid nodules found solid hypoechoic structure in
94% of cases, irregular margins - in 41,7%, microcalcifications - in 59,4%. Forty seven point
eight percent of nodules were <10 mm in the biggest diameter. Cytologically malignant
(B6) were 49,2% of cases, suspicious (B5) - 33,3%, indeterminate (B3 and B4) - 11,6%,
benign (B2) - 1,5% and nondiagnostic (B1) - 4,4% of cases. Histological investigation in all
patients found DTC and confirmed ultrasound suspicion in 100%, also cytological suspicion
~in 94,2%.

In 18 patients (26%) were found lymph nodes with suspicious ultrasound characteristics
and 15 of them (21,7%), whose lymph nodes were accessible, underwent FNB with or
without thyroglobulin washout. In 11 of cases (73,3%) the ultrasound suspicion was confirmed
cytologically and/or biochemically. Of all patients with suspicious ultrasound lymph nodes in
77,8% (14) the metastatic character was confirmed histologically.

Conclusion: The present study found high correlation between ultrasound suspicion for
malignancy, cytological and histological investigation.

Buomapkepu Ha okcugamuBHug cmpec npu nayueHmu ¢
mupeougum Ha Xawumomo, uscaegBanu c EMP cnekmpockonug

Xyauema leperoBa ?, [aauna HukoroBa?®, nka KapamarakoBa®, Beceauna lagxeBa’
"'KauHuka no EHgokpuHoaoeaus, YMBAA ,INpogp. Cm. KupkoBuy” 2 Kamegpa lNponegeBmuka Ha BbmpewHu 60-

Aecmu, ° Kamegpa no Xumua u buoxumus, MeguuurHcku Dakyrmem, Tpakuicku YHuBepcumem, Cmapa 3azopa

OxkcugamuBHuam cmpec uzpae 3HayumeAHa poaa npu aBmoumyHHume 3aboaaBaHus.
ABmoumyHHUaSmM mupeougum Ha Xawumomo (TX) e Hal-pa3znpocmpaHeHOMOo op2aH-cne-
uuuyHo aBmoumyHHo 3aboaaBaHe Ha wumoBugHama >Ae3a. Hakou nayueHmu ce om-
kpuBam B cbcmoaHue Ha MmeXXbK Xunomupeougu3ibm, gpyau ocmaBam eymupeougHu 6
NpogbAXKeHUe Ha gecemuaemua. Bbnpeku ye poaama Ha mupeougHama gucyHKuua 3a
noBuweHa npogykuua Ha cBobogHU pagukaAu 6e MHO20KpamMHO goka3aHa, gaHHUMe 3a
3HayeHuemo Ha aBmoumyHHua gucbaraHC 3a noggbp>kaHemo Ha okcugamuBeH cmpec,
Npu eymupeougHo cbcmoaHue Ha nauueHmume ¢ TX ca npomuBopeuuBu.




Lleama Ha Hacmosawemo npoyuBaHe e u3znoa3zBalku Eaekmpon [NapamazHumeH Pe-
30HaHC chekmpocKonuama ga ce u3acHuU pagukaroBua mexaHu3zbm Ha yBpegume npu
aBmoumyHHUAM mupeougum Ha Xawumomo u egekma Ha npoBexkgaHomo AeyeHue C
mupeougHu XxopmoHu. NpoBegeHu ca caegHume EaekmpoH NapamazHumeH Pe3oHaHc us-
caregBaHua:

1. OnpegeaaHe Ha ackopbamHu paguKkaau;

2. OnpegeasaHe Ha PeakmuBHu KucropogHu BugoBe (ROS) npogykmu;

3. Onpegenane Ha - NO pagukaau.

M3caegBanu ca 49 nauueHma c Tupeougum Ha Xawumomo: 14 (1 mbyk u 13 >xeHu; cpeg-
Ha Bb3pacm: 4116 20g.) HoBoguazHoCcmMuuupaHu navuueHmu ¢ TX eymupeougHa a3a;,
35 (2 mouxe u 33 xeHu; cpegHa Bb3pacm: 51+3 20g.) ¢ TX aekyBaHu c Levothyroxine, 6
go3upoBka noggbprkawa eymupeougHo cbecmonaHue. 23 3gpabu auua ca BkaloueHu kamo
KOHMpoAU. Bcuuku npobu ca uzcaegBaHu kamo mpunaukamu.

YcmanoBuxme noBuweHu HuBa Ha ackopbamHume pagukaau npu nayueHmume ¢ TX ey-
mupeougHa pa3a B8 cpaBHeHue cbc 3gpaBume koHmpoau. (1,9£0,3, vs 0,7£0,1, p<0,00).
NMogobHo cmamucmuvecko 3Hauyumo yBeaudyeHue HabAlogaBaxme npu navyueHmume c TX,
AekyBaHu ¢ Levothyroxine cpaBHeHu ¢ koHmpoaume (1,77+0,2, vs 0,7£0,1, p<0,00).
Apyeo gokazameacmBo 3a Haauuue Ha okcugamuBeH cmpec 6 moBa npoyuBaHe, ca cma-
mucmuyecku no-Bucokume HuBa Ha PeakmuBHume KucaopogHu BugoBe npogykmu Ha-
mepeHu u gBeme 2pynu uzcaegBaHu nauueHmu 6 cpaBreHue ¢ koHmpoaume (TX eymupe-
ougHa ¢a3a 1,60 £0,22 vs. 0,46 0,08, p=0,00; TX Ha poHa Ha AeyeHue 1,69 £0,2 vs. 0,46
10,08, p=0,00, cbomBemHo).

MoBuweHu HuBa Ha +NO ca HabaogaBaHu npu nauueHmume ¢ TX eymupeougHa
daza, cpabHeHu cbe 3gpaBume koHmpoau (35,24 £ 2,3 vs. 9,65 10,8, p=0,00). Hawemo
npoyuBaHe noka3za cbw,o cmamucmuvecku 3Havyumo noBuwabaHe Ha HuBama Ha peauc-
mpupaHume +NO pagukaau npu TX Ha ¢poHa Ha npoBexkgaHomo AeueHue, cpaBHeHu ¢
koHmpoaume (34,73 £1,5 vs. 9,65 + 0,8, p=0,00).

B 3akAroueHue, me3u gaHHU Nogkpenam me3ama, Ye omkAoHeHuama 6 nokazameaume
Ha okcugamuBHua cmpec, ca hocaeguua om nepcucmupawua aBmoumyHeH gucbaraHc.
Hawume pe3zyamamu onpegeaam Bb3morkHama noa3a om gobaBaHe Ha aHmuokcugaHmu
B AeuebHama cxema Ha TX, HezaBucumo om pazama Ha 3aboaaBaHemo.

Real Time Oxidative Stress Biomarkers Measured In Patients with
Hashimoto’s thyroiditis — An Electron Paramagnetic Resonance Study

Julieta Gerenova "%, Galina Nikolova?®, Yanka Karamalakova?, Veselina Gadjeva?.

'Clinic of Endocrinology, University Hospital; Department of Propeudetics of Internal Diseases; 3Department
Chemistry and Biochemistry, Medical Faculty, Trakia University, Stara Zagora

Hashimoto,s thyroiditis (HT) is the most common autoimmune thyroid disorder. It
is well known that many HT patients are in euthyroid state for years and others of them
with hypothyroidism, achieve euthyroidism due to treatment with levothyroxine. Although
the role of presence of thyroid dysfunction for overproduction of free radicals has been
elucidated, the data about the role of autoimmunity to sustain the presence of oxidative
stress despite the normal serum thyroid hormone levels are contradictory. We investigated
the changes in oxidative stress markers in HT patients in euthyroid state ang under treatment
with levothyroxine compared to healthy controls.
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The present study aimed by using electron paramagnetic resonance spectroscopy (EPR)
methods to elucidate the radical mechanisms included in the pathogenesis of Hashimoto’s
thyroiditis by following out the sera levels of some ,real time” oxidative stress biomarkers.
We investigated 49 with HT: 14 (1 male and 13 female; mean age yr: 41+6) newly diagnosed
patients with euthyroid HT, 35 subjects (2 male and 33 female; mean age yr: 51 + 3) with HT
treated with Levothyroxine. 23 healthy subjects were included as controls. All samples were
measured in triplicate and presented as arbitrary units.

We found elevated levels of ascorbate radicals in euthyroid HT patients compared to
healthy controls (1,9£0,3, vs 0,7£0,1, p<0,00). Similar statistically significant increase was
observed in HT patients treated with Levothyroxine comparing to controls (1,77£0,2, vs
0,7+0,1, p<0,00).

Another confirmation about oxidative stress availability in this study were statistically

higher levels of reactive oxygen species products found in both studied patients’ groups
comparing to the controls (euthyroid HT 1,60 £ 0,22 vs. 0,46 0,08, p=0,00; HT under
treatment 1,69 + 0,2 vs. 0,46 £0,08, p=0,00, respectively).
Increase in the levels of Nitric oxide (- NO) are observed in euthyroid HT patients compared
with the controls (35,24 £ 2,3 vs. 9,65 £0,8, p=0,00). Our study showed also a statistically
significant increases in the levels of registered «NO radicals in HT patients under treatment
comparing to controls (34,73 £1,5 vs. 9,65 £ 0,8, p=0,00).

In conclusions, oxidative stress is increased similarly in both euthyroid HT and HT patients
under treatment and these data reinforce the idea that this is consequence of autoimmunity
per se. Our results determine the addition of antioxidants in the treatment of HT patients
regardless of disease activity.

HegocmambyHocm Ha Bucokume go3u aeBomupokcuH npu
aBmoumyHeH xunomupeougu3sbm: Edpekm Ha 2a0kokopmukougHa-

ma nyAc-mepanug

AecucaaBa lopyeBa’, Av4ezap b. Ao3aHoB', Beceauna KoreBa', Camyun Pegpemocp >, boau AozaHoB'
TAgokubagem Cumu Kauruk Tokyga 6oaHuua, KauHuka no BempewHu 6orecmu, EHgokpuHHO omgeeHue; 2
YHuBepcumem Ha Yukazo, MeguuyuHcku yeHmsp, Yukazo, ViauHouc, CALL

Llen Ha npoy4yB6aHemo: Aa ce u3zacHAM NpuyvuHUME 3a HegoCcMambuHUA epekm Ha
3amecmumeAHOmMo AedeHue ¢ Bucoku go3u AeBomupoKCUH NPU HAKOU XunomupeougHU
nauueHmu.

Memogu: TSH, FT4, TPO-ab, TG-ab, T4-ab, memuanpegHu3oaoH u. 8. nyac

Pesyamamu: 42-2oguwHa >keHa ¢ mupougum Ha Hashimoto u nocmonepamuBeH xu-
nomupeougu3bm Ha 3amecmumenHo AeveHue ¢ AeBomupokcuH (L-T4) 150 mke u mpudo-
gomupoHuH (L-T3) 37,5 mke/24h 6e npuema 68 omgeaeHuemo c: TSH-23,8 8 mlU/|, FT4-
6,18pmol/l (Hopma 9-19 pmol/l ), TPO-ab 696 IU / ml, TG-ab 818 IU /ml. YcmanoBuxa ce
NOAOXKUMEAHU yupkyAaupawu T4-anmumeaa. MauueHmkama cna3Bawe uzuckBaHuama Ha
AeYeHUEemMo, Npuem Ha gpyau megukameHmu be uzkatoueH. Tecmbm 3a L-T4 upeBHa abcop-
buua noka3za HopmaaHo yBeauueHue Ha cepymHua FT4. Caeg uHmpaBeHo3HO npuAazaHe
Ha 500 MemuuaA-npegHu3oAoH (MPS) 500 mgiv / 24h 3a mpu nocregoBameaHu gHu, npu
cbwume go3u L-T4 /L-T3, cepymHuam FT4 ce noBuwu go 14,5 pmol /I, TSH cnagHa go 0,18
mlU/l, uupkyaupawume T4- ab ce cHuxkuxa nog pedepeHmHama 2paHuua ycnopegHo
CbC 3HaYUMO cHukeHue Ha TPO-ab. M3katouu ce L-T3 u L-T4 150 mke gH. MOHOMepanua
6e npogbaxkeHa npe3 cregBawume 3 meceua. NoBmopHo noBuweHue Ha TSH




U uupkyaupawume T4-aHmumeaa ce ycmaHoBuxa caeg okoro 100 gHu. NMpurazaHemo
Ha gBa nyaca c MPS 500 mgiv / 24h 6e nocaegBaHo om HopmaAu3zupaHe Ha UUPKYAU-
pawume T4- ab u FT4, ycnopegHo cbc cHuxkeHue Ha TSH nog pedgepeHmHama 2paHuua.

3akaoyeHue: HegocmambuHuam epekm Ha Bucokume go3u AeBomupoKkcuH npu Xu-
nomupeougu3bm 3aBucu om mMHO20 pakmopu u mexaHu3mu, noBauaBawu abcopbuuama
Ha L-T4 8 mbHkume yepBa uau cBvp3zBaHemo Ha uUpKYAUpawua XOPMOH C UUPKYAUpPaULU
akmuBHu moaekyau. Hawume gaHHu gaBam ocHoBaHue ga ce npegnoaaza, ye HaAudue
Ha T4- aBmoaHmumeAa mo2am ga ca NpuyuHa 3a HegocmambyeH epekm Ha 3amecmu-
meAHOMO AedeHue npu aBmoumyHeH xXunomupeougu3zbm, kKoemo 6u mozao ga bbge npe-
ogoAaHo ¢ Bucoku go3u 2Alokokopmukougu, ocBoboxkgaBawu FT4 om cBbp3zBawume
20 UMUHHU KOMNAEKCU.

Insufficiency of High Doses Levothyroxin in Autoimmune
Hypothyroidism: Effect of Glucocorticoid Pulse Administration

Dessislava Gortcheva', Lachezar B. Lozanov', Vesselina Koleva’, Samuel Refetoff? and

Boyan Lozanov’
"Acibadem City Clinic Tokuda Hospital, Clinic Of Internal Diseases, Endocrine Depart.
2 The University of Chicago, Medical Center, Chicago, Illinois, USA

The aim of the study was to explore the causes of insufficiency of the high doses
levothyroxine supplementation of some hypothyroid patients.

Methods: thyroid hormones, TPO-ab, TG-ab, T4-ab, methylprednisolon i.v.pulses

Results: A 42-year oldwoman with Hashimoto thyroiditis and postoperative hypothyroidism
receiving levothyroxine (L-T4) 150 ug and liothyronine (L-T3) 37,5 ug/24h was admitted to
the hospital with abnormal tests: TSH- 23,8 mlU/I, FT4- 6,18 pmol/l (normal range 9-19
pmol/l), TPO-ab 696 1U/ml, TG-ab 818 IU/ml. The positive circulating T4-antibodies were
established. The patient had a good adherence to medication, administration of other
drugs was excluded. The test of L-T4 absorption revealed a normal increase of serum FT4.
Methylprednisolon (MPS) was administered in pulses of 500 mgi.v./24h for three consecutive
days while continuing the same doses of L-T4/L-T3, resulted in a rapid increase of FT4 to 14,5
pmol/l, fall of TSH to 0,18 mU/l and decrease of T4-antibodies to the background value;
TPO-ab also decreased significantly. Then L-T3 was excluded and monotherapy of 150 mcg
L-T4 was continued during the next three months. The effect persisted for about 100 days
when TSH and the circulating T4-ab increased anew. The second administration of MPS
500 mg in two pulses resulted again in normalization of FT4 and T4-antibodies in parallel
by decrease of TSH.

Conclusion: The effectiveness of levothyroxine administration in hypothyroidism
depends on many factors and mechanisms influencing the L-T4 absorption in small intestins
or binding of circulating hormone to different active molecules in circulation Our data
suggest that the presence of T4 autoantibodies may be a cause of an inadequate effect
of replacement therapy in autoimmune hypothyroidism that could be overcome with high
doses of glucocorticoids via release of FT4 from the binding immune complexes.
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KayecmBo Ha »kuBom npu nayueHmku c aBmoumyHeH
mupeougum

M. lMemkoBa, K. brazoeBa, M. PayeBa
Cogpuucku yHuBepcumem, MeguuuHcku ¢pakyrmem, Yb ,AozeHey”, Cogpua

ABmoumyHHUAM Mupeougum e WupokKo paznpocmpaHeHo 3aboaaBaHe, yuamo yecmo-
ma B nocaegHume 20guHU 3Ha4umMeAHo HapacmBa. Tol e ocHoBHa npuyuHa 3a mupeoug-
Ha HegocmambuHocm u Bbnpeku, ye 3amecmumeAHama mepanua Hopmaau3upa HuBama
Ha MupeougHuUmMe XOpPMOoHU, kavecmBomo Ha >kuBom Ha me3u hayueHmMu e NPOMEHEHO.

Liea:

Lleama Ha Hacmoawemo u3zcaregBaHe bewe ga ce oueHu kavecmBomo Ha >xuBom Ha >keHu
¢ aBmoumyHeH pueougum u ce cpaBHu ¢ moBa Ha >xeHu 6e3 aBmoumyHHo 3aboaaBaHe.

Iayuenmu u memogu:

Kpambk 36-moukoB BbnpocHuk 3a oueHka kauecmBomo Ha >kuBom Gewe nonbAHEH om
47 xeHu ¢ aBmoumyHeH mupeougum Ha Bb3pacm 22-69 20g., npoBexkgawu UAU He 3amec-
mumeAHa mepanua ¢ mupeougHu xopmoHu u 40 >xeHu Ha Bb3pacm 24-65 20g. 6e3 gaHHU
3a aBmoumyHHo 3aboAaBaHe. 13noa3zBaHuam BbnpocHUK 3a oueHka kauecmBomo Ha Xu-
Bom obxBawawe 8 acnekma Ha 4yoBewkomo 3gpabe: puzuuecko cbCcmoaHue, MeAecHa
6oAka, o2paHuyeHua caegcmBue Ha dpuzudecku 3gpaBocroBHu npobaemu, o2paHuyeHuA
caegcmBue Ha NepcoHaAHU UAU €MOUUOHAAHU NpobAemuU, eMOUUOHAAHO CbCMOYHUE,
couyuarHa oyHKuug, eHepaus/ymopa u obwo 3gpaBocroBHo cbecmosaHue. BbnpocHuuu-
me 6axa nonbABaHu 8 ambyaamopHa obcmanoBka 8 Vb ,AozeHeu”, Cocua. INauueHmu-
me 06axa pa3geaeHu Ha gBe 2pynu B 3aBucumocm om HoBomo Ha TSH: nvpBama 2pyna
BrkatouBawe nayueHmu ¢ HuBa Ha TSH < 4,0 mU/ml, a Bmopama-makuBa, ¢ HuBa Ha TSH
> 4,0 mU/ml.

Pezyamamu:

AHaAu3bmM Ha Ha gaHHume om u3noa3BaHua BbnpocHuk noka3a, ye kadecmBomo Ha
»kuBom Ha nauueHmume ¢ aBmoumyHeH mupeougum u xunomupeougu3zbm (p < 0,05) e
no-Arowo, cpaBHeHo ¢ moBa Ha nonyaauuama 6e3 aBmoumyHHo 3ab6oaaBaHe. bewe Hame-
peHa KopeAauua mexkgy HuBomo Ha TSH u napamempume om BbnpocHuka 3a kauyecmBo-
mo Ha >kuBom.

3akaroyeHue:

BAroweHomo kauecmBo Ha >kuBom Ha nauueHmume ¢ aBmoumyHeH mupeougum e cBbp-
3aHO ¢ HUBomo Ha TSH. NogbpaBaHe cbcmoaHuemo Ha me3u nauueHmMu u3uckBa nog-
gbpykaHe Ha onmMuMaAHU HuBa Ha mupeougHUMeE XOPMOHU.

Quality of Life in Patients with Autoimmune Thyroiditis

M. Petkova, K. Blagoeva, M. Racheva
SU, Medical Faculty, UH ,Lozenetz”, Sofia

Autoimmune thyroiditis is a frequent disorder with increasing prevalence during last years.
It is leading cause for thhypothyroidism. Although the therapy with Levothyroxine restores
the hormonal levels, the quality of life in patients in the patients is impaired.

Aim:
The aim of this study is to evaluate the health related quality of life impairment in patients
with autoimmune thyroiditis.
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Patients and methods:
The Short Form-36 questionnaire which measures Quality of Life was used in 47 women
aged from 22 to 69 years with autoimmune thyroiditis and in 40 women aged from 24 to 65
years without autoimmune thyroiditis. The Short Form-36 is a 36 item questionnaire which
measures Quality of Life across eight domains, which are both physically and emotionally
based. The eight domains that the SF36 measures are as follows: physical functioning; role
limitations due to physical health; role limitations due to emotional problems; energy/
fatigue; emotional well-being; social functioning; pain; general health. The questionnaire was
answered in outpatient based clinic in UH ,Lozenetz”, Sofia. The patients were divided into
two groups depending on level of TSH: first group included patients with TSH < 4,0 mU/ml,
the second group included patients with TSH > 4,0 mU/ml.

Results:
Almost all scales of the questionnaire SF-36 in patients with hypothyroidism were significantly
lower (p < 0,05), than in healthy people. The relationship was fount between the quality of
life in patients with autoimmune thyroiditis and TSH level.

Conclusion:
A decreased in quality of life in patients with autoimmune thyroiditis is related to a level of
TSH. To improve the quality of life in these patients, the level of TSH should be maintained
in the optimal levels.

Hupkyaupawume CD3(+)CD4(+)CD28(-) T Aumdouumu He ca
yBeauyeHu npu nayueHmu c aBmoumyHeH mupeougum
P. MexoBa’, M. boanoB', A. bakaroB8', C. AecuukoBa? A. LjakoBa?> X. XpucmoBa?

' KAUHUKa no eHgoKpuHoAo2UA U Borecmu Ha obmaHama, Kamegpa no BbmpewHu 6orecmu, YMBAA ,Arex-
caHgpoBcka“, MY Cogus; * Kamegpa no KAUHUYHA Aabopamopua u KAUHUYHA umyHoArozus, YMBAA ,Arekcan-
gpoBcka”, MY Cocgpua

Bwv6Begenue: CD4(+)CD28(-) T aumgpouumume ca Th1 cybnonyaayun, Koamo ce omAau-
yaBa cvbc 3acuneHume cu npoBb3znaaumeAHu U UUMoOMoKcuYHU cpyHkuyuu. CD4(+)CD28(-)
T Aumgouumume npoAudepupam npu mHoxxecmBo aBmoumyHHu 3aboraBaHug, Brkatouu-
meAHo u npu bazegoBa 6oaecm.

Llea Ha uzcaegBaHemo: ga ce onpegeAu gaAu hponopuuume Ha uupkyaupawume CD4
(+) CD28 (-) T Aumcpouumume ca noBauaHu om HaAuduemo Ha aBmoumyHeH mupougum
(AT).

lMayuenmu u memogu: YiyacmBaxa 46 nauueHmu ¢ HoBoguazHocmuuupaH AT (25 ey-
mupougHu u 21 xunomupougHu), 25 nayueHmu c Beue uzBecmeH AT Ha 3amecmumeAHo
AedeHue ¢ AeBomupokcuH, kakmo u 21 3gpaBu koHmpoau. Npu Bcuvuku yyacmHuuu ce
cHe nogpobHa aHamHe3a, u3Bbpwu ce puzukareH npeaaeg u yampazBykoBo uzcaegBare
Ha wumoBugHama »ae3a (Fukuda-Denshi 550). INponopuuume Ha yupkyaupawume CD4
(+) CD28 (-) T Aumdpouumu ce onpegeAuxa upe3 paoyuumomempus, kKamo ce u3znoa3Ba
KoMbuHauua om KOHI2uUpaHU MOHOKAOHaAHU aHmumeaa CD4 FITC/CD 28PE/ CD3 perCP
(Immunostep S.L.). CepymHume HuBa Ha mupeougHUMe XOPMOHU U aHmMumeAa ce U3CAeg-
Baxa upe3z mpemo nokoreHue ECLIA memoguka (Roche Diagnostics).

Pezyanmamu: INpoueHmbm Ha yupkyaupawume CD3 (+) CD4 (+) CD28 (-) T Aaumcpouu-
mu He ce pa3AaudaBa mexkgy nauueHmume u 3gpaBume koHmpoau: 1,82% cnpamo 1,4% (p
= 0,30). INpu eymupeougHume navueHmu mazu cyobnonyaauua T Aumcpouumu e cpegHo
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2,1% (0,0-21,3), npu me3u CcbC cybKAUHUYEH xunomupeougu3ibvm - 1,5% (0,2-6,9) u 1,3%
(0,04-18,7) npu xunomupeougHume (p = 0,21). CD3 + CD4 (+) CD28 (-) T Aumcbouumume
ca 3HavyumeAHo no-Bucoku npu »keHume, OMKOAKOMo npu mbxkeme (p = 0,019). Te kope-
Aupam ¢ Bb3pacmma Ha navueHmume (r = 0,485, p = 0,019) u obpamHo - ¢ HuBama Ha
TgAb (r=-0,265, p=0,032) u TRAb (r=-0,236, p = 0,046). bpoam Ha noBuweHume mupeo-
UgHU aHMumeaa uma obpamua 3aBucumocm c CD3 (+) CD4 (+) CD28 (-) T Aumcgpouumume
(p=0,01).

U36ogu: He ce omkpuBam npomeru 8 CD3 (+) CD4 (+) CD28 (-) T Aumcpouumume npu
nauueHmu c AT. Bb3moxkHo e moBa ga e egHa om namozeHemuyHUMeE Pa3AUKU Mexgy
bazegoBama 6orecm u AT, 8 pamkume Ha aBmoumyHHumMe mupeougHu 3aboaaBaHus.

Circulating CD3(+)CD4(+)CD28(-) T Lymphocytes Are not Elevated

in Patients with Autoimmune Thyroiditis

R. Mekova', M. Boyanov', D. Bakalov', S. Lesichkova? A. Tsakova? J. Hristova®
!'Clinic of Endocrinology and Metabolism, Department of Internal Medicine , University Hospital

JAlexandrovska”, Medical University Sofia; 2 Department of Clinical Laboratory and Clinical Inmunology,
University Hospital ,Alexandrovska“, Medical University Sofia

Introduction: CD4 (+) CD28 (-) Tlymphocytes are aTh1 subpopulation that is characterized
by its enhanced proinflammatory and cytotoxic functions. CD4 (+) CD28 (-) T lymphocytes
proliferate in a number of autoimmune diseases, including Graves disease.

Aim of the study: to determine whether the proportions of CD4(+)CD28(-) T lymphocytes
are affected by the presence of autoimmune thyroiditis (AIT).

Patient and methods: Forty-six patients with newly diagnosed AIT (25 euthyroid and
21 hypothyroid), 25 patients with previously known AIT on levothyroxine replacement,
as well as 21 healthy controls participated in this study. Medical history was collected,
physical examination and thyroid ultrasound/Fukuda-Denshi 550/ were performed. The
proportions of circulating CD4 (+) CD28 (-) T lymphocytes were assessed by flow cytometry
with a combination of conjugated monoclonal antibodies CD4 FITC/CD28PE/CD3perCP
/ Immunostep S.L./. Serum levels of thyroid hormones and antibodies were determined by
third generation ECLIA assays(Roche Diagnostics).

Results: The percentages of circulating CD3(+)CD4(+)CD28(-) T lymphocytes did not
differ between patients and healthy controls: 1,82% versus 1,4% (p=0,30). The median
proportion of CD3(+)CD4(+)CD28 (-) T lymphocytes in the euthyroid patients was 2,1%
(0,0-21,3), 1,5% (0,2-6,9) in the subclinically hypothyroid ones, and 1,3% (0,04-18,7) in the
hypothyroid ones (p = 0,21 for the inter-group differences). CD3 + CD4 (+) CD28 (-) T
lymphocytes were significantly higher in women than in men (p = 0,019). They correlated
with the patients age (r = 0,485, p= 0,019), and also inversely - with the TgAb levels (r =
-0,265, p = 0,032) and TRAD levels (r =-0,236, p = 0,046). The number of elevated thyroid
antibodies was also inversely correlated with the CD3(+)CD4(+)CD28(-) T lymphocytes (p =
0.01).

Conclusions: The proportion of circulatning CD3 (+) CD4 (+) CD28 (-) T lymphocytes
in patients with AT did not differ from that in healthy controls. This may be one of the
pathogenetic differences between Graves disease and AT in the spectrum of autoimmune
thyroid diseases.



Ckaeposupawa mepanug c emaHoA Ha wumoBugHu Bb3au
CbC COAUgHA u npeumywecmBeHo conugHa cmpykmypa.

Komenmap Ha npunoxkeHug memog npu 204 Hawu nayueHma.
H. Paiko6*, A. PaiikoBa-Kv4yoBcka™™, CH. BuyeBa™**, LI. Ke4yoBcku™***,

M. PaikoB™*****, M. ABgxuticka™****,

* MeguuuHcku komnaekc ,[aoc” - BapHa, eHgokpuHoaoe, ** MBAA Aobpud - Aobpuy, MepBo BbmpewHo

omgeAeHue, *** OHkoAo2u4eH gucnaHcep ,Mapko MapkoB8” - BapHa; OmgeAeHue No KAUHUYHA namoAo2ua
**FXCBATAA, BapHa ,[Mpoh. A-p Aumumsbp CmamamoB”, *****MeguyuHcku yHuBepcumem - BapHa

3AramHuam cmaHgapm 6 AedeHuemo Ha mupeougHume Bb3AU e xupypauuHuam. bazu-
pawu ce Ha beHu2HeHUA UUMOoAo2uUYeH pe3yamam, HaBae3zaume B npakmukama: ckAepo-
3upawa mepanua ¢ emaHoA (PEl) u aBaneapgHume abramuBHu mexHuku (ILP, RFA, HIFU
u MWA), npuaazaHu nog exozpadpcku KOHMPOA, ca aamepHamuBa Ha onepamuBHomo
omcmpaHaBaHe Ha gobpokavecmBeHume wumoBugHume Bb3Au.

PEl u xupypauuHama pe3ekuyun, ca cpegcmBo Ha nbpBu u360p npu AeyeHuemo Ha Bb3Au
C KUCMo3Ha u npeumywecmBeHo Kucmo3Ha cmpykmypa.

Llea: INMpocaegaBaHe mepaneBmuuHua ecpekm om npurazaHemo Ha PEl, npu 6v3Au ¢
npeobragaBawa coaugHa cmpykmypa u cpaBHaBaHe ¢ mo3u Ha mepmoabramuBHume
memogu.

Mamepuaru u memogu: Om peaucmpupaHu okoAro 500 nauueHma c npoBegeru PEI
3a nepuog 2012-2018 2 ca ceaekmuparu 204 nauueHma c npoBegera PEl Ha wumoBugHu
Bb3Au € npeobragaBawo corugHa cmpykmypa. Bb3aume ca pazgeaeHu Ha 3 2pynu cno-
peg obem Ha Kucmo3Hama KOMNOHeHma.

[MpuroxxeH e caegHua arzopumbm: 1. cybkymaHHa aHecmes3ua ¢ AugokauH;

2. NYHKUUA U achupayua Ha KUCMO3HOMO Cbgbp>kumo; 3. Th Ha coaAugHama KOMNOHeHMa;
4. UHMpaHogaAHa anAukauua Ha AugokKauH; 5. UHMpaHOogaAHa anAuKauua Ha emaHoA 95
2pagyca.

INpocaegaBaHemo Ha nauueHmume e Ha uHmepBaru om 2 meceua u noBeve om 2 meceua.

CmpanuyHu getdicmBua: rokarHa 0OAKA, KOHMpPOAUPaHa OM NpuAazaHua AugokauH;
MHO20 pagkama, bbp3onpexogHa gucoHuA.

Pezyamamu: TpunroxeHa PEl Ha 213 Bvb3era npu 204 nauuenma. CpegeH u3xogeH
ob6em Ha Bv3aume 5,07cc. AnauuupaHo cpegHo koaudecmBo emaHoa - 1,55cc. NpoBe-
geHa egHokpamta PEl Ha 171 Bb3eaa - cpegeH npoueHm Ha cBuBane (CIC) - 57%. ABy-
kpamHa PEl Ha 35 Bb3eaa - CINC 69%; mpukpamHa PEl Ha 6 Bb3Aa - CI1C 75%. INpu 16
Bb3ena e pecucmpupaHo cBuBare Hag 90%.

Peaucmupupan CINC caeg nbpBama PEI npu 8b3Au ¢ go 10% kucmo3Hama KOMNOHEeH-
ma- CI'1C 52%; npu kucmo3Ha komnoHeHma 10-30% - CI'1C 54%; kucmo3Ha KoMmnoHeHmMa
30-50% - CI'1C 63%.

Cnopeg AumepamypHume gaHHU nocmuz2Hamama pegykuua Ha obema caeg npusaza-
Hemo Ha mepmoabramuBHume memogu e 13 go 93% 3a 2oguHa, ¢ npeumywecmBo om
10% 3a RFA.

3akarodenue: Aobpama epekmuBHocm Ha PEl, HUCKama ueHa u AeCHOMO npuAazaHe
npaBam memoga cbnocmaBum ¢ aBaHeapgHume abramuBHu mexHuku. Npu Heobxogu-
mocm e Bb3MoXKeH no-2oAam Bpol npouegypu.
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The Ethanol Sclerotherapy of Thyroid Nodes with Solid and
Predominantly Solid Structure

A comment of the applied method on 204 patients
N. Raikov*, A. Raykova-Kachovska**, S. Vicheva***, Ts. Kachovki****,

Miroslav Raykov™*****, M. Avdzhiyska™*****

*Medical Complex ,Plus”, Varna, **MBAL Dobrich, First Department of Internal Medicine, ***Oncological
Dispensary ,Marko Markov”, Department of clinical pathology ,Varna,

****SBAGAL - Varna ,Prof. Dr Dimitar Stamatov”, *****Medical University, Varna

Surgery is the golden standard in thyroid nodes treatment. Based on the preliminary
benign cytology PEIl and the modern ablative techniques (ILP, RFA, HIFU and MWA), applied
with US guidance are an alternative modality to surgery for treatment of the benign thyroid
nodes.

Aim: To follow the treatment effect of PEl on thyroid nodes with solid and predominantly
solid structure and to compare it with the effect of the termoablative methods.

Materials and methods: For the period 2012-2018 we applied PEl to more than 500
patients. We selected 204 of them with nodes with predominantly sold structure. According
to the degree of the cystic component we divided them into three groups.

We use the following algorithm:

1. a skin anaesthesia with Lidocain, 2. a puncture and an aspiration of the cystic part of the
node, 3. a biopsy of solid nodes part, 4. intranodal application of Lidocain, 5. intranodal
application of ethanol 95 degree.

We followed the patients for a periods of 2 months and more than 2 months.

The side effects of PEIl: 1/a local pain, controlled by the Lidocain 2/rare transitory hoarseness.

Results: PEl was applied on 203 nodes in 204 patients. The initial average nodes
volume was 5,07 cc. The average volume of the applied ethanol was 1,55cc. We did:
one step PEl on 171 nodes with average shrinkage percent (ASP) - 57%; two step PEl on
35 nodes with ASP - 69%; tree step PEl on 6 nodes with ASP - 75%. A shrinkage over
90% seen in 16 nodes.

We registered (after the one step PEl) an ASP 52% in the group of nodes with a cystic
portion up to 10%; an ASP 54% - in the group 10-30% cystic portion nodes and an ASP
63% in the nodes group with 30% - 50% cystic portion.

Regarding the scientific data, the volume reduction after the termoablative methods 13%-
93% with an advantage with 10% for the RFA.

Conclusion: The very good results of PEl, the low cost and the easy application make
the method comparable to the termoablative techniques. If necessary, a greater number of
procedures are possible.
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CgﬁkAUHU'-IEH CUHJpPOM Ha Kl_._.jLUUHZ
lpog. Cabuna 3axapueBa, gmH

KauHudeH yueHmsp no eHgoKkpuHoAO2UA U eepoHmonoaus, MeguyuHcku yHuBepcumem- Cogpun

CybBKAUHUYHUAM XUNEPKOPMU30AU3bM Ce getpuHupa Kamo HapyweHua Ha Xunomaaa-
MO-XUnou3o-HagbbOpeuHama oc 6e3 HaAuduemo Ha KAaacuyeckume KAUHUYHU CuMnmo-
mu Ha uzaBeH xunepkopmu3zoauzbm. CybkAauHUYEeH cuHgpom Ha KywuHz2 Had-vyecmo ce
ycmaroBaBa npu nauueHmu cbC cayyalHo ycmaHoBeHu HagbbOpeyHu ageHomu, Kamo
paHeH cumnmom Ha peuuguB Ha 6oarecmma Ha KywuHe caeg npoBegeHa mpaHcgeHou-
gaAHa ageHoOMEeKmOoMuUA, Kakmo U NpU Yacm om nauueHmume CbC 3axapeH guabem mun
2 ¢ Acow memaboAumeH KOHMPOA, MeMaboAUMEH CUHGPOM U pe3ucmeHmHa apmepuaHa
xunepmotua. OcHoBeH npobaem npu guazHo3ama Ha CyOKAUHUYHUA CUHgPOM Ha KywiuHe
e Auncama Ha cneuuuyHa KAUHUYHA KapmuHa npu moBa cbcmosaHue. He cbwecmByBa
U KOHCEeHCYC 3a Hal-gobpua arzopumbm 32 nocmabaHe Ha guazHo3zama, BepoamHo nopa-
gu hpakma, ye pazaudHUME NAuUEeHMU UMam pPa3AUYHU KAUHUYHU npoaBu u GuoxumuvHu
HapyweHua. AuazHo3ama Ha cybKAUHUYHUA Xunepkopmu3oAu3zbm BkalouBa nomucHam
AKTX (<5 pg/ml), noBuweH cBob6ogeH kopmu3oa B ypuHama, Aunca Ha cynpecus Ha Kop-
mu3oAa nog 5,0 mg/dl caeg npuem Ha 1 mg gekcamemasoH, noBuweH BeuepeH cepymeH
UAU CAOHYEH KOPpMU30A u/uAu nomucHam DHEAS. B Hawe pempocnekmuBHo npoyuBaHe
cpeg 515 nauueHmu ¢ HagbBOpeUHU UHUUgEHMAAOMU YeCcmoma Ha CYOKAUHUYHUA CUHQ-
pom Ha KywuHe e 6,2%, a 8 gpyau npoyuBaHua npu nauueHmu € Xunou3HU ageHoMU
gocmuea 4,8%. ToBa cbcmoaHue He mpabBa ga ce npuema kamo eman om pa3zBumue-
MO Ha cuHgpoma Ha KywuHe, mbli kamo noBeyemo nayueHmu HUKO2a He npozpecupam
go u3aBeH xunepkopmu3oAu3bm. B Hawemo npoyuBaHe HUMO eguH OmM NpPOCAegeHu-
me nauueHMu CbC CYOKAUHUYEH cuHgpom Ha KywuHe He pa3zBuBa u3aBeHo 3aboaaBa-
He. CxogcmBomo B8 kAuHUYHAMa KapmuHa Ha cuHgpoma Ha KywuHz u memaboAumHun
cuHgpom gaBa ocHoBaHue ga ce gonycHe, ye npu memaboaumeH cuHgpom HUBomo Ha
Kopmu3oaa e noBuweHo. AaHHume noka3Bam, ue 6 noBeuemo cayvau HUBomMoO Ha Kop-
Mu30Aa € HOPMAAHO, gopu HUcko. Ha mbkaHHo HUBo edpekmbm Ha kKopmu3oaa ce Bauae
om MH020 gpyau akmopu. 1Tb-xugpokcucmepoug gexugpozeHa3za mun 1 (11p-HSDT)
npegcmaBaaBa kaouoB eH3zum, Kolmo kamaau3upa BbvmpekaembuHama koHBepcua Ha
KOPMU30H go gpu3zuoAo2u4HO akmuBeH kopmu3oa. YcmaHoBeHo e, ye akmuBHocmma Ha
11B-HSD1 e noBuweHa ceanekmuBHo 6866 BucueparHama macmHa mbkaH U e HamareHa 6
uepHua gpob. T1B-HSD1 ycuaBa 2atokokopmukougHua edpekm 6 kaemkama u gonpuHaca
3a HampynBaHemo Ha BucueparHa MacmHa mbKaH, 3@ UHcyauHoBama pe3ucmeHmHocm
u 3a pazBumuemo Ha xunepmoHuama ype3 gupekmHu U uHgupekmHu edpekmu B yepHua
gpob6, 666peuume u cbgoBeme. CeaekmuBHU UHXUOUMOPU Ha MO3U eH3uM Buxa mMo2AuU
ga npegocmaBam aamepHamuBa 6 AeveHuemo Ha cuHgpoma Ha KywuHa. Heobxogumu ca
gonbAHUMEAHU npoy4yBaHug, KOUMOo ga onpegeAam oNMUMaAHUA guazHOCMUYeH U mepa-
neBmuueH nogxog npu Bceku nayueHm.

bwazapcko ApyxecmBo no Engokpurorozua 61



Subclinical Cushing’s Syndrome
Prof. Sabina Zacharieva, MD, PhD, DMSci

Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Subclinical hypercortisolism is defined as alterations of the hypothalamus-pituitary-
adrenal axis without classical symptoms of clinically overt hypercortisolism. Subclinical
Cushing’s syndrome is usually seen in patients with an incidentally discovered adrenal mass,
at the early phase of recurrence of Cushing’s disease following pituitary surgery and in a
subset of patients with type 2 diabetes with poor metabolic control, metabolic syndrome
and resistant arterial hypertension. A major issue for the diagnosis of subclinical Cushing’s
syndrome is that this entity is not characterized by a specific clinical picture. There is also no
agreement on the best strategy for the diagnosis of subclinical hypercortisolism, most likely
because different individuals may present with different clinical features and biochemical
abnormalities. The diagnosis of subclinical Cushing’s syndrome include suppressed ACTH (<5
pg/ml), increased urine-free cortisol, suppression of cortisol to greater than 5,0 mg/d| after1
mg dexamethasone, elevated late night serum or salivary cortisol, and/or suppressed DHEAS.
In our retrospective study among 515 patients with adrenal incidentalomas the prevalence of
subclinical Cushing’s syndrome was 6,2%. In other studies in patients with pituitary adenomas
it reaches 4,8%. This disorder should not be considered as a stage in the development of
Cushing’s syndrome as most patients never progress to overt hypercortisolism. In our study
none of the patients with subclinical Cushing’s syndrome that were followed-up progressed
to overt disease. The similarities between the clinical features of Cushing syndrome and
those of metabolic syndrome raised the hypothesis that metabolic syndrome is associated
with glucocorticoid excess. However, in most cases of metabolic syndrome plasma cortisol
concentrations are normal or even low. Many other factors may influence cortisol activity
at the tissue level. 11B-hydroxysteroid dehydrogenase type 1 (11B-HSD1) is a key enzyme
that catalyzes the intracellular conversion of cortisone to physiologically active cortisol. It
has been found that 11B-HSD1 activity is selectively increased in visceral fat depots and
decreased in liver. These data suggest that 11BHSD1 amplifies glucocorticoid action in cells
and contributes to visceral fat accumulation, insulin resistance and hypertension through
direct and indirect effects on the liver, kidney and vasculature. Selective inhibitors of 11p-hy-
droxysteroid dehydrogenase type 1 (11B-HSD1) may offer an alternative in the treatment
of Cushing’s syndrome. Additional studies are needed to define optimal diagnostic and
therapeutic approaches with detailed phenotypic characterization of each patient.

MbpBuyeH angocmepoHusbm: 30-20guwieH onum B KAuHU4HuUg
LleHmbp no EHgokpuHono2ug, Codug

Hoanna Mampo3oBa, Baagumup BacureB, Pocen PyceB, leopzu lanye8,

leopeu KupuroB, AmaHnacka Eaenko6a, Cabuna 3axapueBa
KauHudeH yeHmbp no eHgokpuHoAO2ua u eepoHmonoaus, MeguyuHcku yHuBepcumem, Cogua

Bw6BegeHue. B nocregHume 20guHu ce ycmaroBu, ye nbpBudHUAmM aagocmepoHU3bm
(MA) e HaG-yecmama eHgoKpuHHa XUNepmoHuUA, guazHoCMuUupaHa CPegHO NPU OKOAO
6.1% om u3zcaegBaHume xunepmoHuyu 6 3aBucumocm om meXkecmma Ha apmepuan-




Hama XunepmoHuAa, Kamo MoXe ga gocmuzaHe go okoAo 20% npu cAyyau pe3ucmeHmHa
xunepmoHua. Cbw,o maka caeg mHoxxecmBo npoyuBaHua gHec Beue e uzBecmHo, ye MA
e cBbp3aH ¢ noBuweH cbpgeuHo-cbgoB puck B cpaBHeHue ¢ nauueHmMuU C eceHuuaAHa
XunepmoHua nopagu gonbAHUmMeAHuU BpegHu ecpekmu Ha aAgocmepoHa N0 OMHOWeHUe
Ha cbgoBeme u muokapga. B nocaegHume 20guHU ycuauama ca HacouyeHu Kbm ycbBop-
weHcmBaHe Ha guazHOCMUYHUME MEeMOogu U aHaAu3a Ha MemaboAumHUMeE YCAOXKHEe-
Hua npu A, ocHoBHo cBbp3aHu ¢ BbaaexugpamHume HapyneHua npu u3zcaegBaHume
nauueHmu.

Llea. Aa ce aHaau3upa 6a3a gaHHu, koamo BkatouBa uzcaregBaHume cayuau c A 8
YCBAAE npe3 nocaegHume 30 20guHU O OMHOWeEHUE Ha aHMpPonoOMemMpuUYHU U Mmemabo-
AUMHU NOKa3ameau.

Memogu. B KauHuuHua ueHmbp no EHgokpuHoaoz2ua kbm YCBAAE 6axa aHaau3zupaHu
H6azume gaHHU, Cbgbp>Kawu Xxapakmepucmuku Ha nayueHmume c 1A, npemuHaau 3a no-
cregHume 30 2oguHu. YemanoBu ce, e 3a nepuoga 1987-20172. npe3 YCBAAE ca npemu-
HaAu 206 nayueHma c IMA. B KauHukama no Xunomaaamo-xunogu3apHu u HagbbbpeuHu
3aboanBaHuna ca uzcregBaHu 182 cayuan, a kbm KauHukama no EHgnokpuHHa xupypaus
OM gpyau KAUHUKU ca Haco4eHu 24 caydaa ¢ ageHom Ha KoH 3a onepamuBHo AeveHue.
OcHoBHama memogoaozuvHa pa3auka 8 nocmaBaHemo Ha guazHo3ama Ha nauueHmume
c A 8 nocregHume 10 2oguHu e cBbp3aHa ¢ BbBexkgaHe Ha pymuHHO uznoa3BaHe Ha Cb-
OMHOWEHUEMO aAgoCMepPOH/peHuUH Kamo ckpuHuH208 mecm u KanmonpuaoBua mecm
kamo nomBbpykgeHue Ha guazHo3ama Ha [1A.

Pezyamamu. YcmaroBu ce, ue 8 nepuoga 1988-20042 6 YCBAAE ca guazHocmuuupa-
HU 56 cayyaa c A, kamo xunokaauemua ce ycmaHoBaBa 6 89,3% om cayuaume. Caeg
BvBexkgaHe Ha pymuHHO u3noa3BaHe Ha No-20pe NocoveHUMe guazHoCMuUYHU memogu 6
nepuoga 2005-20172 ca guazHocmuuupaHu 126 cayyaa c 1A npu yecmoma Ha xunokaaue-
muama om 61,1% cpeg uzcaegBarume nayueHmu. Cpeg nauyueHmume c A no omHowe-
Hue Ha pa3npegeAeHuemo no noa u Bb3pacm ce ycmanoBuxa 40,1% mobxxe u 59,9% >keHu
cbe cpegHa Bb3pacm Ha 2pynama 52,81 £ 11,92 2. Cpeg max ce guazHocmuuupaxa 82
CAyYan Ha uguonamuuHa xunepnaa3zua (MXA) u 80 cayuaa Ha aagocmepoH-npogyuupau,
ageHom (AlTA). ['To omHoweHue Ha memaboAumHume nokazameau 46,7% om nauueHmu-
me c A 6axa guaeHocmuuupaHu ¢ xunepaaukemua. Cpeg max ce ycmarHoBaBam 30.2%
cAyYan cbe 3axapeH guabem u 16.5% c npeguabem. MNauueHmume ¢ MIXA ca ¢ no-Bucok
UHgeKC Ha meAecHa maca (29,92 £4,97 vs 27,44 £ 5,15, p=0,003), no-2oAama yecmoma Ha
3axapeH guabem (36,6% vs 20%, p= 0,019) u no-Bucoku mpuaauuepugu (1,54 [1,12-2,02]
vs 1,2 [0,86-1,84], p=0,014) 6 cpaBHeHue c nauueHmume c AlA.

U36ogu. Creg BvBexgaHe Ha no-uyBcmBumeaHu memogu 3a guazHo3a Ha [1A no-
mBbpgeHume cayyau Ha NA HapacmBam gBykpamHo, koemo noka3zBa 3HaueHuemo Ha
u3znoA3zBaHemo Ha CbomHoweHUemo aagocmepoH/peHuH u Ha KanmonpuaoBua mecm,
cbomBemHo kamo ckpuHuH208 u nomBbpgumeneH mecm. B cpaBHeHue ¢ obwama no-
nyaauyua ¢ bvacapusa, nayueHmume c A noka3zBam 3HauumeaHo no-Bucoka yecmoma
Ha BberexugpamHume HapyweHua. MNauueHmume ¢ MIXA no-yecmo u3zaBaBam memabo-
AumeH cuHgpom B cpaBHeHue c AlMA, koemo ce nomBbp>kgaBa om nokazameaume Ha
memaboAaumHua npogua npu gBeme 2pynu.
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Primary aldosteronism: 30 years of experience in the Clinical
Centre of Endocrinology, Sofia
Joanna Matrozova, Vladimir Vassilev, Rossen Russev, Georgi Gantchev,

Atanaska Elenkova, Sabina Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Introduction: Primary aldosteronism (PA) is the most common form of endocrine
hypertension, comprising 5-10% among the investigated hypertensive patients. It has been
recognized that PA is associated with increased cardiovascular risk due to the additional
harmful effects of aldosterone on heart and vessels.

Aim.To investigate our database, with consists of PA patients that have been investigated
in the Clinical Centre of Endocrinology in the last 30 years.

Methods. Over the period 1987-2017, 206 patients have been diagnosed at the Clinical
Centre of Endocrinology. Among them, 182 cases have been investigated in the Clinic
of Pituitary, Adrenal and Gonadal diseases, and 24 patients were referred to the Clinic of
Endocrine Surgery for operative treatment from other hospitals. For the last 10 years, the
aldosterone-to-renin ratio has been used as a screening test, and the Captopril test- as a
confirmatory method for the diagnosis of PA.

Results. Over the period 1988-2004, 56 cases with PA were diagnosed, among them
89,3% with hypokalemia. After the introduction of the aforementioned diagnostic methods,
over the period 2005-2017, 126 cases with PA were found, with a prevalence of hypokalemia
of 61,1%. In the group of patients with PA we found 40,1% males and 59,9% females with a
mean age of 52,81 £ 11,92 years. Among them 82 patients were diagnosed with idiopathic
hyperaldosteronism (IHA) and 80 patients with aldosterone- producing adenoma (APA).
Data analysis demonstrated 46,7% of PA with hyperglycemia (30,2% patients with diabetes
and 16,5% with prediabetes). Patients with IHA had higher body mass index (29,92 +4,97vs
27,44%5,15, p=0,003), higher prevalence of diabetes mellitus (36,6% vs 20%, p=0,019) and
higher triglycerides (1,54 [1,12-2,02] vs 1,2 [0,86-1,84], p=0,014)compared to patients with APA.

Conclusions. After the introduction of more sophisticated diagnostic methods for PA,
the prevalence of this disease was found to be more than two times higher,which confirms
the importance of aldosterone-to-renin ratio and Captopril test in the diagnostic approach.
Patients with PA have a higher prevalence of carbohydrate disorders compared to the general
population in Bulgaria. Patients with IHA are diagnosed more with the metabolic syndrome,
which underlines the importance of screening for carbohydrate disorders in this population.

