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OPTAHN3ALUMNOHEH KOMMUTET:

[MTouemeH npegcegamea - [podh. Apazomup KoeB
[Mpegcegamen - podh. AHHa-Mapua bopucoBa
Cekpemap - Aou,. LIBemaaunHa TaHkoBa
Kacuep - A-p ArekcaHgop LLluHkoB

YaeHobe:

[Mpodp. A-p CabuHa 3axapueba
Aou. A-p Baagumup Xpucmo®B
Aou. A-p MaauHa NMemkoBa
Aou. A-p Kaauna KonpuBapoBa
Aou. A-p Kupua Xpucmo3o6
Aou. A-p Mapua OpbeuoBa
Aou. A-p NBan LluHAukoB

BbJITAPCKO [OPYXECTBO MO EHOOKPNUHOJNOINA
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Ob6wa uHpopmauua:

Macmo 3a npo6exxgaHe Ha Cumno3zuyma:
HoBomea-ITaoBguB
Tea/MDakc: 032/ 934 346

Pecucmpauua:

YemBobpmubk, 25 okmomBpu 2007 2oguHa om 8,00 go 19,30 uaca

Memvk, 26 okmomBpu 2007 om 8,00 go 19,00 yaca

Cvboma, 27 okmomBpu 2007 2oguHa om 8,00 go 19,00 yaca
PecucmpauuoHHomo 6topo Ha Cumno3uyma we 6vbge paznoroxkeHo B uen-

mpaAHomo ¢potae Ha HOBOTEA - INaoBgub

PecucmpayuoHHama makca Ha ydyacmHuuyume BkarouBa:

» Yyacmue 6 HayuHama npozpama Ha Cumno3uyma, 25-27 okmomBpu
»  Yuacmue 6 V3r0>k6ama Ha dpapmaueBmuuHama uHgycmpus, 25-27 ok-
momBpu
[Npoepama u abcmpakmu
Kadpe-naysu - 25, 26, 27 okmomBpu
Obegu 8 nembK u cbboma, 26-27 okmomBpu
Beuepa ,,Aobpe gowau” - 25 okmomBpu
Beuepsa ,Cpewa c npuameau” - 26 okmomBpu
Beuepa ,,AoBuxkgaHe” - 27 okmomBpu
YaHma, beAexkHUK, Xumukaa u bagx

VVVVYVYVY

Takca npaBoyyacmue 6 Cumno3zuyma:

3a uaeHobBe Ha BAE, pecucmpupaHu cbc cbomBemeH maAoH om cnucaHue
Engokpunoaozua 2004, 1X, 2, 47
®* peaucmpauua no baHko8 nbm go 30. 09. 2007 - 30,00 AeBa
®* peaucmpauua Ha macmo - 45,00 areBa
* 3a uaeHoBe Ha BAE cneuuaauzanmu, gokmopaHmu - 15,00 pecn. 22,00 AB.
3a He-uaeHOoBe Ha BAE
* peaucmpauua no 6aHkoB nbm go 30. 09. 2007 - 250,00 reBa
* peaucmpauua Ha macmo - 300,00 AreBa
banko6 npe6og:
3a bbAcapcko gpykecmBo no eHgoKpuHoAo2UA
BYABAHK - kaoH LlenmpaaeH, Cogpua-1000, na. CBema Hegeaa 7
banko6 kog/BIC: UNCR BGSF
IBAN: BGO6 UNCR 7630 1076 2549 99
MpeBexga: mpume umeHa Ha yuyacmuuka, (ET, AKL] ...), agpec

Xl HayuoHaneH cuMNO3uym NO eHgOKPUHOAO2UA



11™ HauuoHareH cumMno3uym NO eHgOKPUHOAO2UA

”MemaboAumHu, cbpgeuHo-cbgobu u KocmHU HapyweHua npu
3aboaabBaHua Ha xunocu3za, HagobOPEeUHU U 20HAgHU XAe3zu”

25-27 okmomBpu 2007 zoguHa
Hauanao Ha Cumno3zuyma - 12.00 yaca Ha 25.10. 2007 2oguHa
Kpau Ha Cumno3zuyma - 19.30 vaca Ha 27.10. 2007 2oguHa

YaeHcku BHoc - 50,00 AeBa 3a cneyuaaucmu®
YaeHcku 6BHoc - 25,00 AeBa 3a cneuuaauzaHmu u gokmopaHmu c npegcmaBeH
opuuuareH gokymeHm om pbkoBogumeaa Ha cneyuaAu3zauyuama UAU gokmopaHmypama®.
*CbaAacHo PeweHue Ha Obwomo cbbpaHue Ha BAE om 24 gpeBpyapu 2007 2.

PeaucmpauuoHHo 6to0po:
LLle ce uzBbpwBa peazucmpauua Ha HoBu uaeHoBe Ha bbacapcko gpyxkecmBo no
eHgOoKpuHoAo2ua om 25 go 27 OxkmomBpu 2007.

Axkpegumauua no NMocmoaHHOMoO meguuyuHCcko obyueHue

Cepmucpukamume we 6bgam Ha pa3znoAo>XKeHUe Ha cneyuasHo 0b03HaueHo macmo B
PeaucmpauyuoHHomo 6topo Ha 27 OkmomBpu - cbboma om 12 go 17 yaca. KoHepecbm e
nokpum ¢ kpegumu om bAC no Kamezopua b. 3a konmakmu - BAC.

Cuz2ypHocm
Haema e oxpaHa om cneuuaAu3upaHa cpupma npeg 5™ 3aau 3a npoBexkgaHe Ha
Cumno3uyma u HowHa oxpaHa 3a M3aoxxbama Ha gpapmaueBmuuHama uHgycmpus.

Xomea (02paHuyeH 6poll Ae2Aa, npuHYUNa Ha nbpBua npucmuzHan):
» ABoiiHa cmaa - 56,00 reBa (28,00 reBa 3a Aear0 Ha HOW)

» EguHuuHa cmaa - 90,00 aeBa Ha How,

Ae2rnomo B eguHuvHa uau gBoliHa cmaa ce 3anAawa u3uaro om Auuemo HanpaBuao
mo3u u3bop. BAE cnoHcopupa uaeHoBeme cu npu 3anaawaHe Ha gBolHa cmaa u noema
pazaukama om 56,00 go 120,00 areBa, koemo e geicmBumeAHama ueHa Ha cmaama. 3a
noazBaHe Ha eguHuvHa cmaa e Heobxogumo npegBapumeaHo Bceku ga cu HanpaBu
noumeHHa pe3epBauua. BAE He cnoHcopupa eguHuuHume cmau. BAE He 3anaawga
KOHcymauuama om muHubapa 6 cmaume Ha yyacmuuuume 6 Cumno3zuyma.

bbJITAPCKO OPYXECTBO MO EHOOKPUHOJNOIMA
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Mucusa u npuHuyunu Ha HauuoHaAHUMe KoHzpecu u
cumno3uymu Ha bwbAzapcko gpykecmBo no eHgoOKpuHoAo2UA

f’oguwHume HauuonaaHu Konepecu pecn. Cumno3juymu opezaHu3jupaHu om BAE ce aBaBam
macmomo 3a Hall-eoAdMama 20guwHa cpewa Ha cnheyuaaucmume no eHgOKPUHOAO2UA Om
bbAcapua u maka upe3 max ce NoggbpIKam akagemuyHume mpaguuyuu Ha obwHocmma.

PvkoBogcmBomo Ha BAE creg BHumameaeH nogbop kaHu camo u3zmbkHamu eBponelcku u
cBemoBHu yuyeHu 3a yyacmue ¢ naeHapHU Aekuuu B cbbumuama Ha Ha ApykecmBomo u maka ce
ocbwecmBaBam cpewu c Hal-eoanemume ekcnepmu no gageHus npobaem u3BbH npegeaume Ha
cmpaHama Hu.

Kamo akagemuuHo cgpyxeHue BAE cbgeicmBa 3a ykpenBane Ha gobpume Bpb3ku ¢
papmaueBmuuHama uHgycmpua u Bcuuku UHCMUMYUUU, KOUMO UMam OMHOWeHUe KbM
pazBumuemo Ha u3zcaegoBameackama u yuebHa geiHocm B obracmma Ha eHgoKpuHoAO2UAMA.

FoguwHume cpewu Ha BAE ce opeaHuzupam maka, Ye ga ce ocuaypu akagemuyHa HezaBucumocm
Ha uzcaegoBameaume u Aekapume, KOumo ca Hau-gobpume ,agBokamu” Ha cBoume GoAHU.

OcHoBHama uen Ha BAE e ga ce cb3gagam Bb3moxkHocmu 6 bbacapua 3a pazBumue Ha
u3zcaegBaHuama 6 o6aacmma Ha eHgokpuHoAO2UAMa, Ha ycroBua 3a no-6bp30 panpocmpaHeHue Ha
HeobXxogumume no3HaHUA cpeg ObWHOCMMA U Ha PaKmopu 3a YAECHEHOMO UM npuAoykeHue 6
npakmukama.

Xl HauuoHaAeH cumno3uym ho eHgoKpUHOAO2UA



BbbATAPCKO APYXECTBO MO EHAOKPUHOAOI'NA
11™ HauuoHaAeH cumno3uym No eHgOKPUHOAO2UA

CIMTOHCOPUH:
Eli Lilly
NovoNordisk
MSD
AxkBaxum - Merck-Darmstadt
Novartis
Hoffmann La Roche
Servier
Sanofi-Aventis
Solvay
Bayer
Berlin-Chemie
AstraZeneka
Pfizer

Woerwag Pharma
Gedeon Richter
Abbott
Actavis
Sopharma
GlaxoSmithKline
Ecopharm
Ciech Polfa

BbJIFTAPCKO APYXECTBO MO EHOOKPUHOJOIMA
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NMPOIPAMA

11™ HauuoHaAeH cumno3uym
NO eHJOKPUHOAO2UA

3arna MOCKBA
25 okmomBpu 2007 2oguHa (YvemBbpmbK)

12,00 - 14,15 - CECUA , KAuHUYHA npakmuka“

MOAEPATOPMU: Aoy. Mapua OpbeyoBa, lNpog. ArekcaHgvp Kypme6,
Aouy. Xyauema leperHoBa

12,00'= 12,15 - Cayuaii Ha aBmoumyHeH noAuzaaHgyaapeH cuigpom (AINC) mun 1

Mapusa Ma6roBa, Hukora bomywaroB, Mumko MumkoB, Aumumuop Tpoe6,
Mapua OpbeyoBa

12,15 = 12,30 - [Npuao>keHue Ha Sibutramin (Reductil) 6 reueHuemo Ha memaboAumHua
CUHgPOM

Cmecpka BrageBa, 1. ®omeb, Kpocmeoo [1a6ro6

12,30 - 12,45 - AuazHoCcmuKa U AedeHue Ha xunodu3zapHama HegocmamwbuHocm 6 3pasa
Bv3pacm

Xyauema lepenoBa

12,45'= 13,00 - HemymopHu 3aboaaBaHua Ha xunogu3zHama »KAe3a: KAUHUKO-MOPGOAO2UY-
Ha KopeAauua
Kupua Xpucmo3o06, U. KpacHarueB

13,00 = 13,15 - lNoBuweHu nAazmeHu HUBa Ha eHgomeAuH 1 Npu XUNepP2AIOKOKOPMU30AU-
3bM U MbXKe C XUno20Hagu3bm

AHeaua TomoBa, @uaun Kymano6, leopeu KupunroB, Aurua AakoBcka

13,15 = 13,30 - EpekmuaHa guchyHkuua u cbpgeuHo-cbgoBu 3aboaaBaHua npu nayueHmu
c HoBoomkpum mun 2 3axapeH guabem

Manauna lNemkoBa, M. LlexkoBa, C. laneBa, B. [MeHyeB

13,30 - 13,45 - KocmHa MuHepaAHa NAbMHOCM Ha AUMDaAHU NpewAeHU Npu hauueHmu
CbC 3axapeH guabem mun 1

Hukoaa bomywaroB, Enyo EnyeB, Mapua lMaBroBa, Aumumsp TpoeB

XI HayuoHaAeH cumMno3uym no eHgoKpUHOAO2UA



13,45 - 14,00 - AHaAu3 Ha npuAo>keHUemMoO Ha KoaudecmBeHua yampa3Byk npu guaz2Hoc
MuUUpaHeMo U Ae4eHUemo Ha ocmeonopo3ama

Muxaua boaHoB, Auna-Mapua bopucoBa, Cabuna 3axapue6Ba, lNhamen lMonuBanoB, Pycanka
KoBayeBa, Arexcangwop LLIluHkoB

14,00 - 14,15 - PechepeHmHU cmouHOCMU Ha 0OUKOAKA HA MaAuama npu npeg-
nybepmemHu 6bA2apcku geua Ha Bb3pacm 6-8 20guHu

C. l'aayeBa, B. lomo@Ba, B. LJane6a, B. Cmpame8, K. [TempoBa
14,15 - 14,45 - Kacpe-nay3a

14,45 - 15,30 - CATEAUTEH CUMITO3NYM

M®apmaueBmuuna komnaHua - Solvay Pharma
,Mpegu3zBukameacmBa 8 mepanuama Ha memaboAumHua cuHgpom”
TecmocmepoH 3amecmumeAHa mepanua u AHgpozeA
Aoy. Baagumup XpucmoB
AunaHmua - AunugonoHwkaBawa mepanua npu memaboAumeH CUHgPOM

Aoy. Lj6emaruna TaHkoBa

15,30 - 15,50 - Tepanuama cbc Sortis - ecpukacHocm npu nbpBuuHa npeBeHuyua Ha Cbp-
geuHo-cbgoBu 3aboraBarua (CC3) npu nauueHmu ¢ guabem mun 2.