MemaboAumHu HapyweHud npu hayueHMu ¢ ¢peoxpomoyu-
mom: pempocnekmuBHo npoyuBaHe B equH chneyuaausupaH
ueHmbp 3a nocregHume 40 20quHu (1978-2017)

A. EaenkoBa’, I. lanueB’, B. BacureB', . Mampo3zo6a’, I. Togopo®8, I. KupuroB',
P. UBarnoBa’, C. 3axapueBa’

'KAUHUYEH UeHMBP NO eHgOKPUHOAO2UA U 2epoHmMoAo2us, MeguyuHcku yHuBepcumem, Cogus;
2YMBAA ,ArekcaHgpoBcka”, MeguuyuHcku yHuBepcumem, Cogua




Y6og: Cynpadgu3zuorocudHo noBuweHume kKamexoAamuHU Npu hauyueHmu C (peox-
pomouumom/napazaHaauom (PPGLs) ynpakHaBam wupok cnekmbp om memaboAumHu
ebekmu ype3 gupekmHo u uHgupekmHo noBauaBaHe ocHOBHO Ha BbeaexugpamHua u
AUNUgHUA MemaboAUu3bM.

AuzatH u memogu: NpoBegoxme pempocnekmuBHo npoyuBaHe, umawo 3a ueA ga
onpegeAu Yyecmomama Ha memaboAumHume HapyweHua npu navueHmu ¢ PPGLs npu gu-
azHoCcmuyupaHemo u maxHama eBoaoyua caeg onepamuBHomo AeveHue. AHaAu3zupaHu
6axa gaHHume Ha 204 nauueHmu (92 mbxke; 112 »KeHu) ¢ XucmoAo2u4yHo nomBbpgeHu
PPGLs (91% deoxpomouumomu/ 9% napazaHa2AuoOmuU), guazHOCMUpPUUUpPAHU U NpocAega-
BaHu B eguH cneyuaAu3upaH ueHMbP npe3 nocaegHume 40 2oguHu (1978-2017).

Pezyamamu: BverexugpamHu HapyweHua 6axa ycmaHoBeHu npu 49% om nauueHmu-
me B8 uzcaegBanama koxopma: 30% u3aBeH 3axapeH guabem (DM); 9% HapyweHa 2Alo-
Ko3a Ha 2AagHo (IFG); 6% HapyweH BberexugpameHn moaepaHc (IGT) u 4% kombuHupaH
2AOKO3€eH UHmMoaAepaHc. lauueHmume ¢ guabem u npeguabemHu CbCcmMoAHUA UMaxa Cue-
HUPUKAHMHO no-20Aama Bb3pacm npu guazHocmuuupaHemo (cpegHa = SD: 50,7 + 12,8
vs. 37,9 £ 15,1 20g.; p<0,0001), kakmo u no-Bucoku 244-ypuHHU MemaHe@pPUHU (MeguaHa,
[MuH.-makc.]: 1354 [58-20 856] vs. 621 [26-3550] pg/24h; p=0,019) u HopmemaHedpu-
HU (MeguaHa, [MuH.-makc.]: 2737 [258-37 781] vs. 1376 [127-9468] pg/24h; p=0,036) 6
cpaBHeHue c Auuama C HOpMaAeH 2AI0K03eH moAepaHc. Bbnpeku moBa, kopeAayuoHHU-
am aHaAu3 He noka3a cu2HugukaHmHa 3aBucumocm Humo mexxgy HuBama Ha kpbBHama
3axap Ha 2AagHO U MemaHe@puHume, HUmo mexxgy HbATc u me3u memaboaumu. INpu-
6Au3umeaHo noaroBuHama om nauueHmume (n=100) umaxa npocaegaBaHe no Bpeme Ha
onpegeAeHUa Nepuog: 66% om max HanbAHO BAxXa HOpMaAu3UpaAu apMEPUAAHOMO CU Ha-
Af2aHe nocmonepamuBHo. HabatogaBaxme b6aazonpuamua eBoaouua npu nauueHmume
DM u IFG caeg xupypauuHomo AeveHue (DM: 13% vs. 33%; p=0,0007; IGT: 9% vs. 14%,
p=0,267; IFG: 3% vs. 10%, p=0,044). Okoro 60% om nayueHmume 6axa HoOpmaAu3upaAu
2AIOKO3HUA cU moAepaHc B pamkume Ha nbpBume mpu meceua caeg onepauuama. Haau-
ue bewe meHgeHyua Kbm noBuweH npoueHM Ha HAGHOPMEHO Me2A0 hocmonepamuBHo
(MTM, cpegHa = SD: 27,2 £ 4,84 vs. 25.4 + 491 kg/m? p=0,009). He omkpuxme cuzHuU-
pukaHMHU pa3Aauku B yecmomume Ha xunepxorecmepoaemun (26% vs. 21%; p=0,404),
xunepmpuezauuepugemus (6% vs. 5%; p=0,756), kombuHupaHa xunepaunugemun (11% vs.
11%; p=1,000) u xunepypukemusa (7% vs. 5%; p=0,551) npe- u nocmonepamuBHo.

U36ogu: CumnmomamuyHuam 3axapeH guabem u npeguabemHume CbCMOAHUA Ca
Hal-yecmume memaboAUMHU HapyweHus, 3acazawu houmu noaoBuHama om GoAHumMe
¢ peoxpomouumom. B 6orwuHcmBomo om cayyaume me ca obpamumu 8 Kpambk Cpok
CcAeg ycnewHama ekcmupnayua Ha mymopa. Ilpenopbuyame paHHO nocmonepamuBHo
npocaegaBaHe c uena agekBamHa pegykuua Ha aHmMuguabemHama mepanus.

Metabolic Disturbances in Patients with Pheochromocytoma:
a Retrospective Study in a Single Specialized Tertiary Center for
the Past 40 Years (1978-2017)

A. Elenkova’, G. GancheV', V. Vasilev', |. Matrozova’, G.Todorov?, G. Kirilov', R. Ivanova’,

S. Zaharieva'
!Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia
?Alexandrovska University Hospital Medical University, Sofia
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Background: Supraphysiologically increased catecholamines in patients with pheochro-
mocytomas/paragangliomas (PPGLs) exert a wide range of metabolic effects, directly and
indirectly influencing mainly carbohydrate and lipid metabolism.

Design and methods: We conducted a retrospective study which was aimed to assess
the frequency of metabolic disturbances in patients with PPGLs and their evolution after
surgery. Medical records of 204 patients (92 men; 112 women) with histologically proven
PPGLs (91% pheochromocytomas/ 9% paragangliomas), diagnosed and followed-up in our
specialized tertiary clinical center during the past 40 years (1978-2017), were analyzed.

Results: Carbohydrate metabolism disturbances were found in 49% of our cohort: 30%
overt diabetes mellitus (DM); 9% impaired fasting glucose (IFG); 6% impaired glucose tol-
erance (IGT) and 4% combined glucose intolerance. Patients with DM and prediabes had
significantly higher age at diagnosis (mean £ SD: 50,7 £ 12,8 vs. 37,9 £ 15,1 yr; p<0,0001)
as well as higher urinary metanephrines (median [range|: 1354 [58-20 856]vs. 621 [26-
3550] pg/24h; p=0.019) and normetanephrines (median [range]: 2737 [258-37 781] vs.
1376 [127-9468] ug/24h; p=0.036) compared to subjects with normal glucose tolerance.
However, correlation analysis did not reveal significant relationship neither between fasting
plasma glucose and metanephrines, nor between HbA1c and these metabolites. Approx-
imately half of the patients (n=100) had follow-up visits during the study period: 66% of
them completely normalized their arterial pressure postoperatively. Favorable evolution was
observed in patients with DM and IFG after surgery (DM: 13% vs. 33%; p=0,0007; IGT: 9%
vs. 14%, p=0,267; IFG: 3% vs. 10%, p=0,044). About 60% of patients normalized their glu-
cose tolerance within the first three months after tumor removal. There was a tendency of
increased percentage of overweight after surgery (BMI, mean £ SD: 27,2 + 4,84 vs. 25,4 £
4,91 kg/m?; p=0,009). We did not find significant differences in the prevalence of hypercho-
lesterolemia (26% vs. 21%; p=0,404), hypertrigliceridemia (6% vs. 5%; p=0,756), combined
hyperlipidemia (11% vs. 11%; p=1,000) and hyperuricemia (7%yvs. 5%; p=0, 551) pre- and
postoperatively.

Conclusions: Secondary diabetes mellitus and prediabetic states are the most frequent
metabolic disturbances that affect almost half of patients with pheochromocytoma. In the
majority of cases they are reversible soon after successful tumor removal. We recommend
close postoperative follow-up for adequate reduction of antidiabetic therapy.

BpogeHa HagbbvbpeyHa xunepnaasug npu BbspacmHu nayueHmu

— akueHm Bbpxy no-HeobuyaliHu kauHuyHuU npogBu

PobeBa P.", AHgoHoBa C.> BwvxapoBa P.** U6anoBa P.", CaBoB A.2, EAenkoBa A.", 3axapueBa C.'
'KAUHUYEH UEHMBP NO eHGOKPUHOAO2UA U 2epoHmoaoaus, YCBAAE ,Akag. V6. lNeHueB”, MeguuuHcku
YHuBepcumem - Cogpus, MeguyuHcku Makysmem; ? HayuoHarHa eeHemuyHa Aabopamopus, YATb ,MadquH
gom“, Meguuyurcku YHuBepcumem - Cocpus, Meguyurcku Dakyrmem; > boaHuya no eUHeKOAO2UA U acucmu-
paHa penpogykuua ,A-p MaruHoB”, Cocpus,; *Kamegpa no buorozus, MeguuyuHcKa 2eHemMuUKa U MUKpOBUOAO-
eua, Cogpuucku yHuBepcumem ,CB. Ka. Oxpugcku”, MeguuyuHcku chakyamem;

BpogeHama HagbbbpeuHa xunepnaazua (BHX) BkatouBa 2pyna om 3aboaaBaHug, pas-
BuBawu ce 8 pezyamam Ha eH3UMHU gedpeKmu Npu agpeHaaHama cmepougozeHesa.
Had-uecmo cpewaH e gecpuyumbm Ha 21-xugpokcuaaza, Kolmo moxe ga ce ycmaroBu
8 pe3yamam Ha HeoHamaAHU cKpuHuH2oBu npoepamu, kakmo u no noBog Ha munuyHa
KAUHUYHA CUMNMoOMamuKa npu geua.
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Mo-kbcHO B eHgoKpuHOAO2UYHaMa Npakmuka obudyalHO ce guazHOCmMuuupam He-
KAacuveckume opmu Ha 3aboaaBaHemo. KauHuuHume npoaBu npu nauueHmku 6 ago-
AecueHmHa u 3para Bv3pacm BkaouBam pazauvHu munoBe meHCmMpyaAHU HapyuweHus,
Xup3ymu3sbm u uHpepmuaumem. Npu Bb3pacmHu mbxxe ¢ BHX Haauuuemo Ha agpeHan-
HU ocmambuu 8 mecmucume MoXke ga Cb3gage Cepuo3HU gugepeHyuarHo-guazHoCmuy-
HU 3ampygHeHUA Npu CbMHeHUe 3a mecmukyaapeH mymop. Cobuwo maka apmepuasHama xu-
nepmoHua moxke ga 6bge HeobuvaeH Bogew, cumnmom NpuU hauueHMU C NO-PEgKU EH3UMHU
gegpekmu, cBbp3aHu ¢ BHX, kamo Hanpumep - 11-6ema xugpokcuaazHa HegocmambyHOC.

MpegcmaBam ce KAUHUYHU CAYYau, UAOCMpUpaWU MeguuuHckume npobaemu Ha 6o-
AHU om gBama noaa ¢ HapyweHa agpeHaAHa cmepougozeHe3a 8 pa3auuHume nepuogu
om >xxuBoma um. NocmaBa ce u akueHm Bbpxy mexkgyHapogHUMe NPenopbKU 3a NPOCAe-
gaBaHe Ha nauueHmu ¢ BHX 6 3paaa Bb3pacm.

13pa3eHama kKAUHUYHA cuMnmoMamuKka Moxke ga bbge pe3yamam, Kakmo om KbCHa gua-
2HO3a Ha HekAacuveckume oopmu Ha BHX, maka u om HegoCcmambyHO NpugbprKaHe Ha na-
uueHmume kbm Beye onpegeaeHama mepanua. Kakmo paHHOMO guazHOCMUUUpPaHe, Maka u
gbA20CpoUHOMO npocaegaBaHe Ha uHguBugume ¢ pazauuHu popmu Ha BHX ca om kaouoBo
3HauyeHuUe 3a hocmu2aHemo Ha OnNMUMaAHa MeguUUHCKa 2puyka u kayecmBo Ha >kuBom.

Congenital Adrenal Hyperplasia in Adult Patients —an Emphasis

on the Unusual Clinical Features

Robeva R.", Andonova S.2, Vazharova R.>*, Ivanova R.", Savov A.?, Elenkova A.", Zacharieva S.
! Clinical Center of Endocrinology and Gerontology, USHATE ,Acad. Iv. Penchev”, Medical University -
Sofia, Medlical Faculty; °National Genetic Laboratory, UHOG ,Maichin dom*, Medical University, Sofia,
Medical Faculty; *Gynecology and Assisted Reproduction Hospital ,Malinov DM”, Sofia; “Department of
Biology, Medlical Genetics and Microbiology, Faculty of Medicine, Sofia University ,St. Kliment Ohridski”

Congenital adrenal hyperplasia (CAH) includes a group of disorders resulting from
enzymatic defects of adrenal steroidogenesis. The most common form is the 21-hydroxylase
deficiency that could be detected during neonatal screening programs, or because of typical
clinical symptoms in children.

Usually, non-classic forms of the disease are diagnosed lately in the endocrinological
practice. Clinical manifestations in adolescent and adult patients include various types of
menstrual disorders, hirsutism and infertility. In adult males with CAH, the presence of
adrenal remnants in the testicles could cause serious differential diagnosis difficulties in
case of suspected testicular cancer. Also, arterial hypertension may be an unusual leading
symptom in patients with more unusual CAH forms such as 11-hydroxylase deficiency.
Herein, we present several unusual clinical cases of patients with CAH from both sexes
illustrating clearly the medical problems of this specific group at different life periods. An
emphasis is also put on the international recommendations for the proper follow-up of adult
CAH patients.

Pronounced clinical symptoms in CAH individuals might result from a relatively late
diagnosis of non-classical forms or insufficient patient compliance to the therapy prescribed.
Both, early diagnosis and long-term follow-up are crucial in order to achieve optimal medical
care and quality of life in the individuals with different CAH forms.

~
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CaHgpo bomuuenu ,3e¢up u Xropuga”, gemais, 1485, larepua Yepuyu, Droperyusn
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HagbbbpeuHu uHUugeHmanomu u kapguomemabonaumeH puck

'3ramanoBa, EBeauna, "CugepoBa, Mupa, 'KepekoBcka, Beauna , 'Xpucmo308, Kupun
'KAuHUKa Nno eHgoKpuHoAO2Ua U boaecmu Ha obmaHama,
YHuBepcumemcka 6oaHuua ,CB. MapuHa“, BapHa

HagbbbpeuHume uHuugeHmaromu (HN) npegcmaBaaBam guazHocmuyHo u mepane-
muyHo npegu3zBukameacmBo. MNvpBoHauarHO nogaexkam Ha eHgOKPUHHA OUEHKa OMHOC-
HO XOopMoHaAHama akmuBHocm u gemalianHa obpa3Ha guaeHocmuka. Bce noBeue gokaza-
meAcmBa nogkpenam acouuupaHemo Ha HagbbOpevHUMe UHYUgEHMAAOMU C YaCMUYHO
UAU HanbAHO u3pa3zeH memaboaumeH cuHgpom (MC), koemo noguyepmaBa Heobxogu-
MOCMmMa 3a pymuHHa oueHka Ha Bb3MoXKHUME KapguomemaboAumHu puckoBu pakmopu
npu navueHmu ¢ HW. NMomenyuaaHama Bpb3ka H u MC npegcmaBaaBa uimepec om
KAUHUYHQ U N@amoOU3UOAO2UYHA 2AegHa MoYKa.

Llenma Ha Hacmoawomo u3caegBaHe e ga ce uzcaegBam Hakou KapguomemaboAumHu
napamempu Npu hayueHmu ¢ XopmoHaaHo HeakmuBHu HI. B kauHukama no eHgoKpuHo-
Ao2ufa U boaecmu Ha obmaHama kbm MBAA ,CBema MapuHa” 3a mpu2oguweH nepuog ca
npemuHaau 48 nauueHma ¢ HV, npu kolmo e u3kAloUueH heoxpomouumom, Xunepargoc-
mepoHu3bM u aBmoHomHa kopmu3zoroBa cekpeuus. [NMpoyuBaHu baxa BbaaexugpamHume
OMKAOHEHUA U YeCcmomama Ha 3axapeH guabem, HapyweH 2AI0KO3eH MOAEePaHC, Hapywe-
Ha 2AUKEMUA Ha 2AagHO, KaKmo U uHcyauHoBama pe3ucmeHmMHoCM cpeg hayueHmume C
HW. N3caegBanu 6axa npomeHume 6 aunugHua npopua, cmolHOCMUMe Ha apmepuasHo
HaAf2aHe, NUKOYHA KUCEAUHA U YyepHOgpobHUMe eH3umu.

HagbbbpeuHume uHuyugeHmaaomu ca HoBonoaBuaa ce ,mogepHa” HO30A02UYHA egu-
Huua ¢ nocmoaHHo yBeauyaBawa ce yecmoma, nopagu WUPOKOMO NpUAOKeHuUe Ha abgo-
MUHaAHa exozpagua U KomniombpHa momozpadcpua. HI ca cBbp3aHu cbe kapguomema-
6oaumHomo 3gpabe, kamo Bce owe ce mbpcu npuduHHO-cAegcmBeHama Bpb3ka mexgy
MC u HagbbbpeuHUMe npomeHu.

Adrenal Incidentalomas and Cardiometabolic Risk

Zlatanova, Evelina, ' Siderova, Mira, " Kerekovska, Velina, ' Hristozov, Kiril
!Clinic of Endocrinology and Metabolic diseases, University Hospital ,St. Marina”, Varna

Adrenal incidentalomas (Al) represent a diagnostic and therapeutic challenge. They are
initially subjected to endocrine evaluation of the hormonal activity and detailed diagnostic
imaging. There is an increasing number of evidence supporting the association of Al with
partially or fully expressed metabolic syndrome (MS), which emphasizes the necessity
of routine evaluation of the possible cardiometabolic risk factors in patients with Al. The
potential correlation between Al and MS is of clinical and pathophysiological interest.

The goal of the current research is to study some cardiometabolic manifestations in
patients with hormonal inactive Al. In the Clinic of Endocrinology and Metabolic Disorders in
the University Hospital ,St. Marina” - Varna for a three-year period 48 patients with Al have
been observed, in whom pheochromocytoma, hyperaldosteronism and autonomic cortisol
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secretion have been excluded. The carbohydrate disorders and the frequency of diabetes
mellitus, impaired glucose tolerance, impaired fasting glycaemia, as well as insulin resistance
have been assessed among patients with Al. The changes in the lipid profile, values of blood
pressure, uric acid and the liver enzymes were also studied.

Adrenal incidentalomas represent a newly appeared ,modern” nosological unit
with increasing incidence due to the wide use of abdominal sonography and computer
tomography. Al are associated with the cardiometabolic health and the causal link between
the metabolic syndrome and the adrenal disorders still remains unknown.

AcumempuyHug gumemuAap2uHuH kamo mapkep 3a
eHgomeAHa gucpyHkuyug npu nayueHmu c eHgokpuHHa

XunepmoHug om HagbbbpeueH npousxog
B. BacuaeB, 1. Mampo3oBa, A. EaenkoBa, I. KupuroB, C. 3axapueBa

KauHuyeH yeHmwp no eHgokpuHoAO2UA U eepoHmoroaus, MeguyuHcku yHuBepcumem, Cocpun

MoBuweHomo apmepuaaHo HaanazaHe npegcmabaaBa eguH om ocHoBHUMe cumnmo-
MU Ha (PYHKUUOHaAHO akmuBHume HagbbObpeuHU Mymopu. ApmepuasHama xunepmoHus
Bogu go yBpega Ha cbgoBume cmeHu, koasmo e nbpBama cmbnka 6 pazBumuemo Ha ame-
pockAaepo3ama. Tazu eHgomeaHagucgyHkuua e cBbp3aHa ¢ noHuXkeHa buoHaAudHOCM Ha
agomeH okcug. AcumempuuHuam gumemuaapauHuH (ADMA) npegcmaBaaBa eHgozeHeH
UHXUOBUMOpP Ha CuHMa3zama Ha a30MHUA OKCUg U e gokKa3aH Kamo mMapKep 3a eHgomeAHa
guUCYHKUUA NPU peguua NAMOAO2UYHU CbCMOAHUA, BKAIDUUMEAHO U NPU eceHUUaAHama
XunepmoHus.

Llea: Aa ce oueHu onpegeaaHemo Ha HuBama Ha ADMA kamo uyupkyaupauw, mapkep 3a
eHgomeAHagucgyHKUUA Npu havueHmu ¢ eoxpomouumonm, nvpBuyeH aagocmepoHu-
3bM U CUHgpPOM Ha KywuHa.

lNMayuenmu u memogu: CepymHume HuBa Ha ADMA baxa onpegeAaeHu upe3 memog
ELISA npu 18 nauyueHmu c peoxpomouumonm, 18 nayueHmu ¢ nbpBuyeH argocmepoHu-
3bm, 10 nauueHmMa cbC cuHgpom Ha KywuHz, 18 nayueHma C eceHUuaAHa XunepmoHua u
Npu KOHMpoAHa 2pyna om 18 3gpabu Auua.

Pezyamamu: CmotHocmume Ha ADMA Gaxa cueHugukaHmHo no-Bucoku npu Bcuuku
2pynu nayueHmu c eHgokpuHHa xunepmoHua 6 cpaBHeHue cbc 3gpaBume KOHMpPOAU.
Haud-Bucoku cmolHoCcmu ce pezucmpupaxa Npu hayueHmMume CbC CUHgPOM Ha KywuHe -
0,50£0,05 umol/lcnpamo0,43£0,05 umol/l npu 3gpaBume auua, p=0,01. HuBama Ha ADMA
6axa 3Hauumo no-Bucoku u npu navueHmume ¢ nbpBuyeH argocmepoHu3zbm0,49+0,09
umol/l, p=0,027 u npu nauueHmume c peoxpomouumom - 0,48+0,07 umol/l, p=0,037.

He ce ycmaHoBuxa 3Hauumu pa3auku 6 cmotiHocmume Ha ADMA npu nayueHmume ¢
eceHuuaAHa xunepmonusa (0,48+0,08 pymol/l) cnpamo nauueHmume ¢ eHgoOKpuHHA Xunep-
moHusa. He ce pecucmpupaxa kopeaauuoHHu Bpb3ku mexkgy HuBama Ha ADMA u gpyau pu-
ckoBu pakmopu 3a eHgomeAHagucYHKUUA Kamo KpbBHa 3axap u AUNUGHU NOKa3ameAu.

3akaroyeHue: EHgomeAHama PyYHKUUA € HapyweHa Npu hauueHmume ¢ (peoXpomMouu-
mom, nbpBuyeH argocmepoHu3bm U cuHgpom Ha KywuHe, 3a koemo cBugemeacmBam
noBuweHume HuBa Ha ADMA. Auncama Ha 3HaYuUMU KopeAauuoHHU Bpb3ku mexxgy mes3u
HuBa u cmolHocmume Ha KpbBHama 3axap u Aunugume, Kakmo u cpaBHUMEAHO CXOQHU-
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me HuBa npu nauueHMumMe C eceHuuaAHa xunepmoHua nogcka3zBam, ye eHgomeaHama
gucgyHkuua Hat-BepoamHo e cBbp3aHa cbc camomo noBuweHo apmepuarHO HaAa2aHe
u e HezaBucuma om emuoAo2uAMa Ha XunepmoHuama.

Asymmetric Dimethylarginine as a Marker of Endothelial
Dysfunction in Patients with Endocrine Hypertension of
Adrenal Origin

V. Vasilev, J. Matrozova, A. Elenkova, G. Kirilov, S. Zacharieva
Clinical Centre of Endocrinology and Gerontology, Medical university, Sofia

Elevated arterial pressure is a one of the major symptoms of functionally active adrenal
tumours. Arterial hypertension leads to vascular wall damage - the first step in the development
of atherosclerosis. Endothelial dysfunction is a common feature of hypertension and is
associated with reduced NO bioavailability. The endogenous inhibitor of nitric oxide syntase,
asymmetric dimethylarginine (ADMA) has been established as a marker of endothelial
dysfunction in a number of pathologic conditions including essential hypertension.

Objective: To evaluate the levels of ADMA as a circulating factor for endothelial dysfunction
in patients with pheochromocytoma, primary aldosteronism and Cushing’s syndrome.

Patients and methods: Serum ADMA concentrations were measured by ELISA method in
18 patients with pheochromocytoma, 18 patients with primary aldosteronism, 10 patients
with Cushing’s syndrome, 18 patients with essential hypertension and a control group of 18
healthy subjects.

Results: Levels of ADMA were significantly higher in all patient groups with endocrine
hypertension compared to healthy controls. Patients with Cushing’s syndrome presented
with the highest ADMA concentrations - 0,50+0,05 pmol/Ivs. 0,43£0,05 umol/Il in healthy
subjects, p=0,01. ADMA was significantly elevated also in patients with primary aldosteronism
- 0,49+0,09 umol/l, p=0,027 and patients with pheochromocytoma - 0,48+0,07 pumol/I,
p=0,037. No significant differences were found between ADMA levels in patients with
essential hypertension (0,48+0,08 umol/l) when compared to patients with endocrine
hypertension. No associations were identified between levels of ADMA and other risk factors
for endothelial dysfunction such as glucose and lipid parameters.

Conclusions: Endothelial function is impaired in patients with pheochromocytoma,
primary aldosteronism and Cushing’s syndrome as indicated by the elevated circulating
levels of ADMA. The lack of association with glucose and lipid abnormalities together with
their comparable levels in patients with essential hypertension suggests that endothelial
dysfunction is most likely related to hypertension itself and is independent of its etiology.
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HuBa Ha nepokcupegokcuH 4 npu nayueHmu cbc CMH u/uau

3amabcmaBaHe

AHmoanema lameBa’, L|BemeauHa BeaukoBa? 3gpaBko Kameno8'’
" KAuHuKa no eHgokpuHoAozus, YMBAA ,,ArekcaHgpoBcka”

2 AenapmameHm no KAUHUYHA umyHorozus, Yb ,AozeHey”

[NepokcupegoKcuH 4 e Yacm om eHgo2eHHama aHmuokcugaHmHa cucmema u HuBama my
ca noBuweHu 6 ycroBua Ha okcugamuBeH cmpec. YcmaHoBeHo e, ue mou e no3umuBHo
cBbp3aH ¢ noBuweHua cbpgeuHo-cbgoB puck. Lleama Ha Hacmoawemo npoyuBaHe e ga
ce oueHam HuBama Ha nepokcupegokcuH 4 npu >xeHu cbe CI4 u/uau 3amabecmaBane.

Mamepuaru u memogu: B npoyuBaHemo 06axa BkaoueHu 80 >xeHu cbe CI14 u/uau
3amabcmaBaHe. [NMpoBegeHu 6axa aHmMponomempuyHU U BuoxumuuHu uzcaegBarus, BKkA.
Ha NePOKCUPEJOKCUH 4.

Pezyamamu: YcmaHoBu ce meHgeHuua Kbm no-HUCKU HuBa Ha nepokcupegokcuH 4
npu >keHu cbe CI14 6e3 3amabecmabane, (5674,8£3822,4 pg/ml), no-Bucoku npu >keHu cbe
CI4 u 3amabvcmaBane (6588,9£3731,0 pg/ml) u owe no-Bucoku Npu >KEHU CbC 3aMABC-
maBane 6e3 CI14 (7724,61£4840,4 pg/ml). MauueHmkume ¢ abgomuHareH obe3umem cno-
peg oboKoAKama Ha maAuama u OMHOWeHUeMO MaAua XaHW umaxa 3Hayumo no-Bucoku
HuBa Ha nepokcupegokcuH B cpaBHeHue ¢ me3u 6e3 (7108,2+4568,0 vs. 5079,8+2555,4
pg/ml; p=0,015 u 7310,6+2646,2 vs. 4785,0£2646,2 pg/ml; p=0,013). He ce ycmaHoBu
pa3zauka 6 HuBama Ha nepokcupegokCuH 4 npu nauueHMKU CbC U 6e3 uHcyauHoBa pes-
UCmeHMHOCM, apmepuaAHa XunepmoHua, gucAunugemus, XxunepaHgpoz2eHemua U mema-
boAaumeH cuHgpom. [lepokcupegokcuH 4 noka3a craba NOAOXKUMEAHA KopeAauua ¢ me-
enomo (r=0,228; p=0,044) u uHgekca 3a BucuepareH agunozumem (r=0,278; p=0,031) u
NO-CUAHA CbC cKopocmma Ha ymoaaBare Ha epumpouumume (r=0,4; p<0,01), HO He u C
XOPMOHaAHUME Napamempu UAU uHgekcume 3a uHcyauHoBa yyBecmBumearHocm.

3akaoyenue: Nauuenmkume cbe CI15 6e3 3amabecmaBaHe umam meHegeHUUA Kbm
no-Hucku HuBa Ha nepokcupegokcuH 4 6 cpaBHeHue ¢ )xeHume cbc 3amAabcmabBaHe cbC u
6e3 CI14. MNMayueHmkume ¢ abgomuHareH obe3zumem umam 3HadyumeAHo no-Bucoku HuBa
Ha nepokcupegokcuH 4 B8 cpBaHeHue ¢ me3u 6e3. He ycnaxme ga ycmaHoBum kopeaauus
meXkgy HuBama Ha nepokCupegokCuH 4 u XOpMOHaAHUA U Bba2AaexugpamHua cmamyc Ha
>xeHume cve Cl4.

Peroxiredoxin 4 levels in patients with PCOS and/or obesity
Antoaneta Gateva', Tsvetelina Velikova?, Zdravko Kamenov’

" Clinic of Endocrinology, University Hospital ,Alexandrovska”,

2 Department of clinical immunology, University Hospital ,Lozenetz”

Background/Aims: Peroxiredoxin 4 is a part of endogen antioxidant system and its levels
are elevated in increased oxidative stress conditions. It is found to be positively associated
with cardiovascular risk. The aim of the study was to investigate peroxiredoxin 4 levels in
women with PCOS and/or obesity.

Materials/Methods: In the study were included 80 patients. Anthropometric measurements
and biochemical tests, including peroxiredoxin 4 measurement, were performed.
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Results: There was a tendency towards lower peroxiredoxin 4 levels in non-obese PCOS
subjects (5674,8+3822,4 pg/ml), higher in obese PCOS (6588,9+373,0 pg/ml) and even
higher in obese patients without PCOS (7724,6+4840,4 pg/ml). Patients with abdominal
obesity according to waist circumference and waist-to-hip ratio had significantly higher levels
of peroxiredoxin compared to those without (7108,2£4568,0 vs. 5079,8+2555,4 pg/ml;
p=0,015 and 7310,612646,2 vs. 4785,0£2646,2 pg/ml; p=0,013). There was no difference
in peroxiredoxin 4 levels in patients with and without insulin reisistance, hypertention,
dyslipidemia, hyperandrogenemia, metabolic syndrome. Peroxiredoxin 4 showed weak
positive correlation to weight (r=0,228; p=0,044) and visceral adiposity index (r=0,278;
p=0,031) and higher to erythrocyte sedimentation rate (r=0,4; p<0,01), but not to hormonal
parameters and insulin sensitivity indexes.

Conclusions: Non-obese patients with PCOS have atendency towards lower peroxiredoxin
4 levels compared to obese patients with and without PCOS. Patients with abdominal obesity
have significantly higher peroxiredoxin 4 levels than those without. We were not able to
prove correlation between peroxiredoxin 4 levels and hormonal and carbohydrate status of
the PCOS patients.

AevyeHue Ha uHpepmuaumem BcaegcmBue Ha epekmunHa
gucoyHkuusa u pempozpagHa eakyaauyug npu nayueHm cbc

3axapeH guabem mun 1
C. lMempoB? I1. CmanyeB'? I1. KoncyroBa'>, M. OpbeyoBa’?

"'Cekyusa no EHgokpuHoAoeus, Bmopa Kamegpa no BbmpewHu 6orecmu, M, MY, lMroBgub;
2 KAuHUKa no EHgokpuHoAoeus u borecmu Ha obmaHama, YMBAA ,C8. leopau”, lNroBgu8

PempozpagHa eakyrayua moxe ga ce HabatogaBa kamo kbcHO HeBpogezeHepamuBHo
YCAOXKHEHUE Npu NauueHmMu ¢ gbA2020guwieH 3axapeH guabem. MNpegcmabBaaBa namoao-
2UYHO CcbCcmoaHue, cBbp3aHo ¢ npemuHaBaHe Ha eakyram B nukouyHUA MEXYP CAeg Op2a-
3BM U gbAXKawo ce Ha aBmoHomHa guabemHa HeBponamua - npuyuHa 3a gucyHKUUA Ha
BvmpewHua ypempaaeH ccpuHkmenp.

MpegcmaBeH e KAuUHUYEH cAydal Ha 39-20guWIEH MbXK C gbA2020guwHa gaBHocm Ha
3axapeH guabem mun 1 u npugpyrkaBawu pempoezpagHa eakyaauus, epeKmuAHa guCPYHK-
uua u Bmopuyer uHgepmuaumem BcaegcBue kbceH gezeHepamuBer cuHgpom. V136bp-
weHume AabopamopHu u3caegBaHua nokazaxa HezagoBoAaumeaeH 2AUKEMUYEH KOHMPOA.
Mopagu gaHHU 3a acnepmua u3jcaegBaHe Ha cemeHHa MevyHOCM (cnepmozpama) He ce
ocbwecmBu. PempoepagHama eakyaauua npu hayueHma ce goka3a vpe3 cmaHgapmHa
npoba 3a ycmaHoBaBaHe Ha cnepmamo3ougu 8 cegumeHm om ypuHa. [pu nauueHma ce
UuHUUUUpa KomnaekceH mepaneBmuueH nogxog, BkalouBaw, Kopekuua Ha UHCyaAuHoBomo
AEYEHUEMO C UEeA NOCMU2aHe Ha NO-go0bp 2AUKEMUYEH KOHMPOA; NPUAOXKEHUE Ha npena-
pamu 3a nogobpaBaHe Ha cnepmamozeHe3ama; CUMNMOMaMUYHO AeYeHUEe Ha epeKkmuA-
Hama gucgyHKkuyua u ynompeba Ha megukameHmu 3a npeogoaaBaHe Ha pempozpagHama
eakyrauua. Kamo cpegcmBo Ha u3zbop 3a ycnewHo nocmuezaHe Ha aHmepoezpagHa ea-
KyAauua ce uznoazBa umunpamuH. Caeg geBem-meceueH KYpc Ha AedyeHue ce nocmuzHa
CNoHMaHHa GpemeHHOCM NpU NapMHbOpPKama.
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Treatment of Infertility Due to Erectile Dysfunction and Retrograde
Ejaculation in a Patient with Type 1 Diabetes Mellitus

S. Petrov'? P. Stanchev'?, P. Konsulova?, M. Orbetzova'?
'Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University
of Plovdiv; 2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv

A retrograde ejaculation might be observed as a late neurodegenerative complication in
patients with a long-term history of diabetes mellitus. It is known as a pathological condition
characterized by an abnormal passage of ejaculate into the bladder after orgasm due to
autonomic diabetic neuropathy which causes a dysfunction of the internal urethral sphincter.

We present a clinical case of a 39-year-old man with a long-term history of type 1 diabetes

mellitus and accompanying retrograde ejaculation, erectile dysfunction and secondary
infertility due to a late neurodegenerative syndrome. The laboratory tests revealed poor
glycemic control in the patient. An evaluation of semen quality (a spermogram) couldn’t
be performed because of an existing aspermia. The retrograde ejaculation in our patient
was confirmed by a standard test used for finding spermatozoa in the urine sediment.
We initiated a complex treatment approach including a correction of insulin therapy for
achieving a better glycemic control; an use of medicines for improving spermatogenesis; a
symptomatic therapy for managing the erectile dysfunction as well as drugs for overcoming
the retrograde ejaculation. Imipramine was used as drug of choice in order to achieve a
successful anterograde ejaculation. A spontaneous pregnancy of the patient’s partner was
observed after a persisting nine-month treatment.

CepymHu HuBa Ha sE-selectin npu cuHgpom Ha noAukucmosHu
aluyHUUU
A. KoreBa?, T. AeneBa®*, 1. HazoroBa’?, M. OpbeyoBa’?

"'Cekyua no EHgokpuHoAoz2us, Bmopa Kamegpa no BbmpewHu borecmu, M®, MY,; 2 KauHuka no EHgokpuHo-
Aoeus u borecmu Ha obmaHama, YMBAA ,CB. [eopau?”,; * Kamegpa no KaunudHa aabopamopus, Dakyamem no
(Mapmakoroaus, MY, [MroBgub; * KauHuuHa rabopamopus, YMBAA ,,C8. leopau”, [1roBgu8

sE-selectin npegcmaBaaBa pazmBopumama gpopma Ha BackyrapHama eHgomeAHO-KAe-
mbuHa agxe3uoHHa moaekyaa E-selectin. B cBemauHama Ha cbBpemeHHume gaHHU on-
pegeaaHemo Ha HuBama Ha sE-selectin e obekm Ha o2pomeH HayuHo-uzcAegoBamencku
uHmepec 6 Hacoka u3acHaBaHe Ha namodu3zuoA02UYHUME MexaHu3mu npu Bb3HukBaHe
Ha amepoCKAepomMuUYHUA Npouec.

Llea Ha npoy4yB6aHemo: ga ce cpaBHam cepymHume HuBa Ha sE-selectin mexxgy >keHu
CbC CUHgPOM Ha noAukucmo3Hu aduHuyu (PCOS) u HOpMAAHO MeAeCcHO Me2A0, XKEeHU C
PCOS u HagHopmeHO meAecHO mezao u makuBa ¢ PCOS u 1% cmeneH Ha 3amabecmabBane,
Kakmo u ga ce oueHu Bpb3kama um ¢ uzcaegBaHume KAUHUYHU U memaboAumHuU noka3a-
meAu.

Mamepuaru u memogu: B Hacmoawomo npoyuBare ca Bkatouuxa 76 eHu ¢ goka3aH

74



PCQOS, pa3zgeaeHu cba2AaCHO U34uCAeHUA UHgeKC Ha meAecHa maca (MTM) Ha PCOS c Hop-
MaAHO meaecHo meaao (MTM 18,5-24,9 ke/m?), PCOS ¢ HagHOPMEHO MEAECHO Me2A0
(MTM 25,0-29,9 ke/m?) u PCOS c I-8a cmeneHn Ha 3amabcmaBare (MTM 30,0-34,9 ke/m?).
M368bpwuxa ca caegHume uzmepBaHua u AabopamopHu u3caegBaHua: meaecHO me2ao,
pbCcm, 0OUKOAKA Ha MaAua U XaHw, 6a3aAHU cepymHu HuBa Ha KpbBHa 3axap (K3 0°) u
umyHopeakmuBeH uHcyauH (VP 0°), cepymHu KoHUeHmMpauuu Ha oow, xorecmepoa (OX),
XAA-xorecmepoa (XAA-X), mpuaauuepugu (TT) u sE-selectin; cucmoano (CAH) u guacmoa-
HO apmepuaAHo HaaazaHe (AAH). MI3uucauxa ce: I'TM, coomHoweHue maaua/xaHw (T/X)
U UHgeKc Ha uHcyauHoBa pegucmeHmuocm (HOMA-IR).

Pezyamamu: YcmaroBuxa ce cuzHudpukaHmHo no-Bucoku cepymHu HuBa Ha sE-selectin
npu >xeHume ¢ PCOS u 1% cmenen Ha 3amabcmaBane 8 cpaBuenue ¢ me3u npu PCOS
>KeHUme C HOPMaAHO meAecHO mezao. sE-selectin nokaza noaoxkumeaHa 63aumoBpb3ka
c Bb3pacm, meaaro, ITM, obukoaka Ha maauama, VIP 0, HOMA-IR u ompuuameaHa
makaBa ¢ XAA-X. C nomowma Ha AUHEeH pe2pecuoHeH aHaAu3 ce omkKpu, ye cmou-
Hocmume Ha HOMA-IR ca npegukmuBHu no omHoweHue Ha HuBama Ha sE-selectin npu
>xeHume ¢ PCOS.

U36ogu: No-Bucokume cepymHu HuBa Ha sE-selectin npu ob6e3HUMe uHCYAauHope3uc-
meHmHu >keHu ¢ PCOS npegnoaazam pa3zBumue Ha eHgomeAHa gucyHKUUA Npu max.
M32eaexkga, vye uHcyauHoBama pezucmeHmHocm (onpegeaeHa ype3 HOMA-IR), koamo
HOPMAAHO e no-u3zpa3eHa npu 3amabcmaBaHe, ce aBaBa npegukmop 3a HuBama Ha SE-
selectin npu >xeHu ¢ PCOS u o6e3zumem.

Serum Levels of sE-selectin in Polycystic Ovary Syndrome

D. Koleva?, T. Deneva®**, P. Nyagolova?, M. Orbetzova'?

ISection of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University
of Plovdiv; 2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv;
Department of Clinical Laboratory, Faculty of Pharmacy, Medical University of Plovdiv;

*Clinical Laboratory, ,St. George” University Hospital, Plovdiv

sE-selectin is known as a soluble form of the vascular endothelial cell adhesion molecule
E-selectin. Determining the levels of sE-selectin has recently been a subject of great scientific
interest in order to better understand the pathophysiological mechanisms of atherosclerosis.

Aim of the study: to compare the serum levels of sE-selectin between women with
polycystic ovary syndrome (PCOS) and normal weight, overweight PCOS women and
PCOS women with |-st degree of obesity, as well as to assess its relationship with clinical and
metabolic parameters.

Materials and methods: The study included 76 PCOS women divided according to their
body mass index (BMI) into PCOS with normal weight (BMI 18,5-24,9 kg/m?), overweight
PCOS women (BMI 25,0-29,9 kg/m?) and PCOS women with I-st degree of obesity (BMI
30,0-34,9 kg/m?). The following measurements and laboratory tests were conducted: weight,
height, waist and hip circumferences, basal glucose (GLU 0°) and insulin (IRl 0°) levels, serum
concentrations of total cholesterol (TC), HDL-cholesterol (HDL-C), triglycerides (TG) and sE-
selectin; systolic (SBP) and diastolic blood pressure (DBP). BMI, waist-to-hip ratio (WHR) and
homeostasis model assessment insulin resistance index (HOMA-IR) were calculated.

Results: We established significantly higher serum levels of sE-selectin in the PCOS
women with I-st degree of obesity compared to those in the PCOS women with normal
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weight. sE-selectin showed a positive correlation with age, weight, BMI, waist circumference,
IRI 0, HOMA-IR and a reverse one with HDL-C. Using linear regression analysis, we found
that HOMA-IR was predictive of sE-selectin levels in the PCOS women.

Conclusions: The higher sE-selectin levels in the obese insulin resistant women with
PCOS suggested a development of endothelial dysfunction. It seems that insulin resistance
(determined by HOMA-IR), which is more prominent in obesity, might be a predictor of sE-
selectin levels in the obese PCOS women.

MukpouupkynamopHu HapyweHusg npu CUHgpPOM Ha

noAukucmosHu auyHUYU
A. KoreBa? IO. HukoroBa’, M. OpbeyoBa’>

1 Cekuyua no EHgokpuHoAoaus, Bmopa Kamegpa no Bbmpewru 6orecmu, M®, MY, [MroBgub;
2 KAuHuka no EHgokpuHoAo2aua u borecmu Ha obmaHama, YMBAA ,,CB. leopau”, lNroBgub;
> Kamegpa no Du3uoroeus, @akysmem no Meguuura, MY, lNro8gu8

Cyuma ce, ye mukpoBackyaapHama gucgyHkuua uzpae BaxkHa poaa 6 npoueca Ha pa3Bu-
mue Ha uHcyAauHoBa pezucmenHmuocm (M1P). M36bpwBaHemo Ha HamuBHa KanuAapockonua
Ha HOKbMHa 2bHKa C OUEHKa Ha cneuuguyHu mukpocbgoBu nokazameau 6u goBero go
pa3zkpuBaHemo Ha peguua HoOBu namodpu3zuoro2udHU mexaHu3mu B npoueca Ha UP.

Llea Ha npoy4Banemo: ga ce cpaBHam cmolHocmume om mukpoBackyarapHume napa-
mempu mexkgy nauueHmku ¢ ycmaHoBex PCOS u kauHu4HO 3gpaBu >keHu, Kakmo u ga ce
aHaAu3zupa Bpb3kama um c uzcaegBaHume KAUHUYHU U MemaboAumHU noka3ameAu npu
auuama c PCOS.

Mamepuaru u memogu: B npoyuBaHemo ce Bkatouuxa 21 xeHu ¢ goka3zaH PCOS u 22
KAUHUYHO 3gpaBu >xeHu (koHmpoau). OcbwecmBu ce HamuBHa KanuAapockonua Ha Ho-
KbmHa 2bHKa ¢ ujcaegBaHe Ha cAegHUME napamempu: guamemdbp Ha apMEePUAAHO Pamo
(d art), guamembp Ha BeHo3zHO pamo (d ven), mon guamembp (top d), gbaKuHaA Ha Opum-
kume (length), cbomHoweHue cpegeH apmepuaseH/cpegeH BeHo3zeH guamemvp (d art/d
ven), cbomHoweHue cpegeH BeHo3eH/cpegeH apmepuareH guamemsbp (d ven/d art), 6pou
PYHUUOHAAHU KanuAapHu Opumku (n cap/mm) u 6pol abHOpPMaAHU KanuAapHU BpumKu
(abn cap %); oueHka 3a Haauuue Ha nepuBackyrapHa guanege3a. [pu Bcuuku >keHu c
PCOS ce uzBopwuxa uzmepBaHua Ha meAeCcHO Me2A0, PbCM, U3XOgHU NAa3meHu HuBa
Ha kpbBHa 3axap (K3 0,), uzxogHu cepymHu HuBa Ha umyHopeakmuBeH uHcyauH (K3 0,),
AUNUQHU noka3ameau, 06w, mecmocmepoH, cucmoaHo (CAH) u guacmoAHO apmepuaAHO
Haan2aHe (AAH). M34ucauxa ce uHgekc Ha meaecHa maca (MTM) u uHgekc Ha uHcyauHoBa
pezucmeHmHocm (HOMA-IR).

Pezyamamu: YcmanoBuxa ce 3Hayumo no-Bucoku cmolHocmu Ha 8b3pacm, ITM u %
abn cap npu >»xeHume ¢ PCOS 6 cpaBHeHue ¢ me3u npu koHmMpoaume. VHmepeceH e ia-
Kmbm, ye % abn cap noka3za ompuuameaHa KopeAauua ¢ nokazameaa Bv3pacm. OcBeH
moBa ce peaucmpupa obpamHa Bpb3ka mexkgy cmolHocmume Ha top d u me3u Ha CAH
u AAH. Omkpu ce, ye K3 0, HOMA-IR u mecmocmepoH kKopeAupam NOAOXKUMEAHO C
HaAuvuemo Ha nepuBackyaapHa guanegesa.

U360gu: INo-Bucokuam % abn cap npu >keHume ¢ PCOS moxxe ga ce Bb3npueme kamo
paHeH namodgu3uoAozudeH beae2 3a mukpoBackyaapHa gucyHkuua. [Moro>kumeaHama
KopeAauua mexxgy Haauduemo Ha nepuBackyaapHa guanege3a u cmeneHma Ha VP, xunep-
2AUKEMUA U XunepaHgpozeHua nogcka3Ba 3a cowecmByBaHemo Ha npouec Ha XPOHUYHO
HUuckocmeneHHo Bb3naaeHue npu PCOS.

76



Microcirculatory disorders in polycystic ovary syndrome

D. Koleva™, J. Nikolova3, Maria Orbetzova'?
ISection of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University of
Plovdliv; % Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv;

J Department of Physiology, Faculty of Medicine, Medical University of Plovdiv

Microvascular dysfunction is considered to play a major role in the development of
insulin resistance (IR). Performing nailfold capillaroscopy with evaluation of microvascular
parameters in women with polycystic ovary syndrome (PCOS) would undoubtedly reveal
some novel pathophysiological mechanisms responsible for the occurrence of IR.

Aim of the study: to compare the values of microvascular parameters between patients
with PCOS and clinically healthy women as well as to assess its relationship with clinical and
metabolic parameters in the PCOS women.

Materials and methods: Our study included 21 PCOS patients and 22 clinically healthy
women (controls). Nailfold capillaroscopy was conducted and the following parameters
were assessed: arterial limb diameter (d art), venous limb diameter (d ven), top diameter of
loops (top d), length of loops, d art/d ven ratio, d ven/d art ratio, number of capillary loops
(n cap), number of abnormal loops (% abn cap) and a presence of perivascular diapedesis.
Weight, height, fasting plasma glucose (GLU 0’), fasting immunoreactive insulin (IRI 0’),
lipid parameters, total testosterone, systolic (SBP) and diastolic blood pressure (DBP) were
measured in the PCOS women. Body mass index (BMI) and homeostasis model of insulin
resistance index (HOMA-IR) were calculated.

Results: We found significantly higher values of age, BMI and % abn cap in the women
with PCOS as compared to the controls. Interestingly, % abn cap showed a negative
correlation with age. Furthermore, an inverse association between top d and the values of
SBP and DBP was established. The values of GLU 0, HOMA-IR and testosterone showed a
positive correlation with the presence of perivascular diapedesis .

Conclusions: The higher % abn cap in the PCOS women might be an early
pathophysiological sign of microvascular dysfunction. The positive correlation between
perivascular diapedesis and the degree of IR, hyperglycemia and hyperandrogenemia
suggests the existence of a chronic low-grade inflammatory process in PCOS.

HuBa Ha kuchenmuH u meAecHO me2A0 Npu CUHGPOM Ha

noAukucmosHu auyHUyuU
I1. Hazoro6a?, M. MumkoB'3, A. KoreBa'? A. TepzueBa*>, M. OpbeyoBa’?

' Cekyua no EHgokpuHoAoeus, Bmopa Kamegpa no BbmpewHu 6orecmu, MDD, MY, lNMroBgu8

2 KAuHuUKa no EHgokpuHoAoeus u borecmu Ha obmaHama, YMBAA ,C8. leopau”, lNroBgu8

$ OmgeaeHue no EHgokpuHoroaus, YMBAA ,[Teameg”, [roBguB; * Kamegpa no KauHu4yHa rabopamopus,
Makysmem no Mapmakorozus, MY, [roBgub; ° KaunudHa rabopamopus, YMBAA ,,CB. leopau”, MNroBgub

Llea: Aa ce cpaBHam HuBama Ha KucnenmuH Npu »KeHU CbC CUHGPOM Ha NOAUKUCMO3HU
atuHuuu (PCOS) u KoHMpoAHa 2pyna om 3gpabu >keHu Cb2AaCHO UHgEKCa UM Ha meAecHa
maca.

INMayuesmu u memogu: B npoyuBanemo yuyacmBaxa 87 nauueHmku ¢ PCOS u KoH-
MPpOAHa 2pyna om 42 KauHU4HO 3gpaBu xxeHu ¢ pegoBeH meHCMpyareH UUKbA U 6e3 npu-

bwazapcko ApyxecmBo no Engokpunorozun 77



RSN ey,
| o~ ¥

: I‘ . o " T y
}.‘ ] ."" ._ - _-'| . : T o

B SR = * W - )
&% LT, S \
R0 ~— o
I_Ill 'r.l a JIA"_f& .':‘I '—‘&'\ﬁ
i 1% C/aARS Y { i

3Hauu Ha XxunepaHgpozeHua. I3mepeHa bewe obukorkama Ha maauama (WC); uzuucaeHu
6axa uHgekcbm Ha meAecHa maca (BMI) u uHgekcbm Ha cBo6ogHu aHgpozeHu (FAI). L3-
caegBaHu 6axa HUBama Ha AymeuHu3upaw, xopmoH (LH), dpoAukyao-cmumyaupaw, XOpMoH
(FSH), mecmocmepoH (T), cBbp3Baw, noroBume xopmoHu 2r06yauH (SHBG), mupeocmu-
myaupaw, xopmoH (TSH), npoaakmuH, UHCYAUH Ha 2AagHO U KucnenmuH. ayueHkume u
3gpaBume >keHu b6axa pa3zgereHu Ha gBe 2pynu cnopeg BMI: c HopmaaHO meaecHO me2A0
(18,0-24,9 kg/m?) u c HagHOpMEHO MeAecHO mezAo (>25 kg/m?).

Pezyamamu: B 2pynama ¢ PCOS u BMI < 25 kg/m? He ce ycmaHoBu cuzHugukaHm-
Ha pa3auka B HuBama Ha kucnenmud (0,20+0,03 u 0,16+0,01 ng/mL; p=0,11) cnpamo
KoHMpoAHama, Bbnpeku ve 6axa no-Bucoku npu navuueHmkume ¢ PCOS. He omkpuxme
pa3Auku u mexxgy >keHume ¢ PCOS u koHmpoaume 6 2pynama c¢ PCOS u BMI > 25 kg/
m? (0,28+0,06 u 0,32+0,14 ng/mL; p=0,290). Bbnpeku ye cpegHume HuBa Ha KuCnenmuH
6axa no-Bucoku npu >keHume ¢ HAagHOPMEHO MEAECHO MEe2A0, pa3AUKUMe He gocmuzaHaxa
cmamucmuvecka 3Hadumocm (p=0,26). B epynama >xeHu ¢ PCOS u HoOpmaAHO me2A0 Kuc-
nenmuH kopeaupa nozumuBro ¢ WC (p<0,05) u FAI (P<0,05). B 2pynama ¢ HagHOpMeHO
mezao u PCOS kucnenmuH kopeaupa no3umuBHo ¢ uHcyauH (p<0,05), T (p<0,05), SHBG
(p<0,01) u FAI (p<0,001).

3akaoyeHue: Hawume pe3yamamu noka3zBam acouuayua Ha kucnenmuHoBume HuBa
C napamempume Ha memaboAumHuUA Cmamyc U HaAuyHama xunepaHgpozeHua npu PCOS.
[Mpegnorazame, ve kuchenmuH uzpae BaxkHa poaa B namozeHe3ama Ha cuHgpoma Ha no-
AUKUCMO3HU AUYHUUU.

Kisspeptin Levels and Body Weight in Polycystic Ovary Syndrome

P. Nyagolova'?, M. Mitkov"?, D. Koleva'? D. Terzieva*>, M. Orbetsova’?

!Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University of
Plovdliv; % Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv; 3 Department
of Endocrinology, ,Pulmed” University Hospital, Plovdiv

4Department of Clinical Laboratory, Faculty of Pharmacy, Medical University of Plovdiv

° Clinical Laboratory, ,St. George” University Hospital, Plovdiv

Objective: To compare kisspeptin levels in women with polycystic ovary syndrome
(PCOS) and a control group of healthy women according to their body mass index.

Patients and Methods: 87 patients with PCOS and a control group of 42 clinically healthy
women with a regular menstrual cycle and no signs of hyperandrogenism participated in the
study. Waist circumference (WC) was measured; body mass index (BMI) and free androgen
index (FAI) were calculated. Circulating levels of luteinizing hormone (LH), follicle-stimulating
hormone (FSH), testosterone (T), sex-hormone binding globulin (SHBG), thyroid stimulating
hormone (TSH), prolactin, fasting insulin and kisspeptin were evaluated. PCOS patients and
healthy women were divided into two groups according to their BMI: normal weight (18,0-
24,9 kg/m?) and overweight (=25 kg/m?).

Results: In the PCOS group with BMI <25 kg/m? there was no significant difference in the
levels of kisspeptin (0,20+0,03 and 0,16£0,01 ng/mL, p=0,11) versus those in the controls,
although they tended to be higher in the patients with PCOS. We also found no differences
in the kisspeptin levels between the women with PCOS and the controls with BMI =225 kg/
m? (0,28£0,06 and 0,32+0,14 ng/mL, p=0,29). Although the mean levels of kisspeptin were
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higher in the overweight women, the differences did not reach any statistical significance
(p=0,26). Kisspeptin was found to correlate positively with WC (p<0,05) and FAI (p<0,05)
in the group with PCOS and normal weight. Kisspeptin showed a positive correlation with
insulin (p<0,05), T (p<0,05), SHBG (p<0,01) and FAI (p<0,001) in the overweight group
with PCOS.

Conclusion: Our results demonstrate an association of the kisspeptin levels with the
metabolic parameters and the existing hyperandrogenism in PCOS. Thus, we suggest that
kisspeptin would play an important role in the pathogenesis of polycystic ovary syndrome
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CapkoneHug u capkoneHu4yHo 3amabcmsaBane
Xu6ka boHeBa, A6op AcboB

MeguyuHcku MIHcmumym Ha MBP, KauHuka no eHgokpuHoAoeus;
TArekcaHgpoBcka 6oaHuya, KAuHuKa no eHgoKpuHoAo2UA

MopBu Irwin Rosemberg npe3 1988 2. BvuBerxxga noHamMuemo capkoneHus, 3a ga 060-
3Hauu Bb3pacmoBo-06ycroBeHoMO NOHUXKEHUE Ha CKEAEMHO-MYCKYAHAMa Maca U CUAa.
MHmepecbm Kbm capkoneHuama HapacmBa npozpecuBHo, kamo peguua Bbnpocu yakam
cBoa omezoBop u ca npegmem Ha gebamu 6 meguuuHckama obwHocm. M368ecmHo e, ye
cmapeeHemo e NpogbAXKUMEAEH Npouec, 3anouBaw, om 3peaocmma u Xxapakmepuzupau,
ce C NOCMeNneHHU, HO HenpekbCcHamu npomeHu 8166 Bcuuku >xu3zHeHU yHKuuU, BKAKOYU-
meAHo HeBpomyckyaHama, xapakmepeH gopu 3a 3gpaBume Bb3pacmHu. B maksB cay-
yal capkoneHuama HOAECMHO CbCMOAHUE AU € UAU u3pa3 Ha ecmecmBeHu Bb3pacmoBu
npomeHu? AKO e NOCAegHOMO 3awo 3aca2a camo onpegeAeH npoueHm om xopama 8
HanpegHaAa Bb3pacm? Tpu 20AeMU MeHgeHUUU ca NpuyuHa capkoneHuama ga ce npeBup-
He 6 muxama naHgemua Ha 21 Bek: o6e3gBuxBaHemo, HenpaBuAHOMO XpaHeHe u 3Hauvu-
Mo yBeauveHama npogbakumeaHocm Ha >kuBoma. CapkoneHuama Beve uma cB6ol kog 6
MexxgyHapogHama Kaacugukauua Ha 6oaecmume u npuduHa 3a moBa e Bucokuam puck,
Kolmo ma Hocu: noBuweHa cmbpmHocm, uHBaAugu3auus, UHCMUMYUUOHaAU3UpaHe u
HapyweHo kavecmBo Ha >xuBom.

M38ecmHo e, ue c HanpegBaHe Ha Bb3pacmma HacmbnBa npomaHa 6 meaecHua cbc-
mabB, xapakmepu3upauw, ce C HamaAeHuUe Ha HemacmHama meaecHa maca u yBeauveHue
Ha macmHama maca. YBeauueHuemo Ha BucueparHOMO U €KMONUYHOMO MAacMHO geno
8 cbuemaHue C NOHUXKeHUeMO Ha MyCKyAHama maca u cuaa ce obo3zHayaBa kamo capko-
neHuvHo 3amabcmaBaHe. Bce owe Hama ymBbpgeHu mexxgyHapogHu Kpumepuu 3a ge-
puHUUUAMA My, HO ce npuema, Ye HguBugume CbC capkoneHu4yHo 3amabcmaBaHe ce
Hamupam 6 ,xunep-uHramamopHo cbcmosaHue”, ygBoaBawo 3gpaBHume puckoBe Ha
gBeme namonozuyHu cbecmoarua. Hawu uzcaegBaHua npu xopa 8 HanpegHaaa Bb3pacm
(65-84 20guHu) peaucmpupaxa Bb3pacmoBama npomaHa Ha meaecHua cbecmaB u abgomu-
HaAHama macmHa mbkaH npu gBe 2pynu om bbA2apcka nonyaayua - C HOPMAAHO U C Hag-
HOpMeHO meAecHO mezao. YecmaHoBu ce AuHelHa 3aBucumocm mexkgy HanpegBaHemo Ha
Bv3pacmma u yBeauueHuemo Ha BucuepasHOmMo geno U MacmHama maca, pecnekmuBHo
HamareHUemo Ha HemacmHama maca. Te3u kopeaauyuu baxa no-uzpaszeHu npu xopama c
HOPMAAHO Me2A0, OMKOAKOMO NPU 2pynama ¢ HAGHOPMEHO Me2A0 U 3amAabcmaBaHe.

Ha Hacmoawua eman noBeye ce 3Hae 3a memogume 3a OUeHKa U emuoAo2UYHUME
¢pakmopu Ha capkoneHuama, Ho Bce owe HegocmambyHO ca NnpoyyeHu AocmoBeme 3a
npocpurakmuka u AedeHue Ha moBa cbcmoaHue.
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openia and Sarcopenic Obesity

a Boneva, Yavor Assyov
al Institute - Ministry of Interior, Clinic of Endocrinology;
rsity Hospital ,,Alexandrovska”, Clinic of Endocrinology

Irwin Rosemberg has been the firstin 1988 to use the term sarcopenia in order to describe
the age-related decrease of skeletal muscle mass and strength. The interest in sarcopenia has
increased progressively, as a number of questions that have risen await their answers and are
a subject of debate in the medical community. It has been known that ageing is a continuous
process, initiating in adulthood, characterised by progressive and continuous changes in all
vital functions including the neuromuscular, seen even for healthy individuals. Is sarcopenia,
then, a disease or a manifestation of natural age-related processes? If the latter is true, why
does it only manifest in a certain percentage of ageing individuals? Three main tendencies
are the reason for sarcopenia to become the silent pandemic of the 21¢ century: physical
inactivity, improper diet and increased life expectancy. Sarcopenia also has its own code
in the international classification of diseases the cause of which being its associated health
risks: increased mortality, disability and need for institutional care, as well as impaired quality
of life.

It has been known that with ageing a characteristic change in body composition is
observed, one that includes reduction in lean mass and an increase in fat mass. The increase
of visceral and ectopic fat depots combined with the reduction of muscle mass and strength
is denominated as sarcopenic obesity. There are still no established international criteria
for its definition but it has been accepted that individuals with sarcopenic obesity are in a
,hyperinflammatory” state that doubles the health risks of the two pathologic conditions.
Our studies in ageing individuals (65-84 years) have registered age-related changes in body
composition and abdominal fat mass in two groups in the Bulgarian population - with normal
weight and with overweight. A linear positive association has been observed between age
and visceral fat and total fat mass as well as a negative one with lean body mass.

These associations were more pronounced in individuals with normal weight as compared
to subjects with overweight and obesity.

At the current stage, more is known of the methods of evaluation and the etiological factors
of sarcopenia, but information is still insufficient to establish levers for prophylaxis and
treatment of this condition.

u3 Ha 2Al0ko3Hug moaepaHc npu boAHu ¢ MemaboaumeH
gpom om peanHud >kuBom

Mapua bopucoBa, Mopgan BaaxoB, boana LjBemanoBa, Agpuana MapkoBa,

epuHa MoaroBa
a N0 eHgOoKpUHoAO2UA U borecmu Ha obmaHama, YHuBepcumemcka 6orHuya Cogpuameg,
UHCKU ¢pakyamem, Cogputicku yHuBepcumem ,,CBemu Kaumenm Oxpugcku”

Memaboaumnua cuHgpom (MemCuH) e wupoko paznpocmpaHeHo 3aboaaBaHe, Koe-
mo e ocHoBa 3a cbpgeuHocbgoBu 3ab60aa8aHua (CC3) u 3axapeH guabem mun 2 (T23A).
Llenma Ha Hacmoawomo npoyuBaHe e ga ce uzcaegBa 2A10K03HUA MoAepaHC npu 60-
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AHU ¢ MemCuH om peaaHusa >kuBom, koumo ca nocmbnuau 8 egHa 6oAHUUA 3a CPOK OM
egHa 2oguHa.

Mamepuanr u memogu: B npoyuBanemo ca BkatoueHu 378 6oaHu ¢ MemCuH - 293>keHu
(77,5%) u 85 muxxe (22,5%), om =20 go 82 2, paznpegereHu 8 mpu Bv3pacmoBu 2pynu:
mMAaga (=20-44 2) - 100 Auua (26,4%); cpegHa Bb3pacm (45-64 2) - 185 auua (48,9%);
mpema Bb3pacm (=65 2) - 93 auua (24,7%). PabomeHo e cnopeg npenopbkume Ha IDF
(20052), WHO (20002) u 8 cveaacue ¢ HoBama xapmoHu3upawa gedpuHuuyua Ha MemCuH
(20092) u kamo eBponeluyu u om HBarama paca oueHuxme 3a Hawume 6oAHU npaz 3a abgo-
MUHaAHO 3amAbcmaBaHe upe3 obukoAka Ha maauama >94 cm 3a mbxkeme u >80 cm 3a
>KeHume.

Pezyamamu: Movxxeme ¢ MemCuH ca egBa 22,5% om Bcuuku 60AHU NoXKeAaAu U3cAeg-
BaHua Ha 3aboaaBaHemo cu, xocnumaau3upaHu u BkaouyeHu B8 Hawemo u3caegBaHe, HO
moBa He o3HauaBa, ye yecmomama Ha MemCuH e no-Bucoka npu >keHume. BepoamHo
obuualiHomo Bb3gbpkaHue Ha mb>kxeme om u3caegBaHua e npuduHa 3a moBa CbOMHO-
weHue. PagnpegeaeHuemo no noA u Bb3pacm Ha 6boaHume ¢ MeCuH nokasa, ve Hag 652.
gBa nbmu noBeue ca xkeHume - 25,3% cpewy 12,9% mbike, 3a 45-64 2 - goMUHUPAM Mb-
»xeme - 60% cpewy 49% >eHu, a nog 45 2 - paBHo paznpegeaeHue. Npu uzcaegBaHume
60AHU ¢ MemCuH gomuHupa nbpBa cmeneH Ha 3amabecmaBane (BMI <35 kg/m?) - 53,5%
(n-203), gokamo gpyaume gBe cmeneHu ca NnpubAU3UMEAHO pa3znpegeseHu no paBHo -
23,9% (n-90) 3a BMI 35-40 kg/m? u 22,6% (n-85) 3a BMI >40 kg/m?. V3caegBaHama 2py-
na 6oAHU ¢ MemCuH umam 6 75% ApmepuaaHa xunepmonus-AX (283 6oaHu), 8 61%
HapyweH 2a0k03eH moaepaHc (Auabem - 40,2%, 167 6oaHu + [Npeguabem - 20,9%, 69
60AHU), Npu 46,2% (175 6oaHU) U 43,8% (165 60AHU) ca noBuweHu Tg pecn. LDL-ch uau u
gBeme B 27,2% (103 60AHU). 3a Bcaka no-Bucoka Bb3pacmoBa kamezopua vecmomama
Ha Auabema HapacmBa ¢ 50% - om 23,5% (n-23) 3a maagama Bb3pacm, go 46,7% (n=86)
3a cpegHama Bv3pacm u go 63% (n-58) 3a mpemama Bb3pacm, p<0,001. Mb>keme umam
no-Bucoka yecmoma Ha Auabem om >xeHume - 58,8% cpewy 40%, a xeHume umam 2
nbmu no-yecmo M3B8ecmen npeguabem om mwbxxeme - 8,9% cpewy 4,7%, p<0,05. Po-
AAMa Ha cmeneHma Ha 3amAbcmaBaHe e cobwecmBena. [lpu I8a cmenen - 40% om
6oaHumMe ¢ MemCuH ca ¢ guabem u 40% ca c HopmaaeH Tatoko3eH ToaepaHc, a npu ™
cmeneH - 50% umam guabem cpewy 32% c HopmaneH Taioko3eH ToaepaHc, p<0,05. INpu
6oaHume ¢ MemCux HoBoomkpumuam guabem e 4 nbmu no-pagbk om M38ecmerHuam
guabem (20,4% cpewy 79,6%, p<0,05), a HoBoomkpumuam npeguabem e ¢ 60% no-
yecm om M3BecmHua npeguabem (62% cpewy 38%) m.e. HoBoomkpumomo HapyweHue
B 2At0Kk03HUA moAepaHc npu 6oaHume ¢ MemCuH e ocHoBHo NMpeguabem. Npu 6oAHUME
>652. ¢ MemCuH HoBoomkpumuam npeguabem e 2-3 nbmu no-pagbk 8 cpaBHeHue ¢
no-maagume 60AHU ¢ MemCuH (6,5% cpewy 12,2% pecn. 16,5%), gokamo V38ecmHuam
npeguabem npu 6oaHuMe >65 2. e ¢ Hal-Bucoka yecmoma (11% cpewy 7% pecn. 6,6%).
Mpu 60AHUMe ¢ MemCuH u ITM 35-40 kg/m2 Had-Bucoka e yecmomama obwo Ha Npe-
guabemvm (27% cpewy 18% pecn. 19%), kakmo u Ha HoBoomkpumusa npeguabem (19%
cpewy 14% pecn. 9,5%)6 cpaBHeHue ¢ gpyaume gBe cmeneHu Ha 3amabcmaBate.

U3z6oqu:

1. XenaHue 3a xocnumaauszauus u u3caegBaHua 4 nbmu no-yecmo noka3zBam >xkeHume
cpewy mbxkeme.

2. Mpu xocnumaauzapaHume 60AHuU ¢ MemCuH gomuHupa nbpBa cmeneH Ha 3aMAbC-
maBane (BMI <35 kg/m?) - 53,5%.

3. Had-uecmo npu xocnumazupaHume 60AHU ¢ MemCuH ce HabaogaBa AX - 75%, a Ha



Bmopo macmo ¢ 61% e HapyweHuam 2ai0ko3eH moaepaHc (Auabem - 40,2% + lNpegua-
6em - 20,9%).

4. Yecmomama Ha Auabema HapacmBa 3Hauumo ¢ HanpegBaHe Ha Bb3pacmma, ¢ Ha-
pacmBaHe Ha ITM u e no-Bucoka npu mbxxeme.

5. HoBoomkpumuam guabem e KpamHo no-paguk, a HoBoomkpumuam [Npeguabem -
no-uecm.

6. HoBoomkpumuam lNpeguabem e 3 nbmu no-pagvuk npu Bv3zpacmHume >65 2, Kou-
mo ce uzcaegBam no-4ecmo no npuHyun.

lysis of Glucose Tolerance in Patients with Real-life
abolic Syndrome

-Maria Borissova, Jordan Vlahov, Boyana Cvetanova, Adriana Markova,

rina Mollova
of Endocrinology and Metabolic Diseases, University Hospital Sofiamed, Medical Faculty,
University ,St. Kliment Ohridsky”

Metabolic Syndrome (MetSyn) is a widespread disease that is the basis for cardiovascular
disease (CHD) and type 2 diabetes mellitus (T2DM).

The purpose of this study is to investigate the Glucose tolerance of MetSyn among
patients who have entered a hospital for one year - real life situation in hospital.

Material and Methods: The study included 378 patients with MetSyn - 293 women
(77,5%) and 85 males (22,5%), from >20 to 82 vy, divided into three age groups: young
(=20-44 y) 100 persons (26,4%); average age (45-64 y) - 185 persons (48,9%); third age
(=65 y) - 93 persons (24,7%). It w orked on the recommendations of IDF (2005), WHO
(2000), and in line with the new Harmony definition of MetSyn (2009), and as Europeans
and white race we assessed our abdominal threshold for abdominal obesity by waist
circumference > 94 cm for men and >80 cm for women.

Results: Men with MetSyn are only 22,5% of all sick patients surveyed, hospitalized and
included in our study, but this does not mean that the MetSyn is higher in women. Perhaps
the usual abstinence of men from research is the cause of this ratio. The distribution by sex
and age of patients with MeSyn showed that women are more than 65 years old - 25,3%
vs. 12,9% men, 45-64 years - men are 60% vs. 49% women, <45 y - equal distribution. The
first degree of obesity (BMI <35 kg/m?) was 53,5% (n-203), while the other two grades were
approximately equally distributed - 23,9% (n-90) for BMI 35-40 kg/m? and 22,6% (n-85) for
BMI >40 kg/m?. The MetSyn patients studied had in 75% Arterial Hypertension-AH (283
patients), 61% Glucose Intolerance (Diabetes - 40,2%, 167 patients + Prediabetes - 20,9%,
69 patients, 46,2% (175 patients) resp. 43,8% (165 patients) were increased Tg resp. LDL-ch
or both in 27,2% (103 patients). For each higher age category, the incidence of Diabetes
increased by 50% - from 23,5% (n-23) for young age to 46,7% (n = 86) for the average age
and up to 63% (n-58) for third age , p<0,001. Men have a higher incidence of Diabetes than
women - 58,8% vs. 40%, and women have 2 times more frequent Prediabetes than men -
8,9% versus 4,7%, p <0,05. The role of obesity is essential. Grade | - 40% of patients with
MetSyn are diabetics and 40% have Normal glucose tolerance, and in Grade Ill 50% have
Diabetes vs. 32% with Normal glucose tolerance, p<0,05.

In patients with MetSyn Newly diagnosed diabetes is 4 times less common than Known
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Diabetes (20,4% vs. 79,6%, p<0,05), and Newly Prediabetes is with 60% more frequent
than Known Prediabetes (62% versus 38%). The newly discovered impairment in glucose
tolerance in MetSyn‘patients is primarily Prediabetes. Patients >65 years old with MetSyn
Newly detected Prediabetes is 2-3 times less common than younger patients with MetSyn
(6,5% versus 12,2% and 16,5% resp.), while the Known Prediabetes prevalence in patients
>65 years is an highest frequency (11% vs. 7% and 6,6% resp.). In patients with MetSyn
and BMI 35-40 kg/m?, the highest incidence of Prediabetes (27% versus 18% and 19%)
and Newly Diabetes (19% vs 14% and 9,5% resp.) in comparison with other two grade of
obesity.

Conclusions:

1. A desire for hospitalization and research is 4 times more often show women against
men.

2. In the case of hospitalized patients with MetSyn, the first degree of obesity (BMI <35
kg/m?) is 53,5%.

3. Most frequently, in the hospitalized patients with MetSyn, AH is 75% and secondly
61% is the Impaired Glucose Tolerance (Diabetes - 40,2% + Prediabetes - 20,9%).

4. The incidence of Diabetes increases significantly with age, with an increase in BMI and
higher in males.

5. Newly discovered diabetes is rarer, and the newly discovered Prediabetes is more
common in patients with MetSyn.

6. The newly discovered Prediabetes is 3 times less common in adults >65 y, which are
more commonly studied.

oBama pesucmenmocm e kao4yoB peazyanamop Ha
oBama akmuBHocm npu mbke c memaboaumeH

orema PuryeBa’, Mapuana lenoBa?, CuaBua laneBa’
em, NreBen u > MeguyuHckuYHuBepcumem,- Cocpus

BwBegeHue: BucueparHomo 3amabcmaBaHe ce cbuemaBa ¢ XOPMOHAAHU NPOMEHU C
HeaamuBeH edpekm Bbpxy mb>kkama pepmuaHocm. Bce owe He e gobpe npoyueHo gaau
uHcyauHoBama pe3ucmeHmHocm e kalyoBuam meguamop 3a HamaaeHama mecmocme-
poHoBa akmuBHocm npu mbyke ¢ MemaboAumMeH CUHGPOM.

Lleama Ha npoyuBaHemo e ga onpegeAu HuBama Ha UHCYAUH (UHCYAUH UAU UHCYAU-
HO- nogobeH nenmug) u mecmocmepoH (T) 8 cemuHaAHa nAa3ma, KAKMo U ga npocAegu
ocHoBHUME cnepmaAHU hapamempu Kamo KoHueHmpauus, nogBuxkHocm u mopoaroaun
Ha cnepmamo3ougume npu mbxke ¢ memaboaumeH cuHgpom (MC)

Mamepuar u memogu: NpoBegeHo e nuaomHo, npocnekmuBHo npoyuBaHe mexgy
mbke ¢ MC u mbxke 6e3 MC 6e3 uzBecmHu pepmuaHu NpobAemu Ha Bb3pacm mexkgy
20-40 2oguHu. NMauueHmume ca pa3zgeaeHu B8 mpu 2pynu, cbobpazHo cmolHocmume
Ha BMW. WM3caegBaHu ca T u uHcyauH B cemeHHa naa3ma u e HanpaBeH cmaHgapmeH
CeMeHeH aHaAus.

Pezyamamu: Ipu mbxxeme ¢ MC ce ycmarnoBaBam cuzHuukaHmuo no-Bucoku cepy-
MHU UHCYAUHOBU HuBa u Hecu2HUUKAHMHO NO-HUCKU cepymHu mecmocmepoHoBu HuBa.




CowecmByBa cueHugukaHmHa obpamHa KopeAauua mexkgy cepymHume HuBa Ha uHCy-
AUHA U MecmoCcmepoHa, a maka cbwo u mexxgy bBMI u cepymuua T. YecmanoBu ce noao-
»kumeAHa Bpb3ka mexxgy cepymHama u cemeHHama uHcyauHoBa (UHCYAUH UAU UHCYAUHO
nogobeH nenmug) KoHueHmpauua. Hamepu ce ymepeHo cuAHa ompuuameAHa kopeAaayua
ME>Qgy UHCYAUHA (UHCYAUH UAU UHCYAUHO nogobeH nenmug) u T 8 cemuHaaHama naa3ma.
CowecmByBam cuzHugukaHmMHU pa3audua B KOHUeHmMpauua Ha chnepmamo3ougume u
mepamo300ChepMaAHUa UHgekc mexkgy mbxkeme ¢ MC u me3u 6e3 MC.

3akaoyeHue: ToBa nunomHo npoyuBaHe goka3zBa komnaekcHocmma Ha HebAazonpu-
amHomo BauaHue Ha BMIU u P Bbpxy ocHoBHUMe cnepmaAHu napamempu, Kamo Hama-
AeHa nogBuykHocm Ha cnepmamo3ougume u noBuweH Mepamo300CNePMArEH UHJEKC.
[MaHgemuyHOMO paznpocmpaHeHue Ha 3amabcmaBaHemo HaAaza npoBeykgaHe Ha npo-
yuBaHua 3a uzacHaBaHe Ha Bpb3kume u mexaHuzmume, koumo ce npoaBaBam paHo u ce
cBbp3zBam c omkroHeHuam B penpogykmuBHama dpyHkuyua npu muxxe ¢ MC.

Is the Insulin Resistance a Key Regulator on the Testosterone
Activity in Men with Metabolic Syndrome

Katya Todorova’, Violeta Rilcheva', Mariana Genova?, Silviva Ganeva'
"Medical University, Pleven, Bulgaria; > Medical University, Sofia, Bulgaria

Introduction: The visceral obesity is associated with hormonal interactions with negative
effect on male fertility. It is not clearly understand if Insulin Resistance (IR), is the key mediator
for decreasing testosterone (T) activity in men with metabolic syndrome (MS).

The aim of the study was to establish the influence of IR on the semen levels of Insulin
(Ins) (Ins or Ins-like peptide) and T and such as on the semen concentration, motility and
morphology in men with MS.

Material and methods: A pilot, prospective study was done among obese men with IR
without knowing fertile problems on age between 20-40 years. According to their BMI the
participants were divided into three groups. Semen samples were collected and assayed for
Ins, T and standard semen analysis as well.

Results: Men with MS had significantly higher serum insulin levels and non- significantly
lower serum testosterone levels. Significantly severe inverse correlations between serum
levels of Ins and T, as well as between BMI and serum T were established. There were
found positively correlation between serum and seminal concentration of Ins (Ins or Ins - like
peptide). A moderately strong negative correlation between concentrations of Ins (Ins or
Ins - like peptide) and T in seminal plasma was confirmed. The significant differences in the
average sperm concentration and teratozoospermia index were observed by comparisson
between men with MS and nonMS men.

Conclusion: This pilot study showed that BMI and IR in complex, adversely affects sperm
parameters such as decreased sperm motility and increased teratozoospermal index. The
pandemic spread of obesity necessitates further studies to clarify the additional links and
mechanisms that are manifested at an early stage and are related to violations of reproductive
function in men with MS.
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MepuBackynapHa macmHa mbvkaH u HeliHomo 3HaYeHue 3a
uHcyauHoBama pesucmeHmHocm, 3axapHusa guabem u

cbgoBume 3abongaBaHusg

Maauna lNemkoBa
VHuBepcumemcka boaHuua ,AozeHey”, MeguuuHcku gpakyrmem, Cogputicku YHuBepcumem

MepuBackyrapHama macma mbkaH e BucuepasHo MacmHO geno, Koemo e Pa3znoAoKe-
HO aHAMOMUYHO U PYHKUUOHAAHO HenocpegcmBeHo go kpbBoHocHume cvgoBe. Pe3ya-
mamume om nocAegHume u3zcaegBaHua noka3zBam, ve nepuBackyrapHama macmHa Mb-
KaH MexaHU4YHO U (PYHKUUOHaAHO oka3Ba edpekm Bbpxy cbgoBama cucmema u no mo3u
HauuH BepoamHo uma yuacmue 6866 Bb3HUKBaHeMoO Ha amepockaepomMuYHUME NPOMEHU.
AaHHUMe om eKchepumMeHmaAHUme u KAUHUYHU npoyuBaHua couam HaAuduemo Kakmo
OAazonpuamHu, maka u HebAazonpuamHu edpekmu Ha nepuBackysapHama macmHa mb-
KaH. AbAa2o Bpeme ce e cmamano, vye nepuBackyarapHama macmua mbkaH e cBbp3Bawa
MbKaH, KoAamo noggbpyka cbgoBeme u Hama oyHKUyuoHaAHa akmuBHocm. MNMocaegHume
uzcaegBaHua a onpegeaam kamo akmuBeH KomnoHeHM Ha cbgoBama cucmema ¢ uHme-
2parHa poaa 806 Bb3HukBaHe Ha cbgoBume 3a00A98aHuUA U 3ana3zBaHe go6pomMo cbecmon-
Hue Ha cbgoBama cucmema. NepuBackyrapHama macmHa mbkaH HanogobaBa kakmo Ha
kagpaBama, maka u Ha 6arnama macmHa mbkaH, Bbnpeku, ye Bb3HUKBa om cBou cobcm-
BeHu npekypcopHu kaemku. [MogobHO Ha ocmaHaaume macmHU gena, ma cekpemupa
peguua buao2uuyHo akmuBHu cybcamuuu, koumo getdicmBam kakmo aBmokpuHHO, Maka
u napakpuHHo. lNepuBackyaapHama macmua mbkaH ydacmBa u 6668 Bv3zHukBaHemo Ha
Bb3naaumeaHume npomeHu Ha cbgoBeme, uHcyauHoBama pe3zucmeHMHOCM U 3axapHuA
guabem. B ycaoBuama Ha amepockaepomuyHume npouecu ma yyacmBa 68v6 cbgoBomo
Bb3nareHue nocpegcmBom HampynBaHemo Ha makpodpazu. EgHoBpemeHHo ¢ moBa, ne-
puBackyaapHama macmHa mykaH uma U aHmu-amepockaepomuyHu ecpekmu, cBbp3aHu ¢
HellHama cnocobHOCM ga uHgyuupa mepmozeHe3a u memaboAu3upa MacmHU KUCEAUHU.

Perivascular Fat and its Role in Vascular Disease, Insulin

Resistance and Diabetes

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

Perivascular adipose tissue (PVAT), isa visceral fat depot with an anatomical and function-
al contiguity to the vasculature system. Recent evidence suggests that perivascular adipose
tissue could mechanically and functionally affect the vasculature, thereby possibly playing a
role in adiposityrelated atherosclerosis. Experimental and clinical observations suggest both
favorable and unfavorable effects of perivascular fat. Perivascular adipose tissue long as-
sumed to be nothing more than vessel-supporting connective tissue, is now understood to
be an important, active component of the vasculature, with integral roles in vascular health
and disease. PVAT is an adipose tissue with similarities to both brown and white adipose
tissue, although recent evidence suggests that PVAT develops from its own precursors. Like
other adipose tissue depots, PVAT secretes numerous biologically active substances that can
act in both autocrine and paracrine fashion. PVAT has also proven to be involved in vascular
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inflammation, insulin resistance and diabetes. While PVAT can support inflammation during
atherosclerosis via macrophage accumulation, emerging evidence suggests that PVAT also
has anti-atherosclerotic properties related to its abilities to induce non-shivering thermogenesis
and metabolize fatty acids.

Auabem, 3amabcmaBaHe u MemaboAumeH cuigpom B
BbAaachama nonyAaauus — dHaAu3 Ha npegcmaBumenHa
usBagka om bvazapckomo HaceneHue

U. BraxoB', A-M. bopucoBa’, Ax. lllunkoB, A. AakoBcka®, T. MemanroBa’, M. HukoroBa2

'MeguyuHcku ¢pakyamem, CY ,C6. Ka. Oxpugcku”; 2MeguuuHcku yHuBepcumem, Cogpua

Yecmomama Ha 3axapHua guabem, 3amabcmaBaHemo u memaboAumHUA CUHGPOM
HapacmBa 6 cBemoBer mawab. Tpume cbcmoaHua MHO20 Yyecmo ce HabaogaBam npu
€guH U cbw, nauueHm B pamkume Ha obwWO HapyweHue Ha obmaHama Ha BewecmBama.
Mpu HemaArko nauyueHmu, obaue, ce pazBuBa 3axapeH guabem mun 2 u/uau memaboAu-
MeH CUHgPOM Ha (POHA Ha HOPMAAHO UAU NogHopmeHo me2Aao. ABmopume npegcmaBam
pe3yamamume om ckpuHuH2zoBo npoyuBaHe Bbpxy yecmomama Ha 3axapHua guabem,
3amabcmaBaHemo u memaboAumHua cuHgpom npu npegcmaBumeara uzBagka om 2033
NbAHOAEMHU AUUQ om ObA2apckama nonyaauua (957 mbyke u 1076 »keHu Ha cpegHa B8b3-
pacm 49,3 + 14,8 2., 19-87 2.). pu 1272/2033 e HaAuue HAaGHOPMEHO ME2AO UAU 3aMABC-
maBaHe, npu 194 - 3axapeH guabem (guabem mun 1 npu 4, uzBecmex guabem mun 2 -
npu 140, HoBoomkpum guabem mun 2 - npu 50), npu 43 e goka3zaHa HapyweHa 2AUKeMUA
Ha 2AagHO, a npu 32 - HapyweH 2AKO03eH moAepaHc. MemaboAumeH CUHgPOM e HaAuue
npu 708 Auua, kamo 575/708 ca ¢ HagHOPMEHO Me2A0 UAUu 3amAabcmaBaHe, a 133/708
- C HOPMAAHO UAU gopu nogHopmeHo meaao. ABmopume obcbykgam Bpb3ikama mexgy
3amabcmaBaHemo, 3axapHua guabem u MemaboAUMHUA CUHPOM.

Diabetes, Obesity and Metabolic Syndrome in Bulgarian
Population — Analysis of a Representative Bulgarian Cohort

Y. Vlahov', A-M. Borisova’, Al. Shinkov?, L. Dakovska? T. Metalova?, M. Nikolova?
'Medical Faculty, Sofia University Sv. KI. Ohridski, ?Medical University, Sofia

The prevalence of diabetes mellitus, obesity and metabolic syndrome is increasing
worldwide. These three conditions are frequently observed in combination as parts of one
metabolic disturbance. Yet, in many patients type 2 diabetes and/or obesity develop at
the background of normal or decreased body weight. The authors present the results of a
populational screening study on the prevalence of diabetes, obesity and metabolic syndrome
in a representative sample of Bulgarian population - 2033 adults (957 males and 1076
females, mean age 49,3 + 14,8, 19-87 years). Overall 1272/2033 are overweight or obesem
194 have diabetes mellitus (type 1 - 4, known type 2 - 140, newly found type 2 diabetes
- 50), 43 have impaired fasting glycemia, 32 have impaired glucose tolerance. Metabolic
syndrome is found in 708 individuals: 575/708 are overweight or obese, a 133/708 have
normal or subnormal body weight. The authors discuss the associations between obesity,
diabetes and metabolic syndrome.



kuHu — agunoHekmuH u AenmuH u agunoyumokuHu

-1, uimepaeBkuH-6, mymop-HekpomuueH
eakmuBeH npomeuH npu MemaboAumeH cuHgpom
a’, K. Togopo6Ba’, A. BeakoBa’?, LI6. AykaHo6?, C. baaxeBa’

oaua, YMBAA ,A-p Teopau Cmparcku” [reBeH; 2’Kamegpa no coyuarHa meguyuHa,
3gpaBe, MeguyuHcu yHuBepcumem, Cocpus; *Meguxo-guaeHocmuyHa rabopamopusa
,A-p lfeopau CmpaHcku” [heBeH

B nocaegHume 20guHU ce goka3a, ye MacmHama mbkaH He e nacuBHo eHepaulHO
geno, a memaboAaumHo-akmuBeH eHgokpuHeH ope2aH. Agunoyumume ekcnpecupam Bbp-
Xy noBbpxHocmma cu mHokecmBo peuenmopu, cekpemupam UUMOKUHU, XYyMOPAAHU U
pacmexkHuU akmopu, cneyuduyHU nenmugu, XOPMoHU U BuoAro2udyHo akmuBHu Bewe-
cmBa, uzBecmHu nog 06WOMO UME agUNOKUHU U aguNOUUMOKUHU.

Llea Ha Hacmoawemo npoyuBaHe e uzcaegBaHe cepymHomo HuBo Ha agunokuHume
- agunoHeKMUH U AenmuH, u agunouumokuHume - uHmepaeBkun-1 (IL-1), uHmepaeB-
KuH-6 (IL-6), mymop-HekpomuueH pakmop-a (TNF-a) u C-peakmuBer npomeun (CRP) npu
nauueHmu ¢ memaboaumeH curgpom (MC).

Mamepuar u memogu: B npoyuBaHemo ca BkatoueHu 35 auua ¢ MC (ni=35) u KOH-
MpOAHa 2pyna om 35 KAuHUYHO 3gpabu Auua (n:=35). AuazHozama MC e nocmaBeHa no
Kpumepuume Ha MexkgyHapogHama guabemHa degepauua (IDF) om 2010 2. Agunoku-
HUMeEe - agunoHeKMUH, AenmuH, u agunouumokuHume - (IL-1), (IL-6), (TNF-a) u (CRP) ca
u3caegBaHu upe3 ELISA-memoguka. ABa xomeocma3zHu mogeaa ca uznoa3BaHu: 3a ougen-
Ka Ha uHcyauHoBama pezucmenmHocm - HOMA-IR u 3a 6ema-kaembyHama yHKuuA -
HOMA-%B.

Pezyamamu: Tpu cpaBHaBaHe Ha koHMpoAHama 2pyna ¢ auyama ¢ MC ce ycmato-
Bu cmamucmuyecku 3Havuma pa3auka 8 uHgekc Ha meaecHa maca (MITM), obukoaka Ha
maauama, CUCMOAHO U guaCMOAHO apmepuaAHO HaaazaHe, HDL-xoaecmopoa, HuBa Ha
6a3areH uHcyauH u HOMA-IR. Aokazaxa ce cueHudpukaHmHo no-Bucoku HuBa Ha AenmuH
(n1=33,58+.14,6 cp. n.=21,55+16,1 ng/ml; p<0,05), IL-1 (n+=16,80+.11,4 cp. n:=6,4+.3,7 pg/
ml; p<0,05) and CRP (ni=8240,81%£4763,36 cp. n-=4232,33+.433,22 mg/dl; p<0,05) npu na-
uueHmume ¢ MC, cpaBHeHu ¢ koHmMpoAHama 2pyna. Cmamucmuyecku 3HaYuMa pa3auka
ce HabatogaBa 8 HuUBomo Ha TNF-a, 3Ha4Yumo no-Hucko npu MC, cpaBHeHo cbe 3gpaBume
KoHmpoau (ni=2,49%1,17 cp. n==11,49+.8,57 pg/ml; p<0,05). MNMpu Aauuama ¢ MC ce goka3za
no3zumuBHa kopeaauua mexgy MTM u HuBomo Ha AenmuHa, u obpamHa KopeAayuoHHa
3aBucumocm mexxgy MTM u HuBomo Ha agunoHekmuHa. B 2pynama Ha nauueHmume c
MC ce ycmaHoBu nozumuBHa kopeaauua mexxkgy IL-1 u HOMA-%B, u mexxgy IL-6 u CRP.

3akaoyerue: NMauuenmume ¢ MC noka3zBam cuzHugukaHmHu npomeHu 8 HuBama Ha
aguNOKUHUMeE - AQQUNOHEKMUH U AeNMmuH, U agunouumokuHume - IL-1, IL-6, TNF-a u CRP.
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Levels of Adipokines — Adiponectin and Leptin, and Adipocytokines
— Interleukin-1, Interleukin-6, Tumor Necrosis Factor-ag and
C-Reactive Protein in Patients with Metabolic Syndrome

Rayanova G',Ganeva S', Todorova K., Velkova A2, Lukanov T, Blajeva $°

!Clinic of endocrinology and metabolic diseases, UMHAT ,D-r Georgi Stranski”, Medical University Pleven;
’Department of Social medicine, Faculty of Social Health, Medical University Sofia; *Medico-diagnostic laboratory
of immunology, UMHAT ,D-r Georgi Stranski”, Medical University Pleven

It has been recently proven, that adipose tissue is not just a passive energy depot, but
rather active endocrine organ - adipocytes are expressing on their surface multiple receptors
and are releasing adipokines, adipocytokines, hormones, growth factors.

The aim of the present study was to examine the relationship of the serum levels of
adipokines - adiponectin and leptin, adipocytokines - interleukin-1(IL-1), interleukin-6 (IL-
6), tumor necrosis factor-a (TNF-a) and C-reactive protein (CRP) in patients with metabolic
syndrome (MS) without disturbance of carbohydrate metabolism.

Methods: A prospective, comparative, observational study was performed. In 35 subjects
with MS (n1=35) and 35 clinical health subjects (n.=35) were measured and compared the
serum levels of adipokines - adiponectin and leptin, and adipocytokines - IL-1, IL-6,TNF-a
and CRP. Two homoeostasis models assessment of insulin resistance (HOMA-IR) and of
p-cell function (HOMA-%B) were calculated.

Results: When comparing the MS with the controls statistically significant differences in
body mass index (BMI), waist circumference, systolic and diastolic blood pressure, HDL-
cholesterol, basal insulin and HOMA-IR were observed. A significantly higher level of leptin
(Mm=33,58%£14,6 vs. n.==21,55£.16,1 ng/ml; p<0,05), IL-1 (n1=16,80+11,4 vs. n.=6,4+.3,7 pg/
ml; p<0,05) and CRP (n1=8240,81+£4763,36 vs. n2=4232,33+.433,22 mg/dl; p<0,05) were
found in patients with MS in comparison with the control group. Patients with MS had
significant lower level of TNF-a in comparison with controls (n1=2,49+1,17 vs. n.=11,49%.8,57
pg/ml; p<0,05). In MS we have found positive correlation between leptin and BMI. In this
group adiponectin showed negative correlation with BMI and serum level of triglycerides.
There was positive correlation between IL-1 and HOMA-%B, and between IL-6 and CRP in
patients with MS.

Conclusion: Patients with MS exhibited significantly changes in levels of adiponectin,
leptin, IL-1 and TNF-a. Indicated adipokines and adipocytokines may have predictive value
of progression from normal to pathological carbohydrate metabolism.

AumdpouumHu cybnonyaayuu B nepudpepHa kpbB npu
nayueHmu ¢ memaboAumeH cuHgpom

laneBa C', Togopo6a K', AykanoB L|B,2, PaanoBa I''., baaxeBa C6>.
'KauHuka no eHgokpuHoaoaus, YMBAA ,A-p Teopeu Cmpatcku, EA A- [NaeBeH;
2Meguko-guaeHocmu4Ha Aabopamopusa no umyHoroaus, YMBAA ,A-p lfeopeu Cmparcku, EAA - [reBer

MHcyaunoBama peucmeHmHocm cpeg nauueHmume ¢ memaboaumen cuHgpom (MC)
u 3axapeH guabem mun 2 (3AT2) ce npuema 3a eguH om ocHoBHUMe gpakmopu 6 akmu-
BupaHemo u nepcucmupaHemo Ha HUCKO-CMeneHHOMO XpOoHUYHO Bb3nareHue. Bb3naau-
meAHuUam npouec ce cbnpoBorkga ¢ HapacmBaHe u akmuBupaHemo Ha pa3AUYHU UMYHO-
KOMNEemMeHMHU KAemKU.



Llea: Aa ce u3zcaregBam AumcpouumHu cybnonyaauuu [CD3+, CD3-(CD16+/CD56)
CD4+, CD8+, CD19+] npu nauueHmu ¢ MC u nauueHmu ¢ MC u 3AT2.

Mamepuaru u memogu: NpoBegeHo b6e npocnekmuBHo, cpaBHumeaHo, obcepBauuoH-
Ho npoyuBaHe cpeg 95 yyacmHuuu, pa3zgereHu B gBe 2pynu: HOpmO2AUKEMUYHU AUUA
¢ MC (n1=26) u nauyenmu ¢ MC u 3AT2 (n2=69). NMocpegcmBom haoyuumomempuyeH
aHaau3 (FAC Sort, BD) 6axa uzcaegBanu: obwu T aumcpouumu (CD3+), T- xeanepu (CD4+);
T- yumomokcuyHu (CD8+) aumpouumu, NK kaemku (CD3\ CD16+/CD56) u B - aumgo-
uumu (CD19+). M3uucareHo 6e cbomHoweHuemo Th/Ts.

Pezyamamu: Cpeg Bcuuku u3caegBaHu nauueHmu ce ycmaHoBuxa HuBa Ha obwus
AeBkouumen bpou, Bbmpe B8 pedpeperHmuua o6xB8am. He ce ycmanoBuxa cmamucmuyecku
3HauyumMu pazaudua 8 HuBama Ha obwume HecneuudpuuHu T aumdpouumu (CD3+) u B gBe-
me 2pynu (n1=1831£702,99; n>=1616%487,29; p=0,11). AbcoantomHua 6pou B nrazmama Ha
CD3-\ CD16+/CD56), CD4+ u CD8+ Aumgouumu Cbwo He noka3a cmamucmuyecku pas-
Audus. [pu nauueHmume cbe 3AT2 ce ycmanoBuxa no-Hucku HuBa Ha CD19+ Aumdpouumu
(M1=223,08+130,3; n2=186,02+£101,78; p=0,05). CoomHoweHuemo Th/Ts 6e 3aBuweHo npu
Bcuuku nauueHmu, 6e3 ga ce omkpuBam cmamucmuyecku 3HaYUMU pa3AuduA.

3akarodenue: MNpu nauueHmume ¢ MC e HaaudyHa akmuBauua Ha umyHHua omezoBop,
Kamo obacHeHuemo 3a mo3u peHomeH ocmaBa HeacHo. Heobxogumo e npoBexkgatHemo
Ha owe u3caegBanua, BkaouBawu no-2oaama 2pyna navueHmu ¢ MC u pa3auuHu HuBa Ha
omkAoHeHue B8 BbearexugpamHama obmaHa.

Subpopulations in Peripheral Blood in Patients
olic Syndrome

rova K', Lucanov Ts.2, Rayanova G, Blajeva Sv.?
, UMHAT ,G. Stranski”, Pleven;
aboratory of immrnology, UMHAT ,G. Stranski”, Pleven

Introduction: The insulin resistance is responsible for activation and persistence of low-
grade chronic inflammation among patients with metabolic syndrome (MS) and DM type
2 (T2DM). This chronic inflammatory process is accomplished by increasing and activating
different immune cells.

The aim has been to investigate the lymphocyte subpopulations [CD3, CD3-(CD16+/
CD56) CD4, CD8, CD19]in patients with MS and patients with MS and T2DM.

Design of the study: A prospective, comparative, observational study has been conducted
among 95 participants, divided into two groups: normoglycemic persons with MS (ni1=26),
and patients with MS and T2D (n2=69). The non- specific T- lymphocyte subtypes [total
T-lympocyte (CD3+); T-helper (CD4+); T-cytotoxic (CD8+), NK cells (CD3\ CD16+/CD56)
and B - lymphocyte (CD19) were measured in peripheral blood by using flow- cytometric
analyzes (FAC Sort, BD). The Th/Ts ratio was calculated.

Results: The count of the white blood cells (WBC) was established in normal referent
ranges in all studied patients. No significant differences were observed between the count
of total lymphocytes (CD3+) between patients of the two groups (ni=1831+702,99;
n2=1616%487,29; p=0,11). The levels of (CD3\ CD16+/CD56), CD4+ and CD8+ have not
been statistically different among the MS patients with T2DM and without T2DM. Less levels
of CD19+ were detected in patients with T2DM (n1=223,08+130,3; n2=186,02£101,78;
p=0,05). The ratio Th/Ts has been higher in all patients with MS, but without statistic
differences between patients with T2DM and without T2DM.




Conclusion: The immune response in MS is activated, but the explanation of that fact is
not clear enough to us. It is necessary to conduct a new study among a large population of
patients with MS and different deviation in carbohydrate metabolism.

3MEHU U CEMUHAAHU HUBa Ha AenmuH u CnepMAaGAHU

amempu npu obesHu mbke
ueBa-TogopoBa K', PuryeBa B, MexmegoBa @'.

uyuHcku yHuBepcumem - [aeBeH, KauHuka no eHgokpuHoAoaua u borecmu Ha obmaHama

BwvBegeHue: AenmuH uzpae BaxkHa poAa NO OMHOWeEHUE Ha hepmuAumemMa NpuU Mb-
>keme, kamo Bce owe He ca HanbAHO u3acHeHeHo B3aumogeldcmBuemo mexxgy mexxgy
AENMUH U CMaHgapmHume cnepmaAHuU napamempu. AenmuH € nenmugeH XOPMOH, Cekpe-
mupaH om 6aAa MacmHa mbkaH. Aoka3zaHo e HaAuduemo Ha AenmuHoB peuenmop Bbpxy
yoBewkume cnepmamo3ougu u pazmBopum AenmuHoB peuenmop 6 cemeHHama naa3ma.
Haauuuemo Ha peuenmopa 8 cnepmamo3ougume e cBbp3aHO C UHMAKMHOCMMA Ha MeM-
O6paHama Ha cnepmamo3ouga.

Lleama Ha moBa u3caegBaHe e ga uzcaegBa Bpb3ikama mexkgy cemeHHUmMe U CepymHuU-
me HuBa Ha AenmuH, HuBama Ha noroBume xopmoHU u nogBuskHocmma u mopgoo2un-
ma Ha cnepmamo3ougume.

Memogu: npoyuBaHemo BkaouBa 60 06e3HU MbxKe u 30 MbXKe C HOPMAAHO Me2A0,
Ha Bb3pacm mexkgy 20 u 50 2oguHu. CemeHHUmMe npobu baxa uzcaegBaHu 3a obem, KoH-
ueHmpauus, nogBuxkHocm u MopgoAO2uUAa Ha chepmamo3ougume, kakmo u 3a AHK ¢pae-
meHmauyuoHeH uHgekc. CepymHume HuBa Ha noroBume xopmoHu baxa onpegeaeHu upes3
UMUHOXeMUAYUMUHecueHmeH aHaAu3. HuBama Ha AenmuH 6 cepyma u cemeHHama naa3ma,
KaKmo U Ha ecmpaguoA u mecmocmepoH 8 cemuHaAHa naa3ma ca uzcaegBaHu upes ELISA.