AaHHu om npoyuBaHemo Collaborative Atorvastatin Diabetes Study (CARDS):

myamuueHmpoBo, paHgomu3upaHo, naauebo-koHmMpoAupaHo npoyyBaHe
lMpog. Cabuna 3axapueBa

15,50 - 16,10 - Kacpe-nay3a

16;10'= 16,40 = CATEAUTEH CUMMO3UYM

@®apmaueBmuuna komnanua - Berlin-Chemie
,AeyeHue Ha apmepuarHama xunepmoHua Nnpu memaboAumeH cuHgpom”
A-p Comup MapyeB

16,40 - 17,00 - HoBu nomuwa 3a Bb3geticmBue Bbpxy peHuH-aH2UOMEH3UH-aAgOoCMePO-
HoBama cucmema

Aouy. Baagumup Xpucmo8B
17,05 - 17,35 - CATEAUTEH CUMITO3UYM

®apmaueBmuuHa komnaHua - Bayer
,Glucobay u Aspirin Protect 8 npeBerHyuama u mepanuama Ha 3axapHua guabem u
HezoBume cbpgeuHo-CbgoBu ycAoKHeHUA”
MOAEPATOP: lNpogp. CabuHa 3axapueBa

BbJITAPCKO JPYXECTBO MO EHOOKPUHOJIOIUA
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npozpama

17,35 = 17,55 - Puck om 3axapeH guabem npu aHmuxunepmeH3uBHa mepanusa
Aoy. Lj6emaruna TaHkoBa
18,00 - 19,30 - CATEAUTEH CUMITO3NYM

D®apmaueBmuuHa komnaHua - AkBaxum - Merck Darmstadt

20,00 = 23,00 yaca OOULIMAAHA BEYEPS , AOBPE AOLUANY

CnoHcop - MapmayebmuuHa komnaHua - AkBaxum — Merck Darmstad

3ara MOCKBA
26 okmomBpu 2007 2oguHa (nembK)

8,30 - 10,00 - CECUA ,,3a60Aa6aHun Ha xunoguzama”

MOAEPATOPMU: lNMpogp. CabuHa 3axapueBa, lNMpogh. Muxaua lNMpomuv,
Aoy. Mapua OpbeyoBa

8,30 - 8,40 - Ougenka Ha kauecmBomo Ha >kuBom npu nauueHMu cbC cuHgpoma Ha KywuHe
Mapusa flneBa, Kpacumup KaaunoB, CabuHa 3axapueBa

8,40 - 8,50 - Ouerka Ha kayuecmBomo Ha >xuBom npu nayueHMu ¢ AKpomez2aAua C
BvnpocHuka ACROQolL

Emua HayeB, A. HegeBa, Kpacumup KaaunoB, CabuHa 3axapueBa

8,50 - 9,05 - MernamoOHUH Nnpu memaboAumeH CUHgPOM

Paauya PobeBa, @uarun Kymano6

9,05 - 9,25 - AbA2ompaliHo HabAtogeHue Ha nauueHmu ¢ borecm Ha Cushing caeg
mpaHcceHougaaHa ageHOMeKmMomua

Mapun MapunoB, Mapua OpbeyoBa, Cabuna 3axapueBa, HukoAai MupyeB

9,25 - 9,45 - ComamocmamuHoBume aHaro3u Ha Novartis - Sandostatin LAR u SOM230 -
mpaguuus u bbgewe 6 epekmuBHOMO U YgoOHO AeveHue Ha akpome2aAua u
cuHgpom Ha Cushing

lpog. Cabuna 3axapueBa

9,45 - 10,00 - Auckycuu
10,00 - 10,30 - Kacpe-nay3a

Xl HauuoHaAeH cumMno3uym no eHgoKpUHoAO2UA
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10,30 - 12,00 - CECUA: ,, ocm-Aekmopu”

MOAEPATOPM: lNMpogp. Cabuna 3axapueBa, lNMpogh. Augua KoeBa,
Aoy. Baagumup XpucmoB

10,30"=11,00 - leHemuka Ha nbpBuvHUA aAgOCMEPOHU3bM
Prof. Xavier Jeunemaitre (France)

11,00 - 11,15 - Auckycua

11,15 = 11,45 - [eHemuka Ha heoxpomouumoma

Dr. Anne-Paul Gimenez-Roquelpo (France)

11.45 - 12.00 - Auckycua

12,00 - 13,00 - CATEAUUTEH CUMITO3UYM

®apmauebmuuna komnaHua Servier
»Aa AekyBame kocmma kamo »kuBa mbkaH”
MOAEPATOP: lNpogp. AnHa-Mapua bopucoBa

13,00 - 14,30 - OBSA

13,30 - 14,30 - CPELLIA C EKCITEPTA

3ara MockBa - [porakmuHomu

lpog. Cabuna 3axapueBa

3aaa lNapwxk - ObyyeHue no npobremu Ha hepmuAumMemMa y mbxa

Ipogp. Muxaua lNMpomuy, Aoy. Quarun KymanoB, A-p 3gpaBko KameHoB,
A-p Muxaua boano6

3aaa MroBgub 1 - Mogxog npu gucaunugemuu

Aoy. Baagumup XpucmoB
3aAa MAoBguB 2 - Xunomaaamo-xunogu3apHu HapyweHua npu memaboAumeH CUHgPOM —
MO>KEM AU ga 2u Kopuza2upame?

Aouy. Maauna lNemkoBa

3aaa MroBguB 3 - CumnmomamuueH guabem

Aoy. l{Bemaauna TankoBa, Aoy. Mapua OpbeyoBa

BbJITAPCKO OPYXECTBO O EHOOKPUHOJIOIMNA
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npozpama

3ara MOCKBA
26 okmomBpu 2007 2oguHa (nembK)

14,30 - 16,00 - CECUS ”3a60Aa6aHua Ha HagbbOpeyume”

MOAEPATOPM: lNMpogp. Apazomup KoeB, Aoy. Bragumup Xpucmo8,
Aouy. UBau LjunaukoB
14,30 - 14,50 - [Nogxog npu AeyeHue Ha HagbbLOpPeYHUA KapUUHOM

lMpog. Cabuna 3axapueBa

14,50'=15,00 = Treatment of hipothyreosis with levothyroxine as a risk factor for osteoporosis
Panajotovic M, Nasteska N, Kotevska Nikolovska M, Ranogajec S. (Macedonia)

15,00 - 15,10 - Family history of fracture as a predetermining factor for osteoporosis
Nasteska N, Panajotovic M, Kotevska Nikolovska M, Ranogajec S. (Macedonia)

15,10 - 15,20 - AgunoHeKmuH npu nauueHmMu ¢ NbpBuyeH aagocmepoHU3bM U
(heoxpomouumom
Amanacka ErenxoBa, loana Mampo3oBa, Cabuna 3axapueBa,
leopzu KupuroB, Kpacumup Karuno6

15,20 - 15,30 - CpaBHumenHo npoyuBaHe Ha yecmomama Ha Bb2AaexugpamHu u AUNUgHU
HapyweHua cpeg nayueHmu ¢ nbpBuyeH aAgocmepoHU3bM U eceHuuaaHa XunepmoHua
Wonna Mampo3zoBa, Cabuna 3axapueBa, Olivier Steichen, Xavier Jeunemaitre,
Pierre-Francois Plouin

15,30 - 15,45 - Pecucmbp Ha 6oAHUME Ccbc cuHgpoma Ha KywuHez 8 bbvazapus
(npegBapumenHu gaHHu)
Mapusa flHeBa, l'eopzu laHyeB, Banagumup Bacune6,
Kpacumup KaauroB, Cabuna 3axapueBa

15,45 - 16,00 - Auckycuu

16,00 - 16,30 - Kacpe-nay3za

3aAa Mao6Bgub
26 okmomBpu 2007 2oguHa (nembK)

16,30 - 19,30 - CATEAUTEH CUMITO3NYM
D®apmaueBmuuna komnaHua - Novo Nordisk
,CoBpemeHHO AeveHue Ha 3axapHua guabem”

MOAEPATOP: Aoy. Li6emaauHa TaHkoBa

20,00 - 23,00 yaca
BEYEPA ,CPELLA C INMPUATEAUNY
CnoHcop: MapmauyeBbmuuna komnaHua - Novo Nordisk

Xl HayuoHaneH cumno3uym NO eHgOKPUHOAO2UA
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3arna MOCKBA
27 okmomBpu 2007 2oguHa (cbboma)

8,30 - 10,00 - CECUA ,,3a60Aa96aHua Ha atyHUYUME”

MOAEPATOPMW: INMpogh. Muxaua Mpomuy, MNMpogp. Augua KoeBa,
Aoy. Maauna lNemkoBa

8,30 - 8,50 - CekcyaaHa gucyHKUUA NpU >XeHume
A-p 3gpa6ko KamenoB
8,50 - 9,10 - XunomaAramuyHa ameHopen, MeAeCHO Me2A0 U AeNMUH
Aoy. Mapua Opb6eyoBa
9,10 - 9,25 - HekoHmpauenmuBHuU edpekmu Ha opaaHUMe KoHMpauenmuBu

A-p 3gpa6ko Kameno8

9,25'=9,45 - Is it worth evaluating quality of life in acromegaly?
Prof. Susan Webb (Spain)
9,45 - 10,00 - Auckycuu

10,00 - 10,45 - CATEAUUTEH CUMITO3NYM

®apmauebmuuna komnaHua - MSD
,HoBa epa 6 reueHuemo Ha 3axapHua guabem”
MOAEPATOP: lNpogp. AnHa-Mapua bopucoBa

10,45 - 11,00 - Kacpe-nay3a

11,00 - 11,45 - CATEAUTEH CUMITO3UYM
MapmauyeBmuuHa komnaHua - Sanofi-Aventis
,Macmomo Ha Lantus 8 cbBpemeHHama mepanua Ha guabem mun 1 u mun 2“
MOAEPAPTOP: Aoy. Li6emaauHa TaHkoBa

11,45 - 12,00 - Kacpe-nay3a

12,00 - 13,00 - CATEAUTEH CUMITO3NYM
MapmaueBmuuHa komnaHua - Novartis
,HoBu xopuzoHmu 8 noBauaBaHemo Ha HapyweHua memaboAuzbM”
MOAEPATOP: lNpogp. AnHa-Mapua bopucoBa

BbJITAPCKO OPYXECTBO IO EHOOKPUHOJIOIMNA
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npozpama

13,00 - 14,30 - OBSA

13,30 - 14,30 - CPELLIA C EKCIEPTA

3aAa MockBa - NporakmuHomu

lpog. Cabuna 3axapueBa

3aaa lNapux - O6byyeHue no npobaemu Ha hepmuAUMEMa Yy MbKa

lpogp. Muxauna lNMpomudy, Aoy. Quaun Kymaro8, A-p 3gpabko KameHoB,
A-p Muxaua boano6

3aAa MaoBgubB 1 - Nogxog npu gucaunugemuu

Aoy. Bragumup Xpucmo®B

3aAa TAo6Bgub 2 — Xunomanramo-xunogu3apHuU HapyweHua npu memaboAumeH CUHgPOM -
MO>KEM AU ga 2u Kopuz2upame?
Aouy. Maauna lNemkoBa

3aaa MNMrobBguB 3 - CumnmomamuueH guabem

Aouy. lj6emaauna TaHkoBa, Aoy. Mapua OpbeyoBa

3arna MOCKBA
27 okmomBpu 2007 2oguHa (cbboma)

14,30 - 16,00 - Cecua ,[1pobaemu Ha aHgpoAo2uama”
u yecmBaHe Ha [Mpodp. Muxaua Npomuy
MOAEPATOPM: lNMpogp. Muxaua NMpomusy, lNpogp. Cabuna 3axapueBa,
Aouy. Kupua Xpucmo3zo8

14,30 - 14,50 - Bb3pacmHuam mb>X npe3 noz2aega Ha aHgpPOAO2a

lMaeHapHa Aekuyua Ha Mpod. Muxaua [NMpomuu

14,50 = 15,10 - TecmukyAapHUAM guC2EHEMUYEH CUHGPOM U pa3npoCmpaHeHUeEMo My
Aoy. Quaun KymanoB
Aekuuama e nocBemena Ha Npod. Muxaua INMpomuy

15,10'=15,30 = EpekmuaHa gucyHkuyua - cbBpemeHHU achekmu
A-p 3gpabko KamenoB

15,30'=15,45 - TecmuKkyAapHa gucyHKUUA npu cucmemHu 3aboaaBaHua
A-p Muxaua boano6

Xl HayuoHaAeH cuMno3uym hOo eHgOKpPUHOAO2UA
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15,45 - 16,00 - Auckycuu
16,00 - 16,30 - Kacpe-nay3a

16,30 - 17,25 - CATEAUTEH CUMITO3NYM
®apmaueBmuuHa komnaHua - MSD
,HoB cmangapm 6 AreyeHuemo Ha ocmeonopo3zama”
MOAEPATORP: I1pogp. Muxaua lNpomuy

17,25 - 17,45 - Ocmeonopo3a u cbpgeuHo-cbgoBo 3aboraBarHe - gBeme cmpaHu Ha egHa
MoHema

lpog. AHHa-Mapusa bopucoBa

17,45 - 18,15 - [locmnpaHguarAHama XunepzaAukemun

Prof. Nicolae Hancu (Romania)

18,30 - 19,30 - CATEAUTEH CUMITO3NYM

D®apmauebmuuna komnanua - Eli Lilly
,CbBpemeHHU Nogxogu 3a AedeHue Ha ocmeonopo3ama”
MOAEPATOP: lpogp. Auna-Mapua bopucoBa

20,00 - 24,00 yaca

FAAA-BEYEPS - , AOBUKAAHE“
CnoHcop: Mapmauebmuuna komnavua - Eli Lilly

3ana NMAPUNX
26 okmomBpu 2007 2oguHa (YvemBbpmbK)

13,00 - 13,30 - MOCTEPHA CECUA

MOAEPATOPM: lNMpogp. Barenmuna LljaneBa, lNpogp. Apazomup Koe6,
Ipogp. Kpscmeo Ma6roB
13,00 - 13,05 - INMocmep 1

OueHka Ha B3aumoBpb3kama mexxgy nepuoga Ha KbpmeHe U KoCmHama MuHepaAHa
NABMHOCM NPU NOCMMeHONAY3aAHU >KeHU
Enyo EHyeb

13,05 - 13,10 - INocmep 2

OueHka Ha B3aumoBpibikama mexkgy Bb3pacm Ha MeHapxe U KocmHama MuHepaAHa
NABMHOCM NPU NOCMMEHONAY3aAHU >KEeHU
EHyo EHyeB

bbJITAPCKO OPYXECTBO MO EHOOKPNHONOIMA
15



npozpama

13,10 - 13,15 - lNocmep 3

KocmHa muHepaAHa nAbmHOCM Ha npewAeHHU meAa u begpeHa wulka Npu MbXKe C
epeKmuAHa gucyHKuuAa
Muxauar boanoB, Aenuz bakaroB, Baagumup Xpucmo®B

13,15 - 13,20 - lNocmep 4

CbomHoweHUemo aAgoCcmepoH/peHUH Npu CKpuHUH2a 3a nbpBuyeH aAgocmepoHU3bM
- nAa3meHa peHuHoBa akmuBHocm uAu akmuBeH peHuH
WNoanna Mampo3zoBa, Cabuna 3axapueBa, leopzu KupuroB, Muxaua boano8,
Baagumup Xpucmo@8, Kpacumup Kaauno6

13,20 - 13,30 - Auckycua

3ana INMAPNXK
27 okmomBpu 2007 2oguHa (nembK)

13,00 - 13,30 - NOCTEPHA CECUA

MOAEPATOPMU: lNpogp. Barenmuna LjaHeBa, lNpogp. Apazomup Koe6,
Ipog. Kpscmobo [1abrobB

13,00 - 13,05 - lNocmep 5

Paznpegeaerue Ha CAG noaumopcpu3zma B 6barzapckama nonyaauus
Paauya PobeBa

13,05 - 13,10 - IMocmep 6

KAuHuYeH cayual Ha XunepeAlkoKopmuuyu3bm ¢ HemunuuHa u3aBa popmama Ha
6orecmma - Morbus Cushing
Cmedpka BrageBa, B. lNeneBa

13,10 - 13,15 - lNocmep 7

Cayyal Ha PCOS c u3pa3eH agpeHaAeH aHgpPO2eHeH eKcuec
Mapua abBroBa, A. UrueB, Mapua OpbeyoBa

13,15 - 13,20 - Mocmep 8

MemaboAumHu U (PYHKUUOHAAHU HapyWeHUA NPU MOMUYE C eKCMPeMHOo 3amAabcmaBaHe U CUHgGPOM
Ha Prader-Willi
B. MomoBa, C. larqeba, A. lMemkoBa, A. AHzeaoBa, B. FaganyeBa

13,15 - 13,25 - IMocmep 9

HuBa Ha ocmeonpomezepuHa npu AuUa C XUuNnomupeougu3bm
A. WuukoB, . AmaHnacoBa, A-M. bopucoBa, P. KoBayeBa,
U. BaaxoB, H. AcaanoBa, A. AakoBcka
13,25 - 13,30 - Auckycuu

Xl HayuoHaAreH cuMno3uym N0 eHgOKPUHOAO2UA
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Ne

OAEPATOPU:

10. Aou. LlBemaauHa TaHkoBa - 26.10 (16.30 u), 27.10 (11.00 v)
11. Aou. MaauHa NemkoBa - 27.10 (8.30 )

12. Aou. Mapua OpbeyoBa - 25.10 (12 u), 26.10 (8.30 u)

13. Aou. MBaH LluHAukoB - 26.10 (14.30 v)

14. Aou. Kupua Xpucmo3o8 - 27.10 (14.30 )

15. Aou,. XXyauema lepeHoBa - 25.10 (12 v)

MpegcmaBawu abmopu (no a36yueH Aucm):

N UT A WN =

18.