Pezyamamu: Mo omHoweHue cepymHomo HuBo Ha AenmuH 6e ycmaHoBeHa cmamuc-
MuYecku 3HavYuMa pazAuka Mexkgy 2pynama Ha 00e3HU MbyXKe CNPAMO Mb>XKeme C HOPMaA-
Ho meaao (p<0,05). B cemuHaAHa nAazma, no omHoweHue AenmuH, makaBa pa3auka He be
ycmaHoBera. CepymHomo HUBo Ha AenmuH npu 00e3HU MbXKe KopeAaupa ompuuameAHo
¢ nogBuxkHocmma Ha cnepmamo3ougume.

3akaoyeHue: HuBama Ha nAa3meHuUA AenMuUH ca 3Ha4YUMEAHO NO-HUCKU NpU hauyueHmu
C HOPMaAHU chepmaAHu napamempu u noka3zBam obpamHO NponopuuoHaAHa KopeAauus
¢ nogBuxxHocmma Ha chepmamo3ougume.

um and Seminal Leptin Levels and Sperm Parameters

bese Men

ieva-Todorova K, Rilcheva V, Mehmedova F.
rsity Clinic of Endocrinology and Metabolic disease, Medical University Pleven

Introduction: Leptin is a peptide hormone, secreted by white adipose tissue. The presence
of leptin receptor on human spermatozoa and soluble leptin receptor in seminal plasma are
well known. This receptor was significantly associated with the intactness of sperm plasma
membranes

The aim of this study is to investigate the relationship between serum and seminal plasma
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leptin levels, sex hormone levels and sperm parameters.

Methods: The study includes 60 obese men and 30 normal weight men, between 20
and 50 years. Semen samples were analysed for sperm volume, concentration, motility
and morphology as well as for sperm DNA fragmentation index. Serum levels of sex
hormones were determined by immuno-chemiluminiscence technique. Serum and
seminal plasma leptin levels as well as estradiol and testosterone in seminal plasma
levels were tested by ELISA.

Results: The serum leptin level showed a statistically significant difference between the
obese men group versus the normal weight men group (p <0,05). In seminal plasma, in
regard of leptin, such a difference was not found. Serum leptin levels in obese men correlate
negatively with sperm motility.

Conclusion: Plasma leptin levels are significantly lower in patients with normal sperm
parameters and showed inversely proportional correlation with sperm motility.

u Ha 2pynoBomo ncuxonozuyecko koHcyamupaHe
mu cbc 3amAbcmsaBane
6 U, L{6emanoBa b, MapkoBa A, MoaroBa E, bopucoBa A-M.

AHUya Cogpuameg, MeguyuHcku chakyamem,
mem ,,C8emu Kaumerm Oxpugcku”

pynoBomo ncuxoroz2uyecko KOHCyAmupaHe e npouegypa 3a oka3zBaHe Ha nomouw,
koamo 3anouBa c uzcaegBaHe om Bceku uaeH om 2pynama Ha coocmBeHua my cBam ¢
ueA ugeHmucdpuyupare Ha noBegeHuemo, mucaume u yyBecmBama, koumo 6 HakakbB cmu-
CbA ca cebepazpywiumenru. 3a ma3u uea e uznoazBaH cneuyuaaHo KOHCmMpyupaH Bbnpoc-
HUK, C noMowma Ha Kolimo ga 6bgam onpegeAeHu cheuyuuyHume xpaHumeaHu HaBuuu
u noBegeHuemo Ha nauueHmume CcbC 3amAabcmaBaHe u maka ga 6bge u32pageH NCUxo-
Ao2uveckuam um npodua. fpynoBama ncuxoaozuvecka KOHcyamauua nomaza Ha Bceku
nauueHm ga cu nocmaBu uHguBugyaaHu ueau, cBbp3aHu cbe 3amecmBaHe Ha HexeAa-
Hume mucAu u noBegeHue ¢ noumuBHu. Ncuxoro2bm nomaza Ha omgeAaHume vreHoBe
ga ugeHmucpuyupam BaxxHu o6cmoameacmBa, acouuauuu, omHoweHua, uHguBugyaaHa
Ao2uka u cebeusznaBa B8 mexHua cezaweH >xxuBom, npu koumo mucaume, yyBcmBama u
getcmBuama ca ouyeBugHo HezamuBHu.
3amabcmaBaHemo e 3Havum coyuareH npobaem ¢ HapacmBawga paznpocmpaHaemocm
cpeg Bcuuku Bb3pacmu u npu gBama noaa. ToBa e egHo komnaekcHO 3aboaaBaHe ¢ 2eHe-
MuYeH KOMNOHEHM U ydacmuemo Ha pa3AudHu gpakmopu. Emo 3awo, npu makoBa npe-
NAUMAaHe Ha CUMNMOMU, UHMEPGUCUUNAUHAPHUAM NOgX0Q, Kbgemo ce cpewam pa3Auy-
HU 2AegHU mouku, gaBa gobpu pe3yamamu. 3a egHO no-epukacHo AeveHue BrarouBawo
uHopmupaHocm u HacbpuaBaHe kbm 3gpaBocaroBer xxuBom, 6e cb3zgageH mepaneBmu-
UeH Nogxog, Npu KoUmo ¢ nauueHmMume pabomam, KaKmo KAUHUUUCM, Maka Cbwo NCu-
X0A02, guemoaoz2 u puzuomepaneBm. B npoyuBanemo ca npegcmaBeHu ocobeHocmume
Ha MUCAEHEMO, HazAacume u xpaHumeAHume HaBuyu Ha 87 nauueHmMu CbC 3amAabcmaba-
He. Pesyamamume kbm mo3u momeHm nokazBam, ue npu no-maako om 10% om u3caeg-
BaHume ce HabAaogaBa KOHMPOA Ha XpaHeHemo, koemo owe BegHb)k cBugemeacmBa
3a Heobxogumocmma om ycBoaBaHe Ha ymeHuemo yoBek ga 6bge no-omzoBopeH Kbm
cobcmBeHomo cu noBegeHue. BpemeHHume pe3yamamume noka3Bam meHgeHUuUAa Kbm
eMouuoHaAHO xpaHeHe. Hag 30% om Auyama, ¢ koumo e pabomeHo cbobwaBam, ue
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npubazBam kbm xpaHa nog Bb3geticmBuemo Ha HezamuBHuU emouuu. Tyk Beue 208o0pum
3a npuemaHe Ha xpaHa u3BbH 3agoBoaaBaHemo Ha OCHOBHU >KU3HEHU HYXKgu, a Kamo
cmpemex ga ce mbpcu ygoBoacmBero uzkuBaBaHe u moBa gaBa ompaykeHue Bbpxy
cmuAa Ha camomo XxpaHeHe. YcmaHoBuxme owge, ye 3amabecmaBaHemo cb3gaBa onpege-
AEHU NCuxoAo2uvecku npobremu Ha nauueHmume. AHaAu3bm Ha gaHHume noka3Ba, ye
u3zcaegBaHume Auua ca C NOHUXKEHA camooueHka 3apagu HeygoBaemBopeHue om cobecm-
BeHua cu BbHWeH Bug u 3apagu npexkuBaBaHemo Ha cebe cu kamo 6e3cuaHu 8 moBa ga
noHuxkam mea2aomo cu. Te3u npegBapumeaHume pe3yamamu Hu gaBam ocHoBaHue ga
cyumame, ve 2pynoBomo NCuxoAo2UHeCKO KOHCYAMUpAHEe we NOMO2HE NPU hauueHmu-
me cbc 3amabcmaBaHe, a moBa we goBege go u3eparkgaHe Ha NCUXOAO2UYECKUAM UM
npouA, Koimo we npegcmabum npu oKoHYamMeAHOoMo npukAtouBaHe Ha uzcaegBaHemo.

Characteristics of Group Psychological Counseling of Obese
Patients

Ratcheva M, Vlahov J, Cvetanova B, Markova A, Mollova E, Borissova A-M.
University Hospital Sofiamed, Medical Faculty, Sofia University ,St. Kliment Ohridsky”

Group psychological counseling is an assistive procedure that begins with a study of each
member of the group his own world to identify behaviors, thoughts and feelings that in some
sense are self-destructive. For this purpose, a specially designed questionnaire was used
to help determine the specific dietary habits and behavior of obese patients and thereby
build up their psychological profile. Group psychological counseling helps each patient to
set individual goals related to replacing unwanted thoughts and behaviors with positive
ones. The psychologist helps individual members to identify important circumstances,
associations, relationships, individual logic, and self-expression in their present lives, where
thoughts, feelings and actions are clearly negative. Obesity is a significant social problem with
increasing proliferation among all ages in both sexes. This is a complex disease with a genetic
component and with the involvement of various factors. Therefore, with such intertwining
symptoms, the interdisciplinary approach, where different viewpoints occur, generates good
results. For a more effective treatment including awareness and encouragement for a healthy
life, a therapeutic approach has been created where patients work with clinician, as well as
with psychologist, nutritionist and physiotherapist. This study presents the peculiarities of
thinking, attitudes and eating habits of 87 obese patients. The results at this point indicate
that less than 10% of those surveyed have a control of nutrition, which once again testifies
about the need to master the ability of the patients to be more responsible for their own
behavior. Temporary results show a trend towards emotional eating. More than 30% of
people with whom we are working with report that they resort to food under the influence
of negative emotions. Here we are talking about not taking food as for satisfaction the basic
living needs, but as a desire to seek a pleasurable experience, and this affects the style of
eating itself. We have also noticed that obesity creates certain psychological problems in the
patients. The analysis of the data shows that the people in this study have a reduced and low
self-esteem due to dissatisfaction with their own appearance and experiencing themselves as
being powerless in lowering their weight. These preliminary results give us reason to believe
that group psychological counseling will help obese patients and will lead in building up their
psychological profile. That we will present at the end of the study.
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KauHuko-aabopamopHu u exozpa¢pcku xapakmepucmuku
Npu hayueHmu ¢ nbpBuyeH xunepnapamupeougusbm C

bvbpeyHo 3acgzaHe
U. BaaxoB', M. HukoroBa> I. UBanoB>, T. LjouyeBa®, P. HukoroBa?, Ba. MureHoBa2

P. KpvcmeBa® P. Axepacu’, b. bozo6’, M. boaHo6? 3. KameHno6?
'KauHuka no eHgokpuHorozusa, YMBAA ,Cogpuameg”, CY, Cogpus; ?°YMBAA ,,ArekcarHgpoBcka”, MY, Cocpua

MopBuyHuam xunepnapamupeougu3bm (MXIT) npegcmaBaaBa xunepnpogykuua Ha
napamxopmoH (ITX), HeagekBamHa Ha HuBama Ha cepymHua kaAuul. NMoBuweHume HuBa
Ha [1TX Bogam go xunepkaAuuemus, xunepkaAyuypua u xunepgocgamypus, noBuweHa
KocmHa pe3opbuun, HamaraBaHe Ha KOCmMHama maca U NAbMHOCM, CMOMaweH Xunepa-
yugumem u nenmuyHa a3BeHa 6orecm, omaazaHe Ha KaAuul 8 mbkaHume ¢ pazBumue
Ha naHKpeamum, HedPpPokaAuuHoO3a u cbgoBu Kaauudgukamu. bbbpeuHomo 3acazaHe npu
MXIT e cBbp3aHo ¢ noaBama Ha HedhpoAumuaza, HePPOKaAUUHO3a, XpOHUUYHa ObbpeyuHa
HegocmambyHoCcmM U 6bbpeyHa mybyaHa gucdyHkuuA.

NpegcmaBame cepua om 15 nocregoBamenHu navuueHmu (5 mbxke u 10 >keHU Ha cpegHa
B8b 3pacm 55,9 £ 14,9 2, 30-73 2.) c 6bbpeuHo 3acazaHe npu [NXIT, uzcaregBaru u AekyBarHu 6
KauHukama no Hegpporoaua kbm YMBAA , ArekcaHgpoBcka“, MY - Codoua 3a nepuog om 5 2.
mexkgy mad 2013 2. u anpua 2018 2. INpu Bcuuku nauueHmMu ca HaAuue gaHHU 3a HegPPOAUMU-
a3a U/UAu HegppoKaAuuHo3a (KopmukaAHa U/uUAu MegyaapHa) C UAU 6e3 gaHHU 3a gpyau op2aH-
HU yBpexkgaHua npu nepcucmupawia xunepkaauuemus. ABmopume o6cbxkgam cbBpemeHHU-
me no3HaHuA 3a guazHOCMUKama u AedeHuemo Ha 6bbpeuHume yBpeskgarua npu MXIT

Clinical-laboratory and Ultrasound Characteristics in Patients
with Primary Hyperparathyroidism with Renal Involvement

J. Vlahov!, M. Nikolova®, G. Ivanov? T. Tsocheva? R. Nikolova?, VI. Milenova?,

R. Krasteva’, R. Djerassi’>, B. Bogov’, M. Boyanov?, Z. Kamenov?
"'Clinic of Endocrinology, University Hospital Sofiamed, Medical Faculty, Sofia University
2 University Hospital Alexandrovska, Medical University, Sofia

Primary hyperparathyroidism (PHPT) is unregulated hyperproduction of parathyroid hor-
mone (PTH), inadequate to serum calcium levels. High PTH levels are associated with hy-
percalciemia, hypercalciuria and hyperphosphaturia, increased bone absorbtion with de-
creased bone mass and density, gastric hyperacidity with the development of peptic ulcers,
and tissue deposition of calium phosphate with pancreatitis, nephrocalcinosis and vascular
calcifications. The kidney involvement in PHPT is associated with: nephrolithiasis, nephrocal-
cinosis, chronic renal disease, and renal tubular dysfunction.

We present a series of 15 consecutive patients (5 male and 10 female, mean age 55,9 £ 14,9
years, range 30-73) with kidney damage due to PHPT, admitted to the Clinic of Nephrology for
the period May 2013 - April 2018. All patients had nephrolithiasis or history of nephrolithiasis,
and/or nephrocalcinosis (cortical and/or medullary), with or without other organ involvement
related to persistent hypercalciemia. We discuss the current knowledge on the diagnosis and
treatment of renal involvement in PHPT.

bwvazapcko ApyxecmBo no EHgokpunorozua 95§
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Hawugm onum B yampasBykoBama gemekyua Ha napamupeoug-
Ha XunepnAdsus Npu hayueHmu ¢ XpoHu4yHo bvbpeyHo 3aboagaBaHe
Ha XxpoHuoguaAusa

ToweBa, lepzana M.", Cugepo6a, Mupa B.", Xpucmo306, Kupua X.’, Cmaiiko6a, C6emna B.?

'KauHuka no EHgokpuHoAroeua u boaecmu Ha ObmaHama, 2KauHuka no guaausa,
VHUBepcumemcka boaHuua ,C6. MapuHa”, BapHa

BmopuuHuam xunepnapamupeougu3bm (BXIT) e egna om ocHoBHume npuyuHU 3a
KocmHama boAecm cpeg hayueHmume ¢ XpOHU4YHO 6bOpeuHo 3aboaaBaHe, npoBexxgawu
XpoHUOguaAu3a.

HuBomo Ha napamupeougHua xopmoH (ITX) e 3aameH cmaHgapm 3a guazHoCmuka
Ha BXIT. Kamo aanmepHamuBeH mapkep moxke ga 6bge uznoa3zBaH napamupeougHuam
o6em. YampazBykoBama guazHocmuka (Y3A) e nogxogaw, Memog 3a CKpUHUH2 cpeg gua-
AU3HUmMe nauueHmu. YyBcmBumeaHocmma u cneyuguyHOCMMa My 3a gemekyuama Ha
BXIT ca cbomBemHo 62,5% u 85,7%.

NMpegcmaBame onuma Ha KauHukama no eHgokpuHoAo2ua u boAecmu Ha 0bmaHama Kbm
YMBAA ,,CB. MapuHa“, 2p. BapHa 6 onpegeaaHe mouHocmma Ha Y3A 3a ycmaHoBaBaHe Ha
BmopuyeH xunepnapamupeougu3bm cpeg hauueHmume Ha Xxemoguaausa. 13caegBaxme u
cpaBHuxme HuBama Ha INTX cpeg nauueHmume c yBeauvueH obem Ha napamupeougHama
MbKaH U cpeg me3u, Nnpu Koumo He ce ycmaHoBuxa abHOpMHU napawumoBugHu >ae3u,
Kakmo u koperauuama mexkgy INTX u obwua obem Ha hapamupeougHama MbKaH.

Lleama 6e ga ce onpegeau HuBomo Ha [TX, Hag koemo ce Bu3zyaau3zupa xunepnaazus-
ma Ha napawumoBugHume >Ae3u cpeg me3u nayueHmu.

BXIT e yuecmo cpewaH npu XpoHuU4YHO O6bLOpeuHo 3aboaaBaHe. PaHHOMO My guaz2Ho-
cmuuupaHe e om cbuwecmBeHo 3HauYeHue 3a 3anovBaHemo Ha mepanus, npeBeHmupawa
pazBumuemo Ha KOCMHU U CbpgeyHo-CbgoBu ycAoXKHEHUA.

Our Experience in Ultrasound Detection of Parathyroid Hyperplasia
in Patients with Chronic Kidney Disease Treated by Hemodialysis

Tosheva, Gergana M., Siderova, Mira V.', Hristozov, Kiril, H.", Staykova, Svetla V?
!Clinic of Endocrinology and Metabolic diseases, University Hospital ,St.Marina”, Varna

Secondary hyperparathyroidism (SHPT) is one of the main reasons for bone disease
among patients with chronic kidney disease, treated by hemodialysis. Serum parathyroid
hormone (PTH) concentration is the gold standard for diagnosis of SHPT. Parathyroid vol-
ume could be used like an alternative marker. Sonography of the parathyroid glands is a use-
ful method for screening and follow up of hemodialysis patients. Its sensitivity and specificity
for detection of SHPT are 62,5% and 85,7%, respectively. We present the experience of
the Clinic of endocrinology and metabolic diseases at the University Hospital ,St. Marina”,
Varna in assessing accuracy of high resolution ultrasound for the detection of enlarged para-
thyroid glands in patients with SHPT, treated by hemodialysis. We evaluated and compared
the PTH levels among patients with enlarged parathyroid tissue volume and those with no
abnormal parathyroid glands; as well as correlation between PTH and total volume of the
enlarged parathyroid tissue. The aim was to determine the PTH level, above which the hyper-
plasia of parathyroid glands could be visualized. SHPT is a relatively common abnormality
seen among patients suffering from chronic kidney disease. Its early detection is very import-
ant for starting an appropriate therapy, preventing bone and cardiovascular complications.
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Bpb3ka meXkgy cepymHume HuBa Ha 25 (OH) BumamuH D ¢
pasAudHu nokasameau 3a oueHka Ha 3amAabcmgaBaHemo npu
nayueHmu cbc 3axapeH guabem mun 2 Ha nepopanHa aHmu-

guabemHa mepanus
A. bakaroB', M. boano8'’, A. LlakoBa?

"' KAauHuka no eHgokpuHoAoeus, Kamegpa BbmpewHu borecmu; * Kamegpa no kAuHu4YHa Aabopamopus u
KAUHUYHa umyHoroeua YMBAA ,ArekcaHgpoBcka”, MeguuuHcku yHuBepcumem, Cogpusa

HegocmambuHocm u gepuuum Ha Bumamun D ce ycmanoBaBa mHo20 no- yecmo npu
nauueHmMu cbC 3axapeH guabem mun 2 u 3amabecmaBaHe.

Llea na npoy4y6anemo: Aa ce uzcregBa Bpb3ikama mexkgy cepymHume HuBa Ha 25(OH)
BumamuH D ¢ meaecHOMO me2A0, uHgekca Ha meaecHa maca (MITM), obukoAka Ha maaus-
ma, npoueHma macmua mukaH (fat%), c6obogHama om macmu moukad (FFM) u obwume me-
AecHU meyHocmu (TBW) npu nauueHmu cbc 3axapeH guabem mun Ha NEPOPaAAHO AeUeHUe.

Mamepuaru u memogu: YaacmBaxa 197 nayueHmu cbc 3axapeH guabem mun 2 - 92
mbxe u 105 >keHu. CpegHama Bb3pacm Ha yyacmHuuume u gaBHocmma Ha guabema
0axa 63,31£9,3 u 8,9+6,5 2oguHu. He ca npuemanu BumamuH D u kaayul-cbgbprkawu npe-
napamu. CepymHume HuBa Ha BumamuH D ca ugmeperu kamo 25(OH)D Total ¢ ECLIA ( Ha
aHaauzamop Elecsys 2010, Roche Diagnostics). Teaao, pbcm, npoueHmM macmHa mbKaH U
obwu meaecHU meyHocmu H6axa oueHeHU ¢ boguumnegaHcHa Memoguka ¢ anapam Tanita-
TBF- 215 (Tanita Inc., Tokyo, Japan). bewe uzmepeHa obukoaka Ha maauama, a ITM bewe
u3uucaeH no popmysa. Cmamucmuveckuam aHaau3 ce npoBege ¢ npozpama IBM SPSS
19.0 u BkalouBawe 10 peepecuoHHU KpuBu.

Pesyamamu: CpegHume HuBa Ha 25(OH) BumamuH D npu ydyacmHuuyume 06axa
32,5£18,5 nmol/l, kamo 84% umaxa HuBa nog 50 nmol/l. Cepymnuam 25(OH) Bumamun D
obpamHo kopeaupawe c fat%, cueHugukaHmHo npu uznoa3zBaHe Ha mogeau Logarithmic
(p=0,050; R?=0,061) u Inverse (p=0,051; R?=0,061). YcmaHoBu ce kopeaauua u c I'TM ( mo-
gea Logarithmic p=0,078; R>=0,050) u fat mass (mogea Inverse p=0,090; R?*=0,046), koumo
6axa HecuzHUUKaHMHU. He ce Hamepu KopeAauua ¢ 0buKoAKama Ha maAuaAma, MeAeCcHo-
mo meaao, FFM u TBW.

U36oqgu: MNpu uzcaegBaHama 2pyna ¢ mun 2 3axapeH guabem cepymHume HuBa Ha
BumamuH D 6axa no- HUCKU Npu hayueHmMume cbc 3amabcmaBaHe u ocobeHo ¢ no- Bucok
NpoueHM Ha macmHama mbkaH. Bpb3kama u BauaHuemo Ha VITM, meaecHomo meaao,
obukoAkama Ha maauama u cBobogHama om macmu mbkaH Bbpxy cepymHomo HuBo Ha
Bumamun D BepoamHo e 3Ha4YuUMeAHO no- caaba.

To6a npoy4yBane 6e nogkpeneno om CMH na MY, Cogpua, zpanm Ne60 / 2011, npoexkm Ne¢ 46

Correlations of Serum 25(OH) Vitamin D Levels with Different Indices

of Obesity in Type 2 Diabetes Patients on Oral Antidiabetic Drugs
D. Bakalov’, M. Boyanov’, A. Tsakova?

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

bwvazapcko ApyxecmBo no EHgoKpuHoAOzUA
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Vitamin D insufficiency is more prevalent in obese people and in type 2 diabetes.

Objectives: To describe the correlations of serum 25(OH)D as dependent variable with
the body mass index (BMI), waist circumference, weight, fat percent and mass, fat free mass
(FFM) and total body water (TBW) as independent variables 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 vitamin D and calcium supplements. Serum levels of 25(OH)D were measured
by electrohemiluminescence (Elecsys 2010, Roche Diagnostics). Weight, height and % fat
mass were measured on a leg-to-leg bioelectrical impedance analyzer - Tanita TBF-215
(Tanita Inc., Tokyo, Japan). BMI was calculated and waist was measured. Correlation analysis
was performed on a IBM SPSS 19.0 for Windows platform.

Results: The mean serum 25-OH-vitamin D levels were 32,5+18,5 nmol/l and 84% of
all participants were vitamin D levels below 50 nmol/l. Serum 25(OH)D was negatively
correlated only with % fat mass. The best fitting curves were the logarithmic model (p=
0,0050; R?=0,061) and the inverse one (p=0,051, R=0,061). There was a tendency for a
negative correlation with BMI which was non-significant (logarithmic model, p=0,078; R*=
0,050) and fat mass (inverse model p=0,090; R*=0,046) also non- significant. Waist, body
weight, FFM and TBW were not correlated with serum 25(OH)D.

Conclusion: In type 2 diabetes serum vitamin D might be lower in more obese patients
with a higher fat mass percentage. The impact of fat-free mass on serum vitamin D levels
might be much weaker.

Acknowledgments: This study was sponsored by the Scientific Council of the Medical
University of Sofia, Bulgaria; Grant Ne 60 / 2011, Project Ne 46

AeyeHue Ha ocmeonopo3ama u geHmaAHo 3gpaBe

A-p Hamaaua TemeakoBa, goy. I1. lNonu6aHoB
AnekcaHgpoBcka borHuya, Cogpua

HapacmBawama npogbakumeaHocm Ha »xuBoma yBeauuaBa yvecmomama Ha XpoHUY-
Hume 3aboaaBaHua kamo ocmeonopo3ama. ToBa Bogu go NpogbAXKUMEAHO AeveHue Ha
nauueHmume u noaBa Ha HexxeanaHume cbbumus, cBbp3aHu ¢ Hezo. OcmeoHekpo3ama Ha
yeAtocmma e ycaoxkHeHue, cBbp3aHo ¢ anmupe3opbmuBHama mepanua ¢ buochoHamu
U geHocymab, Kakmo u ¢ Hakou om HoBume aHmuaHauonpoAudgepamuBHuU npenapamu.

Ob6ekm Ha AevyeHue ¢ budpocgoHamu u geHocymab ca gBe kamezopuu nauueHmu -
me3u c ocmeonopo3a u me3u ¢ OHKoAo2u4HU 3aboaaBaHua. B gBama cayuaa uznoa3BaHu-
me go3u U NPOgbAXKUMEAHOCM Ha Ae4eHUEemMO ca pa3AuYHU u cbomBemHo u yecmomama
Ha ocmeoHeKpo3ama CbWo € 3HAa4YUMO pa3AuvHa. [pu opaArHO AeyeHue 3a 0OCMeonopo-
3aobwama nonyaauyua ma3zu yecmoma e < 0,001%. B xapakmepHua 3a ocmeonopo3ama
Bb3pacmoB nepuog ca 3HauuMu U npobaemume Cbc 3bOUMe. Ekcmupnayuume u UMNAaH-
mume ca cCbCmoaHua, koumo u3uckBam cvobpazaBaHe cbc cbnbmecmBawama mepanus.

Aobpama ycmHa xuz2ueHa, cnupaHe Ha momioHonyweHemo, BHumameAHama xupyp-
2uyHa gellHOCM U aHMuUOUOMUYHamMa npoduAakmuka ca yacm om nogzomoBkama Ha
nauueHmume. Cbobpa3zHO NpogbAKUMEAHOCMMA Ha aHmMupe3opbmuBHama mepanusa u
ma3u yecmoma e 0,001% go 0,01%, a 8 oHkoAo2uuHama nonyaauua - om 1 go 15%. B
uHguBugyaaHume puckoBe Ha nauueHmume mpabtBa ga 6bge oueHaBaH u nogxogawua
3a cmomamoaAo2u4Ha uHmepBeHuua nepuog u Heobxogumama nogzomoBka.
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Osteoporosis Treatment and Dental Health

Dr. Natalia Temelkova, Assoc. Prof. Dr Plamen Popivanov MD
Aleksandrovska Hospital, Sofia

The ever-rising life expectancy increases the frequency of the chronic diseases such
as osteoporosis. This results in continuous treatment of patients and the development of
unwanted effects associated with this treatment. The Osteonecrosis of the Jaw (ONJ) is a
complication associated with antiresorptive therapy with bisphosphonates and denosumab,
as well as with some of the new antiangioproliferative agents.

Two categories of patients are usually subjected to treatment with bisphosphonates
and denosumab - those with osteoporosis and those with oncological diseases. The doses
applied as well as the continuation of treatment are different in both cases and in relation to
this also the frequency of the osteonecrosis of the jaw is significantly different. The frequency
for orally applied treatment of the osteoporosis is 0,001% up to 0,01%, as for the oncological
population - from 1% up to 15%. In the general population, this frequency is <0,001%.

In the age span, typical for osteoporosis, the dental problems are also significant.
Teeth extraction and implants insertion are conditions that require compliance with the
accompanying therapy.

Good oral hygiene, quitting smoking, careful surgical activity and prophylactic therapy
with antibiotics are part of the measures to take to prepare the patients. The continuation
of the antiresorptive therapy and the individual risks for the patient should be taken into
consideration when evaluating which is the most suitable period for the dental intervention
and what are the necessary preparatory measures.

Bapuauuu B DXA uscaegBaHuama — puckoB ¢akmop 3a
AeYeHue Ha ocmeonoposama

A-p Hamaaua TemeakoBa, goy. I1. lMTonuBaHoB
AnekcargpoBcka borHuya, Cogpua

Ocmeonopo3ama e coyuaaHo u B AudeH nAaH 3Ha4YUMO XPOHU4HO 3aboaaBaHe, koemo
moxke ga goBege go uHBaaugu3zupaHe Ha nauueHmume u npexxgeBpemeHHa cmbpm. 3a-
caea Bce no-20aam 6pold navueHmu u 3a moBa uma obekmuBHu npuyuHu. HaBpemeHHo-
MO, gOCMaMbYHO NPOJHLAXXUMEAHOMO U KOMNEMEHMHO AeUYeHue Moxke ga npegomBpa-
mu MHo20 om ¢ppakmypume. YynauBocmma mpygHo moxe ga 6bge obekmuBuzupaHa
u uzmepeHa. ToBa, Koemo mMoxkem ga u3mMepum e KocmHama MuHepaaHa nAbmuocm. Ta e
Ccamo Yacm om ougHKama Ha (ppakmypHUA puck u HelUHOMO 3HaveHue gocma ce npe-
yBeauuaBa. PazwupeHuam gocmbn go anapamu 3a umepBaHe Ha KOcmHama NAbLMHOCM
gaBa Bv3morkHOCM no-2oaam Opol nayueHMU ga ce guazHocmuuupam u npocaegaBam.
B cbwomo Bpeme moBa e npegnocmabka 3a MHO20 KoaebaHua B peyamamume, KOumo
npu Heno3HaBaHe Ha npuHuuNumMe Ha uzmepBaHemo, mo2am ga goBegam go B3ematre Ha
HenpaBuAHu mepaneBmuyHu peweHuA.

[Mo3HaBanemo Ha gemauau B aHaau3a Ha u3zcaegBaHuama e om cbwecmBeHa Bax-
Hocm. AoGpomo no3uyuoHUpaHe Ha nauueHmMume, cnazBaHe Ha cmpoau uzuckBaHua npu
cpaBHeHue u npocaegaBaHe, cbobpazaBaHe ¢ npuHuunume Ha uzmepBaHemo u 2apaHmu-
paHe Ha kadyecmBeH KOHMpPOA ca abcoAatomHO HeobOxogumu 3a agekBamHo AeyeHue Ha
nauueHmume C ocmeonopo3a.

bwvazapcko Apyxecm6Bo no EHgokpuHorozua

99



0 el
Fi g ViR -

J‘T.‘ -

Pe3mM:gh@;§?Abstracts

DXA Investigation Variations — Risk Factor for Osteoporosis

Treatment

Dr. Natalia Temelkova, Assoc Prof Dr. Plamen Popivanov
Alexandrovska Hospital, Sofia

The osteoporosis is chronic disease with social and individual significance for the patient,
which could lead to disability of the patients and untimely death. It affects increasing number
of patients and there are objective reasons for this. Timely, with adequate duration and
competent treatment could prevent a lot of the fractures.

Itis difficult to objectify or measure the breakability of the bones. What could be measured
though is the bone mineral density. It is only part of the process of evaluation the fracture
risk and its significance is highly overrated. The increased accessibility to devices for bone
density measurement allows for a larger number of patients to be diagnosed and followed-
up. At the same time this causes a great variability of results, which if not knowing well the
principles of measurement, could lead to the wrong therapeutic decisions.

Knowing details from the analysis of the investigation results is of utmost importance.
The correct positioning of the patient, compliance with strict requirements when comparing
and doing follow-up, taking into consideration the principles of measurement as well as
guaranteeing the quality control are absolute prerequisites for adequate treatment of patients
with osteoporosis.

/\gMBGAZUSl u knuHuyHa geHsumomempugq
K. CupakoBa’, A. lepzano6a’ I1. lMonu6aHoB?

" KauHuka no ObpazHa guaeHocmuka, YMBAA ,ArekcaHgpoBcka”, Cogpua
2 OmgeAeHue No KAUHUYHa geH3umomempua U KOCmHU memaboAumHu 3aboaaBaHus,
YMBAA ,,ArekcaHgpoBcka®, Cochua

BwvBegenue: AymbarHuam 2pbOHaK € egHa OM MexaHU4YHO Hal-HamoBapeHume yacmu
Ha onopHo-gBuzameaHama cucmema. C Bb3pacmma mbkaHume cmapeam, NPOMeHA ce
cmamukama u HapacmBa HecmabuaHocmma my. B pe3yamam Ha cucmemHama MUKpo-
mpaBmamuszauua 6bp30 npozpecupa gezeHepamuBHama namoaozua u ce pa3Buba ,low
back pain”.

Llea Ha npoyuBaHemo 6e ycmaHoBaBaHe Ha 3HaUUMOCMMA Ha KAUHUYHaMa geH3umo-
mempua 8 guazHocmukama Ha xpoHuyuHama ,low back pain” npu »xeHu mexkgy 50 u 65e.
baxa uzcaegBaHu 103 xeHu ¢ DXA u MP, kamo pe3yamamume 6axa obpabomeHu cbC
cmamucmuyeckua nakem SPSS v.19.0.0.

Pezyamamu: pu 98% om u3caegBaHume ce ycmaHoBu geeeHepamuBHa AymbarHa
namoaozus, a npu 78% mpu uau noBeue gezeHepamuBHu HapyweHua (IMP). Hamepu ce
3aBucumocm Ha kocmHama nAbmHocm u DXA u3obpaykeHuama om npomeHeHama cma-
muka u gezeHepamuBHa abHopMHOCM Ha AymbaaHume npewaeHu (AMP, DXA). YcmanoBu
ce 3aBucumocm Ha HUCKama KOCmHa NAbmMHocm om peakmuBHama macmHa mpaHcop-
mauua Ha yepBeHua KOCMeH MO3bK.

3akaoyeHue: B guazHo3ama Ha XpoHuuyHama aymbaszua uzcaregBaHuama ¢ DXA no-cko-
PO Mo2am ga gonbAHAM obpa3Hua memog Ha u3zbop - AMP. DXA uma ozpaHuyeHu B8b3-
MOXKHOCMU, 3awomo npu Bu3yasu3zauua Ha gezeHepamuBHa namoAo2ua ma ce goka3Ba
u ¢ AMP, Ho npu Auncama G Ha DXA ckeHoBeme, makuBa npomeHu He mo2am ga 6bgam
U3KAIOYEHU.
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Low Back Pain and Clinical Densitometry

K. Sirakova’, A. Gerganova’, P. Popivanov?
" Clinic of Radiology, University Hospital ,Alexandrovska”, Sofia, Bulgaria,  Department of clinical
densitometry and bone metabolic diseases, University Hospital ,Alexandrovska”, Sofia, Bulgaria

Background: The lumbar spine is one of the most mechanically loaded parts of the
muskuloskeletal system. With the advancing calendar age, the tissues are aging/getting
older, the biomechanics of the lumbar spine is changing and increases its instability. The
consequence of the permanently repeated microtrauma is a swift progression of the
degenerative lumbar pathology and ,low back pain”.

The aim of the study was to observe the significance of the clinical densitometry in the
diagnostics algorithm of the chronic ,low back pain” in women between 50 and 65 years
of age. A DXA scan and a following MRI scan were performed on each of the 103 women
from the sample. The results were collected and analyzed with the statistics program SPSS
v.19.0.0.

Results: In 98% of the cohort degenerative lumbar diseases were found, and in 78% of
the cases were observed 3 or more degenerative findings (MRI). It was confirmed that there
is a dependance of the BMD and the DXA image from disbalanced static of the spine and
degenerative abnormality of the lumbar vertebrae (MRI, DXA). A correlation was established
between the low BMD and reactive fat transformation of the bone marrow.

Conclusion: The DXA scans probably could complement the main imaging modality -
the MR, in the diagnosis of the chronic low back pain. DXA has limited capabilities. Only if
there is a visible degenerative lumbar pathology, it could be confirmed with MRI as well. But
in case of its absence on the DXA scans, it could not be excluded.

He¢pokaayuHozama kamo uHmepgucuyunauHapeH npobaem -

Ha 2paHuuama mexkgy Hedpponoaus, eHgokpuHonozus u oHkonozus
M. HukonoBa, P. KposcmeBa, b. 60206, M. boano8, 3. KamenoB, VI. BraxoB#, P. Po6eBa,
E. Xagxue@, I. L|BemkoBa, A. LLlemeaekoBa, L|. BacureBa, U. MunueB, E. bekupoBa

MeguyuHcku YHuBepcumem - Cocgpus; #Cogputicku YHuBepcumem, MeguyuHcku ¢pakyamem

HegpokaauuHo3zama npegcmabBaaBa omaazaHe Ha kaauueBu coau B 6b6pevHama mb-
KaH - 6bOpeuHume mybyaHu kKaemku, 8 AymeHa Ha mybyaume u/uau 8 uHmepcmuuuy-
ma. B 3aBucumocm om Aokaauzauuama Ha omaazaHuama ce nogpazgeaa Ha KOPMUKAAHa,
megyaapHa u cmeceHa. HabaogaBa ce npu xpoHU4HU mybyAao-uHmMepCmMuUUUaAHU Hedppu-
MU, 2AOMEePYAOHEPPUMU, XPOHUYHU UHMOKCUKaUUU, Xunepnapamupeougu3ibm, CAEJ AU-
mompuncua uau mpaBma Ha 6bOpeka, Nnpu OHKOAO2UYHU 3aboaaBaHua u gp. ABmopu-
me npegcmaBam cepua om 80 cayyan ¢ He(PpOKaAUUHO3a, goKazaHa exoz2papcku u/uAu
peHM2eHOA02UYHO, U 06CbXKgam ocHoBHUMe cmbnku B goka3zBaHemo Ha nogaexkawama
npuyuHa 3a noaBama Ha moBa cbcmosaHue.
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Nephrocalcinosis as Interdisciplinary Problem — on the borders
Between Nephrology, Endocrinology and Oncology
M. Nikolova, R. Krasteva, B. Bogov, M. Boyanov, Z. Kamenov, Y. Vlahov#, R. Robeva,

E. Hadjiev, G. Tzvetkova, L. Shemelekova, Cv. Vasileva, I. Minchev, E. Bekirova
Medical University - Sofia; #Sofia University, Medical Faculty

Nephrocalcinosis is defined as deposition of calcium salts in the renal tissue - renal
tubular cells, tubular lumini and/or interstitial spaces. Depending on the localization of the
depositions, nephrocalcinosis is classified as cortical, medullar and mixed types. This condition
can develop in chronic tubule-interstitial nephritis, glomerulonephritis, chronic intoxications,
hyperparathyroidism, after lithotripsy or renal trauma, in neoplastic diseases, etc. The authors
present a series of 80 patients with nephrocalcinosis, detected using abdominal ultrasound
and/or X-ray imaging, and discuss the major steps in the diagnosis of the underlying disease
that leads to the development of nephrocalcinosis.

Porama Ha egHousomonHa gBydasoBa cuunmuzpadus c
*MTc—MIBI u egHousomonHa gBydaszoBa cyuuHmuzpadus c
#MTc-Tetrofosmin couemaHa cbc SPECT mexHuka npu nayueHmu
c BmopuyeH xunepnapamupeougusbm

ArbenHa bomywanoBa’, Hukorau bomywano®, Aumumup leopzue6?, Mapuana MapoBcka’
' Kamegpa kauHu4Ha oHkoAozua. Cekyua no Paguonozaua u HykaeapHa meguuyura, YMBAA ,,CB.[eopau”, Tro-
Bgub; 2“OmgeseHue no eHgoKpuHoAo2ua u borecmu Ha obmaHama, MBAA ,MegaadH kKauHUK“AA,, TroBgu8

BmopuuHuam xunepnapamupougu3bm ce xapakmepu3upa ¢ noBuweHa cekpeuus
Ha napamxopmoH B8 pe3zyamam Ha He2amuBeH kaauueB baraHc obycaoBeH om gpyau
cbnbmcemBawu 3aboaaBaHua. B pesyamam Ha ocHoBHomo 3aboaaBaHe 6oaHume ca 6
3HauyumeAHo yBpegeHomo oOWO CbCMoOAHUE U AOKaAu3ayuama Ha xunepnaazupasume
napawumoBugHu >KAe3u U u3zkatouBaHemo Ha meguacmuHAAHOMO UM Pa3NOAOXKeHUe go-
6uBam ocobeHHa BaxkHocm 3a uzbopa Ha mepaneBmuuHo noBegeHue.

Llea: Aa ce ymouHu guazHOoCmMu4YHama cmolHocm Ha egHou3zomonHama gBydgazoBa
cuuHmuzpacpua ¢ "Tc-MIBI u " Tc-Tetrofosmin cbuemana cvc SPECT mexHuka 8 npego-
nepamuBHama AokaAuzuyua Ha abHOpMHUME xunepnAacMuYHU napawumoBugHuU >KAae3u
Nnpu navueHmu ¢ BmopuyeH Xunepnapamupougu3bm.

Mamepuanr u memogu: B npoyuBaremo ca BkatoueHu 15 nauueHmu (8 keHu u 7 mbxke)
¢ gokazaH BmopuueH xunepnapamupougu3bm Ha Bb3pacm om 37 go 73 2o0guHu. Bcuuku
nauueHmu 6axa Ha XpoHuoguaAu3a u AeveHue ¢ Kaauumpuoa. M3caegBatemo ce npo-
Bege Ha gByaraBa SPECT 2ama kamepa SIMBIA no npomokoau 3a egHou3zomonHa gBy-
dazoda cuuHmuezpacdpua u SPECT mexHuka. [Mpu 6 om nayueHmume ce BbBege cmpozo
uHmpaBeHo3zHo 740 MBq *"Tc-MIBI u ce 3anucaxa paHHu (20 muH.) u KbcHU (120 MmuH.)
nAaHapHu obpaszu. Mpu 9 nauueHma ce npuAo>Ku cmpo20 uHmpaBeHo3Ho 740 MBq " Tc-
Tetrofosmin u ce 3anucaxa paHHU nAaHapHU o6pa3u (20 MuH.), kamo HenocpegcmBeHo caeq
moBa ce npoBege SPECT mexHuka u Ha 120 muH. ce 3anucaxa KbCHU NAQHapHU obpasu.

Pezyamamu: Tpu cuunmuezpadpuama ¢ *"Tc-MIBI ce Bu3yaauzupa okyc Ha ocma-
mbyHa akmuBHocm npu 4 nayueHma, a npu 2 - ompuuameAHa CUUHMuUzpagcka Haxogka.
Mpu cuuHmuepadguama c *"Tc-Tetrofosmin cbuemaHa cbc SPECT mexHuka ce peauc
mpupa Pokyc Ha ocmambyHa akmuBHocm B kbcHa gpaza u Ha SPECT obpazume npu 1
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nauueHm. lNpu 2™ nayueHma ce Bu3zyasu3zupaxa xunepgukcupauwu 30HU, CYCNEKMHU 3a
abHopmHu napawumoBugHu >xAe3u camo 68 paHHume SPECT obpasu, a npu 6 navueHmu
cuuHmuzpagpckomo u3caegBaHe e HeczamuBHo.

U3z6ogu: OmpuuameaHume cuuHmuzpadpcku pezyamamu buxme mo2Au ga 06acHUM
¢ Bbv3mokHOCMMa 3a nogmuckaHe Ha bnmeuka Ha gBama paguodapmaueBmuka- *"Tc-
MIBI u *"Tc-Tetrofosmin om napawumoBugHume kaemku 8 pe3yamam Ha npuema Ha
Kaayumpuoa. Cuunmuzpacpusma c "Tc-MIBI u , Tc-Tetrofosmin He noka3zBa Bucoka
yyBcmBumeaHocm npu ugeHMuduUUUpaHe Ha XunepnAacmuyHume napawumoBugHu
»KAe3u, Bbnpeku, ye e B cbcmoaHue ga pa3epaHuyu hayueHmume C HogyAapHa Xunepnaa-
3ua oM me3u C gugpy3Ha Xxunepnaazua.

The Role of Single-isotope Dual- Phase Scyntigraphy with
*mTc—MIBI and Single-isotope Dual- Phase Scyntigraphy with
#mTc-Tetrofosmin Combined with SPECT in Patients with
Secondary Hyperparathyroidism

Albena Botushanova', Nikolay Botushanov?, Dimitar Georgiev’, Mariana Marovska’
'Department of clinical oncology, Section of Radiology and Nuclear medicine, UMHAT ,St.George”, Plovdiv
’Department of Endocrinology and Metabolic diseases, MHAT ,Medline clinic”, Plovdiv

The secondary hyperparathyroidism is characterized with increased blood levels of
parathyroid hormone due to negative calcium balance as a result of other concomitant
diseases. Usually patients with secondary hyperparathyroidism are in worsened general
condition, so localization of hyperplastic parathyroid glands, especially if they are with
mediastinal localization is of great importance for choosing the best therapeutic option.

The Aim: To evaluate the diagnostic value of single-isotope dual- phase scintigraphy with
9mTc-MIBI and single-isotope dual-phase scintigraphy with ?°"Tc-Tetrofosmin combined
with SPECT for preoperative localization of abnormal hyperplastic parathyroid glands in
patients with secondary hyperparathyroidism.

Materials and Methods: 15 patients (8 women and 7 men), aged between 37 and 73
years, with secondary hyperparathyroidism were included in this study. All patients were on
chroniodialysis and were treated with calcitriol. The scinigraphy was performed on dual headed
SPECT gamma camera SIMBIA, using protocols for sngle-isotope, dual-phase scintigraphy and
SPECT techique. 740 MBq ?*"Tc-MIBI was applied intravenously in 6 patients and early (20
min) and late (120 min) planar images were taken. In 9 patients 740 MBq **"Tc-Tetrofosmin
was administered intravenously and after early (20 min) planar images were recorded SPECT
was performed after which late (120 min) planar images were also taken.

Results: In scintigraphy with "Tc-MIBI a focus of residual activity was recorded in 4
patients and in 2 patients the scan was negative. A positive scan on the late planar image
was seen in 1 patient using *"Tc -Tetrofosmin combined with SPECT. In 2 patients positive
images suggesting abnormal parathyroid glands were seen only on early SPECT images, and
in 6 patients we obtained negative scans.

Conclusions: We can explain the obtained negative scans with the possible supressed
uptake of the two radiopharmaceuticals, "Tc-MIBI and *"Tc-Tetrofosmin, from the
parathyroid cells due to calcitriol intake. The scintigraphy with *"Tc-MIBI and *™Tc-
Tetrofosmin did not show to be with high sensitivity in identifying patients with parathyroid
hyperplasia, although it was capable to discriminate patients with nodular hyperplasia from
those with diffuse hyperplasia.
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CaHgpo bomuueau ,PaxxgaHemo Ha BeHepa”, gemaua Dropa, 1550, larepus Yepuyu, Droperyua
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3axapeH guabem

HoBu cmangapmu - 2018 2. 3a AeyeHue Ha guabema B

cmapyeckama Bb3pacm

lpog. Apazomup KoeB
BMA, Mopcka 6oAHuuya, BapHa

Aobpe uzBecmHo e, ue 6ba2apckama Hauua 3acmapaBa, nopagu MHO20 NPUYUHU: ge-
MO2papCKu, UKOHOMUYECKU U couuaaHu. IpoueHmbm Ha Auyama 6 cmapyeckama 6b3-
pacm, Kakmo u obwama cmbpmHocm 6 bbazapus exxezogHo ce yBeauuaBam. AeueHuemo
Ha 3axapHua guabem 6 bbacapus, obauve e, Hat-yuecmo ce npoBerkga no cmaHgapmume 3a
Auuama 6 no-maaga u cpegHa 6b3pacm, kKamo ce ueAu ga ce nocmuzHe u noggbvp>ka HbA1
nog 7,0%, Hal-4ecmo C ueHama Ha UHMeH3UUUUPAHO UAU NePOPAAHO AeveHue: Maka,
Kakmo ca npenopbkume Ha eBponelckume u 6bA2apCcKu eHgOKPUHOAO2UYHU gpyskecmBa
om npegu 2 20guHu. B me3u npenopbku Hama omuemauBu kpumepuu 3a uHguBugyaauszu-
paHe Ha AedeHuemo npu cmapyecka Bv3pacm, 6v6 Bpb3zka ¢ MHO20MO npugpyskabawu
guabema gpyau 3aboaaBaHus.

3a cbxareHue B bbvAzapua HAMa AUUEH3UpPaHU CNeyuaAucmu - 2ePOHMOAO3U, C U3KAIO-
yeHue Ha gBama koaezu: goueHm Venam NempoB u g-p ToHu CmaudkoBa. Hakou meguuuH-
cku yHuBepcumemu (IMroBguB, MNMaeBeH) uzHacam omgeAHu AeKuuu Npeg cmygeHmume
3a AedyeHue Ha guabema B cmapuecka Bb3pacm, HO me He gocmuz2am go eHgOKPUHOAO3U-
me B8 KauHuyHama npakmuka. Emo 3awo, AedveHuemo Ha guabema 8 cmapuecka Bb3pacm
y Hac He e uHguBugyaau3upaHo, a ce HazHauyaBa no wabAoH, koemo e ¢ Bucok puck om
BArowabBaHe Ha 0OwWoOMoO cbecmoaHue Ha boaHug, Bmecmo nogobpeHue.

Mpe3eHmauusma e npegHazHayeHa ga 3ano3Hae aygumopuama CbC cbBpemeHHOMOo Aeve-
Hue Ha guabema 6 cmapuecka Bb3pacm, kakBamo e obuuatHama npakmuka 6 EBpona u CALLL

New Standarts — 2018 for the Treatment of Diabetes
in Elderly Patients

Dragomir Koev
Military Medical Academy, Naval Hospital Varna

It is well known that Bulgarian nation is agening because of chain of causations: demo-
graphic, economic amd social. The percentige of people in senile age, as well as total mor-
tality in Bulgaria are increaiasing yearly.

Nevertheless, the treatment in Bulgaria for this old persons is carry out like in young and
middle age persons, using the same standarts. The target of the good control is the same -
HbA1c 7%, using intensified insulin or oral treatment, according the recommendations of
European and Bulgarian Endocrine Societies two years ago.

Nevertheless, in this recommendations there are not evident criteria conserning individual
diabetic treatment of older patients, having in mind lot of numerous accompanied other
diseases.

Unfortunately in our country there are not licensed specialists - gerontologists : they are
only two - Doc. D-r Ignat Petrov and D-r Tony Staykova.

Some medical universisites (Plodiv, Pleven) read additional lectures fn the treatment if diabe-
tes but they are not compulsary.

Diabetes Mellitus

bwvazapcko ApyxecmBo no EHgokpuHoAozuA
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MoBuweHu HuBa Ha thyoredoxin interacting protein (TXNIP) npu
nayueHmu c npeguabem B cpaBHeHue ¢ Hopmo-

2AukemuyHu koHmpoau

AHmoanema lameBa’, 16op Acbo8', Ageauna LjakoBa>, 3gpaBko KameroB'

'KauHuka no eHgokpuHoroaus, YMBAA, ArexkcaHgpoBcka; *LleHmparHa kauHu4Ha rabopamopus, YMBAA, ArexkcargpoBeka

Thyoredoxin interacting protein (TXNIP) e eguH om meguamopume Ha uHgyuupaHama
om okcugamuBHua cmpec 6ema-kaembuHa 2atokomokcuyHocm. TXNIP BepoamHo uma
3HaYUMeAHa poAA 3a HapyweHama 2Al0K03Ha XoMeocmasa, npegxoxkgawa uzabeHun 3axa-
peH guabem.

Lleama Ha Hacmoawgemo npoyuBaHe e ga ce cpaBHam HuBama Ha TXNIP npu nauueH-
mu ¢ npeguabem u HOPMO2AUKEMUYHU KOHMPOAU U ga ce oueHu Bpb3ikama my ¢ memabo-
AUMHUMe puckoBu gpakmopu.

lNMayuenmu u memogu: B npoyuBaHemo 6axa BkatoueHu 79 nayueHmu Ha cpegHa Bb3-
pacm 50,3+£10,6 2oguHu, pazgereHu 6 gBe cxogHu no Bv3pacm u MTM 2pynu - 2pyna 1
(koHMpoOAHa 2pyna) cbc 3amabecmabaHe 6e3 2aukemuyHuU HapyweHua (n=40) u 2pyna 2 ¢
npeguabem (n=39). HuBama Ha TXNIP 6axa ugmepeHu ¢ nomowma Ha eH3uMHO cBbp3aH
umyHocpobeHmeH memog (ELISA).

Pe3zyamamu: YcmaroBuxme 3HauumeaHo noBuwenu HuBa Ha TXNIP npu nayueHmume ¢
npeguabem B cpaBHeHue C HOPMO2AUKEMUYHU KOHMPOAU CbC 3amAabecmaBane (54,2+69,9
vs. 23,9147,1pg/ml; p=0,03). HuBama na TXNIP nocmeneHHo ce noBuwaBaxa om Hopmaa-
HUA 2A0KO3eH moAepaHc npe3 uzoaupaHume HIT/HI'T go kombuHauyuama HIT+HIT (27,1;
44,0; 49,9 and 95,7 pg/ml cbomBemno; p=0,025 mexkgy Hopmoaaukemuama u HIT+HIT).
HuBama na TXNIP kopeAupaxa camo ¢ nAazmeHama 2Al0Ko3a Ha 2aagHo (r=0,235; p=0,04),
HO He u ¢ 2atoko3ama 6 xoga Ha OI'TT uau mapkepume 3a uHcyauHoBa peucmecmHocm.
He ce ycmanuBu pa3auka 8 HuBama Ha TXNIP mexxgy nauueHmu cbC u 6e3 memaboAu-
MeH CUHGPOM.

3akarovyernue: HuBama Ha TXNIP ca no-Bucoku npu navuueHmu ¢ npeguabem 6 cpaBHe-
HUE C HOPMO2AUKEMUYHU KOHMpPOAU U ce noBuwaBam nocmeneHHO 0m HOPMAAHUA 2ALO-
Ko3eH moaAepaHc npe3 uzoaupaHume HIT/HIT go kombuHauuama HIT+HIT.

Higher Levels of Thyoredoxin Interacting Protein (TXNIP) in Patients
with Prediabetes Compared to Obese Normoglycemic Subjects

Antoaneta Gateva', Yavor Assyov', Adelina Tsakova?, Zdravko Kamenov’
!Clinic of Endlocrinology, University Hospital-Alexandrovska; 2Central Clinical Laboratory, University Hospital-Alexandrovska

Thyoredoxin interacting protein (TXNIP) is one of the mediators of oxidative stress
induced beta-cell glucotoxisity. TXNIP might play a key role in impaired glucose homeostasis
preceding overt T2DM.The aim of the present study was to compare TXNIP levels between
patients with prediabetes and obese normoglycemic controls and to evaluate the link
between TXNIP and metabolic risk factors.

Patients and methods: In the present study we included 79 patients with mean age
50,3%£10,6 years, divided into two age and BMI matched groups - group 1 (control group)
with obesity without glycemic disturbances (NGT) (n=40) and group 2 with prediabetes
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(n=39). TXNIP levels were measured by enzyme-linked immunosorbent a ssay (ELISA).

Results: We found significantly higher levels of TXNIP in patients with prediabetes
compared to normoglycemic obese controls (54,2+69,9 vs. 23,9£47,1pg/ml; p=0,03). The
levels of TXNIP gradually increased from normal glucose tolerance trough IFG/IGT only to
IFG+IGT (27,1; 44,0; 49,9 and 95,7 pg/ml respectively; p=0,025 between NGT and IFG+IGT).
TXNIP levels correlated weakly only with fasting blood glucose (r=0,235; p=0,04) but not
with glucose during OGTT or the markers of insulin resistance. There was no difference in
TXNIP levels between patients with and without metabolic syndrome.

Conclusions: The levels of TXNIP are higher in patients with prediabetes compared
to normoglycemic controls as they increase gradually from NGT trough IFG/IGT only to
IFG+IGT.

Ouenka Ha 2a0kosHama BapuabuaHocm npu Auya ¢
npeguabem c npogbakumeAHo 2Al0ko3HO MOHUMOpuUpaHe

HeBena YakvpoBa, Pymana AumoBa, Ipema IpozeBa, LjBemaruna TaHkoBa
KauHu4yeH ueHmwvp no eHgokpuHoAo2ua u eepoHmonoaus, MeguyuHcku YHuBepcumem Cocpus

Lleama Ha Hacmoawomo u3caegBaHe e ga ce HanpaBu oueHka Ha 2Al0Ko3Hama Bapu-
abuaHocm npu Auua ¢ npeguabem Ha 6azama Ha gaHHU OM NPOgBLAXKUMEAHO 2AKOKO3HO
MOHUMOpPUpPAHe.

Mamepuan u memogu: /13caegBaru ca 32 Auua ¢ npeguabem - 8 mbxke U 24 >KeHu,
cpegHa Bv3pacm 56,6+£9,6 2oguHu, cpegeH MTM 30,3+5,3 ke/m? u 18 Auua c HopmaneH
2Atoko3eH moaepaHc (HopmIT) - 4 mbike u 14 xeHu, cpegHa Bb3pacm 54,419,9 2oguHu,
cpegeH NTM 24,8+6,9 k2/m?. TatokozHuam moaepaHc e oueHeH ¢ OI'TT ¢ uzcaegBaHe Ha
CcepymHa 2A0Ko3a No xekcokuHa3zeH memog. HbAic e uzcaegBan no umyHomypbugume-
mpuyeH, NGSP-cepmuguuyupan memog. [IpogbAXKumeAHOMO 2AI0KO3HO MOHUMOpPUpaHe
e npoBegeHo ¢ npogpecuoHareH caan ceH3zop FreeStyle Libre Pro 3a cpegeH nepuog om
13,6 £ 2,3 gHu. Cmamucmuyeckuam aHaAu3 e ocbwecmBeH CbC cmamucmuyecku nakem
SPSS vs. 21.

Pezyamamu: B 2pynama c npeguabem ce ycmarnoBaBam 3Hayumo no-Bucoku cmou-
HOCMU Ha CAegHUME UHgeKcu 3a 2Atoko3Ha BapuabuaHocm - CV (p<0,041), J-index
(p<0.014), CONGA (p<0,047) u GRADE (p<0,036), 8 cpaBHeHue c 2pynama c HopmIT.
Bpememo 6 npuueAaHua guana3oH e 3Hayumo HamaaeHo (p<0,014), a Bpememo Hag npu-
UeAHUA guana3oH - 3Hadumo yBeauvero (p<0,018) npu npeguabem cnpamo HopmI T. Cue-
HudgpukaHmHo no-Bucoku ca HuBama Ha HbA1c (p<0,036) u cpegHa uHMepcMuUUUaAHa 2AL0-
Ko3a (p<0,025) npu npeguabem B8 cpaBHeHue c HopmI'T.

U36oqu: Npu npeguabem ce HabaogaBa 3Hauumo noBuweHue Kakmo Ha cpegHama
2AIOKO3HA KOHUEeHmpauua, maka u Ha 2atoko3Hama BapuabuaHocm. M3caegBaHemo Ha
2Atoko3Hama BapuabuaHocm BepoamHo uma gonbAHUMEAHA POAA U 3HaveHue B oueHka-
ma Ha 2Al0KO3Hama Xxomeocmasa oue Ha Mo3U paHeH eman Ha OMKAOHEHUA.

Dunancupane: MY, Cogpus, AoeoBop 9-C/2016, koHKkypc ,CmumyaupaHe Ha Hay4yHume
uzcregBaHua 8 obracmu ¢ Bucoku nocmuxkeHua”
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Assessment of Glucose Variability in Subjects with Prediabetes
by Continuous Glucose Monitoring

Nevena Chakarova, Rumyana Dimova, Greta Grozeva, Tsvetalina Tankova
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

The aim of the present study is to assess the glucose variability in subjects with prediabetes
by means of continuous glucose monitoring.

Material and methods: 32 subjects with prediabetes - 8 males and 2 females, mean age
56,6%9,6 years, mean BMI 30,3+5,3 kg/m? and 18 subjects with normal glucose tolerance
(NGT) - 4 males and 14 females, mean age 54+9,9 years, mean BMI 24,8+6,9 kg/m? were
enrolled. Glucose tolerance was assessed by OGTT with serum glucose measurement by
hexokinase method. HbA1c was assessed by immuno-turbidimetric, NGSP certified method.
Continuous glucose monitoring was performed with blind sensor for professional use -
FreeStyle Libre Pro - for a mean period of 13,6 £ 2,3 days. Statistical analysis of data was
performed with SPSS vs. 21,0.

Results: The following indices of glucose variability were significantly elevated in the group
with prediabetes as compared to the NGT group - CV (p<0,041), J-index (p<0,014), CONGA
(p<0,047) and GRADE (p<0,036). Time in range was significantly decreased (p<0,014) and
time above range (p<0,018) was significantly increased in prediabetes compared to NGT.
In prediabetes the levels of HbAic (p<0,036) and mean interstitial glucose (p<0,025) were
significantly higher as compared to NGT.

Conclusions: In prediabetes there is a significant increase in both mean glucose
concentration and glucose variability. The assessment of glucose variability in prediabetes
probably has additional role and importance in the evaluation of the glucose homeostasis at
these early stages of dysregulation.

Funding: Medical University Sofia, Contract 9C/2016

Ouenka Ha Bpbv3kama mexkgy aBmoHomHama ¢pynHkuus u 2aio-
kosHama BGPUGBUAHocm, UHCl_.jAUHOBGmO pesucmeHmHocm u
okcugamuBHug cmpec npu npeguabem

Pymana AumoBa, He6ena YakwvpoBa, Ipema Ipo3zeBa, Li6emasuna TaukoBa, leopeu KupuroB

KauHu4eH yeHmvp no eHgokpuHoAo2ua u eepoHmonoaus, MeguyuHcku YHuBepcumem, Cocpua

Llea: Llenma Ha Hacmoawomo u3caegBaHe e ga ce oueHu Bpb3kama mexkgy HAKOU No-
Kazameau 3a 2atoko3Ha BapuabuaHocm, uHcyauHoBa pe3ucmeHmHocm u okcugamuBeH
cmpec u napamempume 3a aBmoHomHa cbpgeuHo-cbgoBa pyHkyua 6 paHHume emanu
Ha HapyweH 2AI0KO3EeH MOAepPaHC.

Mamepuar u memogu: O6wpo 50 Auuya - 12 mbxe, cpegHa Bv3pacm 55,619,7 2ogu-
Hu, cpegeH VITM 28,416,4 k2/m?, pazgeaeHu B 2 2pynu cnopeg 2Al0KO3HUA MOAepaHc: 32
Auua ¢ npeguabem u 18 Auua ¢ HopmaaeH 2Al0Ko3eH moaepaHc (HopmIT) ca BkatoueHu
8 Hacmoawomo Kpoc-cekuuoHHO npoyuBaHe. toko3HUAM moAepaHc e oueHeH ¢ OI'TT
cnopeg kpumepuume Ha C30 om 2006 2. VI3caegBaHu ca cepymHa 2A10K03a NO XEKCOKU-
Ha3eH Memog u uUMyHopeakmuBeH UHCYAUH NO UMYHOXEMUAYMUHUCUEHMeEH memog Ha 0,
120 u 180 muHyma; kakmo u oxLDL u 5-Nitrotyrosine no ELISA memog Ha O u 120 muHyma
8 xoga Ha mecma. MIHgupeKmMHO ca U34uCAeHU UHgeKCU 3a uHcyAuHoBa peucmeHmHocm
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- HOMA-IR u uHcyauHoBa uyBecmBumeanocm - OGIS. N3caegBan e HbAic no umyHo-
myp6ugumempuueH, NGSP cepmuduuupaH memog. [NpoBegeHo e NpogbAXKUMEAHO 2A10-
KO3HO MOHUMOpUpaHe C NpogecuoHaAeH caan ceH3zop FreeStyle Libre Pro 3a cpegeH ne-
puog om 13,6 = 2,3 gHu. /I3mepeHu HA aHMpPoOnNOMeMPUYHU hoKa3zameAu — PbCM U Me2A0
U € U34UCAEH UHgeKC Ha meAecHa maca. Cmamucmuydeckuam aHaau3 e ocbuwecmBeH cbe
cmamucmuyecku nakem SPSS vs. 21.0.

Pezyamamu: YcmaroBu ce cuzHUUKaHMHO HamaAeH napacumnamukoB moHyc 6 xoga
Ha npobama ¢ gbAboko guwaHe (p=0,009) u cumnamukoB moHyc 8 nokou (p=0,021) u 6
xoga Ha npobama BaacaaBa (p=0,026). Om nokazameaume 3a 2A0Ko3Ha BapuabuaHocm
cumnamukoBama akmuBHocm e cBbp3aHa cbCc cmaHgapmHomo omkAoHeHue (SD) Ha
2AIOKO3HUME eKCKYp3uu npu yyacmuuyume c npeguabem (F [1,31]=7,91, p=0,018); go-
Kamo napacumnamukoBama akmuBHocm e cBuvp3aHa ¢ J-index u % Bpeme npekapaHo 6
2AOKO3HUA guana3oH >7,8 mmol/l npu auyama c npeguabem (F [1,31]=7,20, p=0,004) u c
uHgekca CONGA npu HopmI'T (F [1,18]=6,75, p=0,025). He ce ycmanoBu cuzHucukaHm-
Ha KopeAauua mexkgy aBmoHomHua moHyc u uzcaegBaHume mapkepu 3a uHcyauHoBa pes-
ucmeHmMHocm u okcugamuBeH cmpec.

U3z6ogu: ABmoHomHUAM moHyc e HamareH B npeguabemuama nonyaauua. [AOKO-
3Huam Bapuabuaumem BepoamHo e gonbAHUMeAeH puckoB dakmop 3a aBmoHomHa
gucyHKkuua owe 6 paHHUMe emanu Ha HapYwWeH 2AlKO3eH MOAepaHc.

@uHaHcupane: MY-Cogpus, Ao2oBop 9-C/2016, koHkypc ,CmumysupaHe Ha HayyHume uzcaegBaHus 6
obracmu ¢ Bucoku nocmuskeHua”

Evaluation of the Relationship Between Autonomic Function
and Glucose Variability, Insulin Resistance and Oxidative Stress

in Prediabetes

Rumyana Dimova, Nevena Chakarova, Greta Grozeva, Tsvetalina Tankova, Georgi Kirilov
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

Aim: The aim of the present study is to assess the relation between some indexes of
glycose variability, insulin resistance and oxidative stress, and parameters of autonomic
cardio-vascular function at early stages of impaired glucose tolerance.

Material and methods: A total of 50 subjects - 12 males, mean age 55,6%9,7 years, mean
BMI 28,416,4 kg/m?, divided into 2 groups according to glucose tolerance: 32 subjects with
prediabetes and 18 subjects with normal glucose tolerance (NGT) were included in this cross-
sectional study. Glucose tolerance was assessed by OGTT in accordance with WHO 2006
criteria. Serum glucose was measured by hexokinase method and immunoreactive insulin
- by immuno-chemiluminescence method at fasting, 120-minute and 180-minute during
the test; and also oxLDL and 5-Nitrotyrosine - by ELISA method at fasting and 120-minute
during the test. Indexes for insulin resistance - HOMA-IR and insulin sensitivity - OGIS
were calculated indirectly. HbA, was assessed by immuno-turbidimetric, NGSP certified
method. Continuous glucose monitoring was performed with blind sensor for professional
use - FreeStyle Libre Pro - for a mean period of 13,6 £ 2,3 days. Statistical analysis of data
was performed with SPSS vs. 21.0.

Results: There is a significantly decreased parasympathetic tone during deep breathing
test (p=0,009) and sympathetic tone at rest (p=0,021) and during Valsalva maneuver test

bwvazapcko ApyxecmBo no Engokpurorozua 1()9



(p=0,026). From glucose variability indexes sympathetic activity is related to standard
deviation (SD) of glycemic excursions in the participants with prediabetes (F [1,31]=7,91,
p=0,018); whilst parasympathetic activity is related to J-index and % time spent in glycemic
range >7,8 mmol/l in subjects with prediabetes (F [1,31]=7,20, p=0,004) and with CONGA
index in NGT (F [1,18]=6,75, p=0,025). No significant correlation between autonomic tone
and the assessed markers for insulin resistance and oxidative stress was established.

Conclusions: The autonomic tone has been found to be declined in the population
with prediabetes. Glucose variability probably is an additional risk factor for autonomic
dysfunction at early stages of glucose intolerance.

Funding: Medical University Sofia, Contract 9C/2016

PoAg Ha aumumeaa kbm yunkoB mpaHcnopmep 8 (ZnT8) B
guazHo3ama Ha 3axapeH guabem mun 1

Ipema Ipo3eBa, HeBena YakvpoBa, Pymana AumoBa, Mauana Amanaco@Ba,

LiBemanuHa TaukoBa
KauHuyeH yeHmsp no eHgokpuHoAo2ua u eepoHmoioaus, MeguyuHcku YHuB8epcumem Cocpusa

Npe3 nocaegHume 20guHu B guazHo3ama Ha 3axapeH guabem mun 1 ce ymBbpgu HOB
UMUHOAO2UYEH Mapkep - aHMuUmMaAO Kbm UuHKoB8 mpaHcnopmep 8 (ZnT8-Ab).

Lleama Ha u3caegBaHemo e ga ce onpegeAu yecmomama U guazHocmuyHama cmoUdHocm
Ha aHmumeAama kbm ZnT8 B8 6bA2apcka nonyaauua nauueHMu CbC 3axapeH guabem mun 1.

Mamepuaa u memogu: 3caegBanu ca 70 Auua (40 mbxke u 30 »KeHu), Ha cpegHa B8b3-
pacm 37,24 +11,08 2oguHu, cpegeH VTM 23,4614,49 k2/m?, ¢ gaBHocm Ha 3aboanBaHe-
mo go 5 20guHu, kKamo npu 47% 3axapHuam guabem e HoBoomkpum uau ¢ gaBHocm nog
1 2oguHa. M3caegBaHu ca aHmumena Kbm Gema-kKAembUyHU CMPYKMYypU — aHMumeaa Kbm
gepkabokcuAazama Ha 2aymamuHoBama kuceauHa (GAD 65-Ab), anmumeaa Kbm mupo-
3uH pocpamasa (IA 2-Ab) u aHmumena kbm yuHkoB mpaHcnopmep 8 (ZnT8-Ab).

Pezyamamu: T'pu 85,7% om yuacmHuuume ce ycmaHoBaBam egHo uau noBeue om
u3zcaegBaHume aHmumeaa. AHmumeaama kbm ZnT8 ca Bmopu no yecmoma - ycmaHo-
BaBam ce npu 45,7% om u3caegBaHume, kamo ce Hapexxgam caeg GAD 65-Ab - 77,1%
u npegu A 2-Ab - 34,3%. HecamuBHu u kbm mpume aHmumeaa ca 14,3% om u3caegBa-
Hume. No3zumuBHu camo ¢ ZnT8-Ab ca 2,9%, koemo cbcmaBaaBa 16,6% om cayyaume
Ha uguonamuueH 3axapeH guabem. B nogepynama ¢ HoBoomkpum 3axapeH guabem u
guabem c gaBHocm nog 1 2oguHa npoueHMbM Ha aHMuMAAono3umuBHocm Kbm ZnT8 e
cuz2HUukaHmHo no-Bucok - 63,6%, (p=0,04). 13caegBaHemo Ha kaacudeckama KombuHauua
GAD 65-Ab + |A-2-Ab Bogu go ugeHmucdpuyupare Ha 83% om cayyume Ha 3axapeH guabem
mun 1 (F=[2,3] 43,4, p<0,001, r=0,462). 13noA368aHemo Ha ZnT8-Ab Bmecmo IA 2-Ab kamo
Bmopu umyHoAo2uveH mapkep ugeHmudpuuupa no-8Bucok npoueHm om caydaume - 87%
(F=[2,3] 46,6, p < 0,001, r=0,486), a komOUHaAUUAMa oM MpuUMe aHMuMmeAa guazHocmuuupa
92% om cayvaume Ha 3axapeH guabem mun 1. (F=[3,3] 50,7, p = 0,043, r=0,515).

H36ogu: ZnT8-Ab e Bmopomo no yecmoma aHmumaAo npu Bb3pacmHuUmMe nayueH-
mu ¢ aBmoumyHeH 3axapeH guabem u Bmopo no guazHocmuyHa 3Havumocm caeg GAD
65-Ab. N3caegBanemo Ha ZnT8-Ab 6 gonvaHeHue kbm GAD 65-Ab u IA-2-Ab Bogu go
pegyuupaHe Ha cAydaume Ha uguonamudeH 3axapeH guabem mun 1, a Bb6exxgaHemoum
kKamo Bmopu umyHoroz2uveH mapkep kbm GAD 65-Ab npeBb3xoxkga ymBbpgeHama Kom-
ouHauua GAD 65-Ab + |A 2-Ab.
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The Role of Zinc Transporter 8 (ZnT8) Antibodies in the
Diagnosis of Type 1 Diabetes

Greta Grozeva, Nevena Chakarova, Rumyana Dimova, Illiana Atanasova,

Tsvetalina Tankova
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

A new immunologic marker 1 antibody to zinc transporter 8 (ZnT8-Ab), has been
established in the diagnosis of type 1 diabetes in the recent years.

The aim of the study is to investigate the prevalence and diagnostic value of ZnT8-Ab in
a Bulgarian population of type 1 diabetes patients.

Material and methods: 70 patients (40 males and 30 females), of mean age 37,24
1£11,08 years and mean BMI 23,46+4,49 kg/m?, of up to 5 years duration of the disease (in
47% of the patients diabetes being newly-diagnosed or of less than a year duration), were
investigated.

Antibodies to beta-cell structures - antibodies to glutamic acid decarboxylase - GAD 65-Ab,
antibodies to thyrosin phosphatase - IA 2-Ab and ZnT8-Ab were assessed.

Results: One or more of the investigated antibodies were detected in 85,7% of the
participants, ZnT8-Ab being the second most prevalent - in 45,7% of the group, following
GAD 65-Ab - 77,1% and exceeding the prevalence of 1A-2-Ab - 34,3%. Triple negative
were 14,3% of the participants. Positive to ZnT8 only were 2,9% which accounts for 16,6%
of the cases of idiopathic type 1 diabetes. ZnT8-Ab were significantly more prevalent in the
subgroup with newly-diagnosed diabetes and diabetes of less than a year duration - 63,6%,
(p=0,04). The assessment of the classical combination GAD 65-Ab + IA-2-Ab identified 83%
of type 1 diabetes cases (F=[2,3] 43,4, p<0,001, r=0,462). The use of ZnT8-Ab instead of
IA 2-Ab as a second immunologic marker identified more cases of type 1 diabetes - 87%
(F=[2,3] 46,6, p < 0,001, r=0,486), and the combination of all the three antibodies led to the
diagnosis of 92% of the type 1 diabetes cases (F=[3,3] 50,7, p = 0,043, r=0,515).

Conclusions: In adult patients with autoimmune diabetes ZnT8-Ab is the second most
prevalent antibody and the second in diagnostic importance after GAD 65-Ab. The assessment
of ZnT8-Ab in addition to GAD 65-Ab and IA 2-Ab reduces the cases of idiopathic type 1
diabetes and the use of ZnT8-Ab as a second immunologic marker in addition to GAD 65-Ab
outweights the established combination of GAD 65-Ab+IA 2-Ab.

CmpecoBa xunep2AaukeMug npu nayueHMu ¢ OCMbp UCXEMUYEH
MO3DbY€H UHCYAM

Xanema Slne6a’, Muna boagxueBa’, Kupur Xpucmo3zo8', Muxaea Ljaxma-MaageHo6?
'KauHuka no eHgokpuHoaoeus, MBAA ,C8. MapuHa”, BapHa,

2KauHuka no HeBporoeus, MBAA ,C8. MapuHa”, BapHa

BwvBegenue: Xunepaaukemua npu xochumaau3auus (cmpecoBa xunepaaukemus, CX) ce
gepuHupa Hal-1yecmo kamo KpbBHa 2atoko3a (KIN)>7,8 mmol/l npu nauuenmu 6e3 uzBec-
meH mun 2 3axapeH guabem (T23A). CX e yecmo cpewaHa Npu 0OCMbpP UCXEMUYEH MO3b-
ueH uHcyam (MIMI) u Bapupa mexgy 8-35%. NoBeuemo npoyuBaHua nokazBam no-2oas-
mMa yecmoma Ha 3aboaeBaemocm u cmbpmHocm npu CX omkoAakomo npu HopmaaHa K.
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Llea: Aa ce uzcaegBa pempocnekmuBHo paznpocmpaHeHuemo Ha pamaneH u3xog npu
nayueHmu ¢ ocmbvp MIMIW cvobpaszHo KI npu npuemaHe, kakmo u ga ce nombpcam 68b3-
MO>XHU acouuupaHu pakmopu.

Mamepuaru u memogu: 3a nepuoga m. 05.16 20g.-m. 04.1720g. uzcaegBaxme Bcuuku
nauueHmu xocnumaau3upaHu nopagu ocmbp VMIMM 8 uHmeH3uBHo HeBpoAao2uuHo omge-
AeHue. Koxopmama om 555 nauueHmu bewe pa3zgeaeHa Ha mpu 2pynu - cbe CX (n=116),
T23A (n=145) u Hopmozaaukemus (HI) (n=294).

Pezyamamu: Coc CX 6axa 20,9% om u3caregBaHume. (DamaaeH u3xog ce ycmaHoBu
npu 143 nauueHmu - 32,76%, 33,80% u 19,05%, cbomBemHo B8 2pynume cvc CX, T23A
u HI (CX/HI, p=0,003; T23A/HI, p=0,0007). He ce HabAlogaBa 3Hauuma pazauka mexgy
me3u cbc CX u T23A. MiHmepecHo, nayueHmume cbc CX nokazaxa Hal-Bucok AeBkouumen
opou (CX, 10,17£0,529; T23A, 9,902+0,323; HI, 8,59+0,195 10"9/L; p=0,0003). OuakBaHo,
npexkuBeaume 666 Bcuuku 2pynu 6axa Ha no-maaga Bb3pacm om noduHaaume (p<0,05),
HO noka3axa no-Bucoko HuBo Ha obw, xornecmepoa (CX, 5,07+0,15/4,12+0,29, p=0,0026;
T23A, 4,95+0,153/4,72+0,208, ns; HI, 4,91+0,074/4,41+£0,176 mmol/l, p=0,0085) u LDL -
xonecmepoa (CX, 3,07£0,13/2,4+0,19, p=0,0046; T23A, 2,98+0,131/2,71£0,163, ns; HI,
2,99+0,065/2,7+0,139 mmol/l, ns).

3akaoyeHue: CxogHuam gaa noduHaAu nauyueHmu 6 2pynume cbe CX u T23A, 3Havu-
MO no-2oaam om mo3u npu HI, npegnoaaza acoyuauun Ha Xxunepaaukemuama ¢ noBuweH
puck om ¢pamaaeH u3xog. Heobxogumu ca gonbAHUMeEAHU u3caegBaHua Bbpxy HabAOga-
BaHume meHgeHuuu 6 AeBkouumHua 6pol U AUNnugHUME NoKa3ameAu.

Stress Hyperglycemia in Patients with Acute Ischemic Stroke

Zhaneta Yaneva', Mila Boyadjieva ', Kiril Hristozov', Mihael Tsalta-Mladenov?
'Department of Endocrinology, University Hospital, Varna, 2Department of Neurology, University Hospital, Varna

Background: Hyperglycemia at admission (stress hyperglycemia, SH) is most commonly
defined as blood glucose (BG) >7,8 mmol/l in patients without a history of type 2 diabetes
mellitus (T2DM). SH is commonly found in acute ischemic stroke (AlS) and ranges between
8-35%. Most studies show a higher incidence of morbidity and mortality in SH relative to
normal BG level.

Aim: To examine retrospectively the prevalence of fatal outcome according to the BG at
admission and to look for possible contributing factors.

Materials and methods: We studied consecutive patients hospitalized for AIS in a
neurological intensive care unit from May 2016 to April 2017. The cohort of 555 patients
was divided into three groups - with SH (n=116); T2DM (n=145) and normoglycemia (NG)
(n=294).

Results: In the total study population 20,9% had SH. Fatal endpoint was found in 143
patients - 32,76%, 33,80% and 19,05% in the SH, T2DM and NG group respectively (SH/
NG, p=0,003; T2DM/NG, p=0,0007). There was no significant difference between SH
and T2DM group. Interestingly, patients with SH had the highest white blood cell count
(SH, 10,1740,529; T2DM, 9,902+0,323; NG, 8,59+0,195 1079/L; p=0,0003). As expected,
survivors in all groups were younger than non-survivors (p<0,05), but showed higher
totalcholesterol (SH, 5,07+0,15/4,12+0,29, p=0,0026; T2DM, 4,95+0,153/4,72%0,208, ns;
NG, 4,91+0,074/4,41+0,176mmol/l,p=0,0085)and LDL-cholesterol (SH,3,07+0,13/2,4+0,19,
p=0,0046; T2DM, 2,98+0,131/2,71£0,163, ns; NG, 2,99+0,065/2,7+0,139 mmol/l, ns).



Conclusion: The similar mortality prevalence in the groups with SH and T2DM, significantly
higher than thatin the NG group, suggests an association of hyperglycemia with an increased
risk of fatal outcome. Further investigation is needed on the observed trends in leukocyte
counts and lipid parameters.

Pesayamamu om npunorkeHuemo Ha xubpugHu cucmemu 3a us-
kycmBen nankpeac npu bvazapcku geua u maagu xopa ¢ guabem

'KoncmaumunoBa M., *’Koxxak M., *Page@ P., “IlangoBa P., AumoBa X. u **leopzueb P.
'[pegcegamen Ha bbvAreapckomo HayuoHarHo CgpyskeHue no Aemcka EHgokpuHoAo2aus;

2Cv3gamen Ha AndroidAPS, lNpaza, Yewka Penybauka; > Yren Ha CgpyskeHue € HeCmonaHcKa yea
,Kyamypa 6e3 epaHuyu” “llpegcegamen Ha Cgpy>keHue ¢ HecmonaHcka uea ,Kyamypa 6e3 epaHuyu”
’Local Insurance Company

BvBesxgaHemo Ha HOBu mexHoAo2uu B guabemonozuama nogobpuxa He camo obwusa
memaboAumeH KOHMPOA, uzcaegBan upe3 HBA1,, HO u nokazameau kamo ,% om Bpeme-
mo B8 HopmaaHu 2paHuuu”, ,Hgekc 3a 2aukemuuHa BapuabuaHocm” (Glycemic Variability
Index /GVI) u m.H. TAukemuyeH cmamyc Ha nauueHma (Patient’s Glycemic Status/PGS).

Pogumeau Ha geua uau nauueHmu c guabem noka3zBam HembpneHue 3a omkpuBaHe u
npuAo>keHue Ha cucmemu Ha uzkycmBeH naHkpeac (APS). NvpBoHavyaarHO me cb3gagoxa
uHmepHem - naamgopmama ,Nightscout” 3a gucmaHuUOHHO HabAlOgeHUe Ha gaHHUmMe
om 2atoko3HUmMe ceHzopu (Continuous Glucose Monitoring), a caeg moBa - u omBope-
Hucucmemu 3a uzkycmBeH naHkpeac (Open Source Artificial Pancreas System): OpenAPS,
Loop- om AelHa Atouc u AHgpoug APS - om Muaow Koxkak.

B bvacapua cbwecmByBa obwecmBo om maagu xopa ¢ guabem u pogumeau Ha geua
c guabem, peweHu ga npuAazam no-gobpu HauYUHU 3a AeYeHue.

Llea: Aa ce cnogeaam pe3yamamume 3a 17 6bA2apcku nhavueHmu, koumo ce AekyBam
¢ AHgpoug APS u Loop u npegocmaBuxa Ha aBmopume gocmbn no gaHHume cu 6 Hadm-
ckaym.

Mamepuar u memogu: B bbazapua 75 nauueHmu ¢ mun 1 guabem ce aekyBam upe3
cucmemama AHgpoug APS u 3-ma c Loop. Te3u cucmemu ce npuaazam om camume hauu-
€HMU UAU pogumeAu Ha geuama ¢ guabem, cmbnka N0 CMbNKa NOg KOHMPOAQA Ha Cb3ga
meAume Ha cucmemume u ¢ homowma om ekuna Ha ,Kyamypa 6e3 epaHuuu”. Npegcma-
Bam ce pezyamamume 3a 15 nauueHmu u3znoa3zBawu cucmemama AHgpoug APS u 2-ma
Ha Loop. Npuaoxu ce BapuayuoHeH aHaAu3 3a gaHHUME, NOAYYEeHU oM nAamgopmama-
Haumckaym 3a 90 u 30 gHu.

Pezyamamu: Cpegra Bb3pacm - 13,5 (om 3,8 go 39,9) 2oguHu; CpegHa NpogbAXKU-
meAHocm Ha guabema 7,52 (om 1,8 go 28,3) 2oguHu; NMpogbakumearHocm Ha APS om
3 meceua go 2,3 2oguHu. CpegHume cmoUHOCMU U 2paHuyume Ha uHguBugyaaHume Ba-
puauuu 3a uHgeckume Ha guabemuua KoHmMpoA 3a gBama nepuoga ca npegcmaBeHu Ha
mabAuuama.

3a ceza He ca HabaogaBaHu mMeXXKU XUno2AUKEMUU UAU guabemHu Kemoauugosu.
Bcuuku nayueHmu u mexHume pogumeau noka3zBam 2oaama ygoBaemBopeHocm om cuc-
memama U HUMO eguH He ce e omKa3aA om HellHomo u3noa3BaHe.

ObcwvxgaHe: CpegHume cmoUHOCMU 3@ hokazameAume Ha 2AUKeMUYEeH KOHMPOA no-
kazB8am cmabuaHu pe3yamamu 3a uzcaregBaHua nepuog. CpegHuam % om Bpeme ¢ HOp-
MaAHU cmoUHocmu e Hag 75% u e omaudeH pe3yamam. B cowomo Bpeme % Ha Hucku
cmoUlHocmu e cpaBHumeAHo HUcbK. [lokazameaume 3a 2aukemuvHa BapuabuaHocm
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% Hucku | % Hopmaanu | %6Bucoku | HbA1c | HbA1c GVI PGS

AHu | <44 >4,4<10,0 | >10,0 % Mmol/ | <1,5 | 35100

6pol | mmol/L Mol

30 5,9 76,1 17,96 6,43 46,71 1,39 46,1
0,1-12,6 65-90,5 4,1-26,1 | 5,1-7,4 | 33-57 1,1-1,58 | 13,9-86,0

90 7,0 76,3 16,3 6,44 46,9 1,41 48
0,1-16,2 63,6-89,9 0,2-28,2 | 5,1-7,3 |33,0-57,0| 1,1-1,51| 12,8-72,3

/GVI/, kakmo u obwua 2aukemudeH cmamyc PGS cbwo nonagam 6 >keaaHume 2paHuuu
3a onmumaneH KoHmpoA. HaauuHume uHguBugyaaru Bapuauuu 8 uzcaegBaHume napa-
mempu gaBam Bb3morkHOCm 3a hauyueHmMumMe/cb3gameaume/Aekapume ga nogobpaBam
nepcoHaAHUMe cu HacmpouUku 6 cucmemama.

U36oqu: 13cregBarume nauueHmu, AekyBaHu ¢ xubpugHume cucmemu Ha uzkycmoBe-
Ha naHkpeacHa »aAe3a OpenAPS u AndroidAPS noka3zaxa 6e3onacHocm Ha cucmemume,
OMAUYHU pe3yamamu 3a Bcuuku napamempu Ha npeyu3eH KOHMPOA Ha guabema, Kakmo
u Bucoka ygoBaemBopeHocm om moBa AeyeHue

for the Therapy with Open Source Artificial Pancreas
s in Bulgarian Children and Young People with Diabetes

inova M., °’Kozak M., *Radev R., “Pandova R., ’Dimova H. and **Georgiev R.
the Bulgarian National Society of Pediatric Endocrinology

ia, ?Creator of AndroidAPS, Prague, Czech Republic,

f the association ,Kulture without borders” Sofia, Bulgaria, *President of the association , Kulture

ers” Sofia, Bulgaria, *Local Insurance Company.

The new technologies in diabetology improved not only the overal control of diabetes,
measured by HbA1, butalso , Timeinrange”, ,Glycemic variability Index ”(GVI), and , Patient,s
Glycemic Status” (PGS). Parents of children and patients with diabetes demonstrated
impatience for artificial pancreas systems (APS). They initially created ,Nightscout” platform
for remote monitoring of the glucose sensors and then - Open Source Artificial Pancreas
Systems (Loop - Dana Lewis and AndroidAPS - Milos Kozak). In Bulgaria there are young
people or parents of diabetic children, decisive to apply better treatment options.

Objectives: To share the results for 17 Bulgarian patients with AndroidAPS and Loop,
who gave the presenters access to their Nightscout data.

Materials and Methods: In Bulgaria 75 Type 1 diabetes patients use Android APS and 3
- Open APS (Loop) with Dexcom CGM. The systems are applied by the patients or parents
step-by- step, controled by the creators and the team of ,Culture without borders”. Data for
15 patients using AndroidAPS and 2 - using Loop are presented.

Variation analysis was applied for the data obtained from Nightscout platform for 90 and 30
days.

Results: Average age 13,5 (3,8 - 39,9) years; Duration of diabetes 7,52 (1,8 - 28,3)
years; APS -3 months to 2,3 years. The average levels and ranges of the indices for diabetes
control for both periods are shown in the table:
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% Low % Normal %High | HbAic | HbAic GVI PGS

Days <4,4 >4,4<10,0 >10,0 % Mmol/ <1,5 35-100
mmol/L Mol

30 59 76,1 17,96 6,43 46,71

1,39 46,1
0,1-12,6 = 6590,5 4,1-26,1 | 51-7,4 | 3357 | 1,1-1,5

.58 | 13,9-86,0

48
12,8-72,3

90 7,0 76,3 16,3 6,44 | 46,9
0,1-16,2  63,6-89,9 | 0,2-28,2 | 51-7,3 | 33,0-57,0

No severe hypoglycemia or DKA have been observed. All the patients and parents show
high satisfaction from the APS and no one has refused the systems.

Discussion: The average values for the glycemic control with APS show stable results for
the examined period. The average % of time in range above 75% is excellent, while the %
time in hypoglycemia is comparatively low. GVI and PGS also fall in the desired range for
optimal control. The existing ranges in the individual parameters give opportunities for the
patients/creators/physicians to upgrade the personal settings.

Conclusion: The examined patients treated with OpenAPS and AndroidAPS show the
safety of the systems, excellent results for all the parameters for precise control of diabetes,
as well as high satisfaction of this treatment option.

Xupypeuga 3a Aeé4yeHue Ha 3axapeH guaﬁem
coOguwieH onum
Avye3zap AozaHoB 2, AuaHa MuaeBa?®, PoceH Tywe@ 3,

ym, Beaukobpumanus !, YMBAA Auubagem - Tokyga, Cogpus 2, borHuuya Buma, Co-
apuHa”, MreBen*

Llea: Aa npegcmaBu onumbm Ha HAKOAKO Xupyp2uuHu ekuna, AekyBaau u onepupanu
114 nayueHmu cbe 3axapeH Auabem mun 2 6 4 6ba2apcku boAHUUU Npe3 nepuoga 2008
- 2018 2oguHa.

BwvBegenue: Cnopeg ykazaHuama Ha MexgyHapogHama guabemHa degepauyus
(International Diabetes Federation - IDF), nybaukyBaHu npe3 2011 2oguHa, Memaboaum-
Hamaa xupypeaua (MX) npegcmabBaaBa u obeguHaBa pazauuHu 2acmpo-UHMECMUHaAHU
onepauuu 3a hocmuezaHe Ha 3HayumeaHa 3az2yba Ha mea2Aao u nopagu moBa me3u onepa-
uuu ca ecpekmuBHuo cpegcmBo 3a Xupypa2uyHo AedeHue:

+ nogxogawo mepaneBmuyHo peweHue npu nauueHmu ¢ AT2 u Bucoko cmeneHHO
3amabcmaBane (BMI=/<35 kg/m? - npu eBponeugHama paca)

+ nogxogaw,o axmepHamuBHo mepaneBmuuHo peweHue npu nauueHmu ¢ AT2 u Aeka
go ymepeHa cmeneH Ha 3amabecmaBare (BMI mexxgy 30 u 35 kg/m? - npu eBponeugHama
paca), Koumo He mo2am ga hocmuz2Ham agekBameH 2AukemuyeH KOHMPOA C ONMUMAAEH
MegukameHmo3eH mepaneBmuueH pexkum (UAU ako 2AKO30-noHWkaBawama mepanus
Bogu go gonbAHUMEAHO HaggaBaHe Ha me2A0), 0COOEHO NPU HaAuYUEemMo Ha gpya2u pu-
ckoBu pakmopu 3a cvpgeuHo-cbgoBo 3aboanBaHe.

Mamepuaa u memoguka: B mamepuaaa ca BkatoueHu u pempocnekmuBHo npocaegeHu
114 nauueHmu Ha Bb3pacm om 21 go 63 2oguHu u ¢ ViHgekc Ha meaecHa maca om 32.0




go 67,0 ¢ ocHoBHO npugpyxkaBawo 3aboanBaHe 3axapeH Auabem mun 2. 3a AeuveHue
Ha guabema ca npuAoykeHu ocHoBHO 3 Buga Aanapockoncku XupypauvHu uHmepBeHuuu:
Bucok cmomaweH badnac, MuHu-cmomaweH 6ad nac u pvkaBuuHa pe3ekuua Ha cmomaxa.
[Npu 7 »xeHu Ha Bb3pacm om 38 go 51 2oguHu MHgekcbm Ha meaecHa maca 6e om 31 go
34 u onepauusama 6e npegnpuema nopagu HeagekBameH 2AukemuyeH KOHMPOA B pam-
kume Ha 1 2oguHa npegonepamuBHo. INpu 14 nauueHmu nvpBoHavaaHo 6e nocmabBer
eHgockoncku baroH B cmomaxa u 6 go 8 meceua no-kbCcHO 6axa onepupanu. INpu 64 nauu-
eHmu caeg 2011 2oguHa 6e uznoazBarHa DIAREM ckarama 3a npo2HOCMUYHO onpegeAaHe
Ha u3xoga om Xupyp2u4yHOmo AeyeHue Ha 3axapeH Auabem mun 2.

Pezyamamu: Bcuuku nauueHmu 6axa npocaegeHu om 1 go 9 20guHU cAeg onepauu-
ama. NpegonepamuBHume noka3zameAu Ha nauueHmume Kamo: noA u Bb3pacm, KpPbB-
Ho-3axapeH npodgua, HbA1, npuem Ha MegukameHmMU U UHCYAUH 3a AeveHue Ha guabe-
ma npegu u caeg onepauuama, guemuueH pexkum u HuBo Ha uHcyauHa B kpbBma bGaxa
u3zcaegBaHu npu Bcuuku navueHmu. MbAHa pemucua Ha 3axapeH Auabem mun 2 -HbA1c
nog 6,0, 6e omuemeHa npu 53 navueHmu, BkarouBawu 5 nauueHmu ¢ I'TM nog 34. Mpu
49 60AHU omyemoxme HuBo Ha HbAic om 6,0 go 6,5 u kpbBHa 3axap Ha 2aagHO om 5,6
to 6,9 mmol/L om 14 gHu go 2 20guHu caeg onepauvuama. Om max 41 6axa camo Ha 1
mabaemka Mem@opMuH CYmpUH U guema, Npu ocmaHaAume navueHmu Ha Bb3pacm om
51 go 59 2oguHu omuemoxme gBykpameH npuem Ha MemdopmuH u HuBa Ha HbAic om
6,2 go 6,5. OmuemeHu baxa cbwo nogobpaBaHe Ha cmolHocmMume Ha KpbBHOMO Haaa-
2aHe npu 110 nauueHmu, HOpMmaAu3upaHe Ha YepHogpobHume eH3umu npu 107 nauuen-
mu, nogobpeHo kavecmBo Ha >xuBom npu Bcuuku 114 nayueHmu. MNpu ocmaxHaaume 12
nauueHmu Ha Bv3pacm om 47 go 63 2oguHu omyemoxme HuBa Ha HbAic om 6,4 go 7,0
go 2 20guHu cAeg onepauuama. INpu 7 om me3u 60AHU uHcyauHoBama mepanua 6e 3ame-
HeHa om megukameHmMOo3Ha, a Npu ocmaHaAume 5 nauueHmu go3ume Ha UHCYAUHa Oaxa
HamaAeHU mpukpamHo 6 pamkume Ha 6 meceua go 1 2oguHa cgaeg onepauuama. Caego-
nepamuBHama cmbpmHocm go 30 gHu caeg onepauuama 6e 0%. EguH nauueHm noayuu
UHgapKm Ha muokapga 48 gHuU cAeg onepauuama u Npu eguH hauueHm Ha 50 2o0guHuU
ce HaroXKu gBykpamHa eHgockoncka guAaamayua Ha 2acmpo-UedioHo aHacmomo3ama 15
u 45 gHu caeg onepauuama. Peonepauyua ce HaAoXU npu nauueHm Ha 48 20guHuU 4 gHU
CAeg onepauuama nopagu HaAuvue Ha U3nyckaHe Ha pe3ekuyuoHHama AuHua B8 obaacmma
Ha Kapguama cAeg pbkaBuuHa pe3ekuua Ha cmomaxa. [lpu mo3u nayueHm omuemoxme
3 20guHU cAeg onepauuama u BpbwaHe Ha Yacm om Me2A0mMo - € OKoAO 18 K2, Kakmo u
AeyeHue C UHCYAUH, Ho B go3u gBykpamHo no-maAku om me3u npegu onepauuama.

U36ogu: Onumbm HU ¢ MX noka3a, ye mMo3u Memog Ha AedeHue Ha 3axapeH Auabem
mun 2 npu nayueHmu ¢ VITM Hag 30,0 6 momenma npeBb3xoxkga Bcuuku koHcepBamuB-
HU Memogu u 3HavyumeAHo nogobpaBa kauecmBomo Ha »kuBom npu onepupaHume na-
uueHmu. Pegyamamume Hu nomBbprkgaBam gaHHUMe om Aumepamypama, ye KOAKOMOo
no-paHo caeg omkpuBaHe Ha 3axapeH Auabem mun 2 nauueHmbm 6bge HacoueH 3a one-
pamuBHo AeuyeHue, moakoBa no-gobpu ca peyamamume. NvaHa pemucua Ha 3aboaa-
BaHemo ce NoAYYU UMEHHO NpuU hauyueHmu, onepupaHu go 2 20guHU cAeg omkpuBaHe
Ha guabema. OmcaabBaHemo Ha KuAo2pamu uma KalovoBo 3HauyeHue 3a pemucua Ha 6o-
Aecmma npu onepupaHume om Hac nauyueHmu. MX e 6e3onaceH U HageXxgeH memog 3a
XUPYpP2UYHO AeveHue Ha 3axapeH guabem mun 2, cregonepamuBHume ycAoXKHeHua ca
NO-MaAKUu OM Me3u CAeg Aanapockoncka xoAeuucmekmomua. 3a cbxkareHue B bvazapua
HAMA U32pageH cCmaHgapm u cucmema 3a XUpy2u4yHo AeyeHue Ha 3axapeH Auabem mun 2.

Cnopeg Hawu u Ha hauueHmMume u3vucaeHus, cymama om 8600 reBa, Heobxoguma 3a
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onepauuama, ce Bb3cmaHoBaBa 3a nayueHma 8 pamkume Ha 3 20guHU cAeg onepauuama
OM HamaAeHua npuem Ha megukameHmu, noBuweHama pabomocnocobHocm, nogobpe-
HUA NCUXOAO2UYEH CMamyc U He Ha NOCAEgHO MACMO OM 3HaYUMEeAHO NOogobpeHomMo
kauyecmBo Ha >xuBom.

gery for Treatment of Diabetes Type 2 -
rience

uchezar Lozanov 2, Diana Mileva 3, Rosen Tushev?, Dimitar Tzankov*
pital, UK ', University Hospital Acibadem - Tokuda, Sofia ?, Private Hospital Vita, Sofia ?,
ta Marina”, Pleven *

Aim of the study: To reveal the experience of several teams about treatment and surgical
management of 114 patients with type 2 diabetes mellitus in 4 Bulgarian hospitals during
2008-2018.

Introduction: According to the International Diabetes Federation (IDF) Guidelines
publishedin 2011, Metabolic Surgery (MCA) represents and combines various gastrointestinal
operations to achieve significant weight loss and therefore these operations are an effective
tool for Surgical treatment as:

- an appropriate therapeutic solution for patients with DT2 and Morbid obesity (BMI =35
kg /m?2 (in the European type race).

- a suitable alternative therapeutic solution for patients with DT2 and mild to moderate
Obesity (BMI between 30 and 35 kg / m? in the European type race), who did not achieve
adequate glycaemic control with an optimal medication regimen (or if glucose-lowering
therapy leads to additional weight gain), especially in the presence of other risk factors for
cardiovascular disease.

Materials and Methods: A retrospective assessment was performed of 114 patients, aged
21 to 63 years old and with a Body Mass Index of 32,0 to 67,0 with Diabetes type 2. Three
types of laparoscopic surgical interventions were applied: RYN gastric bypass, mini-gastric
bypass and gastric sleeve resection of the stomach. The Body Mass Index was 31 to 34 in
7 women, aged 38 to 51 years old, where the surgery was undertaken due to inadequate
glycaemic control within 1 year preoperatively. An endoscopic balloon was initially placed
in the stomach in 14 patients and 6 to 8 months later they were operated on. The DIAREM
scale was used to predict the outcome of Surgical Treatment of Diabetes type 2 in 64
patients after 2011.

Results: All patients were followed up 1 to 9 years after surgery. Pre-operative parameters
were recorded before and after surgery as: sex and age, blood glucose profile, HbAc,
medication and applied insulin to treat diabetes, dietary regimen and blood insulin levels.
Complete remission of Diabetes Type 2 - HbAic below 6.0, was reported in 53 patients
including 5 patients with BMI less than 34.0. We found a HbA1c level of 6,0 to 6,5 and fasting
blood glucose of 5,6 to 6,9 mmol / L in 49 patients 14 days to 2 years after surgery. Of these,
41 were only on 1 tablet of Metformin in the morning and a diet, the other patients, 51 to
59 years old had a double dose of Metformin and HbAc levels of 6,2 to 6,5. Improvements
in blood pressure values in 110 patients, normalization of liver enzymes in 107 patients,
improved quality of life in all 114 patients were also documented. The records showed
HbAc levels from 6,4 to 7,0 for the remaining 12 patients, aged 47 to 63 years old, up to 2
years after surgery. Insulin therapy was replaced by medication in 7 of those patients and
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in the remaining 5 patients insulin doses were reduced threefold within 6 months to 1 year
after surgery. Post-operative 30 days mortality rate was 0%. One patient had a myocardial
infarction 48 days after the operation and one 50 years old patient was reported with a
stricture of gastro-jejunal anastomosis, treated with two endoscopic dilatations on 15th and
45™ postoperative days. A reoperation was required in a 48 years old patient about 4 days
after the primary surgery due to a leakage of the resection line in the cardiac area after
Sleeve Gastrectomy. A weight regain of 18 kg was noticed in that patient 3 years after
the operation and he continued the insulin treatment of DT2, but at doses twice as low as
before surgery.