19
20

. Gimenez-Roqueplo A-P. - 61
. Hancu N. -

. Jeunemaitre X. - 36, 62

. Panajotovic M. - 63

. Nasteska N. - 63

. Webb S. - 58

. AHz2eroBa A. - 32

. bakaroB A. - 19

. bopucoBa A-M. - 21, 22

. bBomywano6 H. - 22
. boanoB M. - 18, 19, 20
. BacuauB B. - 53

. BrageBa C. - 44, 52
. FagaHueBa B. - 32
.TaaueBa C. - 27, 28
.TaneBa C. - 45
.TanueBT. - 53
lepeHoBa X. - 29

. AakoBcka A. - 51

. ErenkoBa A. - 23, 24

21.
22.
23.
24,
25.
26.
27.
28.
29.
30.
31.
32.
33.
34.
35.
36.
37.

EnueB E. - 25, 26, 27
3axapueBa C. - 54, 55, 56
MaueB A. - 43

MomoBa B. - 31, 32
KaaunoB K. - 24, 38, 53
KamenoB 3. - 32, 33, 34
KupuaoB T. - 23
KoBaueBa P. - 18, 60
KpacHaaueB M. - 31
Kymano8 O. - 35
MapuroB M. - 57
Mampo3oBa . - 36,37, 38
MumxkoB M. - 41

HaueB E. - 39

HegeBa A. - 39
OpbeuoBa M. - 40
MaBaoBa M. - 41, 42, 43

BbJITAPCKO OPYXECTBO MO EHOOKPUHOJIOTUA
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38.
39.
40.
41.
42.
43.
44.
45.
46.
47.
48.
49.
50.
5T1.
52.
53.
54.
55.
56.
57.

. Mpodp. CabuHa 3axapueBa - 25.10 (17.05 u), 26.10 (8.30 4, 10.30 u), 27.10 (14.30 v)
. Mpod. AHHa-Mapua bopucoBa - 26.10 (12.00 u), 27.10 (10.00 4, 12.00 4, 18.30 u)

. Mpo. Muxaua Mpomuy - 26.10 (8.30 u), 27.10 (8.30 u, 14.30 v, 16.30 )

. Mpod. Apazomup KoeB - 26.10 (13.00 u, 14.30 u), 27.10 (13.00 u)
. Mpod. Augua KoeBa - 26.10 (10.30 u), 27.10 (8.30 u)

. Mpo. ArekcaHgbp KypmeB - 25.10 (12 u)

. Mpod. BarenmuHa LlaneBa - 26.10 (13.00 u), 27.10 (13.00 v)
. Mpod. Kpbecmbo MaBaroB - 26.10 (13.00 y), 27.10 (13.00 u)

. Aou, Baagumup XpucmoB - 26.10 (10.30 u, 14.30 u)

MaBroB K. - 44
[MeneBa B. - 52
MenyeB B. - 45
MemkoBa A. - 32

NMemkoBa M. - 45, 46
MempoBa K. - 27
MonuBaHoB . - 18
Mpomuu M. - 47
Po6eBa P. - 48, 49
CmpameB B. - 27
TankoBa Ll. - 50
TomoBa A. - 51
TpoeB A. - 22
XpucmoB B. - 30
Xpucmo3oB K. - 31
D®omeB I1. - 44
LlaveBa B. - 27, 28
LlekoBa M. - 45
LunkoB A. - 60
dneBa M. - 53, 59
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AHaAuU3 Ha NpuAOKeHUemo Ha koAauyecmBenua yampaz6yk npu
guazHOCMUUUPaAHEeMOo U AeYeHuUemo Ha ocmeonopo3ama

M. boaHoB', A.-M. bopucoBa®, C. 3axapue6a® I1. lMonu6aHoB’, P. KoBa4yeBa®,
A. llluHko6’

'KAauHuka no eHgokpuHoaoz2ua, YMBAA |, ArekcaHgpoBcka®,

YCBAAE "Akag. M18. IMenueB”, Meguuurcku YHuBepcumem - Cocpua

Llea Ha Hacmoawemo npoyuBaHe b6e ga ce oueHam 3a2ybume u nponycHamume NOA3U oM Npu-
AOXeHuemo Ha koAaudecmBeHua yampazByk Ha kocmume (QUS) y Hac Kamo guazHOCMUYHO Cpeg-
cmBo 3a ocmeonopo3a u uznucBaHe u peumbypcupaHe Ha ckbnocmpyBawo AeyeHue.

Mamepuaa u memogu. HanpaBuxa ce HAKOAKO gonyckaHus. ,3AameH cmaHgapm” 3a nocmabsa-
He Ha guaz2Ho3a ,ocmeonopo3a” e gBolUHo-eHepaulHa peHmezeHoBa abcopbuyuomempua (DXA) Ha
npewaAeHu uau begpeHa wulka kamo Bcuuku uzmepBaHu Auua ca >keHu Hag 50-2oguwHa Bb3pacm.
Om b6wvazapckume eHu caeg 50-2oguwiHa Bb3pacm 20,45 % umam ocmeonopo3a, 32,50 % umam
ocmeoneHua u 47,05 % umam HopmMaAHa KOCMHa MuUHepa;Ha NAbmHocm. bpoam anapamu 3a KoAuU-
yecmBeH yampazByk 6 cmpaHama e 100. AaHHUMe 3a yyBcmBumeaHocm u cneyuuYHOCM Ha KO-
AauyecmBeHun yampaszByk 6axa cbeaacHo Hal-zonemume npou3zBogumeau - Hologic u GE Lunar, kak-
mo u cnopeg bbAazapcku pazpabomku. LleHama 3a pedpepeHMHO aHMUOCMEONOPO3HO AeveHue Oe-
we cbobpazeHa c yueHama Ha opu2uHareH Alendronate 3a egHOKpamHO CEgMUYHO NPUAOYKEHUE.

Pe3yamamu. Obwama 20guwHa cyma 3a HeHYxXHo AedeHue, (/5 om aekyBanume Hamam ocme-
onopo3za cnopeg DXA) e: 256 000 AB. - om H30OK u 793 600 AB. - om nayueHmkume. Obwume
pa3xogu 3a AeuyeHue Ha >KeHU ¢ ocmeonopo3a, HeyroBeHa ¢ QUS ca owe no-2oaemu. [Mpu npaz Ha
yampazBykoBua T-ckop < -2,5 ce uznyckam obwpo 35 000 go 40 000 >keHu ¢ ocmeonopo3a. Om
max 26 000 - 30 000 we noAydam ocmeonopo3HU hpakmypu u we ce HanpaBu pazxog om 5145
000 go 7 700 000 aeBa (npeku pa3zxogu).

M38ogu. KoauuecmBernuam yampa3zByk Ha kocmma caegBa ga 6bge npuaazaH eguHcmBeHo Ka-
mo cpegcmBo 3a oueHka Ha ppakmypHuUa puck u 3a npaBuaeH nogbop Ha kKaHgugamume 3a ueHm-
parHa DXA. Taka u3znoa3BaHemo my we O6bge UKOHOMUYECKU u320gHO. B momenma macoBomo u
06e3kpumuuHo npuAroxkeHue Ha QUS HaHaca o2pomHu dpuHaHcoBu Bpegu Ha H3OK u obwecmBomo
HU Kamo uAaAo.

Analysis of the use of quantitative ultrasound of bone in the diagnosis
and treatment of osteoporosis
(Working Group on the Pharmacoeconomics of Osteoporosis)

Mihail Boyanov', Anna-Maria Borissova’, Sabina Zaharieva’, Plamen Popivanov’,
Rusanka Kovacheva?, Alexander Shinkov’

'Clinic of Endocrinology, University , Alexandrovska” Hospital, Medical University Sofia

!Clinical Center for Endocrinology and Gerontology, University Hospital

,Acad. Ivan Penchev”, Medical University Sofia

The aim of this study was to assess the losses and the missed benefits caused by the use in our
country of the quantitative ultrasound of bone (QUS) as a tool for the diagnosis of osteoporosis and
for the initiation and reimbursement of anti-osteoporotic therapy.

Xl HauuoHareH cumno3uym nO eHgOKPUHOAO2UA

18



PE3IOMETA / ABSTRACTS

Materials and methods. We did several assumptions. The gold standard for the diagnosis of osteo-
porosis was dual-energy X-ray absorptiometry (DXA) of the lumbar spine and proximal femur and all
patients were women above the age of 50 years. Among these women 20,45 % have osteoporosis,
32,50 % - osteopenia and 47,05 % have normal bone mineral density. The number of QUS devices
in the country is 100. Data on sensitivity and specificity of QUS were taken from the greatest manu-
facturers - Hologic and GE Lunar, as well as from own studies. The price for a referent anti-osteo-
porotic treatment was equal to that of the original weekly Alendronate.

Results. The annual cost for unnecessary treatment (one third of all treated do not have osteo-
porosis according to DXA) is: 256 000 Bulgarian leva (BGL) paid by the National Health Insurance
Fund and 793 600 BGL - by the patients. The QUS T-score threshold of = -2,5 means that 35 000-40
000 women with osteoporosis would be missed. 26 000-30 000 of them are due to experience osteo-
porotic fractures which would generate costs of 5 145 000-7 700 000 BGL (direct costs).

Conclusions. QUS of bone should be only used as a tool for fracture risk assessment and correct
screening of DXA candidates. So its use would bring economic benefit. At present the massive and
uncritical use of QUS leads to great financial losses to the National Health Insurance Fund and our soci-
ety as a whole.

KocmHa muHepaAHa NABMHOCM Ha NpewAeHHU meAa u 6egpeHa wulka
NPU MbXKe C epeKMUAHa gucyHKuuA

M. boaHoB, A. bakaro6, B. Xpucmo6
KAauHuka no eHgokpuHoaoz2ua, MBAA ,ArekcaHgpoBcka”, MY - Codousa

Llea Ha Hacmoawemo npoyuBaHe be ga ce uzmepu KocmHama muHepasHa naAbmHocm (KMIT)
Ha NnpewAeHHU meAa u begpeHa wulika Npu MmbXKe ¢ epekmuaHa gucpyHkuua (EA) u ga ce cpaBHu ¢
mas3u Ha MbXke Ha cxogHa Bb3pacm, Ho 6e3 EA. MNMauueHmu u memogu: YuacmBaxa o6wo 40 mbike
Ha cpegHa Bb3pacm 55 20g. (£ 10 20g.) - 20 om max 6axa npuvucaeHu 6 epynama c EA u 20 - 6e3
EA. VI3mepuxa ce aHmponoMempuyHU NoKa3ameAu, CHe ce aHamHe3a. EpekmuAHama dyHKuua ce
omyumauwe ¢ mexxgyHapogeH BbnpocHuk International Index of Erectile Function (lIEF). KMIT Ha aym-
OaAHUME NpewAeHu U npokcumasHua pemyp be uszcaegBana ¢ gBoluHo-eHepaueH peHmeeHoB ab-
copbuuo-membvp QDR 4500 A Elite Ha dpupma Hologic, USA.

Pesyamamu: I'pynama mwbxxe ¢ EA umaxa no-Hucka KMITom me3u 6e3 EA, HezaBucumo om cxog-
Hama um Bb3pacm. Pazaukume 6axa no-20Aemu NO OMHOWEHUE Ha NpewAeHHUMe meAa, Npu Kou-
Mo ce gocmueHa cmamucmuydecka 3Hadyumocm. Ipynama mbxke ¢ EA umaxa no-Bucoku uHgekc Ha
meAecHa maca u obukoaka Ha maauama. O6cbxkgaHe: Pazauduama 8 KMIT Ha mbykeme cbe u 6e3
EA buxa moz2Aau ga ce gbaxkam Ha no-Bucokama yecmoma Ha KOMNOHEHMU Ha memaboAumeH CUHJ-
pom npu mbxkeme ¢ EA uau Ha conbmemBawu no-Hucku HuBa Ha cepymHuUA MecmoCcmepoH UAU No-
HucKka pu3uyecka akmuBHocm npu max.

B 3akatoueHue, EA e mapkep Ha HapyweHo MbxKKo 3gpabe u e Bb3moxkHa acoyuauua ¢ NOHUXKe-
Ha KM

BbJITAPCKO APYXECTBO MO EHOOKPNHONOIMA
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Bone mineral density in men with erectile dysfunction

M. Boyanov, D. Bakalov, V. Christov
Endocrinology Clinic, Alexandrovska University Hospital, Medical University Sofia

The aim of the present study was to measure the bone mineral density (BMD) of the lumbar spine
and proximal femur in men with erectile dysfunction (ED) and to compare it to age-matched controls
without ED.

Patients and methods: 40 men participated in this study (mean age 55 £ 10 years): 20 with and
20 without ED. Medical history and anthropometric measures were taken. ED was diagnosed by using
the International Index of Erectile Function (IIEF). BMD of the lumbar spine and proximal femur was
measured by dual-energy X-ray absorptiometry on a QDR 4500 A Elite device (Hologic, USA).

Results: Men with EED had lower mean BMD than those without ED. The differences were marked
at the lumbar spine where they reached statistical significance. The men with ED had higher waist cir-
cumference and body mass index.

Discussion: The differences in BMD of men with and without EED may be due to the higher preva-
lence of metabolic syndrome components, lower serum testosterone values and lower physical activ-
ity. Conclusion: ED is a marker of impaired male health and is possibly associated with low BMD.

TecmukyAapHa gucpyHKUUA npu cucmemHu 3aboaaBaHun

M. boano6
KAuHuka no eHgokpuHoAaozua, MBAA ,, ArekcaHgpoBcka”’, MY - Codpun

TecmukyaapHama ¢pyHKuua, Kamo eguH om Hal-cbuwecmBeHume KOMNOHEHMU Ha MbXXKOMO
3gpabe, e AecHo paHuma. Aobpe uzBecmHu ca hopmume Ha 3acazaHe HA Mecmucume npu peguua
cucmemHu 3aboaaBaHun - Hanpumep KoAazeHo3u, Backyaumu u gpyau. MiHmepeceH mogea Ha Kaa-
cuyeckume cucmemHu 3aboaaBaHun, yBpexkgawu mecmuca, e XpoHuvHama 6bbpeyHa Hegocma-
mbuHocm. DyYHKUUOHAAHUAM HEgoCMU2 Ha 20HagOMPONUHU ce cbyemaBa ¢ kapmuHama Ha aHgpo-
2eHeH Hegocmue: 2uHeKoMacmua, UMNomeHuus, 6esnaogue U gpyau comamuyHU HapyweHua Kamo
HamaAeHa KocmHa hnAbmHocm u ¢gopakmypu. pe3 nocaegHume gecemuaemua ocobeHo BHumaHue
ce obpbwa u Ha Hakou 3aboaaBaHua Ha cbBpemuemo, mexxgy koumo ca HIV- uHdpekuuama u pas-
AUuYHU HeonAa3mu. C ygbaxkaBaHe npexxuBaemocmma Ha 6oAHUME, Ha npegeH nAaH u3auzam Bmo-
puuHume yBpegu, cpeg Koumo u ma3u Ha noroBama oc. B xoga Ha 6oaecmma ce cbuemaBam pas-
AUYHU NO meXKecm (POopMU Ha XUNO20HAgOMpPONEH XUNO20Hagu3bm U hbpBuyHa mecmuKyAapHa He-
gocmambyHoCcm. B peguua cayuau npusazaHume 3a AedeHue Ha cucmemHomo 3aboanaBaHe meguka-
meHmMu ca Bucokomokcu4Hu 3a noroBama oc. INpu peguya om uzbpoeHume 3aboraBaHusa ce KOMeH-
mupa 3amecmumeAHo aHgpo2eHHO AedeHue. [NMpoyuBaHuama ¢ aHgpozeHu obave ca mBbpge MaAKo
Ha 6pol u cbC caaba cmamucmuvecka mowHocm. Bbnpocbm 3a noAume om XopmoHaAHOMO 3a-
MECMUMEAHO AeveHUe NPuU MbXXe CbC cucmemHu 3aboaaBaHua u BmopuvHa mecmuKkyAapHa guc-
pyHKuua ocmaBa omkpum.