Conclusions: Our experience with Metabolic Surgery has shown that this method of
treating Diabetes type 2 in patients with BMI above 30,0 currently outperforms all conservative
methods and significantly improves the quality of life of the operated patients. Our results
confirm the literature data that patients, who had surgery within a year or two after detection
of Diabetes type 2, achieved the best outcome and control of it. Complete remission of
the disease occurred in patients operated on up to 2 years after the onset of Diabetes type
2. Weight loss played a key role in disease remission. Metabolic Surgery seemed a safe and
reliable method of surgical treatment of DT2. The rate of post-operative complications were
estimated at lower levels than those following laparoscopic cholecystectomy. Unfortunately,
there are no standards and Guidelines for the surgical treatment of Diabetes type 2 in Bulgaria.
According to our and the patients, calculations, the amount of BGN 8600, needed for the
operation, is reimbursed to the patient within 3 years after it and costs saving camefrom the
reduced intake of medications, increased working capacity, improved psychological status
and, last but not least, by significantly improved quality of life.

MembpaHo3Ha Hepponamusg npu nAYUEHMU CbC 3aXapeH

guabem - kauHuyeH nogxog u mepaneBmuyHu pesyamamu
U. 3gpabBkoBa’? E. Tuakuau'?, C. BrageBa'?

MY [roBgub’, YMBAA ,Kacneaa” lNaoBguB, KauHuka no Hegpporoaua?, Kaunuka no EHgokpuHoroaua'?

NMauueHmume cbc 3axapeH guabem ca Hal-20AAM npoueHM cpeg DOAHUME, HYXKga-
ewu ce om 6bbpevHo-3amecmumenHo AeveHue. Ha Hacmoawua eman Bce owe He Cb-
wecmByBa edpekmuBHa mepanua Ha guabemHama Hedpponamua u ycmaHoBaBaHemo Ha
HeguabemHo 6bbpeuHo yBpexkgaHe gaBa Bb3moxkHocm 3a nogobpabBaHe Ha npo2HO3ama
NPU HAKOU NauueHmMu CbC 3axapeH guabem u KAUHUYHU U NapakAUHUYHU gaHHU 3a 2A0-
mepyaonamua. AuabemHa Hegpponamua e gua2Ho3a, kKoamo vyecmo ce nocmaBa u 6e3
Xxucmoao2u4uHo BepuduyupaHe, Ho cbwecmByBam KAuHUYHU U AabopamopHU Kpumepuu,
Koumo HaAazam u3BvpwBaHemo Ha nyHKuuoHHa O6bbpeuHa 6uoncua ([16b), koamo 3a
MomeHma e eguHcmBeHuAM cu2ypeH HauyuH 3a guazHo3a u pa3zpaHuyaBaHe Ha guabemHo
om HeguabemHo 6bbOpeuHo yBperkgaHe. MembpaHo3Hama Hedpponamua (MH) e Bogewa
NpuYuHa 3a HeppomuueH cuHgpom npu Bb3pacmHu U npu pa3zAudHuU npoyuBaHua goc-
muza go 30% npu HeguabemHo 6bbpeuHo yBpeskgaHe npu guabemuuu. NMpoyuBaHe 6
Hawama KAuHuka noka3Ba, ye MH e Hal-yecmama guazHo3a, ycmaHoBaBaHa upes bb
npu guabemHo 6oaHU (16%) Hag 602. Hawama ueA e ga npegcmaBum navuueHmMu C mem-
OpaHo3Ha Hedbponamua, cmapmupawa Ha oHa Ha 3axapeH guabem, noka3zaHuama 3a
u3zBoupwBare Ha Nbb npu guabemuuu u edpekma om npoBegeHama mepanua. MH e yc-
maHoBeHa c bb npu 65 nauueHmu 3a nepuog om 8 2oguHu (2010-20182.). Om max 16
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ca umaAu 3axapeH guabem npu nocmaBaHemo Ha guazHo3ama, 10 Mb>Ke U 6 XKeHu, Ha
Bbv3pacm om 35 go 862. 15 nauueHmu ca cbc 3axapeH guabem mun 2, 1 e cbec 3A mun 1.
3 nayueHmu ca ¢ BmopuyHa MH, 13 ca ¢ nbpBuuHa. AHmuocoaunaza A2 peuenmopHu-
me aHmumeAa, koumo ca ¢ Bucoka cneuuguuHocm u yyBecmBumeaHocm npu nbpBuuHa
MH (cbomBemno Hag 90% u 70%) ca uzcaegBaHu npu 12 nauueHmu, Kamo NOAOXKUMEA-
HU ca camo npu 4 (33%). IMpu Bcuuku nayueHmu ¢ nvbpBuuHa MH e npoBegeHa mepanus ¢
Kopmukocmepougu U UMyHOCYNpecopu, Kamo KAUHUYHA pemucua e nocmuzHama npu 10
(77%). Pe3yamamume noka3Bam, ye npu nayueHmu cbc 3axapeH guabem u Heybegumea-
HU KAUHUYHU U AabOpamopHU gaHHU 3a guabemHa Hepponamua e ymecmHo npoBerkgaHe
Ha 1bb, kamo gokazBaHemo Ha HeguabemHa 2romepyronamua gaBa Bb3morxkHocm 3a
6AazonpuamHo noBauaBane.

Membranous Nephropathy in Diabetic Patients — Clinical
Approach and Therapeutic Results

I. Zdravkova'?, E. Tilkiyan'?, S. Vladeva'?
MU, Plovdiv!, UMHAT ,Kaspela“ Plovdiv - Clinic of Nephrolgy 2, Clinic of Endocrinology’

Diabetics form greatest part of patients requiring renal replacement therapy. There is no
effective treatment of diabetic nephropathy to that moment and diagnosis of nondiabetic
renal disease (NDRD) in diabetics gives the opportunity to improve prognosis in some
cases. Diabetic nephropathy is diagnosed usually without histology but some clinical and
laboratory data raise the possibility of NDRD. Kidney biopsy is the single opportunity for
exact diagnosis and should be performed in these cases. Membranous nephropathy (MN)
is the leading cause of nephrotic syndrome in adults and accounting for up to 30% of renal
biopsies of NDRD in diabetics. A study in our clinic finds MN as the most common histology
pattern (16%) in kidney biopsies in diabetics over 60 years. We present patients with MN
and diabetes at the time of diagnosis, indications for kidney biopsy and results of therapy.
MN is proved in 16 diabetics undergone kidney biopsy for an eight-year period (2010-2018),
10 male, 6 female, aged 35 to 86 years. Fifteen patients have type 2 diabetes and one has
type 1. Three patients have secondary MN and 13 have primary MN. Anti-phospholipase
a2 receptor antibodies that are highly specific and sensitive for primary MN (respectively
90% and 70%) are performed in 12 cases, proving positive in only 4 (33%). All primary
MN patients were subjected to steroid and immunosuppressive treatment leading to clinical
remission in 10 (77%). These results show that kidney biopsy is reasonable in diabetics
without convincing data of diabetic nephropathy as proving NDRD presents opportunities
for favorable outcome.

MuokuHu u Bbaanexugpamua obmaxa

ABop Acb06, AHumoanema lameBa, 3gpaBko Kameno6
Kauruka no EHgokpuHoaoaus, YHuBepcumemcka boaHuya ,ArekcaHgpoBcka’, Cogpua

Lleau: CkenemHume Myckyau noHacmoawem ce Bb3npuemam Kamo eHgOKPUHEH op-
2aH, kolmo, 68 ycaroBua Ha cpuzuvecka akmuBHocm, ekcnpecupa memaboAumHo akmuBHu
MOAEKUAU, HapeyeHU MuokuHu. Lleama Ha Hacmoawomo npoyuBaHe 6e ga xBbpau cBem
AuHa Bbpxy nomeHuuasHama Bpb3ka mexkgy MuokuHume u BbaaexugpamHama obmaHa u
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yuyacmuemo um B namozeHe3ama Ha 3axapeH guabem mun 2.

Mamepuaru u memogu: ToBa npoyuBare Bkatouu 160 Auua, nocmbnuau 8 KauHukama
no EHgOKpuHOAO2UQ 3a oueHka Ha Bba2AaexugpamHama obmaHa. Auyama 6axa pazgeAeHu
8 mpu epynu - makuBa c npeguabem (n=60), 3axapeH guabem mun 2 (n=50) u maku-
Ba cbc cbxpaHeH BberexugpameH moaepaHc (n=50). Tpume 2pynu He ce pa3auyaBaxa
cmamucmuvecku no maxHama Bb3pacm, noroBo paznpegereHue U UHGEKC Ha MeAecHa
maca. Ype3 umyHoeHzumeH memog (ELISA) onpegeauxme HuBama Ha cAegHUMeE cepymHu
MUOKUHU: irisin, myostatin, sestrin-3, fracktalkine. INpocaeguxme Auuama c npeguabem u
me3u CbC CbXpaHeH BbaaexugpameH moaAepaHc 3a nepuog om 1 20guHa u uzcaegBaxme
npegukmuBHama cmoulHocm 3a uzcaegBaHume muokuHu 3a pa3zBumue Ha memaboAumHu
OMKAOHEHUA.

Pezyamamu: Cepymuuam irisin npoepecuBHo HamanaBawe, a cepymHuam myostatin
6e cmamucmuyecku 3Havumo no-Bucok ¢ BrowaBaHe Ha BbeaexugpamHua moaepaHc
(p<0,05). YcmaHoBuxme HeeamuBHa KopeAauyua Ha cepymHua irisin ¢ obwua xorecme-
poa (r=-0,246, p<0,05), Bv3zpacmma (r=-0,457, p<0,01), obukoaka Ha maauama (r=-0,191,
p<0,05) u no3zumuBHa Ha cepymHua myostatin ¢ 6b3pacmma (r=0,352, p<0,01), GGT
(r=0,425, p<0,01), 2AukupaHua xemo2A0b6uH (r=0,272, p<0,05). INpoBegeHua aHaAu3 Ha
ROC-kpuBu nokasa, 4e npu egHozoguwHo npocaegaBaHe Ha BucokopuckoBu 3a 3axapeH
guabem Auua, no-Huckuam cepymet irisin (AUC=0,705, p<0,001) u no-Bucokuam cepymeH
myostatin (AUC=0,712, p<0,001) mo2am ga ce uznoa3zBam kamo npegukmopu 3a pazBumue
Ha 3axapeH guabem mun 2. CepymHume HuBa Ha muokuHume sestrin-3 u fracktalkine He ko-
peAupaxa 3Ha4umo ¢ uzcaregBaHume aHMponoMeMPUYHU U BUOXUMUYHU NOKa3ameAu.

3akaroyenue: Hawuemo npoyuBaHe gemoHcmpupa, ye B8 uzcaegBarama BucokopuckoBa 3a
memaboAUMHU OMKAOHEHUA NONYAAUUS, CEPYMHUME MUOKUHU KOpeAupam € pa3AudHu buo-
XUMUYHU U aHMpONOMeMpUYHU hapamempu Ha memaboaumHomo 3gpaBe. YcmanoBeHume
acouuauuu hocmaBam cepuo3Hu Bbnpocu 3a Bpb3kama um ¢ BbaaexugpamHama oomaHa.

Myokines and Carbohydrate Metabolism

Yavor Assyov, Antoaneta Gateva, Zdravko Kamenov
Clinic of Endocrinology, University Hospital ,Alexandrovska”, Sofia

Aim: Skeletal muscles are currently widely accepted as an endocrine organ that, in the
state of physical activity, expresses metabolically active molecules, called myokines. The aim
of the current study was to elucidate the potential association between the myokines and
the carbohydrate metabolism and their potential involvement in the pathogenesis of type 2
diabetes mellitus.

Materials and methods: This study included 160 individuals admitted in the Clinic of
Endocrinology for the evaluation of their carbohydrate metabolism. The participants were
divided into three groups - those with prediabetes (n=60), type 2 diabetes mellitus (n=50) and
those with normal carbohydrate tolerance (n=50). The three groups were age, sex and BMI-
matched. We have performed biochemical and anthropometric evaluations to establish the
individual metabolic risk. By means of immunoenzyme method (ELISA) we have determined
the serum levels of the following myokines: irisin, myostatin, sestrin-3, fracktalkine. We have
followed-up the subjects with prediabetes and those with normal carbohydrate intolerance
for a period of 1 year and we have measured the predictive value of the evaluated myokines
for the development of metabolic disturbances.
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Results: Serum irisin progressively decreased, and the serum myostatin was statistically
significantly higher with worsening of the glucose tolerance (p<0,05). We established a
negative correlation of the serum irisin with total cholesterol (r=-0,246, p<0,05), age (r=-
0,457, p<0,01), waist circumference (r=-0,191, p<0,05) and a positive correlation of the serum
myostatin with age (r=0,352, p<0,01), GGT (r=0,425, p<0,01); HbA1c (r=0,272, p<0,05). ROC-
curve analysis showed that in a one-year follow-up of high-risk individuals, lower serum irisin
(AUC=0,705, p<0,001) and higher serum myostatin (AUC=0,712, p<0,001) can be used as
predictors for the development of type 2 diabetes mellitus. Serum levels of sestrin-3 and
fracktalkine did not correlate significantly with any of the anthropometric and biochemical
parameters.

Conclusion: Our study has demonstrated that in the aforementioned high-risk for
metabolic disturbances population, serum myokines correlated with various biochemical and
anthropometric outcomes for metabolic health. The established associations raise serious
questions with regards to their possible connection with the carbohydrate metabolism.

Yecmoma Ha ocHoBHume komnoHeHmMu Ha MemaboAumeH
CUHgpPOM npu Bbv3pacmHu Auua cbc 3axapeH guabem mun 1

Muna CepgapoBa, Lj6emaauna Tanko6a, Pymana AumoBa, HeBena YakopoBa,

AHu Togopo@Ba, lNMoauHa LjapkoBa
KauHuveH ueHmsp no eHgokpuHoAo2ua u eepoHmoaoaus, MeguuuHcku YHuBepcumem, Cocpua

V6og: INpegBug mpaltHama meHgeHyua kbm npozpecuBHo nokauBaHe Ha yecmomama
Ha 3amAbcmaBaHe u memaboAUMEH CUHGPOM NPU hauueHmMume CbC 3axapeH guabem
mun 1 8 cBemoBeH mawab u noBuweHuam cbpgeuHo-cbgoB puck 6 maszu nonyaauus, e
BaxkHo ga ce aHaAu3zupa puckoBuam npoua Nnpu me3u navueHmu.

LleA: Aa ce ouegHu yecmomama Ha ocHoBHUMe KoOMNOHEeHMU Ha MemaboAUMEH CUHQ-
POM NpU hauueHMu cbC 3axapeH guabem mun 1.

Mamepuaa u memogu: O6wo 301 nayueHMu cbe 3axapeH guabem mun 1 (3A mun 1)
- 180 »keHu u 121 mbxke, Ha cpegHa Bb3pacm 39,1 + 13,32., c gaBHocm Ha 3aboraBaHemo
9,0£4,2 2oguHu u cpegeH HbA1c 9,0 + 1,8% ca BkatoueHu B HacmoawWoOMO KPOC-CEKUUOH-
Ho npoyuBaHe. NayueHmume ca pa3zgeaeHu B8 2pynu no noa, Bb3pacm (< u > 45 20guHu),
gaBHocm Ha 3aboaaBaHemo (c HoBoomkpum 3A mun 1, ¢ nog 5-2oguwHa gaBHocm,c
5-10-eoguwHa gaBHocm u ¢ Hag 10-2oguwHa gaBHocm) u 2aukemudeH KoHMpoA (HbA1<
u > 7,5%). Mpu Bcuuku nayueHmu ca npoBegeHu aHmMponomempuyHu uzmepBaHua Ha
PbCM, MEe2A0 U e U34YUCAEeH UHgeKC Ha meaecHa maca (MTM). Mi3mepeHo e apmepuaAHO
HaAn2aHe Npu cmaHgapmHu ycaoBus. M3caegBan e AunugeH npogua - 06w, XoAeCmepoA,
HDL-xoanecmepoa, LDL-xornecmepoa, mpuz2auuepugu N0 eH3UMeH KOAOPUMEMpPUYEH me-
mog (Roche Diagnostics). Cmamucmuyeckuam aHaAu3 Ha gaHHUmMe e u3BbpweH ¢ nakem
SPSS (Bepcua 21.0).

Pezyamamu: B uzcaegBaHama koxopma ce ycmaHoBu yecmoma Ha HagHOPMEHO me-
2A0 U 3amabcmaBare coomBemHo 24% u 8%, Ha apmepuaaHa xunepmonua (AX) - 32 %,
u Ha gucaunugemun - 50 %. HabatogaBa ce 3Hauumo no-Bucoka yecmoma Ha HagHOPMEHO
me2A0 U 3amabcmaBaHe npu navueHmume > 45-20guwHa Bb3pacm (cbomBemuo 41%
u 12%, cnpamo 16% u 7%, p<0,0001) u Ha HagHOPMEHO Me2A0 npu MbXke (31% cnpamo
18%, p=0,03). He ce ycmaHoBu Bpb3ka mexkgy MTM u gaBHocmma Ha 3aboraBaHemo
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(p=0,242) u 2AaukemuuHua KoHMpoa (p=0,214). Yecmomama Ha AX HapacmBa 3Hauyumo B
epynume ¢ yBeauuaBaHe Ha gaBHocmma Ha 3A mun 1:11% npu HoBoomkpum 3axapeH
guabem, 25% npu < 5-2zoguwHa gaBHocm, 22% npu 5-10-2oguwHa gaBHocm u 45% npu >
10-2oguwHa gaBHocm (p<0.0001). Aucaunugemuama cbw,o noka3zBa 3Havuumo no-Bucoka
yecmoma B8 2pynume c pazauuHa gaBHocm Ha 3aboaaBaHemo - cbomBemuo 41%, 44% u
61%, cnpamo 2pynama ¢ HoBoomkpum 3A mun 1 - 29% (p=0,002). Bb3pacmma ce okaz-
Ba puckoB dakmop 3a pazBumue Ha AX u gucaunugemus, Kamo puckbm ce noBuwaba
3,9 nbmu 3a AX (OR 3,9, 95% ClI:2,7-5,5) u 1,9 nbmu 3a gucaunugemua (OR 1,9, 95% ClI:
1,4-2,8) npu nauueHmu cbc 3A mun 1 > 45-2oguwHa Bv3pacm. B 2pynume cnopeg noa u
2AUKEMUYEH KOHMPOA He ce omyuma pa3auka 8 yecmomama Ha AX u gucaunugemus.

3akaoyeHue: TloayyeHume pe3yamamu nokazBam Bucoka yecmoma Ha ocHoBHume
KOMNOHEHMU Ha memaboAumeH cuHgpom npu Bb3pacmHa nonyaauua nauueHMu cbC 3a-
xapeH guabem mun 1. Kamo ocHoBHu puckoBu pakmopu ce ouepmaBam Bv3pacmma u
gaBHocmma Ha 3aboaaBaHemo.

Prevalence of the Main Components of the Metabolic
Syndrome in Adults with Type 1 Diabetes

Mina Serdarova, Tsvetalina Tankova, Rumyana Dimova, Nevena Chakarova, Ani

Todorova, Polina Tsarkova
Clinical Center of Endocrinology and Gerontology, medical University, Sofia

Introduction: Considering the sustained trend towards progressively increasing
prevalence of obesity and the metabolic syndrome in patients with type 1 diabetes worldwide
and increased cardiovascular risk in this population, it is important to analyze the risk profile
of these patients.

Aim: To assess the prevalence of the main components of the metabolic syndrome in
patients with type 1 diabetes.

Material and methods: A total of 301 patients with type 1 diabetes (T1D) - 180 females
and 121 males, of mean age 39,1% 13,3 years, mean duration of the disease 9,0+4,2 years
and mean HbAic 9,0 £ 1,8% were enrolled in this cross-sectional study. The patients were
divided into groups according to gender, age (under and over 45 years of age), duration of
diabetes (with newly diagnosed type 1, under 5 years of duration, 5-10 years of duration
and over 10 years of duration) and glycemic control (HbAic <and > 7,5%). Anthropometric
measurements of height, weight, and calculation of body mass index (BMI) were performed in
all participants. Blood pressure was measured under standard conditions. Lipid profile - total
cholesterol, HDL-cholesterol, LDL-cholesterol, triglycerides was examined using an enzyme
colorimetric method (Roche Diagnostics). The statistical analysis of data was performed with
SPSS (21.0 version).

Results: The prevalence of overweight and obesity in the studied cohort was estimated to
be 24% and 8% respectively, of arterial hypertension (AH) - 32% and of dyslipidemia - 50%.
We observed that the prevalence of overweight and obesity is significantly higher in patients
over 45 years of age (41% and 12% vs. 16% and 7%, p <0,0001) and overweight and obesity
are significantly higher in males (31% vs. 18 %, p = 0,030). No relationship between BMI and
duration of the disease (p = 0,242) and glycemic control (p = 0,214) was found.

The incidence of AH increased significantly in the enrolled groups with the increase of the
duration of T1D: 11% for newly diagnosed, 25% for under 5 years of duration, 22% for



5-10 years of duration and 45% for over 10 years of duration (p <0,0001). Dyslipidemia also
showed significantly higher incidence in the groups with increasing duration of the disease
- 41%, 44%, 61%, respectively, compared to newly diagnosed T1D - 29% (p = 0,002). Age
appears to be a risk factor for the development of AH and dyslipidemia, with the risk rising
3,9 times for AH (OR 3.9, 95% Cl:2,7-5,5) and 1.9 times for dyslipidemia (OR 1,9, 95% CI:
1,4-2,8) in patients with T1D over 45 years of age. As to males and females and the groups
with different glycemic control, no difference in the prevalence of AH and dyslipidemia is
reported.

Conclusion: The results obtained demonstrate a high prevalence of the main components
of the metabolic syndrome in an adult population of patients with T1D. The main risk factors
appear to be age and duration of the disease.

Ouenka Ha poanama Ha Hakou puckoBu ¢pakmopu 3a

pasBumue Ha guabemHo cmbnano
AHu TogopoBa, Lj6emaauna TaHkoBa, HeBena YakwvpoBa, Pymana AumoBa,
MuHa CepgapoBa

KauHuyeH yeHmsp no eHgokpuHoAo2ua u eepoHmonoaus, Meguuyurcku YHuBepcumem, Cocpua

Llea: Llea Ha Hacmoawomo npoyuBaHe e ga ce HanpaBu oueHka Ha poAama Ha pa3AuY-
HU puckoBu hakmopu 3a pazBumue Ha guabemHo cmbnaao.

Mamepuaru u memogu: B u3zcregBaHemo ca BkatoueHu 82 nauueHmMU CbC 3axa-
peH guabem, pa3zgereHu B gBe 2pynu - 41 nayueHmu c guabemHo cmbnaro (cpegeH
NTM 30,4+5,6 ke/m?, cpegHa Bb3pacm 60,2+11,32., cpegHa gaBHocm Ha 3aboaaBaHemo
17,7£9,72.; 7 cbe 3axapeH guabem mun 1 u 34 cbe 3axapeH guabem mun 2) u 41 cbom-
BemHu no noA u Bb3pacm nauueHmu 6e3 guabemHo cmbnaro (cpegeH VITM 30,6+5,8
ke/m?, cpegHa Bb3pacm 60,3+11,42., cpegHa gaBHocm Ha 3aboaaBaHemo 14,5 8,22,
14 cbe 3axapeH guabem mun 1 u 27 cbe 3axapeH guabem mun 2). Ha Bceku yuacmHuk
e cHema aHamHe3a, uzBvpweH e u3zukareH npeaaeg, BkarouBaw, cmamyc Ha CMbNaaa;
u3zcaegBaHu ca aHmponomempuyHuU nokazameau (pbecm, meaao, ITM), HbA1c no myp6u-
gumempuueH NGSP cepmuduyupar memog (Roche Diagnostics), u 6bbpeuHa gpyHkuus -
KpeamuHUH U omHoweHue aAbyMuH: KpeamuHuH B cympewHa ypuHa No eH3uMeH Memog
(Roche Diagnostics). ThomepyaHama cpuampauun e u3uucaeHa no gpopmysama CKD-EPI.
Cmamucmuyeckuam aHaAu3 Ha gaHHume e u3zBvpwer ¢ nakem SPSS (Bepcusa 21.0).

Pezyamamu: B 2pynama ¢ guabemHo cmbnaao ce ycmaHoBaBa 3Havumo no-Bucoka
yecmoma Ha XpoHu4Ho O6vbbpeuHo 3aboaaBaHe B cpaBHeHue ¢ epynama 6e3 guabemHo
cmbnano - 55% cnpamo 32% (p = 0,045). He ce ycmanoBaBa 3Hauuma pazauka 6 2auke-
MuyHuUa koHmpoa (HbA1c), anHmponomempuyHume nokazameau (pbcm, MITM) u gaBHocm-
ma Ha 3aboaaBaHemo mexxgy gBeme u3zcaegBaHu 2pynu (p>0,05 3a Bcuuku nokazameau).

3akaoyeHue: MauueHmume ¢ guabemHo cmbnaro noka3zBam 3Hauumu npomeHu 6
6vbOpeuHama gyHkuua 6 cpaBHeHue ¢ nauyueHMu cbc 3axapeH guabem 6e3 guabemHo
cmbnano, HezaBucumo om 2AUKeMUYHUA KOHMPOA U gaBHocmma Ha 3aboaaBaHemo. Xpo-
HU4YHOMO OBLOpeuHo 3aboaaBaHe MoXke ga ce pa3aaexkga Kamo gonbAHUMEAEH puckoB
dpakmop 3a pazBumue Ha guabemHo cmbnaao.

e
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Assessment of the Role of Some Risk Factors for the

Development of Diabetic Foot
Ani Todorova, Tsvetalina Tankova, Nevena Chakarova, Rumyana Dimova,

Mina Serdarova
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Aim: The aim of the study is to assess the role of different risk factors for the presence of
diabetic foot.

Materials and methods: 82 patients with diabetes mellitus, divided into two groups - 41
patients with diabetic foot (mean BMI 30,4 £ 5,6 kg/m? mean age 60,2+11,3 years, mean
duration of the disease 17,7£9,7 years, 7 with type 1 diabetes and 34 with type 2 diabetes)
and 41 age and sex-matched patients without diabetic foot (mean BMI 30,6+5,8 kg/m?,
mean age 60,3+11,4 years, mean duration of the disease 14,5£8,2 year; 14 with type 1
diabetes and 27 with type 2 diabetes) were included in the study. Medical history was
collected for each participant, physical examination was performed, including foot status;
anthropometric parameters were measured (height, weight, BMI), HbA1c was assessed by
turbidimetric NGSP certified method (Roche Diagnostics), and renal function was evaluated
by measuring serum creatinine and albumin:creatinine ratio in a morning urine sample by
enzyme method (Roche Diagnostics). Glomerular filtration rate was calculated using the
CKD-EPI formula. The statistical analysis of data was performed with SPSS (21.0 version).

Results: A significantly higher incidence of chronic kidney disease was found In the
diabetic foot group as compared to the group without diabetic foot - 55% vs. 32% (p
= 0,045). There was no significant difference in glycemic control (HbAic), anthropometric
parameters (height, BMI) and the duration of the disease between the two groups (p> 0,05
for all).

Conclusion: Patients with diabetic foot show significant changes in renal function compared
to patients without diabetic foot, regardless of glycemic control and disease duration. Chronic
kidney disease can be considered an additional risk factor for the development of diabetic foot.

Mcuxonozuyecka Hazaaca kbm 3aborgBaHemo npu nayueHmu

Cbc 3axapeH guabem
M. lMemkoBa, P. KpymoBa

Cogputicku yHuBepcumem, MeguuuHcku pakyrmem, Vb ,Aozerey”, Cogpua

3axapHuam guabem e XpoHu4Ho 3ab0AaBaHe, Koemo uma cepuo3Ho ompaxkeHue Bbp-
Xy AUYHOCMMa Ha hauueHmume. Haz2aacama KbmM HE20 Cbgbpyka peguua achekmu, egHa
Yyacm om KOumo ca pa3uoHaAu3upaHu, a gpyau ca 8 emouuoHaAHamacdepa.

Llea: Llea Ha Hacmouwemo u3caegBaHe bewe ga ce uzcaegBa ncuxoroz2uyeckama Ha-
2Aaca KbM GoAecmma npu nauueHmMu Cbe 3axapeH guabem.

Mamepuanr u memogu: bewe npoBegeHo cpe3oBo uzcaegBaHe npu 36 nauyueHmu
cbC 3axapeH guabem (19 moxke u 11 »eHu) Ha Bb3pacm om 19 go 36 20g. 3a ueaume Ha
uzcaegBaHemo bewe KOHCMpPYupaHa NCUXOAO2UYHA Memoguka, koamo BkaouBa 8 camo-
oueHbuHU Bbnpoca.

Pe3yamamu: AHaau3bm Ha gaHHUMeE oM aHKemama no3a3a, Ye Hal-yecmama nbvpBo-
HavaAHa peakuua npu guazHocmMuuupaHe Ha 3aboaaBaHemo cpeg aHkemupaHume nauu-
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eHmu e ,06bpkBaHe”, caegBaHa om ,6e3nokolicmBo” u ,woK”. AHaAU3bM Ha aHKemama
noka3zBam Haauuue Ha Ge3cb3zHaBaHo >KeaaHue u cmpemexk Ha boAaHume 3a omxBbpaaHe
Ha 3a6oAaBaHemo kamo 3anAaxa, o6e3ueHaBaHe mexkecmma Ha XpoHUYHOMO 3aboaaBa-
He u peguua mpygHocmu B npoueca Ha NCUXUYHO UHMe2pupaHe.

U36ogu: OueHkama Ha NCUXOAO2UYHOMO CbCMOAHUE Ha BOAHUME CbC 3axapeH gua-
6em e BaxkeH eAemeHM oM uaroOCMHama 2puyka 3a me3u nauueHmu. ToBa 6u nomozHaAo
3a uzepakgaHe Ha agekBamHa cmpamezaua 3a cnpaBaHe cbc 3aboaaBaHemo.

Attitude towards the Disease in Patients with Diabetes Mellitus

Petkova, R. Krumova
SU, Medlical Faculty, UH ,Lozenetz”, Sofia

Diabetes mellitus is a chronic disease that affects patient™s behavior. The attitude of the
patients towards their disease has many aspects-both conscious and unconscious.

Aim:

To evaluate the attitude of the patients with diabetes mellitus towards their disease.

Material and methods:

It was a trans-sectional study, including 36 patients with diabetes mellitus (19 man and 11
females), age between 19 and 64 years. The physiological method with 8 questionnaires was
developed for this aim.

Results:

The initial response of the patients to the diagnosis was ,confuse”, ,frustration”, ,shock”.
The analyses of the questionnaires demonstrate the impact of the disease on the emotional
state, self-perception and the psychological status of the patients.

Conclusion:

The evaluation of the psychological status in patients with diabetes mellitus is important
part of their care. On the basis of the evaluation one proper strategy for the disease
management can be established.

ObpasHu uscanegBaHug B guazHocmukama Ha uHcYyauHoMa -

kAuHu4eH cayyau

AHmoaHema Apzamcka, boan HonyeB8, Mapua OpbeyoBa

Kauruka no EHgokpuHoaozus, YMBAA ,CB. [eopau”, [NroBgub

Cekyua EHgokpuHoaoeus, Bmopa kamegpa no BbmpewHu ooaecmu, MY, |_|A06gu6

NMpegcmaBa ce cayual Ha 31-20guwieH MbXK ¢ npucmbnu Ha obbpkBaHe, gezopueH-
mauun u HeagekBamHo noBegeHue. Npuemar aHmuenuaenmuyHu cpegcmBa 6e3 ecpekm
Bbpxy cumnmomamukama. BvB Bpb3ka cbe 3auecmaBaHe Ha enu3ogume u HacmbnBaHe
Ha kavyecmBeHu npomeHu B cb3HaHuemo cbyemaru c azpecuBHo noBegeHue ca npoBe-
geHu obpa3Hu u gyHKuuoHaAHU u3zcAaegBaHua (MPT Ha 2A. mo3bK, EE), koumo He yc-
maHoBaBam namoaAo2u4yHU NnpomeHu. B xoga Ha ymouHaBaHe Ha pa3AudHU NO Xapakmep
enuAenmudoOpMeEHU NPUCMbBNU ca peaucmpupaHu cmolHocmu Ha Kp. 3axap 1,3 - 1,5
MMOA/A. TTauueHMbM e HacoueH KbM KAUHUKA NO eHgOKPUHOAO2UA, Kbgemo ce goka3Ba
op2aHu4YHa xunepuHcyauHemus. NpoBegeHume guazHocmuyHu 0bpa3Hu uzcaegBaHun
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(MPT Ha kopem, cuuHmuzpadua ¢ okmpeomug, KT Ha kopem, eHgockoncka exozpacdus,
eHmepockonua) He gaBam kamez2opuyeH pe3yamam 3a AokaAu3auuama Ha npoueca. 3a-
novHama e mepanua ¢ gua3zokcug u kopmukocmepougu 6e3 cbwecmBern epekm Bbpxy
HuBama Ha kpbBHa 3axap. MET/KT ¢ 18F-FDG ycma+HoBaBa memaboaumHo akmuBHa Ae3un
B onawkama Ha naHkpeaca. Caeg u3zBopwBaHe Ha napuyuaAHa pe3ekuua Ha naHkKpeaca ce
nomBbprkgaBa HaAuduemo Ha gugepeHuupaH HeBpoeHgoKPUHEH MYMOP - UHCYAUHOM.
lfoguHa u noaoBuHa caeg uHmepBeHuyuama nauueHmMbvmM e 6e3 cyoekmuBHu onaakBaHua u
AabopamopHu omkAoHeHUa B xopmoHaAHO-MemaboAumHua cmamyc. pu onucaHua cAy-
yal npaBuaHama guazHo3a ce 3a0aBa HAKOAKO 20guHU. XapakmepHama KAUHu4Ha u3aBa
CbC CUMNMOMU Ha HeBpoz2AloKoneHUA MoXKe ga e HecneuudpuyHa u BapuabuaHa, Koemo
u3zuckBa 3agbAboueHa oueHka u pa3zwupabBaHe Ha guepeHyUuaAHO-gua2HOCMUYHUA NPO-
uec. buoxumuyHama guazHo3a He npegcmaBasaBa mpygHocm, HO moyHama npegonepa-
muBHa AoKaAu3auua Ha npoueca noHakoza e npegu3zBukameacmBo u yecmo Haraza KOM-
ObuHupaHomo u3noa3zBaHe Ha oOpazHUMeE MexHUKU.

Imaging Studies in the Diagnosis of Insulinoma -

a Case Report

Antoaneta Argatska, Boyan Nonchev, Maria Orbetzova
Clinic of Endocrinology, UMHAT ,Sv. Georgi” Plovdiv
Section of Endocrinology, Second department of internal disease, Medical University Plovdiv

We report a case of a 30-year-old man, who suffered episodes of confusion and abnormal
behaviour. He had been treated with antiepileptic drugs with no effect. Due to increased
frequency of the symptoms coupled with altered state of consciousness and aggressive be-
haviour imaging and functional studies had been conducted (MRI, EEG) with no pathological
findings. In the course of defining his various seizures low values of blood glucose 1,3-1,5
mmol/l were recorded. The patient was referred to clinic of endocrinology where the bio-
chemical diagnosis of endogenous hyperinsulinemia was established.

Diagnostic imaging studies (MRl of abdomen, octreotide scan, CT of abdomen, endo-
scopic ultrasound, enterography) did not provide the localization of the tumor. Diazoxide
and corticosteroid therapy was inititated without significant effect on blood glucose levels.
18F-FDG PET/CT established a metabolically active lesion in the pancreatic tail. After partial
pancreatic resection the presence of a differentiated nueroendocrine tumor - insulinoma
was confirmed. A year and a half following the surgery the patient has no complaints and no
laboratory abnormalities. In the presented case the correct diagnosis has been delayed for
several years. The typical clinical manifestation characterised by the symptoms of neuroglu-
copenia may be nonspecific and variable, thus requiring thorough evaluation and widening
the dignostic approach. Biochemical diagnosis is not a difficulty, but accurate pre-operative
localization of the process is sometimes a challenge and often requires combined use of
imaging modalities.
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Pegku 3ab6o0Aa6aHua om obaacmma Ha
mupeougHama u KOCmHa namoAoz2us

OcmeozeHe3uc umnepdpekma npu BrapacmHu

I1. MonuBaroB, H. TemeakoBa, A. lepzaHoBa
Omge/\eHue NO KAUHUYHa geH3umomempua U KOCmHyu memaboAumHu 3360/\96&HUH,
YMBAA ,ArekcaHgpoBcka”, Cogpua

and Bone Pathology

OcmeozeHe3uc umnepgekma (,6o0aecm Ha yynauBume kocmu*) e pagko HacaegcmBe-
HO 3aboAaBaHe Ha cbeguHuMeAHama mbkaH ¢ 6orecmHocm 1 Ha 20 000 paxkgaHus. [Npu-
yuHaBa ce om mymauuu Ha 2eHa Kogupaw KoAazeH mun |, koimo e ocHoBeH cmpykmypeH
NpPOMeUH 3a Kocmume, CYxoXKuAuama, AuzameHmume, Xpywaaume, Ko>kKama, CKAepume,
Kakmo u 3a aopmama, KAanume Ha Cbpuemo, kanuaapume u mpombouumume. [Nlopagu
CUAHO Bapupawume neHempaHMHOCM U ekcnpecuBHOCM Ha Mymupawua 2eH peHomun-
Hama u3aBa Ha 3a60Aa8aHemo e MHO20 pa3zAuvHa gopu 6 egHo cemelicmBo. Bb3 ocHoBa
Ha 2eHeMuYHU, PEHM2EHOAO2UYHU U KAUHUYHU Kpumepuu 3aboaaBaHemo ce pa3geaq Ha
9 cybmuna. OcmeozeHe3uc umnepgekma 3HayumeaHo yBeauuaBa 3aboreBaemocmma u
CMbpmHOCcMmMa Ha 6oAHUMe.

KAuHuuyHama guazHo3a ce nocmaBa 6v3 ocHoBa Ha mHoXxecmBomo ampaBmamuvHu/
amunuYHU opakmypu, pamuaHama aHamHe3a U ekcmpackeremHume u3aBu, koumo npu
Xxemepo3u2zomume 4ecmo ca CYOKAUHUYHU. TunuyHUME KAUHUYHU CUMNMOMU Ca MHOXKe-
cmBo bpakmpypu u gegopmayuu Ha KOCMuUMmMe, HUCHK PbCm, CKOAUO3a, CUHU CKAepu,
xunepmobuaHocm Ha cmaBume ¢ yecmu AyKcauuu u MHO20 pa3zmeaauBa koxka. Xapak-
mepHUMe ekcmpackearemHu u3aBu ca paHHomo o2aywaBaHe, KAanHU NOpoUU, aopMHa
guAamauun, guxameAHa HegoCmambyHOCM hopagu KuOCKOAUO3a U XeEMOPA2UYHU gu-
ame3u. AugepeHuuarHama guaz2Ho3a € MHO20 WUupoKa Kamo 3a onopHo-gBuzameaHus
anapam obxBawa cuHgpomume Ha caAabocm Ha CbeguHumeAHama mbkaH, gpyau pegku
boAaecmu, paxum/ocmeomanauus.

MpocaegaBaHemo Ha 6oaHumMe ce npoBexkga npe3 1-2 2oguHu ¢ ayguomempusn, DXA,
KAacuvecku peHmeeH, cnupomempus, ExoKT, EKI u HeBpoaozuuHo uzcaegBare. AekyBam
ce no obwume npaBuaa ¢ bugochoHamu.

[Mpu ocmeozeHe3uc umnepgekma KocmHa NAbmHocm Ha noroBo 3peaume nayueHmu
e Hucka (okoao -3,5 T-score), kamo ompa3zaBa mexxecmma Ha 3aboaaBaHemo. Npu egHak-
Ba KOCmMHa NAbMHOCM PpakmMypHUAM puck e 3HauumeAHo no-Bucok npu 6oAHUME nopa-
gu no-Huckama BMD, BAoweHomo kayuecmBo Ha Kocmma u UAAOCMHOMO HapyweHue Ha
onopHo-gBuzameaHua anapam yBeauvaBawo pucka om nagaHus. lNauueHmume ca ¢ npe-
MeHONay3aAHa 0CMeonopo3a, KOAMO CUAHO akueAepupa npu noaBama Ha gpyau puckoBu
hakmopu - bpemeHHOCM, KbpMeHe, MeHoNay3a, cmapeeHe, obezgBuxkBaHe u gpyau.

M3aBama Ha ocmeoezeHe3uc umnepgekma 6 gemcka Bb3pacm e camo ,Bbpxbm Ha
aticbepea” cnpamo cybkAuHUYHUME KbCcHU u3aBu npu Bb3pacmHume, npoaBaBawu ce ¢
paHHa me>kka npemeHonay3aAHa uAu O6bp30 npoz2pecupawia hocmmeHonay3aAHa ocme-
0nopo3a, u ocobeHo ¢ ekcmpackeaemHume u3aBu Ha borecmma.

T
=)
£
~
Y
=)
3
2
iy
v
=
5
7,
-
7,)
S
0
-2
Q
&
S
x

XI HayuonareHn KoHepec no engokpuHoAozus, 2018



Osteogenesis Imperfecta in Adults

P. Popivanov, N. Temelkova, A. Gerganova
Department of clinical densitometry and bone metabolic diseases,
University Hospital ,,Alexandrovska®”, Sofia, Bulgaria

Osteogenesis imperfecta (,brittle bone disease”) is a rare inherited connective tissue
disorder with incidence 1 per 20 000 births. It is caused by mutations in genes encoding
collagen type I, which is a structural protein for bones, tendons, ligaments, cartilage, skin,
sclerae, as well as for the aorta, heart valves, capillaries and platelets. Due to widely variable
penetrance and expressivity of the mutant gene the phenotypic presentation of the disease
differs substantially even in one family. The disorder is classified into 9 subtypes according
to genetic, radiographic and clinical characteristics. Osteogenesis imperfecta significantly
increases the mortality and the incidence rate of consecutive disorders.

The clinical diagnosis is based on multiple non-traumatic/atypical fractures, family history,
and extraskeletal presentation, which in heterozygous frequently are subclinical. The most
typical symptoms are multiple fractures, bone deformities, low height, scoliosis, blue sclerae,
joint hypermobility with frequent luxations and highly stretchy skin. It is pretty common
to observe hearing loss with early onset, valvular heart disease, aortic dilation, pulmonary
insufficiency due to kyphoscoliosis and hemorrhagic diathesis. The differential diagnoses are
numerous, as for the musculoskeletal system they comprise all of the syndromes associated
with connective tissue insufficiency, other rare diseases, rickets/osteomalacia.

The patient follow-up should be done every 1-2 year with audiometry, DXA, X-Ray
modality, spirometry, echocardiography, ECG and neurologic examination. The patients
were treated according to the guidelines with bisphosphonates.

In osteogenesis imperfecta the BMD of the young sexually differentiated patients is low
(approximately -3,5 T-score), which correlates with the disorder severity. In cases presenting
with the same BMD the fracture risk is greater due to lower BMD, deteriorated bone quality
and overall disorder of the musculoskeletal system, which increases the fall risk rate. The
patients present with premenopausal osteoporosis, which accelerates in presence of other
risk factors, such as - pregnancy, lactation, menopause, aging, immobility, etc.

The clinical manifestation of osteogenesis imperfecta in children is only ,the tip of the
iceberg” compared to the subclinical late manifestations in adults. They are demonstrated
with early severe premenopausal or rapidly progressing postmenopausal osteoporosis, and
particularly the extraskeletal disease manifestation.

CbyemaHue Ha ocmeozeHe3uc umnepdpekma u

naHxunonumyumapusbm — kAuHu4eH cayyall

AHmoaHema Apzamcka, boan Honye6, lNpecuana Hazoro6a, Mapua OpbeyoBa
Kauruka no EHgokpuHoaozaus, YMBAA ,CB. [eopau”, [TroBguB
Cekyua EHgokpuHoAo2aus, Bmopa kamegpa no BempewHu 6orecmu, MY, lNroBgub

MpegcmaBa ce cayual Ha 52-20guwieH MbXK, NpU KOUMO ca HaAUue gaHHU 3a 0Cmeo-
2eHe3uc umnepgekma - KoCmHu gecpopmumemu, maapopmamuBHuU cmua2mu, CUHU CKAe-
pu, npembpnaHu MHoXkecmBo hpakmypu npu muHumasHa mpaBma, pamuaHoCm 3a 3a-
6oaaBaHemo. B paHHa gemcka Bb3pacm ce HabalogaBa uzocmaBare 66 uzuueckomo
pazBumue u nayueHMbBM e guazHOCMuUUUpPaH C Xxunogu3apeH HaHu3bm. BbB Bpb3ka c
Auncama Ha nybepmemto pazBumue u cuaHo uzocmaBaHe Ha kocmHama Bb3pacm e
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ycmaHoBeH xuno2oHagomponeH Xuno20Hagu3ibm. HAKOAKO 20gUHU NO-KbCHO Ce OMKPU-
Ba mexxka ocmeonopo3a (T-score=-7,1SD) e 3ano4yHamo 3amMecmumMeAHO AeYeHue C mec-
mocmepoHoB npenapam. Mo Bpeme Ha xocnumaau3auuasma 6 KAUHUKA NO EHJOKPUHOAO-
2Uuf ce peaucmpupam XOPMOHaAHU gaHHU 3a BmopuueH xunomupeougu3ibm, BmopuyeH
xunokopmuuu3bm u MPT gaHHU 3a aHOMaAuAa Ha UHYHgubyayma Ha Xunocpu3zapHama
KAe3a CbC 3agHa eKmonua Ha »Ae3ama u XxunonaacmuuHa ageHoxunodgu3ia. OnucaHuam
cAayyval npegcmaBaaBa npeguzBukameacmBo B8 mepaneBmuueH naaH, nopagu Hy>kgama
OmM gbA2OMpaeH Npuem Ha KopmukocmepougeH npenapam, koumo oka3Ba HezamuBHoO
BauaHue Bbpxy kocmHama obmaHa npu nauueHm ¢ MHo20 Bucok opakmypeH puck.

Osteogenesis Imperfecta and Panhypopituitarism -
a Case Report

Antoaneta Argatska, Boyan Nonchev, Presiyana Nyagolova, Maria Orbetzova
Clinic of Endocrinology, UMHAT ,Sv. Georgi”, Plovdiv
Section of Endocrinology, Second department of internal disease, Medical University Plovdiv

We present a case of a 52-year-old man with evidence of osteogenesis imperfecta - skeletal
deformities, malformative features, blue sclerae, multiple fractures with minimal trauma, family
history of the disease. In his early childhood the patient was diagnosed with growth hormone
deficiency due to growth retardation. Lack of pubertal development and delayed bone age
revealed hypogonadotropic hypogonadism. Several years later severe osteoporosis was found
(T-score=-7,1SD) and testosterone replacent therapy was initiated. During hospitalization in
endocrinology clinic laboratory tests confirmed secondary hypothyroidism and secondary
hypocortisolism. MRI showed ectopic pituitary gland with hypoplastic adenohypophysis
and no visualization of the pituitary stalk and neurohypophysis. This case was a therapeutic
challenge considering the need for long-term corticosteroid treatment which have adverse
effects on the bone turnover in a patient with very high fracture risk.

KocmHu npomeHu npu borecmma Ha Gaucher

A-p Hamaaua TemeakoBa, goy. A-p lNramen lNonuBaro6
YMBAA ,ArekcaHgpoBcka“, Cogpus

borecmma Ha lowe e HaG-yecmama Au3o3omHa 6oaecm Ha HampynBaHemo. Nopagu
2eHHa mymauua ce pa3BuBa geduuum Ha eH3zuma 2AlOKouepebpo3ugasa. ToBa Bogu
go HampynBaHe Ha 2AlOKouepebpo3zug B8 mbkaHHUME makpogazu m.H. KAemku Ha lowe.
YepHuam gpob, caezkama u KoCmHUAM MO3bk ca Hal-3acezHamu om moBa HampynBa-
He. boaecmma Ha lowe ce yHacaegaBa no aBmo3zomHo peuecuBeH nbm, ¢ nonyrayuoHHa
yecmoma okoAo 1:40 000 go 1:100 000. AkmuBHocmma Ha 2Atokouepebpo3ugazama e

HamaAreHa B pa3AuvHa cmeneH, Koemo onpegeAa xemepo2eHHama KAUHUYHA KapmuHa.

KocmHume npomeHu npu 6orecmma Ha Towe BkarouBam: KOCMHO-MO3bUYHA UHPUA-
mpauua ¢ gedpopmayuu Ha gbA2ume KOCmMu, 0OCmeoneHua, 0CMeonopo3a, 0CMeoHeKPOo3a,
XPOHUYHA KOCMHa 00AKa, KOCMHU KPU3U U KOCMHU Ppakmypu - CNOHMAHHU UAU Npu
MUHUMaAHa mpaBma.

XI HayuonareHn KoHepec no eHgokpuHoAozus, 2018




Mpu 36% om npocaregeHume B Hawua ueHMbP nauueHmu ¢ 6oaecm Ha fowe mun 1
KocmHama nAbmHocm, umepeHa ¢ DXA Ha AymbarHume npewnaeHu (L1-L4) uau begpeHa-
ma wuuka (total hip), e no-Hucka om oyakBaHama 3a Bvb3pacmma.

B gbAcocpoueH acnekm 3acazaHemo Ha KOCmHama cucmema e Hal-uHBaaugusupa-
wama npoaBa Ha boaecmma. 3amoBa nozHaBaHemo Ha kKocmHume npobAaemu npu me3u
nauueHmu u HaBpemeHHOMO UM guazHOCMUUUPaHe U AeYeHUe We UM OCu2ypu NO-MAAKO
YCAOXKHEHUA U NO-gobpo kayecmBo Ha >xuBom.

Bone Changes in Gaucher Disease

Dr. Natalia Temelkova MD, Assoc. Prof. Dr Plamen Popivanov, PhD
Alexandrovska Hospital, Sofia

Gaucher disease is the most common lysosomal accumulation disease. Due to a
gene mutation, a deficiency of the enzyme glucocerebrosidase develops. This leads to
accumulation of glucocerebrosid in tissue macrophages - Gaucher cells. The liver, spleen
and bone marrow are most affected by this accumulation. Gaucher disease is inherited
via an autosomal recessive pathway, with a population frequency of about 1:40,000 to 1:
100,000. The activity of glucocerebrosidase is reduced to varying degrees, which determines
the heterogeneous clinical picture

Bone changes in Gaucher disease include: bone marrow infiltration with long bone
deformities, osteopenia, osteoporosis, osteonecrosis, chronic bone pain, bone crises and
bone fractures - spontaneous or with minimal trauma.

In 36% of our patients with Gaucher disease type 1, the bone density measured with DXA
at lumbar spine (L1-L4) or total hip, was lower than expected for age.

In the long-term, bone changes are the most debilitating manifestation of the disease.
Knowing bone problems in these patients and timely diagnosis and treatment will therefore
provide them with less complications and a better quality of life.

BmopuyeH xunepmupeougusbm — kauHu4eH cayyaud

M. lMemkoBa, K. baazoeBa
YHuBepcumemcka boaHuua ,AozeHey”, MeguyuHcku gpakyamem, CY

MpegcmaBa ce cayyad Ha 28-20guwiHa »keHa ¢ HeguazHoCcmuuupaH 6 npogbAaXeHue Ha
5 20guHU Xunodu3eH ageHoMm C xunepcekpeuua Ha TSH u xunepmupeougu3bm.
Xunepmupeougu3mbm e cbCmoaHue, npegu3BukaHo om eKCuec Ha UUpKyAupawume mu-
peougHU XOPMOHU, umawy, 3a pe3yamam noBuweHa memaboaumHa akmuBHocm Ha peguua
nepudgepHu mbkaHu. BmopuuHuam xunepmupeougu3bm ce npegu3zBukBa om cpakmopu,
u36bH wumoBugHama xae3a (He Ha 3a60AaBaHe Ha camama mupeouges). B pegku cayyau
xunepmupeougu3zmbm e 8 peyamam Ha xunogu3apeH mymop, Koimo xunepcekpemupa
TSH, Bogew, go cBpboxcmumynrayua Ha xae3zama u noBuweHa cekpeuus Ha MUPEOUgHU
XOPMOHU.