Xl HayuoHaneH cuMNO3uym NO eHgOKPUHOAO2UA
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Testicular dysfunction in systemic disease

M. Boyanov
Endocrinology Clinic, Alexandrovska University Hospital, Medical University Sofia

The testicular function is one of the key components of male health and as such is rather vulnera-
ble. The impact on the testis of a number of systemic diseases such as collagenosis, vasculitis etc. is
well known. An intriguing model of a classical systemic disease affecting the testis is the chronic renal
failure. The functional deficit in gonadotropin secretion is combined by the picture of androgen defi-
ciency: gynecomastia, impotence, infertility and other somatic disorders such as low bone density and
fractures. During the last decades special attention is paid to some contemporary diseases such as the
HIV-infection and malignancy. Due to the increased life-expectancy secondary abnormalities come into
consideration, among which is the gonadal dysfunction. In the natural course different forms of hypo-
and hypergonadotropic hypogonadism can co-exist. In some cases the medications used for the treat-
ment of the systemic disease may be toxic to the gonads. All these diseases leave place for possible
androgen replacement therapy. Publications in the literature on this topic are scarce and with weak sta-
tistical power. The discussion about the benefits of androgen replacement therapy in men with testic-
ular dysfunction in systemic disease remains open.

Ocmeonopo3a u cbpgeuHo-cbgobo 3aborabane - gbeme cmpaHu Ha
egHa MOHema

lpog. AnHa-Mapusa bopucoBa
YHuBepcumemcka 60AHUUA NO eHgokpuHoAoz2ua, MY - Codusa

Ocmeonopo3ama u amepockAepo3ama ca XPoHU4HU gezeHepamuBHu 3aboaaBaHug, KOUMo Cb-
wecmByBam HezaBucumo u obuyalHo HapacmBam ¢ HanpegBaHe Ha Bb3pacmma. HaAuue ca mHo-
20 (pakmu, koumo noka3zBam kKopeaauua mexgy cbpgeuHo-cbgoBume 3aboraBaHua u ocmeonopo-
3ama He3zaBucumo om Bb3pacmma. boaAecmHocmma u cmbpmHocmma npu ocmeonopo3a ca cBop-
3aHu ¢ ppakmypume. [Npu amepockaepo3a uma Bucoka boarecmHocm u ocobeHHo Bucoka cmbpm-
Hocm, Koumo ca cBbp3aHu C KAUHUYHUME U NOCAEgUUU — aH2UHA NEKMOPUC, OCMbP MUOKapgeH UH-
papkm, uHcyam, nepugpepHa cbgoBa HegocmambuyHocm. pu amepockaepo3a uma HampynBaHe
Ha Aunugu 8 cbgoBama cmeta, nopagu aBmoumyHHu u Bb3naaumeaHu npouecu. Hag 90 % om aAu-
nugHume naaku npembpnaBam kaauyudukauua. Koperauusma mexgy ocmeonopo3ama u amepoc-
KAepO3ama e oueHeHa No 0CHOBHUME NaMOU3UOAO2UYHU MEXaHU3MU, NAMOBUOXUMUYHU NbMuUWa
u puckoBu gakmopu 3a cvgoBo 3aboanaBaHe u Bucoka yecmoma Ha HUCKa KOCMHa MUHepaAHa
NAbMHOCM. MexaHu3mbm Ha cbgoBa KaAyupukauua NpuAuY“a Ha npoueca Ha ocmeozeHes3a, Koumo
BrkatouBa pazAudHU KAEMKU, NpOMeuHU U uumokuHu, Bcuvuku Bogewu go mbkaHHa MUHepaAu3ayus.
HanpaBeH e npeaaeg Ha dpakmopume omzoBopHuU 3a amepockaepo3a, KopeAupawa C Hucka Kocm-
Ha MUHepaAHa NAbMHoOCM.

BbJITAPCKO APYXECTBO MO EHOOKPUHOJNOIAUA
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Osteoporosis and Cardiovascular Disease - two Sides of the Same Coin?

Anna-Maria Borissova
University hospital of endocrinology, Medical University - Sofia

Osteoporosis and atherosclerosis are chronic degenerative diseases which have been considered
to be independent and whose common characteristic is increasing incidence with age. At present,
growing evidence indicates the existence of a correlation between cardiovascular disease and osteo-
porosis, irrespective of age. The morbidity and mortality of osteoporosis is mainly related to the occur-
rence of fractures. Atherosclerosis shows a high rate of morbidity and especially mortality because of
its clinical repercussions such as angina pectoris, acute myocardial infarction, stroke, and peripheral
vascular insufficiency. Atherosclerotic disease is characterized by the accumulation of lipid material in
the arterial wall resulting from autoimmune and inflammatory mechanisms. More than 90% of these
fatty plaques undergo calcification. The correlation between osteoporosis and atherosclerosis is being
established by studies of the underlying physiopathological mechanisms, which seem to coincide in
many biochemical pathways, and of the risk factors for vascular disease, which have also been associ-
ated with a higher incidence of low-bone mineral density. The mechanism of arterial calcification
resembles the process of osteogenesis, involving various cells, proteins and cytokines that lead to tis-
sue mineralization. The author review the factors responsible for atherosclerotic disease that correlate
with low-bone mineral density.

KocmHa muHepaAHa NABMHOCM HA AYMBaAHU npewAeHU Npu nayueHmu
CbC 3axapeH guabem mun 1

H. bomywanoB, E. Enye6, M MaBroBa, A. TpoeB
KauHuka no EHgokpuHoAo2ua u boaecmu Ha obmaHama,
YMBAA ,C8. Teopau” EAA -MY, INroBguB

BvBegeHue: 3axapHuam guabem (3A) 3acaza npubAuzumeAaHO OKOAO 6-8 % om HaceAeHuemo,
kKamo okoAao 10 % om max ca nauueHmume ¢ 1-8u mun 3A. 3A mun 1 ce cBbp3Ba c pegykyua Ha
KOCMHOMO MUHEPAAHO CbJgbP>KUMO.

Llea: Aa ce npoydam npomeHume u ce oueHu BAauaHuemo Ha memaboAumHua KOHMpPoA Bbpxy

KoCmHoMuHepaAHama naAbmHocm (KMIT) npu nayueHmu cbce 3axapeH guabem mun 1.
Mamepuaa u memogu: B npoyuBanHemo yuacmBaxa 32 xeHu u 15 mbke CbC 3axapeH guabem mun
1 Ha cpegHa Bb3pacm 26,44 +£3,09 20g u cpegHa npogbAKuMeAHocm Ha 3aboaaBanemo 10,79 + 8,3
20g U KOHMpOoAHa 2pyna om 20 eHu u 10 mb>e Ha cpegHa Bb3pacm 25,41 £2,91 20g 6e3 3axa-
peH guabem. KMIT B g/cm? Ha AymbaaHua omgea Ha 2pbbHavHUA cMbAD ¢ o6Aacm Ha uHmepec L2-
L4 8 npegHo-3agHa no3uuua bewe uzmepeHa upe3 gBolHo-eHepaulHa peHmezeHoBa abcopbuuomems-
pua Ha anapam DPX-A- Lunar (Bepcusa 1.15).

Pesyamamu u obcvykgaHe: KMIT (L2-L4) 8 2pynama cbe 3axapeH guabem e ¢ 0,038 g/cm? u ¢
0,052 g/cm* cbomBemHo 3a >keHume U MbXXeme No-HUCka 0m ma3u Npu KOHMPOAHamMa 2pyna, Ko-
emo e cmamucmuyecku Hecu2HugukaHmHo (p = 0,240). KMIT u 8 gBeme u3caegBaru 2pynu u 3a
gBama noaa He 3aBucu om meaecHomo meaao, Bb3pacmma u BucovuHama Ha u3caegBaHume na-
uueHmu. MNpogbaxkumeaHocmma Ha 3A oka3zBa Hecuz2HudpukaHmHo ompuuameaHo Bb3geticmBue
Bbpxy kocmHama nabmuocm (r =-0,093). NogobHo e u Bb3gelicmBuemo Ha MemaboAuMHUA KOHM-
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poA /ougeHeH upe3 cmolHocmume Ha HBA, . Bbpxy KMIT (r = -0,17). EguHcmBeHo obwama uHcyau-
HoBa go3a okazBa ompuuameaHo cueHugukaHmMHo Bb3geticmBue Bbpxy KOcmHama MuHepaAHa
nabmuocm (r =-0,453; p = 0,009). HecueHudpukaHmHomo ompuuameaHo Bb3geidcmBue Ha NpogbA-
»kKumeaHocmma Ha 3aboaaBaHemo Bbpxy KMIT omgaBame Ha Huckama cpegHa Bb3pacm Ha u3caeg-
Banama epyna CueHudpukaHmHomo ompuuamerHo Bb3getcmBue Ha obwama uHcyauHoBa go3a
Bbpxy KMI'T ompazaBa 3agvabouaBawua ce uHcyauHoB gedpuyum npu nauueHmume ¢ 1-* mun 3A.

KatouoBu gymu: 3axapeH guabem mun 1, KOCMHOMUHEpPAAHA NABMHOCM, MemaboAumeH KOHMPOA

Bone Mineral Density at Lumbar Spine in Patients with Type 1 Diabetes
Mellitus

N. Botushanov, E. Enchev, M. Pavlova, D. Troev
Clinic of Endocrinology, Medical University - Plovdiv

Background and Aims: Diabetes mellitus (DM) affects about 6-8 % of the population and approx-
imately 10 % of them are patients with type 1 DM. Type 1 DM is connected with low bone mineral
density (BMD) and increased risk of fractures. The objective was to evaluate BMD at lumbar spine in
patients with type T DM. Materials and methods. In 32 female and 15 male patients with uncompli-
cated DM 1 (age 26,44 £3,09 yr; duration of disease 10,79 = 8,3 yr) and 30 healthy controls, matched
for sex, age height and weight bone mineral density (g/cm?) was measured by dual X-ray absorptiom-
etry (DEXA) at lumbar spine L2-L4 in anterior-posterior position using DPX-A Lunar (version 1,15).
Results. BMD (L2-L4) of the diabetic patients was with 0,038 g/cm?” and with 0,052 g/cm? for women
and men respectively, lower than that in the control group, although not statistically significant. The
duration of the disease and glycosylated hemoglobin (HbA,.) showed a weak negative correlation
with BMD in patients with DM 1 (r =-0,093 and r =-0,17 respectively). Only the daily insulin dose has
a significant negative effect upon BMD (r =-0,453; p= 0,009) which reflects the deepening insulinopae-
nia. Conclusions. Our data demonstrate that BMD of diabetic patients do not differ significantly from
that of the control group and was not related with the levels of HbA,. and the duration of the disease.

Key words: diabetes mellitus type 1, bone mineral density, metabolic control

AgunoHeKMUuUH npu nayueHmu ¢ nbpBuueH argocmepoHu3 LM U
hpeoxpomouumom

A. ErenkoBa, . Mampo3oBa, C. 3axapueBa, I. KupuroB, K. KaaunoB

AgunoOHEeKMUH e CuHmMe3upaH om agunouumume nenmug ¢ aHmuamepo2eHHU, aHMUUHMAaMa-
mopHU u aHmuguabemyu cBolicmBa. Cyuma ce, ye mMoO3u aguUNOKUH UMa ocHoBHa poaa B pazBumu-
emo Ha memaboAuMHUA CUHgPOM, 3axapeH guabem mun 2 u cBbp3aHume ¢ max cbpgeyHo-cbgoBu
3aboaaBaHua. HoBu npoyuBaHua noka3zaxa HamaAeHa cUHMe3a Ha aguNOHEKMUH Npu eHgomeAHa
gucyHKuua U apmepuasHa xunepmoHua. Om gpyza cmpaHa, Bpb3kama agunoHeKMuUH - eHgok-
puHHa xunepmoHua ocmaBa HeacHa. Llea Ha Hacmoawemo npoyuBaHe Gewe ga ce onpegeaam Hu-
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Bama Ha agunoHekmuH npu nauueHmMu ¢ gBe pa3zAudHU POPMU Ha EHJOKPUHHA XunepmoHuAa (Nbp-
BuueH aagocmepoHU3bM U peoxpomouumonm), cpaBHaBalku 2u ¢ me3u Npu nauueHMuU eceHuuaAHa
XunepmoHus.

AuszalH u memogu: B npoyuBaremo 6axa BkaoueHu 5 2pynu navueHmu: 13 nayueHmu ¢ nbpBu-
yeH argocmepoHu3bm, 10 nauueHmu ¢ peoxpomouumonm, 18 nayueHMuU € eceHyuaAHa XunepmoHus
U HOPMAAHO mMe2A0, 22 nauueHmMu C eCeHUyUaAHa XunepmoHua U HagHOPMEHO mez2Ao u 23 3gpabu
KOHMpoAu. AgunoHekmuHoBume HuBa 6axa umepeHu Ype3 paguoumyHoro2uveH aHaau3 (RIA).
Pesyamamu: CepymHume KoHUeHMpayuu Ha agunoHeKmuH 6axa cu2HUUKaHMHO NO-HUCKU
npu hayueHmume ¢ eoxpomouumonm, NbpBuueH aragocmepaHUu3bM U HAGHOPMEHUME eceHuUaAHU
XunepmoHuuu, cpaBHeHu ¢ me3u npu eceHUUaAHUMe XunepmoHUuU C HOpMaAHO mez2Aao u 3gpabu-
me KoHmpoau. He ce ycmanoBu cuzHugpukaHmHa pa3auka 8 HuBama Ha agunoHekmuH cpeg nauu-
eHmume ¢ nbpBuvueH aAgocmepoHU3bM, (PEOXPOMOUUMOM U eCeHuUaAHUme XunepmoHuuu C Hag-
HOpMeHO mez2Ao. 3a pa3zauka om npeguwHu npoyuBarug, He ce ycmaHoBu cuz2HupukaHmMHa pas3Au-
Ka mexkgy agunoHekmuHoBume HuBa npu nauueHmMume C eceHyuaAHa XunepmoHua C HOPMAAHO
meaAo u 3gpaBume KOHMPOAU.

N3B6ogu: MoHuxkeHumMe agunoHekmuHoBu HuBa npu nbpBuyeH aAgocMepoHU3bM U (PEOXPOMO-
uumom moxke ga npegcmaBaaBam namozeHemuuyeH ¢pakmop 3a noBuweHua kapguoBackyrapeH
puck npu me3u nayueHmu. Moxe ga ce npegnoaaza u 8b3moxkHa poaa Ha agunoHekmuH 6 namoze-
He3ama Ha 3axapHua guabem u HapyweHua BbaaexugpameH moAepaHC NpuU hayueHmMume ¢ eox-
POMOUUMOM.

KatouoBu gymu: agunoHekmuH, nbpBuyeH aaAgocmepoHU3bM, PEOXPOMOUUMOM, aguNOUUMOKU-
HU, EHgOKPUHHa XunepmoHusn

Adiponectin in Patients with Primary Aldosteronism and Pheochromocytoma

A. Elenkova, J. Matrozova, S. Zacharieva, G. Kirilov, K. Kalinov

Adiponectin is an adipocyte-derived peptide with anti-atherogenic, anti-inflammatory and anti-dia-
betic properties. This adipocytokine has been postulated to play a major role in the development of
metabolic syndrome, type 2 diabetes mellitus and related cardiovascular diseases. Recent studies have
shown a reduced synthesis of adiponectin in endothelial dysfunction and arterial hypertension in
humans. On the other hand, the association of adiponectin with endocrine hypertension remains
unclear. The aim of the present study was to evaluate adiponectin levels in patients with two different
forms of endocrine hypertension (primary aldosteronism and pheochromocytoma) comparing them to
these in patients with essential hypertension.