AeueHuemo ce cbcmou 6 omcmpanaBaHe Ha xunodu3zapHua ageHom, Bogew,o go Hop-
maAuzupaHe HuBomo Ha TSH u Ha nepudgepHume mupeougHu XOpMoHU cbomBemHo. B
npegcmaBeHua KAUHUYEHCAYYal, obave, nopagu 3HaYUMEAHUA pa3Mep Ha ageHoma U He-
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eoBomo paznorokeHue, nbAHOMO My omcmpaHaBaHe bewe HeBb3moxkHo. [Moumu 1 2.
cAaeg onepamuBHama uHmepBeHuun, XunepmupeougHama cumnmomamuka nepcucmupa
Ha poHa Ha npogbakaBawomo AeveHue ¢ mupeocmamuuu. NMocmaBa ce Bvnpoca 3a
no-HamamwbwHomo mepaneBmuyHo noBegeHue npu nauueHMkama.

Secondary Hyperthyroidism: Case Report

M. Petkova, K. Blagoeva
University Hospital ,Lozenetz”, Medical Faculty, SU

We present a rare case of 28-year-old female patient with undiagnosed hyperthyroidism
secondary to pituitary tumor during 5-years.

Hyperthyroidism is a condition caused by excess circulating thyroid hormones resulting
in an increase in metabolic activity of various peripheral tissues in the body. Secondary
hyperthyroidism indicates that the dysfunction is caused by factors extrinsic to the thyroid
gland (i.e., not due to a disorder in the gland). Some cases of hyperthyroidism are secondary
to pituitary tumors that secrete excess TSH, leading to over-stimulation of the thyroid and
enhanced secretion of thyroid hormones.

The removal of the pituitary tumor is the treatment in cases of secondary hyperthyroidism
with returned TSH levels to normal, as the levels of thyroid hormones. But in our case,
because of adenoma size and localization, its full removal was impossible and 1 year after
operation, the signs and symptoms of secondary hyperthyroidism symptoms persist. We
discuss the future therapeutic options in this patient.

O(I)mCU\MOI‘IOmUQ NpUu MAaAucHeH npouec - gLKI)EPEHU,UCII\HO
guaecHo3a c mupeoug-acoyuupaHa o¢maAM0namu9|
I1. Cmanye6?, C. [TlempoB'? A. UrueB'?, M. OpbeyoBa’?

"' Cekyua no EHgokpuHoroeus, Bmopa Kamegpa no BbmpewHu borecmu, M®, MY, lNroBgub
2 KAuHuKka no EHgokpuHoAoeaua u borecmu Ha obmaHama, YMBAA ,CB. leopau”, lMroBguB

Tupeoug-acouuupaHama ocpmaamonamusa (TAO) e yecma ekcmpamupeougHa nposBa
npu 6oaecmma Ha ba3zegoB-TpelBc u 3acaza okoao 25-50% om nayueHmume. Cyuma ce,
ye TAO uma aBmoumyHHa 2eHe3a u moxe ga ce npoabu ¢ mMpu KAUHUYHU (POPMU — eK30-
MaAMUYHa, ekcygamuBHa u opmasmonaezudHa. B kauHuuHama npakmuka npu u3aBa Ha
cumnmomu, HacouBawu kbm TAO yecmo ce Haraza WameAHa gupepeHyuasHa guazHos3a
¢ npocmpaHcmBo-3aemaw, hpouec, 2paHyaAomamo3a, memacmasu, muacmeHusa 2pabuc,
MyAmMuNAeHa CKAepo3a.

NpegcmabeH e kKAuUHUYEH cAyyal Ha 39-20guwiHa >keHa ¢ noaBa Ha nponmo3a Ha gacHO
oko. AmMbyaamopHo e npoBegeHo MPT u3caegBaHe Ha opbumu, koemo noka3zBa Haaudue
Ha npomeHu, cycnekmHu 3a TAO. MN3B8bpuweHu ce XOpMOHaAHU U UMYHOAO2UYHU U3CAEQ-
BaHua, koumo gokazBam eymupeougHa pyHkuua, HopmaaHu TTTOAmM u TeAm, aeko 3aBu-
weHu mumpu Ha TPAm. Om npoBegeHomo yampaszBykoBo uzcaegBane ce ycmaHoBaBam
Aeko yBeauveHu pa3zmepu Ha wumoBugHama >kae3a 6e3 kamez2opuyHuU gaHHU 3a aBmo-
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UMUHHO aH2akupaHe Ha napeHxuma. [1pu nauueHmkama ce npue, ye ce Kacae 3a borecm
Ha bazegoB-TpelBc c TAO. NpoBege ce KYpc Ha AeueHue C 2Al0KOKOpmMuKocmepougu ¢
BpemeHHO nogobpeHue Ha nponmo3ama. [pu nocaegBawu npocaegaBaHua Ha nauueHm-
kama - ¢ u3aBa Ha 3axapeH guabem, gebtomupan ¢ AKA, naeBpanreH u3auB, KOXXHU nAaku
u uzpazeHa gBycmparHHa nponmo3sa. M368bpwu ce buoncua Ha wueH AumdgeH Bb3ea u Ha
KO>KHa NAaka ¢ pe3yamam om XuCmonamoAO2UYHO u3caegBaHe - memacmamuyHu KAem-
Ku, no3umuBHu 3a ecmpozeHoBu u npozecmepoHoBu peuenmopu u BepoameH nbpBuueH
aluHUKOB mymop.

Ophtalmopathy due to Malignancy - Differential Diagnosis
with Thyroid-associated Ophtalmopathy

P. Stanchev’?, S. Petrov'?, D. lliev’?, M. Orbetzova'?

! Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine,
Medical University of Plovdiv

2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv

Thyroid-associated ophtalmopathy (TAO) is a common extrathyroid complication of
Basedow-Graves disease and accounts for about 25-50 % of the patients. TAO is considered
to be an autoimmune process that might be presented in 3 clinical forms - exophthalmic,
exudative and ophthalmoplegic. A vast differential diagnosis of TAO is needed to be done
by clinicians in order to exclude the presence of primary orbital tumors, distant metastases,
myasthenia gravis, multiple sclerosis.

We report a clinical case of a 39-year-old woman who presented with a proptosis of her
right eye. The orbital MRI scan suggested TAO. Hormone and immunologic laboratory tests
showed euthyroid status of the patient, negative anti-TPO and anti-Tg and slightly elevated
levels of TSH-receptor antibodies. On ultrasound the thyroid gland was slightly enlarged with
normal parenchyma. Steroid treatment was initiated that led to a transient improvement of
the proptosis. As the patient was followed an abrupt onset of diabetes mellitus with DKA
was diagnosed. Pleural effusion, skin plaques and bilateral proptosis were also present.

Skin plaque and neck lymphnode biopsy was conducted and the histopathological result
revealed the presence of metastatic cells which were positive for estrogen and progesterone
receptors. Thus, a primary ovarian tumor was suspected.

LLiIBaHomM Ha wulHa obAaacm — kauHu4eH cayyati

'boan HonveB; *Pocen AumoB; *Emurua YoHoBa; '"AHmoanema Apzamcka;
'"Mapua Mume@Ba; 'l1aBea CmanyeB; "Mapua OpbeyoBa

'KAuHUKa no eHgokpuHoroz2ua YMBAA ,CB. leopeu” EAA, MeguyuHcku YHuBepcumem NaroBgub;
2KauHuka no xupypeua YMBAA ,Kacneaa” Meguyurcku YHuBepcumem [roBgub;
30mgeaseHue no namoaHamomua YMbBAA ,Kacnera” MeguuyuHcku YHuBepcumem [NroBguB

MpegcmaBame KAUHUYEH cAydal Ha nauueHmka Ha 252. ¢ onaakBaHua om npozpecuf-
Ho yBeauuaBawa ce nogymuHa B8 aaBa wulHa obaacm. NaanamopHo 6e ycmaHoBeHa
ynAbMHEHa 30Ha AamepaAHo om AaB mupeougeH A06 ¢ guamembp OKOAO 15 Mm, HeGOA3-
HeHa, HecpacmHaAa C OkOAHama mbkaH. [MauueHmkama 6e KAUHUYHO U XOPMOHAAHO ey-
mupeougHa. Yampa3BykoBomo uzcaegBaHe Ha wulHa o6Aacm Bu3yasuzupa okpbaaeHa
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hopmayua CbC COAUGHO-KUCMO3Ha CMPYKMypa, pe3ku ovepmaHua u HekpbBocHabgeHa ¢
pazmepu 13/15/33mm B HuBa IV u lll AameparHo om aaBama cbHHa apmepus. M36bpweHa
6e mbHKOU2AEHa acnupauuoHHa buoncua Ha popmayuama C UUMOAO2UYEH pe3yamam
kamezopus | no Bethesda u HeczamuBeH mupeo2robyauH 8 cmuB om HGuoncuvHama u2aa.
MpoBegeHa 6e pebuoncua Kamo UUMOAO2UYHUAM aHaAU3 NoKa3a cbuwua peyamam. Bu6
Bpb3ka ¢ moBa nauueHmkama 6e HacoyeHa 3a XupypauvHo AedeHue. XUCmMOAO2UYHOMO
u3caegBaHe Ha omgeAeHama npu onepauusma MymopHa MmbkaH ycmaHoBu gaHHu 3a co-
AumapeH wBaHom. LLIBaHombm e 6aBHopacmaw, gobpokauecmBeH mymop, kamo noaBa-
ma my 8 wulHa obaacm e pagka.

of the Neck — a Case Report

osen Dimov; *Emilia Chonova; 'Antoaneta Argatska; '"Maria Miteva;
aria Orbetzova

UMBAL ,Sv. Georgi“, Medical University Plovdiv

L ,Kaspela”, Medical University Plovdiv

gy UMBAL ,Kaspela”, Medical University Plovdiv

We present the clinical case of a 25-year-old female complaining of progressively growing
swelling in the left neck area. The palpation revealed a painless and firm formation located
laterally from the left thyroid lobe with a diameter of about 15 mm, not infiltrating the
surrounding tissue. The patient was euthyroid. Ultrasound neck examination showed a
rounded formation with solid-cystic structure, smooth margins and no internal blood flow.

The size of the formation was 13/15/33mm and it was located at levels IV and Il laterally
from the left carotid artery. Fine needle aspiration biopsy (FNAB) reported Bethesda category |
with negative thyroglobulin needle washout. The repeated FNAB showed the same cytological
result. The patient was then referred for surgical treatment. The histological examination of
the tumor tissue confirmed the presence of a solitary schwannoma. Schwannoma is a slow |
growing benign neoplasm and its presentation as a neck mass is rare.

XI Hayuonanen Konepec no engokpuHoaozus, 2018




CaHgpo bomuuenau ,Cumonema Becny4u”, 1480, DropeHyua
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Rare Clinical Cases

Pegku KAUHUYHU CcAy4Yau

PeuyuguBupaw, agpeHokopmukaneHn kapuyuHom npu maaga
»keHa c gokazaHa mymauyug B p53 2eHa -

5-20guwHO npocaegaBaxe

A. HankoBa, A. EaeHkoBa, P. PobeBa, C. 3axapueBa

KAuHUYEH yeHMvpP NO EHJOKPUHOAO2UA U eepoHmoioaus, MeguuyuHcku yHuBepcumem, Cogua

Y6og: AgpeHokopmukaaHuam kapuuHom (AKK) e pagko 3aboaaBaHe c Acowa npoz2Ho3a
u 5-2oguwHa npexkuBaemocm no-Hucka om 30%. Emo 3awo uzkAatouumeAHo BaxkeH e npo-
epecbm B pa3zbupaHemo Ha namodpu3uoro2uama Ha 3aboaaBaHemo. B nocaegHume 2ogu-
HU ca HaAauue nocmuykeHusa 8 2zeHemukama Ha AKK, goBeau go ugeHmuduuupaHemo Ha
pa3AUYHU XPOMO30MHU peauoHu (2, 11p15, 11q, 17p13) u 2eHu (IGF-ll, TP53, beta-catenin,
ACTH peuenmop). B npomuBoBec Ha pagkocmma Ha AKK, mymauuu 8 TP53 (p53) 2eHa
ca Hal-yecmo cpewaHuAm mun Mymauuu Npu pa3AudHU KapuuHomu, omkpuBawu ce npu
okoao 50% om Bcuuku 3a0kauecmBeHu obpazyBaHus.

Kaunuyen cayyai: lNpegcmaBame cayuad Ha 21-20guwiHa nayueHmka, Koamo nocmbn-
Ba 3a nbpBu Nbm B KAuHUKamMa no Xxunodu3zapHo-HagbbOpeuHu 3aboaaBaHua npe3 m.
03. 20132. ¢ onaakBaHua om HepegoBeH MeHCMpyYaAeH UUKbA NO Muna Ha OAU2OMEHO-
pea (om meHapxe) u AeKk Xup3zymu3zbm npu no3umuBHa pamuAaHa aHamHes3a 3a agpeHaAHU
mymopu - malka ¢ AKK u bawa ¢ Hecekpemupauw, agpeHareH ageHoOM (UHUUGEHMAAOM).
AabopamopHume pe3yamamu pa3kpuBam XopmoHaAHa KOHCMeAauus, xapakmepHa 3a
KopmukoaHgpocmepom. Ha abgomuHaaHa KomniombpHa momozpadua ce Bu3zyaauzupa
xemepozeHHa hopmauua ¢ guamemsp 80 mm B obaacmma Ha gacHa HagbbOpeuHa >ae-
3a. NMayueHmkama e HacoueHa 3a onepayua- ekcmupnauyua Ha mymopa Ha gacHa Hagbb-
OpeuHa >kAe3a u cynpapeHaaekmomua ¢ xucmoaozuveH pejyamam AKK ¢ oHkouumHa
Xapakmepucmuka U ymepeH agpeH noaumopguibm. NocmonepamuBHo e 6e3 gaHHU 3a
XUNOKOpMUKaAHa Kpu3a, 3anodHamo e AedeHue ¢ Mumomat u BnocaegcmBue e gobaBen
Aexugpokopmu3oH. B pamkume Ha caegBawama egHa 20guHa e npuema pemucua Ha 3a-
6oaaBaHemo, caeg KOemo ca HaAuuge gaHHU 3a peuuguB (XopMoHaAHU U gaHHU om 06pa3s-
Ha guazHocmuka). M38vpweHa e peonepauus, nocaegBaHa om AbueseveHue 8 obaacmma
Ha HagbbOpeuHomo Aoxke. [NocaegBawume gBe 2oguHu omHoBo e ¢ gaHHU 3a pemucus,
cAeg koemo HacmbnBa Bmopu peuuguB u e u3zBobpweHa mpema onepamuBHa uHmepBeH-
uua (m. 08. 2016). o Bpeme Ha ueAua nepuog caeg nbpBama onepauua nayueHmkama e
Ha mepanua ¢ MumomaH 6 go3a cnpamo naa3meHume HuBa Ha megukameHma (pegoBHo
npocaegaBaHu) go m. 04. 2016, koeamo camoBoaHo npeycmaHoBaBa AeueHuemo. Om
2017 20g. nauueHnmkama >xuBee u ce npocaegaBa 6 CALLl, kbgemo e uzBvpweHo 2eHe-
muy4Ho u3caegBaHe u e omkpuma mymauus 8 p53 2eHa, C 02Aeg Ha KOemo e HacoveHa 3a
AeyeHue Nno KAUHU4YHO npoyuBaHe c aHMu-p53 azeHm.
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Recurrent Adrenocortical Carcinoma in a Young Woman with a
Proven p53 Mutation: 5-Year Follow-up

Nankova A., Elenkova A., Robeva R., Zaharieva S.
Clinical Centre of Endocrinology and Gerontology, Medical university, Sofia

Background: Adrenocortical carcinoma (ACC) is a rare disease with a poor prognosis and
a 5-year survival rate below 30% in most series. Therefore, progress in the understanding of
the pathophysiology of ACC is important. Recently advances in the genetics of ACC have
been pointed out, identifying various chromosomal regions (2, 11p15, 11q, 17p13) and
genes (IGF-Il, TP53, beta-catenin, ACTH receptor). Unlike the rarity of the ACC, TP53 (p53) is
the most frequently mutated gene in cancer, being altered in approximately 50% of human
malignancies.

Case report: We present the case of a 21-year old female patient who presented with
irregular menstrual periods (oligomenorrhoea since menarche) and mild hirsutism on
the abdomen, face and neck, when first admitted to the hospital (03. 2013). She had a
positive family history of adrenal tumors- mother with adrenal carcinoma and father with
non-secreting adrenal adenoma (incidentaloma). Laboratory testing showed hormonal
constellation typical for corticoandrosteroma. An abdominal CT revealed a 80 mm sized
heterogenous formation in the area of the right adrenal gland. The patient was scheduled
for surgical intervention and underwent radical tumor extirpation with total adrenalectomia.
The histopathological diagnosis was adrenocortical carcinoma with oncocyte characteristic
and moderate nuclear polymorphysm. After the surgery there was no typical hypocortical
reaction, a therapy with Mitotane was initiated along with Dehydrocortisone, subsequently
added due to hypocorticism. A hormonal remission was accepted for one-year period, after
which both hormonal and radiological findings for a recidive occurred. The patient was
subjected to a resurgery, followed by a radiotherapy in the tumor bed. This strategy brought
to a remission for the next 2 years after which second relapse occurred and a third operation
was undertaken (08. 2016). The whole period was covered by Mitotane therapy in a dose
according to its plasma concentration levels (regularly examined) until 04.2016 when the
patient selflessly discontinued it. Since the year 2017 the patient lives in the USA where
genetic testing was performed and a p53 mutation was proved. So she was screened for
enrollment in a clinical trial with an anti-mutant p53 agent.

Pagvk cayual Ha eHgokpuHHa xunepmoHug
P. Aumumpo@Ba; C. Llluwko6; M. boagxueBa; K. Xpucmo3o6

KauHuka no eHgokpuHoroeusa YMBAA ,CB. MapuHa” BapHa

BmopuuHama xunepmoHua ce cpewga npu okoAo 15% om nauvueHmume ¢ Bucoko ap-
mepuaAHO HaaazaHe. Ta e Bogew, cCUMNMOM NPU MHO20 EHJOKPUHHU 3aboaaBaHun, kamo
Hal-yecmama npuvuHa 3a eHgoKpUuHHa xunepmoHusa ca 3aboaaBaHuama Ha HagbbOpeyHu-
me >KAe3U.

NMpegcmaBame KAuHuYeH caydal Ha 38 2oguweH MbX C pa3ebpHam memaboAumeH
cuHgpom. [NavueHmbm e ¢ uzBecmHa apmepuaaHa xunepmoHua om IoHowecka Bb3pacm,
He3agoBoAumeAHO KOHMPOAUpPaHa Ha POoHa Ha Yemupu aHmMuxunepmeH3zuBHU meguka-
meHma. Nepcucmupawume u caeg npeycmaHoBaBaHemo Ha AeyeHUEMO C mua3ugeH

137



138

guypemuk goAHo-2paHu4HU HuBa Ha cepymHua Kaaul HacouBam gua2HOCMUYHOMO Mu-
cAeHe KbM HagbwbbOpeuHume >xae3u. Caeg npegBapumeaHa nogeomoBka Ha nauueHma
€ ougHeHa peHuH-aHeuomeH3uH-aAgocmepoHoBama cucmema u 2AlKOKOpMUKougHama
obmaHa. YcmaroBeHo e noBuweHo cbomHoweHUe aAgocmepoH/peHuH, nepcucmupaw,o
U cAeg UH(PY3UOoHHO 0bpemeHaBaHe ¢ Hampul. HezaBucumo om auncama Ha ybegumeaHu
Cmu2Mu 3a Xunep2AloKOKOpmMuuu3bm U HabAatogaBaHua 3ana3zeH pumbm Ha CEpyMHUA KOp-
MU30A, HEKOAKOKPAMHO e peaucmpupaH 3HadyumeaHo 3aBuweH cBobogeH kopmu3zon 6
ypuHa. NpoBegeHuam agpeHo-ma2HUMEH pe3oHaHC Ha KOpem NpegnoAaza AekocmeneHHa
xunepnaazua Ha A8 HagbbOpeK.

C o2Aeg guazHoCcmMuyHO ymouHaBaHe u npeueHka Ha nocaegBawomo mepaneBmuyHo
noBegeHue ce npoBege kamemepu3auyua Ha HagbbbpeuHume BeHu cbec cenekmuBHo B3e-
MaHe Ha KpbBHU Nnpobu 3a xopmoHaaHu u3caegBaHua. Pesyamamume om uHBazuBHomo
u3caegBaHe HacouBam Kbm Aamepasu3zupaHa KomOuHupaHa xunepcekpeuusa. Ha nayueH-
ma be npegaoxkeHa AeBocmpaHHa agpeHarekmomus.

3akarouerue: lNpoBegeHama kamemepu3ayua Ha HagbbOpeuHume BeHu npegcmabaa-
Ba BucokocneuuaAuzupaHa, mexHudecku mpygHa uHBazuBHa npouegypa, koamo obave e
eguHcmBeHuam moyeH memog 3a pa3zaudaBaHe Ha egHocmpaHHa om gBycmpaHHa xop-
MOHaAHa Xxunepcekpeuua. Hacmoawuam cayuyad gemoHcmpupa, ye ma ce aBaBa He3zame-
Huma B guaezHocmuyHO u mepaneBmuyHO OMHOWeEHUE.

A Rare Case of Endocrine Hypertension

R. Dimitrova; S. Shishkov; M. Boyadzhieva; K. Hristozov
Department of endocrinology UMHAT ,St. Marina” Varna

Secondary hypertension occurs in about 15% of all hypertensive patients. It is a common
symptom of many endocrine diseases, with adrenal gland disorders being the major part of
them.

We present a case of a 38 years old male patient with all the components of the metabolic
syndrome. The patient is with poorly controlled arterial hypertension from adolescence,
treated with four antihypertensive medications. The persistent low level of serum kalium,
even after discontinuation of the thiazide diuretic, directs the diagnostic search towards the
adrenal glands. After correction of antihypertensive therapy the renin-angiotensin-aldosterone
system and the cortisol metabolism were evaluated. They revealed increased aldosterone/
renin ratio, persistent even after intravenous saline infusion test. Regardless of the lack of
convincing stigmata for hypercortisolism and the preserved circadian cortisol rhythm, several
abnormally high measurements of 24-hours free urine cortisol were registered. Magnetic
resonance imaging of the abdomen suggests a slight hyperplasia of the left adrenal gland. A
further selective adrenal venous sampling was performed with the results pointing towards
lateralized combined hypersecretion. The patient was offered a left sided adrenalectomy.

Conclusion: The conducted selective adrenal venous sampling, which is a highly
specialized, technically difficult to perform and invasive procedure, is in this case the
only method for distinguishing unilateral from bilateral hypersecretion. The current case
demonstrates its value in diagnostic and therapeutic regar
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MauueHm cbc cuHgpom Ha KnauHpeamep, CUHGPOM Ha
KywuH2 u gepuuyum Ha pakmop V Leiden
I1. HazoroBa?, M. lMaBroBa’? M. OpbeyoBa’?

"' Cekyua no EHgokpuHoaoeus, Bmopa Kamegpa no BbmpewHu 6orecmu, MDD, MY, INroBguB
2 KAuHuKa no EHgokpuHoAo2aua u borecmu Ha obmaHama, YMBAA ,,C8. leopau”, lMroBguB

CuHgpombm Ha KaaGHgeamep e Hal-vyecmo cpewaHama noroBa xpomo3zomHa abepa-
uua. 3acezHamume Mbyke ca HOCUMeAU Ha gonbAHUMeEAHa X-Xxpomo3oma, koemo Bogu
go XUnO20Hagu3bMm, aHgpO2eHeH geduuum, HapyweHa cnepmamozeHe3a u PemuHu3a-
uua. Yecmo cuHgpombm ce acouuupa CbC 3axapeH guabem, xunepAaunugemun U 3amAbC-
maBaHe; yBeauueHa e 3aboreBaemocmma om KapuuHOM; NO-20AAMa € Yecmomama Ha
2epmuHamuBHume mymopu u Ha aBmoumyHHume npouecu. PagHoobpazHume KAUHUYHU
CUMNMOMU, Xapakmepu3zupawu 3aboraBaHemo, npegu3zBukBam 2oAam HayuHO-U3CAEQO-
BameaAcku uHmepec.

MpegcmabBeH e KAUHUYEH cayval Ha 37-20gUWIEH MbBXK CbC CUHgPOM Ha KaalHpeamep
B8 cvuemanue ¢ AKTX-He3zaBucum xunepaatokokopmuyu3ibm u BpogeHa mpombodpuaun
Nnpu xemepo3zuzomeH gedpuyum Ha pakmop V AaligeH u HUCKU cmoUHOCMU Ha NpOMeuH
S. CuHgpombm ce goka3a Cc 2eHemu4Ho u3cAegBane (47,XXY) no noBog Ha uHpepmu-
AUMEM C gaHHU 3a Xunep2oHagomponeH Xunoz2oHagu3ibm. BbB Bpb3ka ¢ apmepuasHa
XunepmoHus, ueHmpunemanHo 3amabcmaBane, yuepBeHo-BuoremoBu cmpuu, nomucHam
AKTX, uzpaBHeH kopmu30A08 pumbm U AUNCa Ha cynpecua cAeg ,20Aam OAokax” ce gu-
azHocmuuupa AKTX-He3aBucum xunepaatokokopmuuu3zbvm. Caeg uzaBama Ha 6eaogpobeH
mpomboemboauzbm ce ycmaHoBu xemepo3uz2omeH gedpuyum Ha cpakmop V AalgeH u
HUCKU cmMOoUHOCMU Ha hpomeuH S.

A patient with Klinefelter’s Syndrome, Cushing’s Syndrome,

and Leiden Factor V Deficiency
P. Nyagolova?, M. Pavlova?, M. Orbetzova'?

! Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University

of Plovdiv; 2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv

Klinefelter,s syndrome is the most common gender chromosome aberration. Affected
men are carriers of an additional X chromosome, representing with hypogonadism,
androgen deficiency, impaired spermatogenesis and feminization. The syndrome is generally
associated with a presence of diabetes mellitus, hyperlipidemia and obesity; an increased
incidence of carcinoma; a greater incidence of germline tumors and autoimmune processes.
Undoubtedly, the variety of clinical symptoms, characterising the disease, induces a great
scientific and research interest.

We present a clinical case of a 37-year-old man with Klinefelter syndrome combined
with ACTH-independent hyperglucocorticism, congenital thrombophilia with heterozygous
Factor V Leiden deficiency and low S protein. The syndrome was confirmed by a genetic
analysis (47,XXY) on the basis of infertility and existing hypergonadotropic hypogonadism.
The accompanying arterial hypertension, centripetal obesity and red-violet stretch marks as
well as the suppressed plasma ACTH levels, the lack of circadian cortisol rhythm and the loss
of suppression in both low- and high-dose dexamethasone suppression tests, resulted in
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diagnosing the ACTH-independent hyperglucocorticism in the patient. After the presentation
of a pulmonary embolism, a heterozygous Factor V Leiden deficiency and low values of S
protein were found.

Pagbk cayual Ha usBbvHxunodusHa cekpeyus Ha npoanakmuH

npu nau.ueHmka Cc MUOMA
KamenoBa T., Po6eBa P., N6aHnoBa P., EaenkoBa A., 3axapueBa C.

KauHuyeH yeHmsp no eHgokpuHoAoeua u eepoHmonoeus, YCBAAE ,Akag. U16. NeH4ye8”, MeguyuHcku
YHuBepcumem, Cogpusa, MeguyuHcku Dakyrmem

[MpoAakKmuHbM € XOPMOH, cekpemupaH ocHOBHO om npegHua gaA Ha xunodgu3ama,
Ho B op2aHu3ma mol Mmoxke ga 6bge ycmaHoBeH u B HAKOU gpya2u MbKaHu U KAemku. Bob-
NpeKu ye Xunogu3HUAM U eKcmpaxunogu3iHUAmM NPOAAKMUH ca UgeHMUYHU CMpPYKMyp-
HO, Me nogAaeXkam Ha pa3AuvHa peayaauusa. EkmpaxunodusHa nporakmuHoBa cekpeuun
e ycmaHoBaBaHa 6 pa3AudHU Op2aHu U MbKaHU, KAMO geuugya, MAEYHU >KAe3u, AdYHUUU
U MUOMEMPpPUYM, KaKmo u B HAKou UMyHOKOMNeMeHMHU KAemKku. Bbnpeku moBa ca u3z-
KAIOUUMEAHO pegku caydaume, B8 koumo ekmonudHama npoAakmuHoBa cekpeuua moxe
ga npegu3Buka KAUHUYHU Beae3u, HanogobaBawu NPOAAKMUHOM.

C o2aeg Ha moBa ce npegcmaBa cayyal Ha 36-20guwiHa nauueHmka ¢ onaakBaHua om
uHgPEpMUAUMEM, 2aAaKmopea U ameHopes, npu koamo e ycmaHoBeHa BucokocmeneHHa
xunepnpoAakmuHemusa. IMpu 6oAHama ca ycmaHoBeHu CbWwo MUKPOAgeHOM Ha Xunogu-
3ama, Kakmo u 20Aam ymepurHeH mymop. Caeg BkaouBaHe Ha mepanua ¢ gonamuHoOB
a2oHuUcm He ce HabaogaBa pegykuua 8 nporakmuHoBume HuBa. C o2aeqg xeAaHue 3a
OpemeHHOCM nayueHmMkama e HacodeHa 3a omcmpanaBaHe Ha mamouHama muoma. Caeg
onepauuama, ma cbobwaba 3a pegoBeH meHCMpyaAreH UUKbA U AUNCA Ha 2aAakmopes, a
HuBama Ha npoAakmuHa ce noggbpykam 6 cpegHOHOPMaAHU 2paHuUuU.

B 3akAroyeHue, exmonuvHa nporakmuHoBa cekpeuua caegBa ga ce obcwvkga 68 gudge-
peHuuaAHama guazHo3a Ha NauUeHmMKU C pe3ucmeHmMHa Ha AedyeHue XunepnpoAakmuHe-
Mua U cbnbmemBawu ymepuHHU Me3eHXUMHU popmayuu.

A Rare Case of Extrapituitary Secretion of Prolactin in a Patient
with Myoma.

Kamenova T., Robeva R., Ivanova R., Elenkova A., Zacharieva S.
Clinical Center of Endocrinology and Gerontology, USHATE ,Acad. Iv. Penchev”,
Medical University - Sofia, Medical Faculty

Prolactin is secreted mainly by the anterior pituitary, but it could be found in some other
tissues and cells. Although the pituitary and ectopic prolactin are structurally identical, they
are regulated differently. Extrapituitary prolactin secretion is detected in various organs
and tissues, such as decidua, mammary gland, ovary, and myometrium, as well as in some
immunocompetent cells. Very rarely, the ectopic prolactin secretion might induce clinical
features resembling pituitary prolactinoma.

Therefore, we present a case of a 36-year-old patient with infertility, galactorrhoea and
amenorrhea. The woman had strongly increased prolactin levels as well as pituitary
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microadenoma and a large uterine tumor. The administration of dopamine agonists did not
reduce the prolactin levels. Considering the age and infertility complaints, the patient was
referred to surgical myomectomy. After the successful operation, she reported a regular
menstrual cycle as well as lack of galactorrhoea. The prolactin levels were found to be in
middle referent ranges.

In conclusion, ectopic prolactin secretion should be considered in the differential diagnosis
of resistant to dopamine agonist treatment hyperprolactinaemia, especially in patients with
concomitant uterine mesenchymal tumors.

Cquaﬁ HA 2caCMpOUHMeCMuUHAaAeH CmMpoManeH mymop
(TUCT) npu nayuenmka c mymauug B 2eHa 3a SDHA
PyceB Pocen A, Mampo3oBa Moanna A., ExenkoBa Amanacka I1.,
3axapueBa Cabuna 3.

KAUHUYEH YeHMBP NO EHJOKPUHOAO2UA U 2epoHmMoAoeus, MeguuuHcku YHuBepcumem, Cocpus

Y6og: facmpouHmecmuHaaHume cmpomasHu mymopu (MMCT) ca Hal-yecmo cpewa-
HUMeEe Me3eHXUMHU Mymopu Ha 2acmpouHmecmuHaAHua mpakm. [MoBeyemo TNCT ce
xapakmepu3zupam ¢ 2eHemuyHu akmuBupawu mymauuu 6 KIT uau PDGFRA. Om gpyea
cmpata, npu okoAo 10-15% om Bcuuku NMCT auncBam mymauuu 6 KIT u peuenmop a
Ha mpombouumHua pacmexxeH pakmop (PDGFRA) - ma3u ¢popma Ha 3aboraBaHemo ce
Hapuya guB mun IICT (AT TICT). B pamkume Ha Bcuuku maka HapedeHu AT TMCT, maabk
NPOUEHM ca acouuupaHu ¢ gepuuum Ha CykuuHam gexugpozeHazama (SDH), uzBecmtu
kamo SDH-gecouyumnu MNACT.

Kaunuyen cayyad: [layueHmka Ha 45 2oguHu ¢ guaezHocmuuupaHd 'MCT Ha 19 2oguw-
Ha Bb3pacm. 3aboaaBaHemo ce u3zaBaBa ¢ mHokecmBo cmomawHU U gyogeHaAHU No-
Aaunu (Hag 50). KT Ha epbgeH kow Bu3yasu3zupa gobpokavecmBeHa 6erogpobHa Ae3us.
Mpe3 1991 2. e u3BobpweHa napyuasHa 2acmpeKkmMomua C XUCMOAO2UYHA gua2zHo3a - MHO-
>kecmBo Aetilomuobracmomu. [pe3 1998 2. - momaaHa 2acmpekmomua, CNAEHEKMOMUS,
napuuaAHa pe3ekuua Ha KOAOH mpaHcBep3ym u aaBa xemunaHkpeamekmomua ¢ Xucmo-
2UYHa guazHo3a Aellomuocapkom. PymuHHomo koHmMpoAHo u3zcaegBane ¢ AMP (1998 2.)
pa3zkpuBa yepHogpobHa memacma3za, nopagu KoOemo hayueHmkama e peonepupaHa: nap-
uuaAHa YyepHogpobHa pe3ekuyua u xucmepekmomua. XucCmoAo2ua: YepHOgpobHU memac-
ma3u om MCT, naeomopdper BapuaHm, G3, Bucoko gugepeHyupaH. VimyHoxucmoxumus:
SDH-geguuumeH NICT. NauueHmkama Ha poHa Ha AedeHue ¢ umamuHub e 8 cmabuAHO
cbecmosaHue u ce npocaegaBa B YHuBepcumemckama 6oAHuua no oHkoaoz2ua (YCBAAO).
MpoBegeHuam 2eHemuueH aHaau3 8 NIH - USA omkpuBa mymauua 8 2eHa 3a SDH, cy-
b6eguHuua A (SDHA).

3akaroyerue: [VICT moxke ga ce cpeuwHe CaMOCMOAMEAHO UAU ga bbge Yacm om CUHg-
pomu Ha MHOoXKecmBeHa Heonaa3ua: 1. Tpuaga Ha KapHu, pagbk HeHacaegcmBeH cuHgpom
npu >eHu, cbcmoaw, ce om [VICT cbc cmomawHa Aokaau3zauun, napazaHzauom u beao-
gpobeH xoHgpom. 2. Auagama Ha KapHu-Cmpamakuc ce npegaBa no aBmo3omHo-gomu-
HaHMeH HayuH u ce omkpuBa Kakmo Npu >KEeHU, Maka u NPU MbXKe U Ce Xxapakmepu3upa C
pazBumuemo Ha 'MICT cbc cmomawHa AoKaAu3auua u napaz2aHaauom. Ao mo3u momeHm
Npu hayueHmkKama Hama cycnekuua 3a nap2aHaauom (He ce Buzyaauzupam ae3uu om PET-
CT; HOpMaAHU YpUHHU MemaHepUHU U XxpomozpaHuH A). MauueHmkama nogaexku Ha
HabAlogeHue.
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A Clinical Case of SDHA-Mutation Carrier with GIST

Rusev Rosen, Matrozova Joanna, Elenkova Atanaska, Zaharieva Sabina
Clinical Center of Endocrinology and Gerontology, USHATE ,Acad. Iv. Penchev”

Background: Gastrointestinal stromal tumors (GISTs) are the most common mesenchymal
tumors of the gastrointestinal tract. Most GISTs are characterized by KIT or platelet-derived
growth factor alpha (PDGFRA) activating mutations. However, there are still 10%-15%
of GISTs lacking KIT and PDGFRA mutations, called wild-type GISTs (WT GISTs). Among
these so-called WT GISTs, a small subset is associated with succinate dehydrogenase (SDH)
deficiency, known as SDH-deficient GISTs.

Clinical case: a 45-year-old woman was diagnosed with multiple gastric and duodenal
polyposis (more than 50) at the age of 19. In addition, thoracic CT revealed a benign
pulmonary lesion. She underwent partial gastrectomy in 1991 with histological diagnosis
multiple leiomyoblastomas. Total gastrectomy, splenectomy, partial resection of the
transversal colon and left hemipancreatectomy were performed in 1998. The histological
diagnosis after second surgery was leiomyosarcoma. Routine annual MRI examination
in 2009 revealed a solitary liver metastasis and the patient was re-operated: partial liver
resection and hysterectomy were performed.

Histology: liver metastasis from GIST, pleomorphic variant, G 3, high grade.

Immunohistochemistry: SDH-deficient GIST. The patient is in stable remission under
treatment with imatinib and has been followed-up at the National Oncology Hospital. The
genetic analysis performed at NIH - USA revealed a mutation in SDHA gene.

Conclusion: GIST could be the single clinical manifestation or a component of multiple
neoplasia syndromes: 1. Carney’s triad, found in girls and young women, is a rare non-
heritable syndrome consisting of gastric GIST, paraganglioma, and pulmonary chondroma.
2. Diad of Carney-Stratakis is characterized by gastric GISTs and paragangliomas. Unlike
Carney’s triad, it is inherited in an autosomal dominant manner and affects both men and
women. At this stage there is no clinical suspicion for paraganglioma (no lesions on PET-CT;
urinary metanephrines and plasma chromogranin A within the normal reference range). The
patient needs lifelong follow-up.

Pagvk Aatgu2o0B8 cmpomanHo-knembyeH mymop Ha auyHuka,
npegcmaBaw, ce c Bupuausayug npu npemeHonaysanHa XkeHa:
kauHuyeH cayuatl

M. MumeBa'?, M. OpbeyoBa’?, A. Urue6'’, E. lNopazoBa’

"' Cekyua no EHgokpuHoAoaus, Bmopa Kamegpa no BbmpewHu 6orecmu, MM, MY, NMroBgub;
2 KAuHuKa no EHgokpuHoAoeus u borecmu Ha obmaHama, YMBAA ,CB. leopeu”, lNroBgub;

> Kamegpa no Obwa u kauHuyHa namoaoaus, MM, MY, lNro8gu8

AalguzoBume mymopu npegcmabaaBam pegku cmepougo-kaAembyHU oBapuaAHU Heo-
naazmu. Cpewam ce npu no-maako om 0,1% om nauueHmkume ¢ oBapuaaHu popmauuu
U NpuHagAaeXkam KbMm 2pynama Ha mymopume, KOUmo Npou3xoxkgam om KAemkume Ha
noaoBume BbpBu. MNpu noBeyemo om >xeHume ¢ guazHocmuuupaH Aatigu2o8 mymop ce
uzaBaBam 6eae3u Ha Bupuau3zauus, gbakawu ce Ha cBpbXNPOgyYKUUA HA MecmMoCcmepoH.
MpegcmaBame KAUHUYEH cAyyal Ha 41-20guwiHa »kKeHa ¢ ameHopesa U 6bpP30 Npo2pecu-
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pawa Bupuauzauua. AabopamopHume pe3zyamamu noka3zBam Bucoku HuBa Ha cepymeH
mecmocmepoH, aHgpocmeHguoH u 17-OH npozecmepoH. TpaHcBazuHaaHama exozpadpua u
KOMNioMbpHama momozpadoua Ha KOpem U Maabk ma3z He omkpuBam HaAudHu popmauuu
om oBapuaaeH uau HagbbbpeueH npous3xog. M368bpwu ce NO3UMPOHHO-EMUCUOHHA MOMO-
2pacpua (PET CT), koamo goka3a Haaudue Ha 30Ha ¢ noBuweHa memaboAumHa akmuBHocm 6
obaacmma Ha geceH aduHuk. OcbuwecmBu ce guazHoCMuUYHaA Aanapockonua ¢ nocaegBawa
egHocmpaHHa agHekcekmomua. Om npoBegeHomo xucmonamoAo2u4uHo u3zcaegBaHe ce gu-
azHocmuuupa Aatguzo8 mymop Ha aduHuka. Caeg uzBbpweHama onepamuBHa uHmepBer-
uua ce nocmuzHa HopmaAu3upaHe Ha HuBama Ha aHgpozeHuUMe, pezpecus Ha beae3ume Ha
Bupuauzauua u Bb3zcmarnoBaBaHe Ha meHcMpyaAHama YUKAUYHOCM NpU hayueHmkama.

A Rare Ovarian, Leydig Stromal Cell tumor, Presenting with

Virilization in a Premenopausal Woman: a Case Report

M. Miteva?, M. Orbetzova’?, D. lliev'?, E. Poriazova’®

! Section of Endocrinology, Second Department of Internal Diseases, Faculty of Medicine, Medical University of Plovdiv;
2 Clinic of Endocrinology and metabolic diseases, ,St. George” University Hospital, Plovdiv;
3 Department of General and Clinical Pathology, Faculty of Medicine, Medical University of Plovdiv

Leydig cell tumors are rare ovarian steroid cell neoplasms. They account for less than
0,1% of all ovarian tumors and belong to the group of sex cord-stromal tumors. Most of
the patients with Leydig cell tumors represent with clinical signs of virilization due to the
overproduction of testosterone.

We report a case of a 41-year-old woman with amenorrhea and progressive clinical
features of virilization. The laboratory tests revealed elevated levels of serum testosterone,
androstenedione and 17-OH progesterone. Transvaginal ultrasound, pelvic and abdominal
computerized axial tomography imaging showed no evidence of existing ovarian tumor as
well as no alteration within the adrenal glands. PET CT was performed and an area of increased
metabolic activity in the right ovary was visualized without any evidence of a tumor process.
Moreover, a diagnostic laparoscopy and a subsequent unilateral salpingoophorectomy was
conducted. The histopathological analysis confirmed the diagnosis of a Leydig cell tumor.
After surgery, androgen levels returned to normal. Nevertheless, a regression of the features
of virilization and a normalization of the menstrual cycle were observed.

fuzanmoakpomezanug u KAUHUYHA 3HAYUMOCM HA 2@HEMUYHUS

aHaAus - kauHuyeH cayyau

CuaBua BvHgeBa, Emuar HayeB, Amanacka EreHkoBa, CabuHna 3axapueBa
KAuHUYEH UeHMbpP NO EHJOKPUHOAO2UA U eepoHmoroaus, MeguyuHcku yHuBepcumem, Cogun

AKpomezaauama e pagko XpoHu4Ho 3aboaaBaHe, gbaxkawo ce B8 noumu Bcuuku cayyau
Ha Xunodpu3apeH ageHom, npou3Berkgaw, pacmexkeH XopMoH. [ueaHmu3mbm Bb3HuUKBa
npegu 3amBapaHe Ha enudpuzume. NMopagu cBoama pagkocm egBa B nocregHume 20gu-
HU 3ano4yHa cucmemHomo u3ydaBaHe Ha moBa cbcmoaHue. Npu 6Au30 noroBuHamaom
cAydyaume ce ycmanoBaBam 2epmuHamuBHu  Mymauuu, 3a pa3Auka om akpomez2aauama,
npu koumo makuBa ce omkpuBam npu no-marko om 5% om Bcuuku nayueHmu. Had-yecmu
ca mymauuume 6 AIP (aryl hydrocarbon receptor interacting protein) 2eHa u MUKpOgyNAUKa-
yuu Ha Xg26.3. INpegcmaBame cayyal Ha 32 20guwieH MbXK € 2u2aHmoakpomezaaus. 3abo-
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AaBaHemo e guazHocmuuupaHo Ha 16 2oguwHa Bb3pacm ¢ mMunuYHa KAUHUYHA CUMNMO-
mamuka u okAy3zuBHa xugpouedaaua. YcmaHoBeH e 2ueaHmMCcKU ageHoOM Ha Xunodpuzama.
M3B8bpweHu ca 2 mpaHckpaHUaAHU, egHa mpaHccgeHougaaHa onepayua u KoHBeHyuoHaA-
Ha meAe2amamepanus. YcmaHoBeH e naHxunonumyumapu3bm U € 3anodYHama 3amecmus-
meaHa mepanua no Bcuuku ocu. MNMopagu nepcucmupawa akmuBHocm Ha 3aboaaBaHemo
¢ noBuweru HuBa Ha PX, IGF-1 u npoArakmuH U HaAu4ue Ha pe3ugyareH MakpoageHoOM e
3anoyHamo AeveHue ¢ AocmuHekc, BnocregcmBue Aocmunekc u CaHgocmamuH AAP. To-
guHa NO-KbCHO NauUEeHMbM e NpeueHeH Kamo HOH-pecnoHgep KbM comamocmamuHoBua
aHaAo2 U e NpogbAKUA AedeHue ¢ [le2BucomaHm go 30 me/geH u AocmuHekc 3 me ceg-
MUYHO C He3agoBoaumeneH XopMmoHareH KOHMPOA. V136bpweH e 2eHemuyeH aHaAu3 U npe3
2014 20g. e npoBegeHa cmepeomakmuyHa paguoxupypaua — 2ama-HoXx.

Gigantoacromegaly and Clinical Relevance of Genetic
Analysis — a Case Report

Silvia Vandeva, Emil Natchev, Atanaska Elenkova, Sabina Zacharieva
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

Acromegaly is a rare chronic disorder due to pituitary adenoma with hypersecretion of
growth hormone (GH) in almost all cases. Gigantism occurs before the epiphyseal fusion.
Due to its rarity, systemic analysis of this condition has begun only in the recent years.
Approximately half of the patients with gigantism are proved to bear germline mutations, in
contrast to less than 5% of the common acromegaly cases. The most frequent alterations
include AIP (aryl hydrocarbon receptor interacting protein) gene mutations and duplications
of Xq26.3. We present a clinical case of a 32-year old male patient with gigantoacromegaly.
The disease was diagnosed when he was 16 years old when he presented with typical clinical
manifestation and occlusive hydrocephaly. Gigantic pituitary adenoma was visualized on
MRI. He was subjected to two transcranial and one transspenoidal adenomectomies and
conventional telegammatherapy. Panhypopituitarism was found and substitution therapy for
all pituitary-end organ axes was initiated. Due to persistant growth hormone (high GH and
IGF-1 levels) and prolactin hypersecretion and presence of residual macroadenoma medical
therapy with Dostex, followed by combine treatment with Dostinex and Sandostatin LAR
was initiated. One year later he was biochemichally non-respondent to the somatostatin
analog therapy and he continued his treatment with Pegvisomant 30 mg/day in combination
with Dostinex 3 mg/week without achieving remission. Genetic analysis was performed and
in 2014 he was subjected to stereotactic radiosurgery (gamma-knife).

KbcHa guaeHo3d u AevyeHue Ha BpOgEH Xxunonumyumapusbpm

npu Bb3pacmHu - gBa kauHuyHu cayuas.
Hege6a H., Pobe6a P., EAenkoBa A., 3axapueBa C.

KauHuyeH yeHmsp no eHgokpuHoAoaua u eepoHmonoeus, YCBAAE ,Akag. M16. [NeH4yeB”,
MeguyuHcku Dakyamem, MeguuuHcku YHUBepcumem, Cocpua

Xunonumyumapu3mbm e 3aboraBaHe, Koemo ce xapakmepu3upa ¢ gepuuum Ha age-
HOXUNoOu3HUME XOPMOHU U MoXe ga goBege go peguua ycaoxkHeHua BkAlOUUMEAHO
CMbpMeH u3xog npu HeHaBpemeHHO AedveHue. B mo3u koHmekcm ce npegcmaBam gBa
KAUHUYHU CAyYan Ha Bb3pacmHu nayueHmu C Xunonumyumapu3bm.



Cayyai 1 e Ha 28-20guweH nauueHm, AekyBaH 3a BpogeH xunocomamomponu3zbm 6
gemcka Bb3pacm, kolmo e npeycmaHoBua camoBoAaHO AedeHuemo u He e HabAatogaBaH 6
meyeHue Ha 15 2oguHu. HacoueH e 3a ymouHaBare 666 Bpb3ka c npozpecupawa aHemus,
ymopaemocm, Aunca Ha noaoBo pazBumue, HeaAKOXOAEH cCmeamoxenamum U XPOHUYeH
6vbpeueH npouec. CAeg guazHOCMuUUUpPAHe Ha naHXxunonumyumapu3bm e BkAloUeHo 3a-
MecmumeAHo AedeHue no Bcuuku ocu ¢ 6bpP30 nogobpeHue Ha cbecmoaHuemo, BkAloYU-
MeAHO Ha YyepHogpobHama u 6vbpeyHama pyHKuuA.

Cayyai 2 e Ha 37-20guwHa hauyueHmka, npu koamo 6 gemcka Bb3pacm e ycmaHoBeH
BpogeH napuuaseH xunonumyumapu3bm /XUNOCOMamMOMPONU3bM U XUNO20Hagu3bm/,
npenopbyaHa e mepanusa, ocbuwecmBaBaHa camo gBa meceua. B nocregBawume 20 20-
guUHU nauueHmKama He e npoBexxgara AeveHue. NoHacmoawem e ¢ BmopuyHa ocmeono-
po3a, kKamo 3a nbpBu Nbm Ha ma3u Bv3zpacm ce BkalouBa mepanua No omHoweHue Ha
BmopuyHUA XUNO20HAgU3bM.

NpegcmaBeHume cayvau nokazBam pazBumume ycaoxkHeHua, cBbp3aHu C AOW KOM-
NAQAHC Ha hauueHmu ¢ BpogeH xunonumyumapu3bm Kbm 3amecmumeArHama mepanua 6
3para Bv3pacm, kKakmo u Heobxogumocmma om cucmemHo ob6xBawaHe Ha me3u 6oAHU
om eHgoKpuHoAo2udHUmMe 368eHa 6 cmpaHama.

Late Diagnosis and Treatment of Congenital
Hypopituitarism in Adults — Two Clinical Cases

Nedeva N., Robeva R., Elenkova A., Zacharieva S.
Clinical Center of Endocrinology and Gerontology, USHATE ,Acad. Iv. Penchev”,
Medical Faculty, Medical University - Sofia

Hypopituitarism is characterized by an insufficiency of anterior pituitary hormone
secretion. It can lead to a number of complications including a fatal outcome in case of
improper treatment. Herein, two clinical cases of adult patients with hypopituitarism are
presented.

Case 1 presents a 28-year old male patient treated for growth hormone deficiency in
childhood. He had discontinued treatment and was lost of follow-up for 15 years. He was
hospitalized with complaints of progressive anemia, tiredness, lack of pubertal development,
non-alcoholic steatohepatitis and chronic kidney disturbances. After the diagnosis of
panhypopituitarism, a replacement therapy was started with a rapid improvement of the
clinical condition, including liver and kidney function.

Case 2 presents an adult female patient with congenital partial hypopituitarism / hypo-
somatotropism and hypogonadism/. Replacement therapy was prescribed in childhood, but
the patient and her family stopped the treatment after only two months. In the next 20 years,
the patient did not receive any medication. Nowadays, she is suffering from a secondary
osteoporosis, and currently, a therapy for her hypogonadism has been started for the first
time at the age of 37 years.