Design and methods: Five groups of subjects were enrolled in the study: 13 patients with primary
aldosteronism, 10 patients with pheochromocytoma, 18 normal-weight patients with essential hyper-
tension, 22 overweight patients with essential hypertension and 23 healthy subjects. Adiponectin lev-
els were determined by radioimmunoassay (RIA).

Results: Serum adiponectin concentrations were significantly lower in patients with pheochromo-
cytoma, primary aldosteronism and in overweight patients with essential hypertension compared to
these in normal-weight hypertensive patients and healthy controls. There was no significant difference
in the levels of adiponectin among patients with primary aldosteronism, pheochromocytoma and over-
weight patients with EH. In contrast to previous studies, we did not find a significant difference
between circulating adiponectin levels in normal-weight patients with EH and healthy subjects.

XI HayuoHaAeH cumMno3uym no eHgoKpUHOAO2UA
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Conclusions: Decreased levels of adiponectin in primary aldosteronism and pheochromocytoma
may represent a possible pathogenic factor for the increased cardio-vascular risk in these patients. A
possible role of adiponectin in the pathogenesis of diabetes and impaired glucose tolerance in
pheochromocitoma patients may be suggested.

Key words: adiponectin, primary aldosteronism, pheochromocytoma, adipocytokines, endocrine
hypertension

OueHka Ha 63aumoBpb3kama mexxgy nepuoga Ha KbpmeHe U KOCMm-
Hama MUHepaAHa NABMHOCM NPU NOCMMeHONay3aAHU XXeHU

Enyo A. EnqeB
KAuHuka no EHgokpuHoaoz2ug, MY - aoBguB

Ocmeonopo3ama e mHo20 Yecma borecm cpeg Bb3pacmHomo HaceaeHue u 2aaBeH obuwecmBeHo-
3gpaBeH npobaem. ToBa nomBuprkgaBa BaxkHocmma Ha uzmepBaHemo Ha KOCMHO MuUHepaAHama
NABMHOCM 3a guazHo3ama Ha ocmeonopo3ama U oueHKa Ha opakmypHua puck. Vima npoyuBaHus,
nokazBawu, Y4e No-NPOGHAKUMEAHUSM NEPUO] Ha KbpmeHe e cBbp3aH C No-HUCKA KOCMHAa NAbMHOCM
U CKAOHHOCM KbMm (ppakmypu 6 nepuoga creg meHonay3a, HO gaHHume ca npomuBopeyuBu.

Llea: Aa npoyuum Bpb3kama mexxgy nepuoga Ha KbpMeHe U KOCmHama MUHepaAHa NAbMHOCM
Ha AymbaAHU NpewAeHU NpUu NOCMMeHONAY3aAHU XKeHU.

Mamepuaa u memogu: NpoyuBaHemo ob6xBawa 44 3gpabu >keHu Ha cpegHa Bb3pacm 54,54
0,98 20guHU U UHgEKC HAa meAecHa maca - 26,17+2,53 kg/m” lNpu Bcaka egHa om >keHume baxa
peaucmpupaHu: Bb3pacm, pbcm, Bb3pacm Ha meHapxe u meHonay3a, 20guHu 8 meHonaysa, 6pol
paxkgaHua U nepuog Ha kbpmeHe. KocmHama nAbmHOCM Ha AymbasHUme npewaAeHu bOewe
onpegeAeHa upe3 gBolHo-eHepauliHa peHmezeHoBa abcopbuuomempun 6 npegHo-3agHa npoekuus
ype3 anapam DXA-Lunar, kamo cmouHocmma ce npegcmaBa 6 g /cm*

Ppesyamamu: >KeHu ¢ nepuog Ha KbpmeHe om cpegHo 2,73%0,63 meceua umam
cuz2HuukaHmHo no-Bucoka KocmHa nAbmHocm Ha AymbaaHume npewaenHu (1,173£0,045 g/cm?)
om mes3u ¢ nepuog Ha KbpmeHe cpegHo 7,04 £0,17 meceua (1,024 £ 0,028 g/ cm?) (P=0,002).

M3B8ogu: MocmmeHoNay3aAHU >XeHu C NO-NPOgbAXKUMEAHUA Nepuog Ha KbpmeHe (Hag 7 meceua)
Ca CbC CU2HUPUKAHMHO NO-HUCKA KOCMHA MUHEPAAHA NABMHOCM Ha AUmbaAHUME NpewAeHuU.

KatouoBu gymu: KocmHa nAbmHocm, nepuog Ha KbpmeHe, NoCMMeHOoNay3aAHU >KeHu

Bone mineral density of lumbar spine and its relationship with the peri-
od of lactation in postmenopausal women

Entcho Entchev
Clinic of endocrinology, Medical University - Plovdiv

Osteoporosis is the most common metabolic bone disease. Fracture risk strongly correlates with
bone mineral density and underlines its importance for the assessment of the future fracture risk. There
are studies showing that the longer period of breast feeding is related with lower bone mineral densi-
ty and fractures but existing data in postmenopausal women are so far inconsistent.

BbJITAPCKO OPYXECTBO IO EHOOKPUHOJIOINA
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The aim: of the study was to investigate the relationship between the period of breast feeding and
the bone mineral density of the lumbar spine in postmenopausal women.

Material and methods: 44 healthy postmenopausal women average age 54,54%0,98 years and with
body mass index 26,17+2,53 kg/m? were included in the study. The age, height, age at
menopause, number of births and the period of breast feeding were recorded in each woman. Bone
mineral density in g/ cm? of the lumbar spine in anterior-posterior position was measured by dual-ener-
gy x-ray absorptiometry on DXA-Lunar.

Results: Women who have had period of breast feeding average 2,73+0,63 months have higher
bone mineral density at lumbar spine in comparison with those who have had average 7,04+0,17
months (P=0,002) period of breast feeding.

Conclusion:The longer period of breast feeding of 7 months are associated with significantly lower
bone mineral density at lumbar spine in postmenopausal women.

Key words: bone mineral density, period of breast feeding, postmenopausal women

OueHka Ha 63atimoBpb3kama mexxgy Bb3pacm Ha meHapxe U KOCMHA
MUHEepaAHa NALMHOCM NPU NOCMMEHONAY3aAHU XeHU

Enyo A. EnyeB
KAuHuka no EHgokpuHoao2us, MY - TroBguB

Ocmeonopo3ama e MHO20 Yyecma 6oaecm cpeg Bb3zpacmHomo HaceaeHue u 2aabeH obwecmBe-
Ho-3gpaBeH npobaem. CKAOHHOCMMA KbM (Ppakmypu CUAHO KOpeAupa C KoCmHama muHepaAHama
nAbmHocm u nomBbprkgaba BaxkHocmma Ha HellHomMo u3mepBaHe U oueHka Ha hpakKMypHUA PUCK.
Vima npoyuBaHus koumo noka3zBam,uye no-kbCcHOMO MmeHapxe e cBbp3aHO C NO-HUCKA KOCMHA MuHe-
paAHa NAbMHOCM U (ppakmypu, HO gaHHUMeE NPU hoCMMeHoNay3aAHU >KeHu ca npomuBopeyuBu.

Llea: Aa npoyuum Bpb3ikama mexgy Bb3pacmma Ha meHapxe U KoCmHama muHepaAHa NAbM-
HOCM Ha AYmDOaAHU NpewAeHU Npu NOCMMeHOoNay3aAHU >KeHU.

Mamepuaau u memogu: [MpoyuBaHemo obxBawa 88 3gpaBu >keHu Ha cpegHa Bb3pacm
54,54£0,98 20guHU U UHgeKC Ha meAecHa maca - 26,17+2,53 kg/m? lNpu Bcaka egHa om >KeHume
6axa peaucmpupanu: Bb3pacm, pbcm, Bb3pacm Ha meHapxe u Bb3pacmma Ha meHonay3zama. Koc-
mHama NAbMHoOCcM Ha AymbaaHume npewaeHu bewe onpegeaeHa upe3 gBolHo-eHepauliHa peHmae-
HoBa abcopbuuomempua 8 npegHo-3agHa npoekuyua ype3 anapam DXA-Lunar, kamo cmolHocmma
ce npegcmabBa 6 g/cm?.

Pesyamamu: )Xenume ¢ Bb3pacm Ha meHapxe 12 20guHU umam cuzHupukaHmMHo no-Bucoka
KOCMHa MUHepaAHa NAbmMHoOCM Ha AymbaaHume npewaeHu (1,183+0,039 g/cm?) om me3u ¢ meHap-
xe Ha 14 2oguHu (0,987+0,027 g/cm? P=0,016 ). Te3u ¢ meHapxe Ha 13 20guHU umam cu2HUpUKaH-
mHo no-Bucoka kocmHa nabmuocm (1,149£0,030 g/cm?) om me3u c meHapxe Ha 14 20guHuU
(0,987+0,027 g /cm?;, P=0.003 ).

M3B8ogu: Bb3pacm Ha meHapxe no-kbcHa om 12 2oguHu e cBbp3aHa CbC Cu2HUPUKAHMHO NO-
HUCKa KOCMHa MUHepaAHa NAbMHOCM Ha AymbaaHume npewaAeHu B8 nepuoga Ha nocmmeHonays3a.

KatouoBu gymu: KocmHa muHepaaHa NAbMHOCM, MeHapxe, NOCMMeHONay3aAHU >KeHU.
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Bone mineral density of lumbar spine and its relationship with the age
at menarche in postmenopausal women

Entcho Entchev
Clinic of endocrinology, Medical University - Plovdiv

Osteoporosis is the most common metabolic bone disease. Fracture risk strongly correlates with
bone mineral density and underlines its importance for the assessment of the future fracture risk. There
are studies showing that the late menarche and the longer period of breast feeding are related with
lower bone mineral density and fractures but existing data in postmenopausal women are so far incon-
sistent.

The aim of the study was to investigate the relationship between the age of menarche and the
bone mineral density of the lumbar spine in postmenopausal women.

Material and methods: 88 healthy postmenopausal women average age 54,54 £ 0,98 years and
with body mass index 26,17 £ 2,53 kg/m* were included in the study. The age, height, age at menar-
che and menopause, number of births were recorded in each woman. Bone mineral density in g/ cm?
of the lumbar spine in anterior-posterior position was measured by dual-energy x-ray absorptiometry
on DXA-Lunar.

Results: The women with menarche at 12 years have significantly higher bone mineral density at
lumbar spine (1,183 0,039 g/cm?) in comparison with those with menarche at 14 years of age (0,987
1 0,027g /cm?; P = 0,016 ). Those women with menarche at 13 years have higher bone mineral den-
sity (1,149 £ 0,030 g /cm?) in comparison with those with menarche at 14 years (0,987 £ 0,027 g /cm?;
P = 0,003). Women who have had period of breast feeding average 2,73 £ 0,63 months have higher
bone mineral density at lumbar spine in comparison with those who have had average 7,04 + 0,17
months (P = 0,002) period of breast feeding.

Conclusion: The later than 12 years of age at menarche is associated with significantly lower bone
mineral density at lumbar spine in postmenopausal women.

Key words: bone mineral density, age at menarche, postmenopausal women

PecpepeHmHuU cmouHOCMu 3a 06UKOAKA HA maAuama npu
npegny6epmemHu 6bA2apcKu geua Ha 6b3pacm 6-8 2oguHu

C. lraayeBa, B. MomoBa, B. LjaneBa, B. Cmpame6’, K. [Tempo6a.
Kamegpa no neguampua u MeguuuHCKa 2eHemuka,
MeguuuHcku YHuBepcumem - BapHa

"BBAA - BMA - BapHa

AbgomuHaaHomo 3amabcmaBare e ocHoBHuUA puckoB hakmop 3a pazBumuemo Ha memaboAu-
meH cuHgpom npu Bb3pacmuu u geua, cBbp3aHo ¢ noBuweH puck 3a cbpgeuHo-cbgoBu 3aboanBa-
HuA u 3axapeH guabem mun 2. OBukoAKama Ha maausma e npocm, gocmbuneH u eBmuH aHmpono-
mempuueH memog, koimo gaBa Hal-gobpa npegcmaBa 3a paznpegereHUemMO Ha MacmHama mbkaH
npu geua u ompazaBa cmeneHma Ha abgomuHaaHo 3amabcmaBaHe. B Hawama cmpaHa auncBam
gaHHu 3a obukoAka Ha maauama 3a gemckama nonyaayus. Llea Ha HacmoAWoOMoO NUAOMHO NPOYUY-
BaHe e uzpabomBaHe Ha pedpepeHmMHU cmolHoCcmMU 3a 0OUKOAKA Ha maAuama no noa u Bv3pacm
npu 6,0-8,9 2oguwHu npegnybepmemHu 6bA2apcku geua. Memogu: mpaHcBep3arHO NUAOMHO NPo-
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yuBaHe Ha 776 epagcku geua (51,2 % momuyema) ¢ npoBerkgaHe Ha aHmponomempusa (meaao,
pbcm, 06uKoAKa Ha maaus, uzducaaBaHe Ha BMI) u aHkema. Pesyamamu: Vi3pabomeHu ca nepceH-
MUAHU cmoUHOCMU 3a 0OUKOAKa Ha maAuama 3a geua Ha Bb3pacm 6,0-8,9 2oguHu 3a gBama noaa.
Obukoakama Ha maauama, meaaomo, BMI u pbcma HapacmBam ¢ Bb3pacmma (p<0,001) u ca no-
Bucoku npu Mmomyemama, Kamo Me3u pa3AuKUu gocmuaam cu2HugukaHmHa 3Havumocm. OmkpuBa
ce cu2HudpukaHmHa 3aBucumocm Ha obukoAkama Ha maauama ¢ BMI (r = 0,93; p<0,001), mezaomo
(r=0,925; p<0,001), pbcma (r=0,55; p<0,001), mezaomo npu paxkgaHe (r = 0,143; p<0,001), mearo-
mo Ha malkama (r =0,132; p =0,001), noaa (r=0,093; p =0,01), pamuaHa obpemeHeHOCM CbC 3am-
AbcmaBate (r = 0,174; p<0,001). Obukoaka Ha maauama Hag 90-a nepceHmMuA 3a cbomBemHua NoA
u Bv3pacm ce uznoazBa om gpyau aBmopu kamo 2paHuua 3a onpegeaaHe Ha noBuweH puck 3a me-
maboAumHu HapyweHua, kamo 3a Bv3pacmma 6,0-6,9 20g. z-score = 0,97, 3a 7,0-7,9 20g. z-score =
1,01, 3a 8,0-8,9 20g. = 1,06. Npu cbnocmaBaHe Ha cmolHocmume Ha 95-a P 3a BMI 3a Hawama no-
nyaauyua npu omgeaHume Bv3pacmoBu epynu ¢ me3u Ha IOTF ce ycmanoBu, ve y Hac me ca no-Bu-
COKU U 3a gBama noaa.

3akatoueHue: Te3u pezyamamu npegcmaBam HauyaAHU gaHHU 3@ 0OUKOAKA HA MaAusma 3a 6bA-
2apcku npegnybepmemHu geya, ¢ b3M0XHOCM 33 HAUUOHAAHO U MexKgyHapogHo cpaBHeHue u B8b3-
MO>XHOCM 3a gedpuHupaHe Ha abgomuHaaHOMO 3amAbcmaBaHe B8 gemcka Bb3pacm.

Waist Circumference Percentiles in Prepubertal Bulgarian Children,
Aged 6-8 Years

S. Galcheva, V. lotova, V. Tzaneva, V. Stratev’, K. Petrova
Dept. of Pediatrics and Medical Genetics, Medical University Varna
"Military Hospital Varna

The abdominal adiposity is the main risk factor for the development of metabolic syndrome in
adults and youths, associated with risk for cardiovascular disease and type 2 DM. Waist circumference
is a simple, available, inexpensive anthropometric method, giving the best information about fat distri-
bution and central obesity in children. In our country there are no data for waist circumference for
ourchildren population. The aim of the present pilot study is the establishment of age and sex specific
waist circumference references for 6,0-8,9-years-old prepubertal Bulgarian children. Methods: a cross-
sectional study of 776 children (51,2% girls), by using a questionnaire and anthropometry (weight,
height, waist circumference, BMI was calculated). Results: Age and sex specific waist circumference
percentiles were constructed for 6,0-8,9 y old children. Mean waist circumference, weight, BMI and
height increased with age (p<0,001), they are higher in boys, and this difference is statistically signifi-
cant. We found a significant association between waist circumference and BMI (r=0,93; p<0,001),
weight (r = 0,925; p<0,001), height ( r= 0,55; p<0,001), birth weight (r = 0,143; p<0,001), mother’s
weight (r=0,132; p = 0,001), sex (r=0,093; p=0,01), family history for obesity (r = 0,174; p<0,001). Waist
circumference over the 90th P for age and sex has been used by others as a value for increased risk
for metabolic abnormalities, and for 6,0-6,9 y old children it is presented as z-score=0,97, for 7,0-7,9 y.
z-score = 1,01, and for 8,0-8,9 y z-score = 1,06). When we compared the 95th P for BMI established
for our 6,0-8,9 y old children with the 95th P of thelOTF we found that these values are higher in Bul-
garian children, both for girls and boys.

Conclusion: These results provide the baseline data on waist circumference for Bulgarian prepu-
bertal children for future studies on national or international level and provide a possible definition for
abdominal obesity in children.

Xl HayuoHaneH cumno3uym NO eHgOKPUHOAO2UA
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AuazHoCcmuka u AeyeHue Ha xunodgu3apHama HegocmamwbuyHocm 6
jpara Bv3zpacm

lepenoBa X., Hukumo@ 3.
OmgeaeHue no EHgokpuHoaozua, Kamegpa BbmpewHu boanecmu u KauHuyHa
Aabopamopus, YHuBepcumemcka boaHuuya - Cmapa 3azopa

XopMOHaAHamMa HegoCmMamwbyHOCM Ha hpegHUA gaA Ha xunodu3ama e HapyweHue, gbAXKawo
ce Ha MHo200poUHU npuyuHu. KAuHUYHUME npoaBu mo2am ga 6bgam ymepeHu UAU MeXKKU, pe3yA-
mam Ha 6poa Ha 3acezHamumMe Om XOPMOHaAHUA gedpuuum ocu; ckopocmma Ha pa3zBumue Ha Ha-
pyweHuemo; Bb3pacmma Ha nayueHmMa U HaAuyuemo Ha npegxogHa Xunodpu3apHa NamoAO2UA.
Yecmomama Ha xunonumyumapu3ima cpeg obuwama nonyaauus e 40-50 cayyas/ 100 000 gywu; Ka-
mo 2oguwHama yecmoma e 4-5 HoBu nauueHma Ha 100 000.

boAHume ¢ xunouzapHa HegocmambyHocm, gopu u AekyBaHa, noka3zBam 3Havumo no-Bucok
pUCK OM cMbpMHOCM; Kamo 2AaBHuUmMe npuyuHu ca kapguo-BackyaapHu u uepebpo-8ackyrapHu uH-
uugeHmu. To3u puck e ocobeHo u3pa3zeH nNpu XKEHCKUA NOA, AeKyBaHume Xupypa2uyHO C mpaHcKpa-
HUaAEH goCmbh UAU C paguomepanus; me3u ¢ KpaHUogapuHauom UAU C HecybcmumyupaHa 20Ha-
gompoNnHa UAU COMamomponHa HegocmamubyHocm. PaHHama guazHocmuka u agekBamHomo Aeve-
Hue ca Heobxogumu, He camo 3a nogobpaBaHe kavecmBomo Ha kuBom Ha me3u nauueHmu, HO Cb-
WO Maka u ga ce pegyuupa BackyaapHusa puck.

Pa3eaexkxgam ce ocHoBHUME emuoAO2UYHU (haKMOpU 3a HaAuyue Ha xunonumyumapu3bm 6
3para Bb3pacm, Kakmo U xapakmepucmukume Ha AevyeHuemo 3aca2auwju, 2AaBHume XopMOHaAHU
OCU - KOPMUKOMpPONHa, 20HAagOMpPONHa, mMupeomponHa, comamomponHa. [NpegcmaBam ce kKauHuY-
HU cAyYau, uarocmpupawu npobaemume Ha guazHoCmMuUKama u AeyeHuemo.

Diagnosis and management of hypopituitarism in adult life

Gerenova J., Nikitov Z.
University hospital - Alexandrovska, Medical University - Sofia

Partial or complete deficiency of anterior pituitary hormone secretion is medical condition, result
of various causes. The clinical manifestations of hypopituitarism - mild, moderate or severe depend on
the number, type and degree of hormone deficiency, rapidity of its onset, age of patient and the pres-
ence of previous pituitary disease. The prevalence of hypopituitarism is 40-50/100 000 and an inci-
dence of about 4/100 000/year in the normal population.

Patients with pituitary deficiency have an increased mortality. Cardiovascular and cerebrovascular
death rates were higher than in the normal population and women had an higher mortality compared
with men. The vascular risk is elevated in patients with pituitary tumors, treated by cranial surgery or
radiotherapy; with craniopharyngioma; with untreated gonadotrophin and growth hormone (GH) defi-
ciencies. The early diagnosis and endocrine replacement therapy should be considered in view to ame-
liorate the quality life for patients, but also to reduce the vascular risk.

The principal causes and management of deficiency of principal hormonal axes - the hypothalam-
ic-pituitary-adrenal axis, the hypothalamic-pituitary-gonadal axis, the hypothalamic-pituitary-thyroid axis,
and GH insufficiency in adult life are considered.

We report two clinical cases of hypopituitarism with different clinical sings.

BbJITAPCKO OPYXECTBO INMO EHOOKPUHONOINA
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HoBu nbmuwa 3a 6v3geiicmbue 6bpxy peHuH-aHZUOMEH3UH-aAgoCMme-
poHoBama cucmema

Baagumup Xpucmo®B
KAuHuka no eHgokpuHoaoz2ua, YMBAA ,ArekcaHgpoBcka” - Codpun

PeHuH-aH2zuomeH3uH- angocmepoHoBama cucmema (PAAC) uma ocHoBHo Bb3geticmBue 3a nog-
gbprkaHe Ha cbgoBua moHyc, onmumasHama BogHo- coneBa xomeocmasza u cbpgeuHua gebum. Hed-
Hama cBpbxakmuBHocm moxke ga goBege go namoAo2uYHU NOCAEgUUU KamOo apmepuaAHa Xunepmo-
Husa, guabemHa Hepponamus, CmeHo3a Ha peHaAHume apmepuu, AeBokamepHa xunepmpous, KOpo-
HapHa amepoCKAepO3a, MUOKApgeH UHgapKm u KoHeecmuBHa CbpgeyHa HegocmambyHOCM.

Peguua cvBpemerHu pbvkoBogcmBa noguepmaBam gakma, ye apmepuaaHama xunepmoHua
Npu 20AAMa 4Yacm om nauueHmume He ce KoHMpoAupa agekBamuo, koemo Bogu go Bucok puck om
CcbpgeuHo- cbgoBu ycAoKHEHUS U cMbpMHOCM om max. Ta3u cumyauua mo>ke ga ce uzbezHe C Ho-
Bu papmakorozuuHu nogxogu. Mo npuHuyun PAAC e ycnewHa gpapmakoAo2u4Ha ueA, mbl Kamo e
cbwecmBen yuacmuuk 6 3aBucewume om apmepuasHama xunepmoHua ope2aHHu yBpexkgaHus.
TpabBa ga ce uma B npegBug, ue komneHcamopHomo noBuweHue Ha nAa3meHus peHuH Bogewo go
HoBu HuBa Ha aHeuomeH3uHoBa npogykuua u KoHBepcua Aumumupa epekma Ha gocezawHUMe Nog-
xogu 3a Bb3gedcmBue Bbpxy PAAC. Cv3gageHua HOB opareH HUCKOMOAEKYAEH gupekmeH peHuHoB
uHxubuUMoOp 3a egHoKpamHa ynompeba- aAUCKUPEH- UMA WaHC 3a npeogoAaBaHe Ha me3u npobae-
MU. Aoce2awHuAm KAUHUYeH onum ¢ mo3u npenapam cBugemeacmBa 3a HezoBama edpekmuBHocm
NPU MUHUMaAHU cmpaHudHu gedacmBua.

New Directions to Renin — Angiotensin System Optimisation

Vladimir Hristov
KauHuka no eHgokpuHoaoz2ug, YMBAA , ArekcangpoBcka” - Codpun

The renin - angiotensin- aldosterone system (RAAS) exerts a principal influence in maintaining vas-
cular tone, optimal salt and water homeostasis, and forward cardiac output in human beings. Overac-
tivity of the RAAS can lead to pathologic consequences in states of diabetic nephropathy, hyperten-
sion, renal artery stenosis, left ventricular hypertrophy, coronary atherosclerosis, myocardial infarction,
and congestive heart failure.

The modern guidelines are in agreement that hypertension in most patients who are treated is con-
trolled inadequately and that rates of cardiovascular morbidity remain high. Additional pharmacologic
treatments could ameliorate this situation. RAAS has been a highly successful pharmacologic target, as
the system is strongly implicated in the development of hypertension- related organ damage. Howev-
er compensatory increases in plasma renin levels that lead to adjustments in angiotensin production
and conversion present limitations for existing RAAS inhibitors. A once- daily orally effective, small- mol-
ecule renin inhibitor, aliskiren, is now available to address angiotensin production directly at its rate lim-
iting- step. Studies in humans attest to an effective blood pressure -lowering effect a side effect profile
no different from AT1 receptor blockers, and the option of combination therapies.

Xl HayuoHaAeH cuMno3uym hOo eHgOKpPUHOAO2UA
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HemymopHu 3a60Aa6aHun Ha xunocuzHama »Ae3a: KAUHUKO-MOPOAO-
2U4YHa KopeAauyun

K. Xpucmo3zo06, U. KpacHarueB
KAuHuka no eHgokpuHoaoz2ua, YMBAA ,ArekcaHgpoBcka” - Codpun

HemymopHume 3aboaaBaHua Ha xunogu3Hama >Ae3a ca pegku u NO-MaAKO no3Hamu B KAUHUY-
Hama npakmuka.

MpegcmaBam ce peakmuBHu npomeHu, HapyweHua B8 pazBumuemo, cbgoBo-uupkyramopHu
NpomeHu, memaboAUMHU HapyweHus, UHeKuuo3HU u aBmoumyHHu 3aboaaBaHua u xunepnaazua
Ha Xunodu3zama.

MpegcmabBam ce coomBemHume mopdgoao2uyHU NpomeHu, gaBawu B53M0>KHOCM 3a KAUHUYHA
oueHka u mepaneBmuuHo noBegeHue.

Non-tumor diseases of pituitary gland: clinico-morphological correlation

K. Hristozov, I. Krasnaliev
KAuHuka no eHgokpuHoaoz2ua, YMBAA ,ArekcaHgpoBcka” - Codpun

Non-tumor diseases of pituitary gland are rare and less known in clinical practice.
They are presented by reactive changes, developmental abnormalities, vascular and circulatory distur-
bances, metabolic disorders, infectious and autoimmune diseases, and hyperplasia of the pituitary gland.
We present the corresponding morphological changes which give the opportunity for clinical eval-
uation and adequate treatment.

Mema6oAumHu u (PYHKUUOHAAHU HapYWeHUA Npu momuue C eKcmpem-
Ho 3amAbcmabaHe u cuHgpom Ha Prader-Willi

B. MomoBa, C. F'aryeBa, A. [MTemkoBa, A. AuzeroBa, B. laganyeBa
Kamegpa no neguampua u meguyuHcka 2eHemuka, MeguuuHcku YHuBepcumem - BapHa

Kacae ce 3a momuue Ha 15 2oguHu ¢ BucokocmeneHHo 3A0KkavecmBeHo 3amabecmaBaHe, pogeHo
om Bmopa HopmarHa bpemeHHOCM U paxkgaHe, ¢ meaao 2800 2p, ¢ xunomoHua 8 HeoHamaAHuUA ne-
puog u uzocmaBaHe 8 HepBHO-ncuxuuHomo pa3zBumue, c uHMepec Kbm Nb3eAu U KpbecmocaoBuuu.
(MamurHo obpemeHeHo ¢ HagHopmeHO meaao u Xb. Om 2 20g. Bb3pacm ¢ noBuweH anemum u Ha-
nbAHaBaHe, npozpecuBHo ozpaHuyaBaHe Ha huzuueckua Kanauumem, ¢ gaHHU 3a CbHHa anHesn, C ne-
puopaAHa uuaHo3a, OMoOK NO KAeNnauu, 2Ae3eHuU u xoguaa. Haauue e nbpBuuHa ameHopes.

Om cmamuyca: pbcm 146 cm, meaao>150 ke, BMI>70,4 ke/m?. Koxa ¢ auBugeH uBam, nepuopan-
Ha UuaHo3a, guPy3zHO HaAuYUE Ha CMpUU, OMOK NO KpalHuuume, akpomukpusa u KoaeHeH Barzumem.
HampynBaHemo Ha macmHa mbKaH e NpegumMHo abgomuHaAHO. ApmepuaAHOMo KPbBHO HaAaaHe e
125/80 mmHg. NMyb6epmem - Il cmagul no TaHep.

Om u3caegBaruama: KAC ¢ gaHHuU 3a xunepkanHea u xunokcemus, Il cm. guxameaHa Hegocma-
mbuyHocm (AH), noHuxkeH HDL-xonecmepoa, HopmaaHu YepHogpobHa u 6bopevuHa pyHkyuu. bez om-
kAnoHeHua 6 KIT1, OI'TT-gaHHU 3a u3pa3eHa uHcyAuHoBa peucmeHmMHoOCmM u XunepuHcyauHemun. Hop-
mareH kopmu3zoro8 pumbvm, FSH 0,9 mU/ml, LH 0,7 mU/ml, E2 38 pg/ml. ODNA - cmeced mun AH;

BbJIFAPCKO JPYXECTBO MO EHOOKPUHOJIOIMA
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om EKI u ExoKI' - gaHHU 3a gecHocmpaHHa CcbpgeyHa HegocmambyHOCM U geceH BegpeH OAOK.
[Mepdy3zuoHHa cuuHmuezpacdpua Ha 6aA gpob - 6e3 gaHHU 3a bearogpobeH mpomboemboauzbm. MNopa-
gu xapakmepHume 3a cuHgpoma Ha Prader-Willi cmuemu ca npoBegeHu: kapuozpama ¢ (=) pe3ya-
mam, Ho upe3 FISH mexHuka ce ycmanoBu geaeuua Ha Aokyca 3a Prader-Willi.

Makap ye memaboarumHume npomeHu npu moBa 3aboaaBaHe ca xunomaramuuHo o0bycroBeHu,
creg gBymeceyHa guema, C HEgOCMBNHOCM Ha XpaHa ce nocmue2Ha pegykuyua Ha mezaomo go 143
ke, BMI 67,1 k2/m?, nogobpeHue 666 cu3zuyeckua kanayumem u o6womo cbcmonaHue ¢ Bb3Mox-
HOCM 3a noAucomHozpadpcko uzcaegBane u CPAP.