These cases emphasize on the complications associated with the poor adult patient
compliance to the replacement therapy in case of congenital hypopituitarism, as well as on
the need for systematic follow-up of these patients by the endocrinological centers across
the country.
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Pregnancy care in diabetes and thyroid disorders

Ipu>xu 3a 6pemenHume npu guabem u
mupeougHU HapyuweHus

Mogxog kbm bpemeHume cnopeg Mpenopvkume Ha ADA'2018
lMpog. AuHa-Mapusa bopucoBa

KamnaHua Ha bvAreapcko gpy>kecmBo no eHgoKpuHoAo2ua - npu ycmaHoBaBaHe Ha bpemeHocm
CkpuHUHe 3a Xunomupeougu3bm u/uau Auabem npu Haaudue Ha puckoBu cpakmopu

Mo gaHHu Ha MexxgyHapogHama guabemua degepauua (IDF) npe3 2015 2. 8 cBema
uma 415 muauoHa guabemuuu u om max 199 muauoHa ca >eHu. CvpgeuHocbgoBume
3aboaaBaHua ca 10 nbmu no-dyecmu npu >xeHume-guabemuuku B cpaBHeHue ¢ mbxkeme.
CmbpmHocmma npu guabem e noBeue npu >keHume 6 cpaBHeHue ¢ mbxeme. OKOAO
40% om >xeHume nog 30 2. umam guabem uau okoro 60 muauoHa 8 cBema. IDF oueHaBa,
ye 21 muauoHa uau 16% om bpemeHume >xeHu npe3 2015 2. ca umaau HakakBa popma Ha
xunepaaukemua npe3 opemeHocmma. ToBa e cBbp3aHo ¢ noBuweHo KpbBHO HaaazaHe,
€gbp NAOQ, akywepcku KOMNAUKaUUU.

Enugemuama om 3amabcmaBare 6 cBema Bogu go noBuwaBaHe yecmomama Ha gua-
6ema. Bce noBeue HapacmBa Bb3pacmma 3a HacmbnBaHe Ha bpemeHocm, a guabembm
ce ,nogmaagaBa”. Bcuuko moBa e npuvuHa cBemoBHume u eBponelicku guabemHu op-
2aHu3auuu ga BvBegam paHeH ckpuHuUHz2 3a guabem owe npu ycmaHoBaBaHe Ha Opeme-
HOCM U npu HaAudvue Ha puckoBu cgakmopu. OI'TT ce npoBexxga no obwume npaBuaa
3a HeOpemeHHO HaceAeHue. [Npu goka3zBaHe Ha guabem GpemeHHama ce mpemupa no
ycmaHoBeHume npaBuaa. Npu uzkaouBaHe Ha guabem, bpemeHHama ce nogaaza Ha noB-
mopeH ol TT Ha 24-28 2.c. 3a u3katouBaHe Ha fecmauuoHeH 3axapeH guabem ([3A).

,[peBenmupatme 3gpaBemo Ha malikama u gememo, Kamo nogobpume gocmbna go
CKpuHUHe, obepuxBaHe u obyyeHue” HuU cbBemBam cBemoBHume 3gpabBHU opeaHu3ayuu.

Approach to Pregnant Women According to ADA, 2018

Recommendations

Anna-Maria Borissova
Campaign of the Bulgarian Society of Endocrinology - in detection of pregnancy screening for
Hypothyroidism and/or Diabetes in the presence of risk factors.

According to the International Diabetes Federation (IDF) data in 2015, there are 415
million diabetics in the world, of whom 199 million are women. Cardiovascular diseases are
10 times more common in diabetic women than in men.

About 40% of women under 30 have diabetes or about 60 million in the world. IDF
estimates that 21 million or 16% of pregnantwomen in 2015 had some form of hyperglycemia
during pregnancy. This is associated with increased blood pressure, big fetus, obstetric
complications.

The epidemic of obesity in the world leads to an increase in the incidence of diabetes.
The age of pregnancy is increasing and diabetes is ,rejuvenating”. All this causes World
and European diabetes organizations to introduce early screening for diabetes even when
pregnancy is right now detected and if the risk factors are present.
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The oGGT is governed by the general rules for non-pregnant populations. When diabetes is
diagnosed, the pregnant woman is treated according to established rules. When diabetes is
excluded, the pregnant woman is subjected to a repeat oGTT at 24-28 weeks of gestation.
to exclude Gestational diabetes mellitus (GDD).

,Prevent maternal and child health by improving access to screening, care and training”
advised world health organizations.

CbBpemeHHO AeyeHue Ha 3axapeH guabem npu bpemeHHoCmM

Li6emaauHa TaHkoBa
KauHu4yeH yeHmsp no eHgokpuHoAo2ua u eepoHmonoaus, MeguyuHcku YHuBepcumem, Cocpua

3axapHuam guabem, He3aBucumo gaau e uzBecmeH npegu bBpemeHHOCMMA, UAU 2eCma-
uuoHeH, ce cBbp3Ba c noBuweH puck om ycAo>kHeHUa, Kakmo 3a malikama, maka u 3a NAO-
ga. Puckbm om me3u ycaoxkHeHUA MoXKe ga Obge HamaAeH Ype3 Noggbp kaHe Ha CMPUK-
MeH 2AUKemudYeH KOHMPOA npegu 3abpemeHaBaHemo u no Bpeme Ha bpemeHHocmMMa.

OcHoBHa mepanua Ha 3axapHua guabem no Bpeme Ha GpemeHHOCM € NPUAOXKEHUE-
MO Ha UHCYAUH. Lleama Ha uHcyauHoBama mepanua e noggbpykaHe Ha cmoUHoCMU Ha
kpbBHama 3axap cxogHuU ¢ me3u Ha bpemeHHU >keHu 6e3 guabem. ViHcyauHoBuam peskum
mpabBa ga e uHguBugyaneH, cbobpazeH C 2AUKEMUYHUA KOHMPOA, MAKCUMAAHO ga Hano-
go6aBa puzuoro2uuHama uHcyauHoBa cekpeuus, u ga He e cBbp3aH CbC 3HAYUM PUCK OM
XUNO2AUKEMUU.

[Mpuro>xkeHuemo Ha 6bp3ogetcmBawume yoBewku uHcyauHu, Becuuku NPH uHcyauHu,
6bp3ogetcmBawume UHCYAUHOBU aHAaAO3U AU3ZNPO U achapm u 6a3aAHUA aHaAO2 geme-
mup, e gobpe npoyueHo npu GpemeHHU, U Me3u npenapamu ca kamezopua B 3a npuno-
>keHue no Bpeme Ha bpemeHHocm. bbp3zogeldcmBawuam uHcyauHoB aHaAo2 2AYAU3UH U
6a3aAHUME UHCYAUHOBU aHaAO3U 2Aap>KUH U gea2Aaygek noHacmosauwem ca kamezopua C
npu bpemeHHoCm.

Moggbp>kaHemo Ha npuueAHU HUBa Ha 2AUKeMUYEH KOHMPOA, KOUMO ga HamaAam yc-
AOXHeHuama, ocmaBa cepuo3zHo npegu3zBukameacmBo. MHO20 hu3zuUOAO2UYHU NPpOMEHU
8 xoga Ha bpemeHHOCMMa, kKamo npomaHa 6 nepugepHomo ycBoaBaHe Ha 2a0k03a, 6606
hapmakokuHemukama Ha UHCYAuHa u HamaaaBaHemo Ha yepHogpobHama uHcyauHoBa
yyBcmBumeaHocm, kakmo u gpyeu obcmoameacmBa, cBbp3aHu ¢ paxkgaHemo u nocm-
napmanHua Nepuog, Harazam Yecmo Haz2aacaBaHe Ha go3ama Ha UHCYAUHA U CMPUKMHO
HabAatogeHue. MHcyauHoBama nomna e aamepHamuBeH memog 3a gocmaBaHe Ha UHCY-
AUH, u3zBecmeH owe Kamo NPogbAXKUMEAHA NOGKOXKHA UHCYAUHOBa uHgy3ua (continuous
subcutaneous insulin infusion - CSIl), kolmo npegaaza gobpa mepaneBmuuHa Bb3mOXx-
HOCM NO OMHOWEHUE Ha go3upaHemo Ha UHCYAUHa npu bpemeHHocm. Peguua KAUHUY-
HU npoyuBaHua ca ycmaHoBuAu no-6AazonpuameH epekm Ha AedeHuemo C UHCYAuHoBuU
nomnu B cpaBHeHue ¢ uHmMeH3uguUuUpaHama uHcyauHoBa mepanua NO omMHoweHue Ha
exxegHeBeH u gbAa2oCcpoUeH 2aukemudeH KoHmpoaA. CbuemaHuemo Ha uUHCYyAuHoBa nomna
CbC cucmema 3a NPOgbAXKUMEAHO MOHUMOpUpaHe Ha kpbBHama 3axap gaBa Bb3modk-
Hocm 3a aBmomamuyHo npeycmaHoBaBaHe Ha nogaBaHemo Ha UHCYAUH NpU chagaHe Ha
kpbBHama 3axap nog npegBapumeaHo onpegeaeHo HUBO, uau gopu npu npegcka3BaHe
Ha CHuXkeHue Ha HuBomo Ha kpbBHama 3axap. Pabomu ce uHmeH3zuBHO Bbpxy m.Hap.
3amBopeHu cucmemu, KOUMO ga Mo2am ga MoHUmopupam HUBomo Ha 2Al0KkO03ama u ga
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gocmaBam uHcyauH aBmomamuvHo, U maka ga ce uMmumupa MakCuMaAHO ouzuoro2uama
Ha eHgokpuHHUA naHkpeac. FDA ogobpu npe3 20162. nbpBama xubpugHa 3amBopeHa
cucmema MiniMed 670G, HapeueHa uzkycmBeH naHkpeac.

B KauHukama no guabemonozua 8 YCBAAE ”"Akag./B8aH lNeHueB, ce npoBexkga aeueHue
C UHCYAUHOBU nomnu Kamo memog 3a gocmaBaHe Ha UHCYAUH npu >keHu B nepuog Ha
nAaHupaHe Ha bpemeHHocm uAu B xoga Ha HacmbnuAa bpemeHHOCM om 20guHU. B MHO20
om cAyvYaume masu mepanua ce cbyemaBa ¢ NPOYHLAXKUMEAHO 2AI0KO3HO MOHUMOpPUPa-
He, koemo ocuzypaBa Bb3moxxKHOCM 32 NO-MOYHO aganmupaHe Ha UHCYAuHoBume go3u.
Pe3yamamume nokazBam 3Hauumo nogobpeHue u cmabuAu3zupaHe Ha 2AUKEMUYHUA KOH-
MpoA, pegyuupaHe Ha obwama gHeBHa go3a UHCYAUH, HamaAaaBaHe Ha Xunoz2Aaukemuume.
bpoam Ha >xeHume, bpemeHHU U NAaHupawu GpemeHHOCM, Ha AedyeHue C UHcyAuHoBu
nomnu, 3Ha4yumo ce yBeauuu caeg BovBexkgaHemo Ha peumbypcupaHemo um npe3 2016e.

Current Treatment of Diabetes During Pregnancy

Tsvetalina Tankova
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Diabetes, independent of whether known before pregnancy of gestational, is associated
with increased risk of complications for both the mother and the foetus. The risk of these
complications can be attenuated by tight glycaemic control preconception and throughout
pregnancy.

The main treatment of diabetes during pregnancy is insulin. The aim of insulin therapy
is to maintain blood glucose level within the range of those in pregnant women without
diabetes. The insulin regimen should be individualized, respecting the glycaemic control,
maximally mimicking physiological insulin secretion, and not associated with a significant
risk of hypoglycaemia.

The use of regular human insulin, NPH insulin, short-acting insulin analogues lispro and
aspart, and basal insulin analogue detemir, have been studied in pregnancy and they are
Category B. The short-acting insulin analogue glulisine and the basal analogues glargine and
degludec are Category C in pregnancy.

Maintenance of target glycaemic control, needed to decrease complications during
pregnancy, remains a serious challenge. Many physiologic changes throughout pregnancy
such as changes in peripheral glucose disposal, insulin pharmacokinetics and decreasing
hepatic insulin sensitivity as well as other unique circumstances such as labour and delivery
and the postpartum period make frequent insulin adjustments and close follow-up necessary.
The insulin pump is an alternative way of insulin delivery, known as continuous subcutaneous
insulin infusion (CSlII), offering an attractive therapeutic option for insulin dosing during
pregnancy. A number of clinical studies have demonstrated the superiority of insulin pump
therapy over intensive insulin therapy regarding short-term and long-term glycemic control
The combination of an insulin pump with a continuous glucose monitoring system (CGMS),
referred to as sensor-augmented pump, allows automatically to suspend insulin delivery at
glucose level below a predefined low level, or even when low glucose level is predicted.
The close-loop systems are intensively being developed to monitor glucose level and deliver
insulin automatically thus mimicking pancreas physiology to a maximum extent. FDA
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CkPUHUHZ 3d 2eéCMAayuUoHeH 3axapeH guaﬁem = Hacmoguwe u 5'ngLu.e
Mapua boagxueBa', Mnuana AmanacoBa’, Lj6emaauna TaHkoBa', Cabuna 3axapueBa’,

Benema Cmoluko6a’
'KAauHu4eH ueHmvp no eHgkkpuHoAoaus, YCBAAE ,Axkag. UBaH [NeHqye8”, MY, Cogpus;
2 YHuBepcumemcka 6oaHuya no akywepcmBo u euHekoroeua ,Madayur gom”, MY, Cocpua

Llea: INpoyuBaHua ca gokazaau, Yye gopu Aeku omkAaoHeHua B8 HuBama Ha kpbBHama 3a-
xap no Bpeme Ha bpemeHHocm ce cBbp3zBam ¢ HebAazonpuameH u3xog 3a malikama u NAo-
ga. Lleama Ha Hacmoawemo npoyuBaHe e ga ce ougHu HYxkgama om npoBexkgaHemo Ha
CKPUHUH2 3a 2ecmauuoHeH 3axapeH guabem (I3A) cpeg bpemeHHume >xeHu 6 bbAazapus.

Mamepuan u memogu:

B npoyuBanemo ca BkaoueHu 1300 GpemeHHuU >keHu, npoBeau cmaHgapmeHd OFTT
mexgy 24-28 2ecmayuoHHa cegmuua, Kamo yacm om ckpuHuHe 3a 3A 6 KauHuueH Llen-
mbp no EHgokpuHoAozua u fepoHmoaozua. 3a nocmaBaHe Ha guaezHo3zama 3A ca u3noas-
BaHu kpumepuume Ha IADPSG. Cmamucmuueckuam aHaAu3 Ha gaHHUMe e u3BbpweH ¢
nakem SPSS (Bepcua 21.0).

Pezyamamu: YcmanoBuxme 3A npu 29,1% (378) om u3zcaegBaHume bpemeHHU >KeHu.
XKeHume c 3A ca no Bb3pacmHu cnpamo >xeHume 6e3 [3A (34,1£4,7 vs. 30,5%4,6, p<0,006),
umam no-Bucoku HuBa Ha KpbBHama 3axap Ha 2aagHo (5,4+0,6 vs. 4,5 £ 0,4,p<0,0001),
no-Bucok HbA1« (5,7£0,5 vs. 5,5+0,4, p<0,03), no-Bucok I'TM kakmo no Bpeme Ha bpemeH-
HOCMMa, Mmaka u npegu Hea, u no-Bucoko meaao Ha HoBopogeHomo. Cpeg puckoBume
hakmopu ¢ Hal-20AAMO 3HaveHue ca HaAuduemo Ha pogcmBeHUK CbC 3axapeH guabem
mun 2, koemo yBeauyaBa 1,394 nomu pucka 3a pazBumue Ha 3A (p<0,034), 'TM npegu
opemeHHocmma >30kg/m?, yBeauuaBawo pucka 4,162 nbmu (p<0,0001). XXeHume Ha Bb3-
pacm > 30 2o0guHU umam 3Ha4yumo no-Bucok puck (OR 2,245, p<0,0001) cnpamo >keHume
Ha Bb3pacm 25-29 20guHu.

3akaoyeHue: Auncama Ha u3zpageHa HauyuoHaAHa ckpuHuH2o08a npozpama Hanaea He-
obxogumocmma om akmuBHO mbpceHe Ha bpemeHHU >keHu ¢ noBuweH puck 3a pa3Bu-
mue Ha 3A. C ycmanoBaBaHe Ha ocHoBHume puckoBu akmopu 3a 3A ce ugeHmudu-
uupam >xeHume, npu koumo e Heobxogumo npoBexxgaHe Ha OI'TT, ¢ ueA HamaraBaHe Ha
puckoBeme 3a naoga u malkama.

Screening for Gestational Diabetes Mellitus - Now and Then
Maria Boyadzhieva’, lliana Atanasova’, Tsvetalina Tankova', Sabina Zacharieva’,

Veneta Stoikova’
!Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia;
2University Hospital of Obstetrics and Gynecology ,Maichin dom”, Medical University, Sofia

Aim: Studies have proven that even mild disturbances in glucose tolerance during
pregnancy increase the incidence of adverse pregnancy outcomes for the mother and her
child. The aim of the present study was to assess the need of gestational diabetes (GDM)
screening among pregnant women.

Material and Methods: 1300 pregnant women between 24" and 28" week of gestation
were included in the study. Standard OGTT was performed as part of a screening program
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for GDM at the Clinical Centre of Endocrinology and Gerontology. GDM diagnosis was
based on IADPSG criteria. The statistical analysis of data was performed with SPSS (21.0
version).

Results: We found GDM in 29,1% (378) of the participants. Women with GDM were
older than the women without the disorder (mean age 34,1£4,7 vs. 30,5%4,6, p<0,006),
had higher fasting glucose levels (mean levels 5,4+0,6 vs. 4,5£0,4, p<0,0001), higher HbA1c
(mean levels 5,7%0,5 vs. 5,50,4, p<0,03), high pre-pregnancy and pregnancy BMI and higher
birthweight. Risk factors with great impact were the presence of a relative with diabetes,
which increases the risk for GDM 1,394 times (p<0,034), BMI before pregnancy > 30kg/m?,
increasing the risk 4,162 times (p<0,0001). Women above 30 years of age have significantly
higher risk (OR 2,245, p<0,0001) for GDM when compared to women between 25 and 29
years of age.

Conclusion: The lack of an established national screening program necessitates the active
search for pregnant women at high risk for GDM. Identifying the major risk factors will define
the women, who will benefit from performing OGTT, thus leading to a reduction in the risks
for the mother and the child.

KamnaHug Ha BAE 3a cbxpaHgaBaHe uHmenekmyanHug

nomeHYyuaA Ha BbAZGkaGmG nonyaauug
lpog. AuHa-Mapusa bopucoBa
om umemo Ha bvazapcko gpyxecmBo no eHgokpuHoAozua

TupeougHume xopmoHu ca BaxkHu 3a HopmaaHomo ¢emarHo pa3zBumue. TaxHomo
HUBo e KpumuyuHo 3a pazBumuemo, cb3paBaHemo u HopmaAHama (PyHKUUA Ha MO3bKa Ha
pemyca. MaduuHuam T4 e BaxkeH 3a pazBumuemo Ha HepBHama cucmema npu pemyca
npe3 uarama bpemeHocm, Ho 2AaBHo npe3 nbpBua mpumecmbp. Npogykyuama Ha mupe-
ougHu xopmoHu 666 pemyca 3anouBa egBa okoro 10-12 2ecmauuoHHa cegmuua.

bpemeHocmma e cmpec 3a mupeougeama Ha >KeHama U MHO20 (DaKmopu 3aca2am
mupeougHama u3uoAo2ua Npu HopmaaHa bpemeHocm - HamaAeHue Ha Goga B cepyma,
HamaAeHue Ha mpaHcnopma Ha Uog npe3 nAaueHmMama Kbm NAoga, noBuweH KAUPBHC Ha
toga 8 6bbpeka, noBuwer cepymer hCG, noBuweH cepymer TBG, noBuweHu FT4 u FT3,
HamareH TSH ... Ipu GpemeHHu >keHu ¢ nbpBuyeH xunomupeougu3ibm, Mupeougeama
He moxke ga omzoBopu Ha cmumyaauuama agekBamuo. OmzoBopbm Ha mupeougeama
m.e. noBuweHuemo 68 HuUBomo Ha FT4 kbm cmumyaayuama om Bucokua hCG 3aBucu om
HuBomo Ha TPO. lNpu TPO/+/ >xeHu omzoBopbm e Bar u HegocmambueH m.e. KeHume
ocmaBam ¢ Hucko HUBo Ha mupeougHume XOpmMoHU. Aoka3aHa e npaka Bpb3ika mexxgy
HuBomo Ha matuuHua FT4 npe3 paHHama GpemeHocm U UHMeAu2eHMHocmma Ha 6-8-20-
guwHomo U geme, Kakmo U C pa3mepa Ha KopmukaAaHua obem Ha Mo3bKa my.

(MemarHomMo mo3buHO pazBumue 3aBucu om gocmaBaHemo Ha T4 go pemarHume He-
BpoHu, koemo e cBbp3aHo ¢ HopmaaHomo HuUBo Ha Gog B8 cepyma Ha malikama; cuHmes3a
Ha T4 om malikama; mpaHcnopma Ha T4 npe3 naaueHmama; koHBepcuama Ha T4 go T3 om
D2 6 mo3bka Ha hemyca; poAa uzpasam owe U mpaHCnopmMbopuMe Ha MupeougHume
xopmoHu (TX), kakmo u pazBumuemo Ha peuenmopume 3a TX 6 mo3bka. Mo3bkbm Ha
¢dpemyca HapacmBa 6 xoga Ha bpemeHocmma u yBeauuyaBa mez2aomo cu upe3 npoAude-
pauua Ha HeBpoHume. bpoam Ha peuenmopume 3a T3 (TR) HapacmBa 50 nbmu npe3




10-16 cegmuua. Npe3 mo3u nepuog mupeougeama Ha pemyca owe He PYHKUUOHUPA,
Ho HUBomo Ha T3 HapacmBa 500 nbmu agekBamHo Ha HapacmBawama cpakyua TR u e
pe3yamam Ha noBuweHama akmuBHocm Ha deiodinase-2 (Dio2) 8 mo3buHama Kopa Ha
demyca. OkazBa ce, ye HUBomo Ha FT4 B 12™ 2ecmauuoHHa cegmuua € CUAEH Npeguk-
mop 3a meHmaAHomo pa3zBumue Ha nAoga.

B bvacapua om 60 2. ce noa3Ba GogupaHa COA 3a npoguAakmuka Ha mupeougHama
borecmHocm u 3a pakgaHe Ha 3gpabu u ymHu geua (1958-2018 2). pe3 1958 2. 8 boa-
eapua ce BvBexga HayuoHaaHa npoezpama 3a npodurakmuka Ha eHgemudHama 2ywa.
Mpe3 1994 2. HauuoHaAHama npozpama e nogHoBeHa baazogaperue Ha Npoekm Ha YHU-
LIED upe3 M3 Ha Penybauka bbazapua (MocmaHnoBaeHue Ha MC Ne94/mall 1994 2). MNpe3
2007 2. Prof. Peter Laurberg - ekcnepm Ha CBemoBHama azeHuua no GogeH gedpuuum,
peBu3zupa cmamyca Ha bbAzapua no uznvaHeHuemo Ha [Npozpamama 3a aukBugupaHe Ha
dogHua gedouuyum u gaBa Bucoka oueHka. [lo He2zoB80 npegroskeHue bbazapua e 06aBe-
Ha 3a gbp>kaBa ,eaumuHupara GoggedpuuumHume 3aboraBaHua Kamo MeguKko-CouuaAeH
npobaem”. HauuoHarHama npozpama cbwecmByBa u gHec, HO mpabBa mHo20 Boaa u
ynopcmBo, 3a ga 6bge noggbp kaHa.

BpemeHHUmMe U Kbpmewu >XeHu mo2am ga 3agoBoaam 3HavumMeAHeH gaa om nompeo-
Hocmume cu om Gog upe3 ynompeba Ha: GlogupaHa 2comBapcka coa; xpaHu, npou3BegeHu
c GlogupaHa CcoA (xA0, cupeHe, MAaKO) uAu om ecmecmBeHu u3moyHuUUU Ha og (puba u
MOPCKU XpaHu).

Mo Bpeme Ha BpemeHHOCM MO2am ga ce npuemam U0g-Cbgbpykawu KOMOUHUPaHU npe-
napamu - BumamuHu u muHepaaHu BewecmBa (100-200 mcg Gog 6 egHa go3a). Cynae-
MeHmupaHe e HeobXOguUMO Npu: AuUa CbC 3aboaaBaHus, KOUMO Harazam ozpaHudaBaHe
npuema Ha coa; BezemapuaHuu uau Auua uzbaeBawu puba, MAAKO U MAEYHU XpaHu; bpe-
MEHHU >KeHU, Koumo KoHcymupam coeBu mAeka; >keHu, Koumo He ynompebaBam Gogu-
paHa, a gpye Bug coa (Xumaaalcka). 60 2coguHu GogupaHe Ha coama B bvazapus - 2apaH-
uuA 3a ycnewHa npoduaakmuka Ha mupeougHama 6oaecmHocm. bbazapua e 8 omauueH
cmamyc - 90% om gomakuHcmBama uznoazBam agekBamHo GogupaHa COA.

Aneabm Ha KamnaHua Ha BAE'2018 e: ,Aa uzcaegBame TSH Ha »keHume ¢ puckoBu cak-
mopu 3a mupeougHu 3aboraBaHua BegHaza ¢ ycmaHoBaBaHe Ha GpemeHocm, 3a ga ocu-
2ypUM UHMEAEKMYaAAHUA NOMEHUUAA Ha honyaauuama”.

,[peBenmupaime 3gpaBemo Ha malikama u gememo, kamo nogobpume
gocmwvbna go CKpuHuHz, obepuxxBare u obyvyenue” Hu ceBemBam
cBemo6uume 3gpaBHu opeanuzayuu.
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BDE Campaign to Preserve the Intellectual Potential

of the Bulgarian Population
Anna-Maria Borissova on the behalf of Bulgarian Society of Endocrinology

Thyroid hormones are important for normal fetal development. Their level is critical to
the development, maturation and normal function of the fetal brain. Maternal T4 is important
for the development of the nervous system in the fetus throughout pregnancy, but mainly
during the first trimester. The production of thyroid hormones in the fetus begins about 10-
12 gestational week.

Pregnancy is a stress on the woman,s thyroid and many factors affect thyroid physiology
in normal pregnancy - iodine reduction in serum, reduction of iodine transport across the
placenta to the fetus, increased clearance of kidney iodine, increased serum hCG and TBG,
elevated FT4 and FT3, decreased TSH ... In pregnant women with primary hypothyroidism,
the thyroid can not respond adequately to stimulation. The thyroid response, i.e. an increase
in FT4 level to stimulation by high hCG, depends on the level of TPO. In TPO (+) women, the
answer is insufficient, i.e. women remain with low thyroid hormone levels. A direct relationship
has been demonstrated between the level of maternal FT4 in the early pregnancy and the
intelligence of her 6-8-year-old child, as well as the size of the cortical volume of his brain.

Fetal brain development depends on the delivery of T4 to fetal neurons, which is related
to the normal level of iodine in the mother,s serum; the synthesis of T4 by the mother;
transport of T4 across the placenta; conversion of T4 to T3 from D2 into the fetus. Thyroid
hormone (TH) transporters also play a role as well as the development of TH receptors in
the brain. The brain of the fetus grows in the course of pregnancy and increases its weight
by proliferating the neurons. The number of T3 receptors (TR) increased 50 times during 10-
16 gestational weeks. During this period the fetal thyroid is not yet functioning, but the T3
level increases 500 times adequately to the rising TR fraction and is a result of the increased
activity of deiodinase-2 (Dio2) in the fetal cerebral cortex. It turns out that the FT4 level in
the 12" gestational week is a strong predictor for the mental development of the fetus.
Now we celebrate 60 Years of Salt iodination in Bulgaria - a guarantee for successful
prevention of the Thyroid Diseases (1958-2018). Since 1958 y a National Program for the
prevention of endemic goiter has been implemented in Bulgaria. In 1994 y the National
Program was renewed thanks to UNICEF Project through the Bulgarian Ministry of Health
(Decree of the Council of Ministers Ne94/1994). In 2007 y Prof. Peter Laurberg, an expert at
the World lodine Deficiency Agency, revises Bulgaria,s status on the implementation lodine
deficiency eradication program and praised it. At his suggestion, Bulgaria was declared as a
state ,eliminating iodine deficiencies as a medical and social problem”. The National program
still exists today, but it needs a lot of will and perseverance to be supported.

Pregnant and lactating women can meet a significant proportion of their iodine needs by
using: iodized cooking salt, foods made with iodized salt (bread, cheese, milk) or natural
sources of iodine (fish and seafood).

During pregnancy iodine-containing combination preparations - vitamins and minerals
(100-200 mcg iodine per dose) can be taken. Supplementation to: people with diseases that
require restricting salt intake; vegetarians or individuals avoiding fish, milk and dairy foods;
pregnant women, who consume soy milk; women, who do not use iodine salt, but another
type of salt (Himalayas).



60 years iodine salt in Bulgaria - guarantee for successful prevention of thyroid diseases.
Bulgaria is in excellent condition - 90% of households use adequately iodized salt.
The BDE, 2018 Campaign appeal is:

,Examine TSH of women with risk factors for thyroid disease immediately with the
detection of pregnancy to provide the intellectual potential of the population.,
,Prevent maternal and child health by improving access to screening, care and training”
counseling world health organizations.

MpoyuBaHe 3a epekmuBHocmma u xapakmepa Ha AeyeHue-
mo Ha guabem B exkegHeBuemo 3a pe2uoHa Ha bBankaHume

(RECAP-DM BALKAN STUDY) — gaHHu om bba2apug

C. Brage6Ba "EauHa lNempoBa,’ Kaaun AxypoB?
"'KauHuka no EHgokpuHoAoeaus u borecmu Ha obmaHama, YMBAA Kacneaa, lNroBgub,
2Mepk, LLlapn u Aoym bwreapus EOOA

BwvBegenue: Hackopo npoBegeHu 20Aemu paHgomu3upaHu KOHMpoAupaHu npoyuBa-
HUa nogyepmaBam KAUHUYHOMO 3HaYeHUe Ha XUNO2AUKEMUYHUME enu30gu NpU AeYeHue-
mo Ha guabema. Hacmoawomo npoyuBaHe ce npoBexkga 3a ga npegocmabBu uHpopma-
uuAa Om peaaHama npakmuka OMHOCHO Yecmomama Ha XUno2AUKeMusa Npu hayueHmu
guabem mun 2, AekyBaHu cbc cyapoHuAypelHU npenapamu.

Memogu: ToBa mHozoueHmpoBo, 0b63epBauvuoHHO, KpbcmMocaHo npoyuBaHe cbbupa
gaHHU 3a yecmomama Ha cmpaHuYHUme ePeKmu 0m Ae4eHUemo CbC CYAPOHUAYpelHU
megukameHmu npu hauyueHmu ¢ guabem mun 2 8 yemupu cmpaHHU om baAkaHcKua peau-
oH (CaoBeHun, XbpBamua, Copbusn, bbazapua) om okmomBpu 2014 2. go oHu 2015 2. Ha
mo3u nocmep npegcmaBame gaHHUmMe 3a bbaz2apus.

Pezyamamu: Om 149 nauueHma yuacmBanu 6 npoyuBaHemo, 135 nauueHma (cpegHa
Bb3pacm 66,1 20guHU, CpegeH uHgeKC Ha meAaecHa maca 29,8 kg /m?) omzoBapam Ha Kpu-
mepuume 3a BkatouBaHe / uzkatouBane. NMoBeue om 90% om nauueHmume ce aekyBam c
no-HoB0 nokoAeHue CYAPOHUAYPeEUHU MegUKAMEHMU -2AUKAA3UQ UAU 2AUMENUPUG - KamO
MOHOMepanus, uau kKamo gBolHa mepanua 6 kombuHauua ¢ memdpopmuH. O6wo 33 nayu-
eHma (24,4%) cvobwabBam 3a xunoz2aukemudeH enu3zog (u) npe3 nocaegHume 6 meceua.
Aeku enu3zogu ca gokaagBaHu om 19 nauueHma (61,3%), ymepeHu om 9 (29%), mexku
om 3 nauueHma (9,7%). Kamo uaao, 40 nauueHmu (29,6%) cbobwaBam 3a yBeauyeHue Ha
meAecHOMoO Mez2A0 nNpe3 npegxogHama 2oguHa. Okoao noaroBuHama om max HaggaBam
c <5 ke, a gpyeama noaoBuHa - 5-15 Ke.

3akaoyeHue: Bvnpeku ye no-HoBomo nokoaeHue cyAagPOHUAYpelHU MegukKameHmu
obukHoBeHO ce cuumam 3a 6e3onacHU NO OMHOWEHUE Ha Xuno2AUKeMuama, Hawume
gaHHu noka3Bam, ye maxHomo u3noa3zBaHe e cBbp3aHO CbC 3HAYUMEAEH PUuCK om Xu-
no2Aaukemua u HaggaBaHe Ha meaao. KauHuyucmume mpab6a ga umam npegBug mesu
omkpumusa, koeamo npegnucBam CYIT u ga uHopmupam nauueHmume 3a pucka om
XUNO2AUKEMUA.

Dunancupane: Merck Sharp & Dohme.
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The Real-Life Effectiveness and Care Patterns of Diabetes
Management Study for Balkan Region (S/ovenia, Croatia, Serbig,
Bulgaria): A Multicenter, Observational, Cross-Sectional Study -

Bulgarian dataset

S. Vladeva', Elina Petrova 2, Kalin Djurov?
1 Clinics of Endocrinology and metabolic diseases, UMHAT Kaspela, Plovdiv
2 Merck, Sharp & Dohme Bulgaria, LTD

Introduction: Recent large randomized controlled trials highlighted the clinical significance
of hypoglycemic episodes in the treatment of diabetes. The present survey was conducted
to provide information from real-life practice on the incidence of hypoglycemia in type 2
diabetic patients treated with sulfonylureas.

Methods: This multicenter, observational, cross-sectional study collected data on incidence
of side effects of sulfonylurea-based therapy in type 2 diabetic patients in four countries of
the Balkan region (Slovenia, Croatia, Serbia, Bulgaria) from October 2014 to June 2015. In
this poster we present the data collected for Bulgarian population.

Results: Of the 149 who participated in the study, 135 patients (mean age 66,1 years,
mean body mass index 29,8 kg/m?) met the inclusion/ exclusion criteria. More than 90% of
the patients were treated with the newer generation sulfonylureas-gliclazide or glimepiride-
either as monotherapy or as dual therapy in combination with metformin. In total, 33 patients
(24,4%) reported hypoglycemic episode(s) in the last 6 months. Mild episodes were reported
by 19 patients (61,3%), moderate by 9 (29%), severe by 3 patients (9,7%), respectively.
Overall, 40 patients (29,6%) reported body weight increase during the previous year. About
a half of the latter gained < 5 kg and the other half 5-15 kg.

Conclusion: Although newer generation sulfonylureas are generally considered safe
in terms of hypoglycemia, our data indicates their use is associated with substantial risk
of hypoglycemia and weight gain. Clinicians should be mindful of these findings when
prescribing SUs and inform patients about the risk of hypoglycemia.

Funding: Merck Sharp & Dohme.
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AnzopumbM Ha noBegeHue 3a ouenka Ha
puckoBu ¢pakmopu 3a Bv3HukBaHre

Ha 3axapeH guabem mun 2 (T23A) u
2eCMAUUOHEH 3aXapeH
guabem ([3A) npu bpemeHHu XeHu

Kpumepuu 3a HacouBaHe Kbm
EHAOKPUHOAOI 3a mecm6ane
3a 3axapeH guabem owge npu
ycmaHo6abane Ha 6pemeHocm:

1. HagHopmeHOo meanao uAau 3amabcmaBaHe npegu bpemeHocmma -
BMI>25,00 kg/m?

2. [MbpBa cmeneH pogHuHu ¢ Auabem - pogumeau, 6pama uau cecmpu

3. XeHu ¢ noAukucmo3Hu atYHUUU

4. PenpogykmuBHu npobaemu npu npegxogHa bpemeHocm (cnoHma-
HeH abopm, npexkgeBpemeHHo paxkgaHe, mbpmBoparkgaHe)

5. MHo20onAOgHa GpemeHocm

6. )XeHu c lecmauuoHeH guabem npu npeguwHU BpemeHOCMU UAU paXk-
gaHe Ha egbp NAOQ

7. HBA, >5,7%, HI'T uau IIT npu npegxogHu u3caegBarua

8. XunepmoHua >140/90 mmHg uAu BkAloueHO AeyeHue

9. AHamHe3a 3a CbpgeuHocbgoBo 3abonaBaHe

10. HDL-chol <0,9 mmol/l, TGL >2,82 mmol/I

11. Bb3pacm 2>30 2o0guHu

Pezyamamwsm om ol TT ce unmepnpemupa om eHgOKpPUHOAO2A U >KeHU-
me ce pazgeaam Ha g6e zpynu:

1. )XeHu ¢ HoBoomKpum HeguazHoCcmuuupaH 3axapeH guabem mun 2
(T23A) - AeueHuemo u HabAatogeHuemo Ha guabema ce noema om eHgo-
KPUHOAO2a 3aegHO C 2UHEKOAO2a, Koumo caegu pa3zBumuemo Ha OGpeme-
HoCcmma.

2. XXeHu ¢ HoOpmaAHU pe3yamamu

Bmopama 2pyna xeHu ce nogAaza Ha HOB ol TT-75g 2Al0k03a npe3
24-28 2.c. Ha GpemeHOCMMA, KAMO pe3yAmamume ce UHmepnpemupam
no cneyuduyHu 3a GpemeHocmMma Kpumepuu.
Taka ce goka3z6a lecmayuoHeH guabem
(guabem HecvbwecmByBaa npegu 6pemeHocmma).
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An20pumbm Ha noBegeHue 3a uskaioyBare
Ha Xunomupeougu3bm npu bpemeHHu

TupeougHume xopmoHu ca Kpumu4Ho BaxHu 3a pazBumuemo, cb3pa-
BaHemo u HopmaAaHama YHKUUA HA MO3bKa Ha hemyca, KOemo ce CAYY-
Ba npe3 nbpBua mpumecmsbp Ha bpemeHocmma. MNMpogykyuama Ha mupe-
ougHu xopmoHu B8v6 emyca 3anouBa egBa okoro 12-16 2ecmauyuoHHa
cegmuua m.e. MHO20 NO-KbCHO.

Mpe3 nvpBua u Bmopua mpumecmbp nAogbm u3zyaro 3aBucu om Hu-
6omo Ha MaGluuHUMeE MUpPeoUgHU XOPMOHU.

Mma kopeaauus mexkgy uHmeAu2eHmHocmma Ha geuama om malku ¢
xunomupeougu3bm u HUBOMO Ha malyuHUME MUPEOUgHU XOPMOHU NO
6peme Ha GpemeHocmma.

MHgukauyuu 3a CKpUHUHZ 32 MupeougHa guchyHKYuA ouwe npu
ycmaHo6Babane Ha 6pemeHocmma:

1. AHamHe3a 3a Xuno/Xunepmupeougu3bm UAU HaAUYUE Ha KAUHUYHU
CUMNMOMU 3a mupeougHo 3aboraBaHe

2. NMo3umuBHuU mMupeougHU aHMUMeAa UAU HaAuvue Ha 2ywa

3. Caeg onepayua Ha wumoBugHa >kae3a uau 06AbuBare B8 o6aacmma
Ha wusa/2AaBa

4. Bvb3zpacm Hag 30 2.

5. XKeHu ¢ guabem mun 1 uau gpy20 aBmoumyHHo 3aboaaBaHe

6. PenpogykmuBHu npobremu (cnoHmaHeH abopm, npexxgeBpemeHHo
uAu mbpmBo paxkgaHe, uUHpepmuAumem)

7. AHamHe3a 32 MHO20nAOgHa bpemeHocm ( > 2)

8. M®amurHoCcm 3a mupeougHo 3aboaaBaHe - pogumeau,
Hpamsa-cecmpu

9. borecmHo 3amabecmaBane (BMI > 40 kg/m?)

10. [lpuao>keHue Ha AMuogapoH, Aumuu, GogCbgbp>kKawu
peHmzeHkoHmpacmHu BewecmBa
11. XeHu nog aeueHue ¢ AeBomupokcuHn (Euthyrox, L-Thyroxin)
12. J)KeHu om pez2uoHu ¢ UogeH gepuuum - NAQHUHCKU paloHU

YuuBepcaneH ckpunuHe Ha TSH Ha Bcuyku 3gpa6u >xeHu npegu
bpemenHocm 3a mupeougHa gucpynkyua HE CE ITPETTOPBYBA.
Mpu TSH >2,5 mlIU/I 8 nbpBua mpumecmbp bpemeHHama ce uznpawa
Ha eHgOKPUHOAOR.

Bcuuku xeHu, Koumo >xeAaam G6pemeHocm, mpab6a ga uzcaegbam TSH
npegu HacmbnbaHe Ha 6pemeHOoCM, ako:

1. 3Haam, ye umam mupeougHa gucyHKUUA

2. MoayuaBam AeBomupokcuH

3. Vimam noBuweHu mupeougHu aHmMumeAaa

XI Hayuonaren KoHepec no eHgokpuHoaozus, 2018



Mog u bpemeHHocm
lpogp. Arogmura NBanoBa

Nog u HezoBomo 3HaueHue 3a yoBewkomo 3gpabe

Mogbm e mukpoeremeHm, KolUmo e aGCOAIMHO Heobxogum 3a HOopMan-
HOMO (PYHKUUOHUpaHe Ha 4oBewkua opzaHu3bm. Tol He ce cuHmesupa B
MAAOMO, NOpagu Koemo 3agbakumeAaHo mpa66a ga ce Ha6abu ¢ xpaHama 8
KoAudecmBo, 3aBucewo om HAKOU CneuuuUUHU (PU3UOAOUYHU CbCMOoAHUA
kamo BpemeHHoCcm u kbpmeHe. Mlogbm yyacmBa 6 cunmesa Ha xopmoHume
Ha wumoBugHama >Ae3a, Koumo pea2yaupam peguua obmeHHU npouecu u ca
Heobxogumu 3a HopmaaHomo pazBumue, BkatouumeaHo 3a pazBumue Ha
MO3bka u HepBHama cucmema Ha naoga no Bpeme Ha BpemeHHocmma u 6
HeoHamaAHua nepuog. MNopagu HezoBama KpumuuHa poAa, ocobeHo BaxkHo e gocmambuHo U0g
ga npuemam xeHume 6 gemepogHa Bb3pacm, GpemeHHUMe, Kbpmademama u maAkume geua.

NogeH gepuyum u HecoBume ompuyamamearu 3gpabiu nocaegcmBua

Mogen gecpuuum HacmbnBa Kozamo 3a NnpogbakumeAreH nepuog om Bpeme ce npuema He-
gocmbuHOo KoAaudecmBo Gog 3a HoOpmaAHO hyHKUyUoHUpaHe Ha wumoBugHama xae3a. ToBa moxe
ga Ce gbAXU Ha HUCKO CbgbpykaHue Ha eaemeHma B xpaHume om pacmumeneH u xuBomuHcku
npou3xog, pe3yamam om Hegocmueaa my 8 okoaHama cpega - nouBa u Boga. NMocaegcmBuama om
dogHuAa gecpuuum ca MHO206pOUHU U CEpUO3HU:

« ITywa: yBeauueHue Ha wumoBugHama >kAe3a 6 pe3yamam Ha ycuauama Ha >kae3ama ga Ha-
mpyna gocmambyHo koaudecmBo (l0og 3a CUHMeE3 Ha MUPEOUgHU XOPMOHU.

« Xunomupeougu3zsm: HamareHa pyHkuua Ha wumoBugHama >kae3a B pezyamam Ha peguua
hakmopu, cpeg kKoumo e Huckuam uau mBbpge Bucok npuem Ha Gog.

« Hegocmuzbm Ha tiog cb3gaBa npobremu 6 xoga Ha bGpemenocmma - abopm, npexgeBpe-
MEHHO paxgaHe, Kakmo u BpogeHu aHomaAuu Ha naoga. Aeya pogeHu om maliKu C mexsK ogeH
gegpuyum umam 3aba6eno ymcmBerno pazBumue u npobaemu ¢ pacmesxa, 2Ayxoma u Hemoma,
a 6 Hati-mexxkume cayvau - kpemeHuzom. Aopu Aekuam dogeH gegpuyum no Bpeme Ha Gpemen-
HOCM moxe ga 6bge egHa om NpuUYUHUME 3a HAMaAeH UHMeAeKMyaAeH NoMeHyuaA Ha gememo.

MompebHocmu om Gog

MompebHocmume om UGog caeg 14-2oguwHa Bb3pacm ca egHakBu 3a mbyke u KeHu. Te3u no-
mpebHocmu HapacmBam 3HauumeaHo no Bpeme Ha GpemeHHocmma u 6 nepuoga Ha KbpmeHe.
o Bpeme Ha BbmpeympobHomo pazBumue nanogbm noayyaBa Gog 3a cmemka Ha maddvuHuA npu-
€M, N0pagu Koemo HUCKomo kKoAuyecmBo UOg §] guemama Ha 6pe/v\eHHama ’KéHa € Kpumu4HO 3a
pazBumuemo Ha naoga.

lMpenopbku 3a gHe

Ane6Hu nompeGHocmu om tog (Mcg)*f “EFsA 2014,

(Du3zuorozuyHu
FOHowu u Auua Hag > 14 2oguHu 150 NPEeNopbKU 3a XpaHeHe
BpemeHHU XeHu 200 8 boazapun

Kbpmewu >xxeHu 200

Kak ce ocuzypaBa gocmamvbuHo koAuuecmbBo Gog npegu,
no Gpeme Ha 6pemeﬂﬂocm U Nnpu KbpmMmeHe

BbAcapua e mepumopusa ¢ pazaudeH no mexkecm GogeH gepuuum, Ho 6aazogapeHue Ha npuAa-
2aHama cucmemHa UogHa NpoghuAaKmMuUKa HaCoYeHa KbM UAAOMO HaceAeHUEe Ha mepumopuama Ha
cmpaHama om 1994 2, om gecemuaemus He ce HabalogaBam cayyau Ha meXkbk GogeH gedouuum.
,YHuBepcaaHomo GogupaHe Ha coama” e epekmuBHa cmpamezuq, koamo obxBawa:
1. GogupaHe Ha coama 3a XpaHumeAHU ueau; 2. uznoa3BaHe eguHcmBeHo Ha GogupaHa COA npu
npomuwaeHo npou3zBogcmBo Ha xpaHu. Mo mo3u HavuH ocHoBeH U3MOYHUK Ha (l0g 3a XpaHeHe-
mo y Hac e GogupaHama 2omBapcka coa u npou3zBegeHume xpaHu B8 bbAcapua ¢ GogupaHa CoA.

fomBapckama coa 8 bbazapua ce Gogupa ¢ kaaueB togam (KIO3), cmabuaHo ycmouuuBo Ha
cBemauHa cveguHeHue B koaudecmBo B moukama Ha npou3BogcmBo 28-55 m2/ke coa (koemo
cbomBememBa Ha Uog 17-32 m2/ke coA, cpegHo 25 me/ke). ToBa o3HauaBa, ve 3a ga ce gocmuzHe
npenopbyaHuam gHeBeH npuem npu Bb3pacmHu e Heobxogumo KoHcymauua Ha 8-10 2 GogupaHa
con gHeBHo om Bcuuku U3MOYHUUU - gUPEKMHO KOHCYMUpaHa u om npepabomeHu XpaHu (kamo
ce omyumam u3zBecmHu 3a2ybu Npu cbxpaHeHue u monAuHHa npepabomka).
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Mpu GpemeHHUMeE XeHu, koumo umam no-Bucoku nompebHOCMU e No-MPYgHO ga ce nocmuzHe
KeAaaHua npuem Ha (og eguHcmBeHO 3a cMemka Ha GogupaHama COA U Ha xpaHu, npou3BegeHu
C Hea owe noBeue, ye Npu MAax u3zpuuHo ce npenopbuBa coama ga ce ozpaHuvaBa. HamaaaBaHe Ha
npuema Ha coAa go 5-6 2/gHeBHo ce npenopbuBa om CBemoBHama 3gpaBHa opeaHuzauua (C30) u 3a
UAAOMO HaceAeHue, mbl Kamo e goka3aHa Bpb3kama mexxgy Bucokuam npuem Ha 2omBapcka coa u
apmepuaAHama xunepmoHus.

3amaHama Ha GogupaHama 2omBapcka coa ¢ gpyau BugoBe coa, cuumaHu om HAKOU BpemeHHU 3a ,no-
noae3Hu” (Xumanaticka po3oBa coa, uHgulicka YepHa coa, hpeHcka cuBa con) e owe no-HeygayuHo, mbl
Kamo me He Cbgbpykam U0g UAU 20 Cbgbpykam 8 u3KAloUUMEAHO HUCKU KoAudecmBa u npakmuyecku

He Mo2am ga gonpeHecam 3a agekBamen npuem Ha og € guemama.

CobgbpkaHue Ha tog 6 Hakou xpaHu
HeszaBucumo, ye cbgbprkaHuemo Ha Gog B8 xpaHume 3aBucu om cbgbpykaHuemo 6 nouBama, Bugbm Ha
dpypaxkume u om memogume Ha npouzBogcmBomo, HAKOU XpaHu ca gokazaHo gobpu U3MOUHUUU Ha Uog.

CpegHo cbgbpixanue Ha tiog 6 egna nopyua om Hakou uzbpanu xpaHu, cnopeg bpumanckama
guemonozuyHa acoyuayus (The Association of UK Dietitians - BDA)*

lpyna xpaHu XpaHumeaeH npogykm KoauuecmBo (g) | CpegHo cbgbpykaHue Ha Gog
(pcg) (gedcmBumeaHomo
cbgvprkaHue Ha Gog Bapupa)
Mogupana 2omBapcka con 10 250
(6vA2apcku cmaHgapm)
Xumanaticka po3oBa coa 10 14,5
Puba u Tpecka 120 230
MOPCKU XpaHu baaa puba 100 115
Coomea, pure 100 14
ToH, koHcepBa 100 12
XepuHeaa 100 52
Mugu 100 130
Masako u [MpacHo maako 200 50-80
MAEYHU XpaHu Kuceao maako 150 50-100
CupeHe 40 15
Apyau xpaHu Meco 100 10
[Mmuuyu 100 10
agku 25 5
Adue 1 6p. (50 2) 25

*AuncBam gaHHU 3a CbgbprkaHuemo Ha (og 8 6bA2apckume xpaHu, Nopagu Koemo ca u3noA38aHu 4y><kgu U3moyHuUYuU

bpemeHHUMe U KbpMeuwu XeHu moz2am ga 3agoBoram nompe6Hocmume cu
om Uog ype3 ynompeoba Ha:
- dogupaHa 2omBapcka coa
+xpaHu, npou3BegeHu c GogupaHa coa ( XAA0, CUpeHe, MAAKO)
-ecmecmBeHo gobpu uzmoyHuuu Ha og (puba u MOpCKU XpaHu)
YBeAuueH puck om HUCbK npuem Ha (og moxke ga Bb3HuUKHe npu no Bpeme Ha BpemeHHOCM npu:
*>KeHU Koumo He ynompebaBam GogupaHa, a gpyz Bug coa (Xumaralcka, uHgudcka u gpyau,
Hecbgbp >Kawu Uog)

- BeezemapuaHuu, Auua uzbaeBawu puba, MAAKO U MAEYHU XpaHu
+ AUUQ, KOUMO UMam HeNOHOCUMOCM KbM KpaBemo maako u 20 3amecmBam cbe coeBo,
HeCbgbp>kaw,o Uog

B me3u cayyau no Bpeme Ha HBpemeHHOCM MOXKe ga Ce HAaAOXKU npuemaHe Ha U0g-
cbgbXKawu KombuHupaHu npenapamu om BumamuHu u muHepaaHu BewecmBa
(noBeuemo cbgbp>kam 100-200 mcg Gog 68 egHa go3a).

Bcuyku npobremu, c6vp3anu coc wyjumoBugrHama xaeza no Bpeme Ha
b6pemenHocm, mpa66a ga 6gam KoHCyAMuUpaHu om AeKap-cneyuaaucm.




Axakono NoHmopmo , CBaraHe om kpbcma®, 1494, MaopeHmuHcKa wKkoAa, MaHuepuzsm

bwvazapcko Apyxecm6Bo no EHgokpuHorozua
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