Metabolic and functional abnormalities in a girl with extreme obesity
and Prader-Willi Syndrome

V. lotova, S. Galcheva, D. Petkova, L. Angelova, V. Gadancheva
Dept. of Paediatrics and Genetics, Medical University - Varna

Itis a 15-y old girl with extreme obesity, born from a second normal pregnancy and normal deliv-
ery, with birth weight 2800 g, hypotonic in neonatal period and with neuro-psychological underdevel-
opment for her age, underlined interest in puzzles. She has a family history for obesity and hyperten-
sion. Since her second year with increased appetite and progressive weight gain, restricted physical
capacity, sleep apnea, cyanosis on lips, oedema on her eyelids, ankles and feet. She has a primary
amenorrhea.

Status: height 146 cm, weight>150 kg, BMI>70,4 kg/m?. Livid skin, cyanosis on lips, edema on her
legs, acromicria and genu valgum, extreme abdominal obesity. Her blood pressure is 125/80 mmHg.
Puberty - second Tanner stage.

Investigations: ABA - hypercapnea, hypoxemia, Il degree respiratory failure, decreased HDL-C,
normal renal and liver function. Normal blood glucose levels, insulin resistance and hyperinsulinemia.
Normal cortisol levels, FSH 0,9 mU/ml, LH 0,7 mU/ml, E2 38 pg/ml. Spirometry - a mixed type of res-
piratory failure; ECG and EchoCG - data for right ventricular failure and right bundle branch block. Per-
fusion scintigraphy of the lungs is normal. Because of the typical characteristics for the Prader-Willi Syn-
drome we conduct: chromosomal analysis (=), but with FISH technique we found a deletion on the
locus for Prader-Willi. Although the metabolic changes of the syndrome are mostly hypothalamic, in a
two-month period of a strict diet there was a reduction in her body weight - 143 kg, BMI 67,1 kg/m’,
an improvement in her physical capacity and status with a possibility for a PSG and CPAP.

Hekonmpauenmu6Hu ecpekmu Ha oparHume koHmpauenmu6u

A-p 3gpaBko KameHoB
KauHuka no EHgokpuHoaoz2us, ArekcaHgpoBcka 6oAaHuua, MY - Codpusa

OpaaHume koHmpauenmuBu (OK) ce npuAazam wupoko Kamo eremeHm om cemelHOmMo nAa-
HupaHe. O6ekm Ha moBa u3AoxkeHue ca pazaudHume um gedcmBua u3BbH ocHoBHama uHgukauua.
brazonpuamuHume um ecpekmu ce u3znoazBam B cxemu 3a AeveHue npu Hakou 3aboaaBaHuna Ha 20-
HagHama oC Kamo CUHgPOMbM Ha NOAUKUCMO3HUMEe aduyHuuu. TeHgeHyuama KbM HenpekbCHamo

Xl HayuoHaAreH cuMno3uym N0 eHgOKPUHOAO2UA
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HamaaaBaHe Ha go3ama Ha XopmoHaaHUMe cbecmabku om cv3gaBanHemo Ha OK go ceea uma 3a uea
HamaraBaHe Ha cmpaHuuHuUmMe epekmu. BvBexkgaHemo Ha HOBuU 2eHepauuu Nnpo2ecmazeHu CbWO €
OpUEHMUPAHO KbM ONMUMU3UpPaHe Ha AabopamopHUA U KAUHUYEH NPOPUA Ha edhekmuBHOCM U cu-
2ypHOCM Ha npenapamume. Auckymupa ce baraHCbm puck/noA3a npu HUCKO go3upaHume (c 30 mke
emuHuAecmpaguoA) u cBpbxHucko gozupaHume (< 20 mke) OK Ha 6azama u Ha co6ecmBeHu npoyy-
BaHua. AHaau3upam ce gaHHUME oM Aumepamypama u Hawu pe3yamamu NOo OMHOWeHUe Ha Cbp-
gevHo-cbgoBun, HeonaacmuuHua u memaboAaumeH NpoguA Ha cuzypHocm, BauaHuemo Ha OK Bup-
Xy Kocmume, atuHuyume u gp. PagaudHume acnekmu Ha HekoHmpauenmuBHomo getdcmBue Ha OK
caegBa ga ce umam npegBug npu onpegeaaHe Ha cmpameauama 3a NpuAo>KeHuemo um npu Bcaka
KOHKpemHa >keHa. Takb8 agekBamen unguBugyaauzupaH nogxog, cbobpazeH ¢ Bb3pacmma, meaec-
Hama maca, momioHonyweHemo, mpombo3HUA puck, npuemaHume egHoBpemeHHO gpyau meguka-
MeHmMU u gp. pakmopu bu onmumuzupaa npuaroxkeHuemo Ha OK npu Hal-HUCKA CMeneH Ha puck.

Non-contraceptive effects of oral contraceptives

Dr. Zdravko Kamenov
Clinic of Endocrinology, Alexandrovska university hospital, Medical university - Sofia, Bulgaria

Oral contraceptives (OC) are widely used as a component of family planning. The object of this
presentation are different actions of OC outside their main indication. Favorable effects of OC are used
for treatment of different disorders of then gonadal axis like polycystic ovary syndrome. The tendency
for continuous decrease of the dose of hormonal components in OC since their discovery is aimed to
diminish their side effects. The introduction of new generations of progestogens similarly targets an opti-
mization of laboratory and clinical profile of effectiveness and safety of the preparations. The risk/ben-
efit balance of low-dose (containing 30 mcg ethinylestradiol) and very low-dose (< 20 mcg) OC is dis-
cussed on the base of literature and own studies. Data about cardiovascular, neoplastic and metabolic
safety profile and the influence on bone, ovaries etc. are analyzed. Different aspects of non-contracep-
tive effects must be taken into consideration when building up the strategy for treatment of every par-
ticular woman. Such adequate individualized approach, consistent with the age, body mass, smoking
habits, risk for thrombosis, concomitant medications etc. is able to optimize the use of OC with the low-
est grade of risk.

CekcyaAHa guchyHKUUA NpuU >XKeHume

3gpabko Kamero6
KauHuka no EHgokpuHoao2uq, ArekcaHgpoBcka 6oaHuua, MY - Cocpua

Bvnpeku ye enugemuoAO2UYHUME gaHHU 3a pa3npocmpaHeHUemo Ha CeKCcyaAaHama gucyHk-
uua (CA) npu gBama noaa ca MHO20 OAU3KU, HapyweHUAMa Npu >KeHUmMe ca MpaguuuoHHO NpeHeb-
pezBaHa u no-crabo u3zcaegBaHa obaacm om cekcyaaHama meguuuHa, OMKOAKOMO ceKcyaAHama
gucyHKUUA NPU MbXKEMe U No-CheuyuarHo epekmuAaHama gucyHkuua. MNMpegecmaBeHu ca Hakpam-
KO aHamoMmuyHUme U PU3UOAO2UYHU acheKkmu Ha cekcyaaHama pyHKuua npu >keHama. Kaacudu-
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Kauuama Ha >keHckama CA BkatouBa HapyweHua Ha Aubugomo, cekcyaaHo-aBepcuBHu cbcmoaHus,
HapyweHua 66 Bb36ygama u opaazma, 6oAkoBu ycewaHua (gucnapeyHua u Ba2uHu3bM), aMmpo2eH-
HU u mpaBmamuuHu yBpegu. Pazerexkgam ce emuoAo2UYHUME acnNeKMuU U KAUHUYHama xapakme-
pucmuka Ha pa3zaudHume cbecmosaHua. AeyeHuemo Ha CA npu >keHume ce 6a3zupa Ha eAuMUHUpaHe
Ha Kopu2upyemume hakmopu, UHgyuupawu UAU NOggbp Kauu NAMOAO2UYHUA NPOUEC, NCuXxome-
panusa, obyueHue u noBegeHuecku npuomu. Om eHgOKPUHOAO2UYHA 2A€gHA MOoYKa UHMepec npeg-
cmaBaaBam Bb3moxkHOCMumMe 3a NpuAo>keHUe Ha mecmocmepoH, MuboAoH u gp. Okoao10 - 40 %
Om nocmMmeHonay3aaHUMe >KeHu umam cumnmomu Ha BazuHaaHa ampodpus, koumo HapywaBam Ka-
yecmBomo um Ha »xxuBom u Kpuam puck 3a gONbAHUMEAHU, Hal-4eCcmo UHPAAMAaMOPHU NpoMeHU. 3a
pa3zauka om HeBpoBezemamuBHua cumnmomo-komnaekc BazuHaaHama ampodua HAMa MeHgeHuuA
KbM HamaAeHue Ha onaakBaHusma ¢ Bpememo. Camo '/, om me3u >keHu ce ArekyBam. Pa3aaegaHu ca
Bb3MOXKHOCMUME 32 CUCMEMHO U AOKAAHO XOPMOHAAHO AeveHue npu makuBa nauueHmku.

Female sexual dysfunction

Dr. Zdravko Kamenov
Clinic of Endocrinology, Alexandrovska university hospital, Medical university -
Sofia, Bulgaria

The epidemiological data for sexual dysfunction (SD) show similar results between the two gen-
ders. Nevertheless, female SD represents a traditionally neglected and less intensively studied area of
sexual medicine than male SD and especially erectile dysfunction. The anatomical and physiological
aspects of sexual function in women are briefly presented. The classification of female SD includes
hypoactive sexual desire, sexual aversion disorders, disturbances in sexual arousal and orgasm, pain
(dyspareunia and vaginismus), iatrogenic and post-traumatic disorders.The etiologic aspects and clini-
cal presentation of these conditions are analyzed. Treatment of SD in women is based on elimination
of correctable factors, triggering or sustaining the pathological process, psychotherapy and behavioral
exercises. The treatment with testosterone, tibolone etc. is interesting from endocrine point of view.
About 10-40 % from postmenopausal women has symptoms of vaginal atrophy, which interfere with
their quality of life and increase the risk for additional, most often inflammatory, alterations. Unlike the
neuro-vegetative complex of symptoms, vaginal atrophy does not have a tendency for diminishing the
symptoms with time. Only '/, of these women are treated. The options for systemic and local treat-
ment of these women are discussed.

EpekmuAHama gucyHkyua - cbBpemeHHuU acnekmu

3gpabko Kameno6
KAuHuka no EHgokpuHoao2us, ArekcaHgpoBcka 6oaHuua, MY - Codpusa

Obwume namozeHeMUYHU MexaHU3Mu Ha epekmuaHama guccpyHkuua (EA) u memaboaumHun
CUHgPOM CbC CbpgedHo - cbgoBume my acnekmu obacHaBam wupokomo U paznpocmpaHeHue u
a npaBam o6ekm 3a u3yyaBaHe u Ha eHgokpuHOoAo2uama. EnugemuorozudHUMe gaHHU 3a Yecmo-
mama Ha EA Bapupam 3HauumenHo 6 guanazoHa 10-64 % 6 3aBucumocm om Bv3pacmma u obwun
3gpaBeH cmamyc Ha u3zcaegBaHama nonyaauus, Kakmo u om u3znoA3zBaHume Kpumepu u memogu

Xl HauuoHareH cumno3uym nO eHgOKPUHOAO2UA
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3a guazHocmuuupaHe Ha npobaema. Ocobero Bucoka e yecmomama Ha EA npu Hakou cneuuduy-
HU 2pynu NauueHmu - cbpgeuHo-cbgoBa namono2us, 3axapeH guabem (npegcmaBam ce cobecmBe-
HU gaHHuU), peguua HeBpoao2uuHu 3aboaaBaHug, caeg pagukasHa npocmMamekmomua u gp. AuazHo-
3ama Ha EA Hal-yecmo ce nocmaBa 6b3 ocHoBa Ha aHamHecmuuHa UHPOPMaUUA, KOAMO MOXe U
mpa66a ga 6bge noayueHa B ycroBuama Ha exkegHeBHama ambyaamopHa npakmuka. AugepeHuu-
aAHama guazHo3a npegnoaaza no-cneyuguyHu uzcaegBaHun, Harazawu kamo npaBuao uHmepguc-
UUNAUHApeH ekuneH npuHuun. AHec AeyeHuemo Ha EA e 6a3upaHo npegumHo Ha uHxubumopume
Ha pocpoguecmepasza 5, koumo ce npurazam 6 uHMepMmumMeHMeH UAU NOCMOAHEH peXkum. Paze-
AEXgam ce U NoMeHUUaAHUme apmMakoAO2UYHU, 2EHEMUYHU U MbKaHHO-UHXKUHEpHU mepaneB-
muyHu Bb3moxkHocmu B8 nepecnekmuBa.

Erectile dysfunction - current aspects

Dr. Zdravko Kamenov
Clinic of Endocrinology, Alexandrovska university hospital, Medical university -
Sofia, Bulgaria

The common pathophysiologic mechanisms of erectile dysfunction (ED) and metabolic syndrome
with its cardiovascular aspects are the reasons for the high prevalence of ED and make it an object of
endocrinological interest. Epidemiological data for ED vary significantly between 10 and 64 %, depen-
dent on the age and general health status of the studied population, and on the used criteria and meth-
ods for diagnosis. Especially high is the prevalence of ED in some patient populations like cardio-vas-
cular pathology, diabetes (own data are presented), rare neurological diseases, after radical prostatec-
tomy etc. The diagnhosis of ED most often is made on the base of the patient history, which can and
must be obtained in the community settings in everyday practice. More specific investigations are nec-
essary for the differential diagnosis and they are usually performed on the interdisciplinary team prin-
ciple. Current treatment of ED is based on the phosphodiesterase 5-inhibitors in the first line, given
intermittently (on demand) or continuously. Future potential pharmacologic, genetic, and tissue-engi-
neering options are reviewed.

TechKgAapHusam guczeHEMU4Y€H CUHgPOM U pajnpoCcmpaHeHUemo My

@uaun KymarnoB, AHeaua TomoBa, Paruya PobeBa
KAuHUYEeH ueHMBbP No eHgokpuHoAo2ua, MY - Codusa

Xunochagusma, HegecgeHgupaAuam mecmuc, HapyweHUAma Ha cnepmamozeHe3ama u pakbm
Ha cemeHHUUUME ca pa3AudHU NpoaBu Ha mecmuKyAapHUA gucezeHemuyeH cuHgpom. B 3anagHume
cmpaHu pa3znpocmpaHeHuemo my ce yBeauuaBa. Hecmomama my B peauoHa Ha baakaHckua noAy-
ocmpoB e HeuzBecmHa.

TpaHcBepzaaHomo npoyuBaHe Bbpxy 6200 KAUHUYHO 3gpaBu momuema, uzBvpweHo camo om
eguH Aekap, noka3zBa omHocumeAHO HuCKa Yecmoma Ha Xxunochaguama y Hac - 0,29 %, 6au3ka go
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nybaukyBaHama 3a HopBeaua u MuHAaHgua. PaznpocmpaHeHuemo Ha xunochaguama cpeg geua-
ma om cerama y Hac 6e 0,44 %, gokamo 6 epagoBe - camo 0,19 %. Yecmomama ce oka3a no-20-
Aama 666 Bpauarcko u Hat-Bucoka 8 pezuoHa Ha BapHa. Hag 80 % om geuama c xunocnagua ca
pogeHu mexxgy meceuume HoemBpu u anpua, koemo cbomBemcemBa Ha HAKOU Yy>KgecmpaHHU Hab-
AOgEHUS.

Yecmomama Ha kpunmopxu3ma mexxgy momuyemama y Hac b6e 1,52 %. 3a pazauka om Xunoc-
naguama, He 6axa OMKpPUMU peauoHaAHU pa3zaudua 6 paznpocmpaHeHuemo my. Caeg cbnocmaba-
He ¢ gaHHu om 30-me, 50-me u 70-me 20guHU Mo2am ga ca HanpaBam u3Bogu 3a meHgeHUuUMe y
Hac npe3 u3muHaAua Bek.

Ceea ce npoyuBa ompaxeHuemo om u3znoa3zBaHemo Ha KAembuHU U DOe3>KUYHU meAredPOoHU
Bbpxy HapyweHua Ha cnepmamozeHe3ama u noaBama u xapakmepa Ha mecmuKyAapHUA pak.

He e npegcmaBer abcmpakm Ha aHeAUlCKU €3UK.

CpaBHumeAHo npoyuBaHe Ha yecmomama Ha BbzAaexugpamHu u Au-
NUGgHU HapyweHuAa cpeg nayueHMu ¢ nbpbuueH argocmepoHu3zbM U
eCeHUuUaAHa XxunepmoHua

Noanna Mampo3zoBa’, Cabuna 3axapueBa’, Olivier Steichen’, Xavier Jeunemaitre?,
Pierre- Franzois Plouin®

'KauHuueH LleHmbp no EHgokpuHonozua ,Akag. VMBaH MNenueB”, Cocpun

*Hdapital Europtuen Georges Pompidou, Paris

Llea. CowecmByBam cbobweHua 3a noBuweHa yecmoma Ha Xunep2Aukemuama u Ha memabo-
AUMHUA CUHGPOM Npu nauueHmMu ¢ nbpBuueH aagocmepoHuzbm (IMA). Lleama Ha Hacmoawemo
pempocnekmuBHo npoyuBaHe e ga ce uzcaegBa B3aumoBpbzkama mexkgy NA u BvaaexugpamHu u
AUNUQHU HapyweHus.

Memogu. baxa uzcaegBaHu 237 nauueHmu c A, cpeg koumo 142 ¢ ageHom Ha KoH u 95 ¢ ugu-
onamuueH argocmepoHu3bm, u 1176 cbomBemHu no noa u Bb3pacm KOHMPOAU C eceHUYUaAHa Xu-
nepmotus (EX), nogbpaHu om 6a3zama gaHHu ARTEMIS (Hdpital Europuen Georges Pompidou). ba-
xa cpaBHeHu HuBama Ha apmepuaaHo HaaszaHe (AH), BMU, kpbBHa 3axap u AunugHume nokazame-
AU MexXgy nauueHmume ¢ A u koHmpoaume c EX.

Pesyamamu. B cpaBHeHue ¢ nayueHmume ¢ ageHom Ha KOH, npu nauueHmume C uguonamuyeH
aangocmepoHu3bmM npeobragaBam mbvxkeme (73 vs 55 %, p = 0,006) u guabemuuume (18 vs 5 %,
p=0,002) u ce HabaogaBam no-Bucoka cpegHa Bv3pacm (51 vs 47 yrs, p=0.01), no-Bucoku cmoUHoc-
mu Ha BMW (27,7 vs 26,3 kg/m?, p=0,008) u mpuaauuepugu (1,15 vs 0,84 mmol/l, p<0,001) u no-Huc-
ku HuBa Ha HDL-xoaecmepoa (1,16 vs 1,25 mmol/l, p=0,011). MNMpu nayueHmume ¢ ageHom Ha KoH
ce ycmaroBaBam no-Bucoku cmoiHocmu Ha AH u no-Hucbk BMU B cpaBHeHue cbec cbomBemHume
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KoHmMpoau c EX, Ho He ce HabAbgaBa cmamucmuyecku 3Hayuma pa3auka 8 nokazameaume Ha Bvene-
XugpamHua u AunugHua memaboauzbm mexxgy gBeme 2pynu. NMpu nauueHMumMe € uguonamuveH aA-
gocmepoHu3bM Cbuwo ce ycmarnoBaBam no-Bucoku cmolHocmu Ha AH 8 cpaBHeHue cbe cbomBem-
Hume KOoHMpoAu c EX, HO He ce HabAlogaBa cmamucmuuecku 3Ha4uMa pa3auka mexxgy gBeme 2py-
nu no omHoweHue Ha BMI u nokazameaume Ha BbeaexugpamHua U AUNUgHUA MemaboAU3bM.

M3B8ogu. AaHHuUme om npoBegeHomo npoyuBaHe He nomBbprkgaBam xunome3ama 3a guabe-
mozeHeH edpekm Ha noBuweHume HuBa Ha aagocmepoH u/uAu xunokaauemuama. BepoamHo nauu-
edmume c A u EX He ce pa3auuyaBam no omHoweHue yecmomama Ha MemaboAuMHUA CUHJPOM.
Mpu nocaegBawu npoyuBaHua Ha memaboAumHUMe napamempu nNpu NbpBuyeH aAgocmepoHU3bM
e Heobxogumo BHuMameaHo pa3epaHuvaBaHe Ha nauueHmume ¢ ageHom Ha KoH u ¢ uguonamuveH
aAgoCMePOHU3bM, NOpagu mMexHUa pazaudeH memaboAumeH NPOUA.

The prevalence of hyperglycemia and lipid disorders in patients with prima-
ry hyperaldosteronism and essential hypertension: a case-control study

Joanna Matrozova’, Sabina Zaharieva', Olivier Steichen?, Xavier Jeunemaitre’,
Pierre- Fransois Plouin®

'Clinical center of Endocrinology and Gerontology ,Akad. lvan Penchev”, Sofia

2 Hopital Europuen Georges Pompidou, Paris

Obijective. The association of primary hyperaldosteronism (PH) with hyperglycemia and the meta-
bolic syndrome has been reported. The aim of this retrospective study was to test this association in a
large cohort of patients with PH and with essential hypertension (EH).

Methods. We retrieved the records of 237 cases with PH (142 with adenomas (APA) and 95 with
idiopathic hyperaldosteronism -IH) and 1176 matched controls for age and sex with EH selected from
the ARTEMIS database. We compared BP levels, BMI, fasting blood glucose and lipids between cases
with APA and IH and between cases and their matched controls.

Results. Compared to cases with APA, cases with IH were older (51 vs 47 yrs, p=0.01), more fre-
quently male (73 vs 55 %, p=0,006), had a more frequent history of diabetes (18 vs 5 %, p = 0,002),
higher BMI (27,7 vs 26,3 kg/m? p=0,008) and triglyceride levels (1,15 vs 0,84 mmol/l, p<0,001) and
lower HDL-cholesterol levels (1,16 vs 1,25 mmol/l, p = 0,011). Cases with APA had higher BP levels
and lower BMI than their matched controls but did not differ in metabolic parameters. Cases with 1H
also had higher BP levels than their matched controls, but cases and controls did not differ in BMI and
metabolic parameters.

Conclusion. Our findings do not confirm the hypothesis that high levels of aldosterone and/or low
levels of potassium have a diabetogenic effect. It seems unlikely that PH and EH differ in the preva-
lence of the metabolic syndrome. Studies on the metabolic consequences of PH should carefully dis-
tinguish cases with IH from cases with APA, since they have a different metabolic profile.

BbJITAPCKO APYXECTBO MO EHOOKPUHOJNOIAUA
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CbomHoweHUemo aAgoCmepoH/peHuUH Npu CKpuHUHza 3a nbpBuyeH aa-
goCmepoHU3bM - NAa3meHa peHuHoBa akmuBHocm uau akmuBeH peHuH?

Noanna Mampo3zoBa’, Cabuna 3axapueBa’, leopzu KupuroB', Muxaua boano®8’,
Baagumup Xpucmo®6’, Kpacumup Karuno6’

'"KauHuueH LleHmbp no EHgokpuHoaoz2ua u epoHmoaozua ,Akag. MBan NeHueB”,
’KAuHuka no EHgokpuHoAao2ug, ArekcaHgpoBcka 6oAHUUa,

*HoB bvazapcku YHuBepcumem

BvBegeHue. Aockopo ce cuumawe, ye nbpBuuHuam aragocmepoHu3zbm (IA) e pagko 3aboaaBa-
He, koemo BkaouBa okoao 0,5-2 % om HoAHUMe ¢ apmepuaiHa xunepmoHua. AHec Bce noBeue ce
Haraza cmaHoBuwemo, ve A e Hal-yecmama eHgoKpuHHa XxunepmoHus, koamo o6xBawa 5-15 %
om xunepmoHuuume. B nocregHume 20guHu Kamo cbBpemeHeH memog 3a ckpuHuHz Ha A ce ym-
Bbpgu onpegeaaHeMo Ha CbOMHOWEHUEMO Ha XOPMOHUME aAgoOCMEPOH U PEHUH.

Llea. Lleama Ha Hacmosawemo u3caegBare be ga ce cpaBHu cbomHoweHuemMo aAgocmepoH,/pe-
HUH 4pe3 npuAazaHemo Ha gBa nogxoga - uzmepBaHe Ha naazmeHa peHuHoBa akmuBHocm (IPA)
u Ha akmuBeH peHuH (AP).

MayueHmu u memogu. BaumoBpb3ikama mexxgy AP u IPA u mexxgy aagocmepoH/TTPA u aargoc-
mepoH/AP be uzcaegBara npu 101 nauueHmu ¢ apmepuaaHa xunepmoHus, pageaeHu Ha gBe noge-
pynu- 94 60AHU C eceHuyuaaHa xunepmonus (EX), 7 6oaHu ¢ A, u npu 20 3gpaBu koHmpoau. Naaz-
meHuam aargocmepoH u NPA ce onpegeauxa no paguoumyHoAozuyeH, a AP - no umyHopaguomem-
puueH memog. Pesyamamu. Bucoka kopeaauua mexxgy AP u IPA ce ycmanoBu cpeg obwama 2py-
na nauueHmu c apmepuaaHa xunepmotus (r = 0,942, p< 0, 001), noomgeAHo npu 2pynama c EX (r =
0,946, p< 0, 001) u c A (r= 0,945, p< 0, 0010). INpu 3gpaBume KOHMpoAU cbwo ce ycmaHo-Bu Bu-
COK KopeAauuoHeH koedguuueHm mexxgy NMPA u AP (r= 0,858, p<0,001). Bucoka kopeaauuoHHa 3a8u-
CUMOCM MeXXgy CbomHoweHuemo aagocmepoH/AP u cbomHoweHuemo argocmepoH/TTPA
ce ycmanoBu cpeg obwama 2pyna nauueHmu ¢ apmepuaiHa xunepmonus (r =0, 853, p< 0,001), kak-
mo u npu nauueHmume ¢ EX (r=0,78, p< 0, 001) u c A (r= 0, 951, p< 0, 001). INpu 3gpaBume KoH-
MpPOAU CbWO Maka ce Hamepu Bucoka Kopeaauua Mexkgy cbujume nokazameau (r = 0,637, p< 0,001).

M3B8ogu: Pe3yamamume om Hawemo npoyuBaHe ycmaHoBaBam Bucoka uyBcmBumeaHocm Ha
AP, conocmaBuma ¢ mazu Ha [TPA. CaegoBameaHo 32 onpegeraHeMo Ha CbOMHOWEHUEMO aAgoC-
mepoH/peHuH moxke ga ce uznoa3zBa kakmo NMPA, maka u AP, cnopeg koHkpemHume Hyxgu u 6b3-
Mo>XHOCmume Ha cbomBemHama aabopamopus.

Aldosterone -to- renin ratio in the screening for primary aldosteronism- plas-
ma renin activity or active renin?

Joanna Matrozova', Sabina Zacharieva', Georgi Kirilov', Mihail Boyanov?,

Vladimir Hristov’, Krasimir Kalinov’

'Clinical Center of Endocrinology ,,Akad. Ivan Penchev”,
*Alexandrovska Hospital, Clinic of Endocrinology,

‘New Bulgarian University

Background. Until recently primary aldosteronism (PA) was thought to be rare, accounting for as
many as 0,5-2% of the hypertensive patients. Nowadays, PA is considered as the most frequent formo
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f endocrine hypertension, which comprises 5-15% of hypertensives. In the last decade the aldosterone
to renin ratio was recognized as the appropriate current method for screening for PA.

Aim. The aim of this study was to compare the aldosterone to renin ratio, using the measurements of
either plasma renin activity (PRA) or active renin (AR).

Patients and methods. The relationship between AR and PRA and between the aldosterone to PRA
ratio and the aldosterone to AR ratio was investigated in 101 hypertensive patients, divided into two
groups- 94 patients with essential hypertension (EH) and 7 patients with PA. Plasma aldosterone and
PRA were determined using a radioimmunoassay, and AR- by means of an immunoradiometric
method. Results. A large correlation between AR and PRA was found in the general group of patients
with hypertension (r = 0,942, p< 0, 001), as well as in the groups of patients with EH (r = 0,946, p< 0,
001) or with PA (r =0, 945, p< 0, 001). A large correlation coefficient was also found in the group of
healthy subjects ((r= 0,858, p<0,001). A large correlation between the aldosterone to PRA ratio and
the aldosterone to AR ratio was found in the general group of patients with hypertension (r = 0, 853,
p< 0,001), as well as in the groups of patients with EH (r = 0,78, p< 0, 001) or with PA (r =0, 951, p<
0, 001). A similar large correlation between the same parameters was found in the group of healthy
subjects (r = 0,637, p< 0,001).

Conclusions: The results of our study confirm the high sensitivity of AR comparative to PRA. There-
fore both PRA or AR can be used in the measurement of the aldosterone to renin ratio, depending on
the different needs and resources of each laboratory.

OueHka Ha kayuecmBomo Ha xxuBom npu nauueHmu c Akpomezaaua ¢
6vnpocHuka ACROQol

E. Haye6', A. HegeBa', K. Kaauno®’, C. 3axapueBa’
' KauHuueH LleHmbp no EHgokpuHoaozua u lepoHmoaozua ,Akag. MBaH NeHueB”
> HoB bbvacapcku YHuBepcumem

Llea. Akpomezaauama e KAUHUYEH CUHJPOM gbAXKaw, Ce Ha Xunepcekpeuua Ha pacmexxeH Xop-
MOH, Hal-4ecmo om comamompogeH ageHOM Ha Xxunogu3ama, CbC cepuo3Hu nocaegcmBua Bbpxy
kauecmBomo Ha >kuBom. ToBa e pagko cbcmonaHue cbe 3aboreBaemocm 3-4 Ha eguUH MUAUOH U Yec-
moma 50-70 Ha eguH MUAUOH HaceAeHue. KauHuuHume cumnmomu ce obycaaBam om noBuwenama
NpogyKuUA Ha pacmeskeH XopMmoH u om obemHua npouec B xunogu3zama, kamo 68 pe3yamam ce 3a-
cA2am HAKOU (PU3UYHU U ncuxuyvHu achekmu, noBauaBawu kauecmBomo Ha >xuBom. Lleama Ha Hac-
moauwemo npoyuBaHe be ga ce cpaBHu kauecmBomo Ha >kuBom npu nauueHmMu ¢ akpomezaaun 6
pemucua u ¢ HenocmuzHama mepaneBmuvHa pemucua.

MauueHmu u memogu. Hue uzcaegBaxme 50 navueHma ¢ Akpomezaausn, uznoa3Baiku Bbnpoc-
Huka ACROQol, cb3zgageH om S. Webb u comp. Tol ce cbcmou om 22 mouku pa3geseHu Ha gBe
cKaAu: egHama oueHaBawa guzuyHume (8 mouku), a gpyzama (14 moyuku) ncuxudyeckume acnekmu.
NocaegHama ce nogpa3geaa Ha owe gBe yacmu, npeueHaBawu npomeHume 666 BvbHwHuUA Bug (7
MouKu) u AudHUMe B3aumoomHoweHun (7 mouku), 8 pesyamam Ha BauaHuemo Ha boaecmma. [Ma-
uueHmume b6axa pazgeaeHu Ha gBe 2pynu: 60AHU B pemucus (caeg uAu HA poHa Ha mepanun) u GoA-
HU C Henocmuz2Hama mepaneBmuyHa pemucus.

Pesyamamu u uzBogu. He ce ycmanoBuxa cbwecmBeHu pa3zauku B kavecmBomo Ha >xuBom
npu gBeme 2pynu. be HamepeHa KopeaauyuoHHa 3aBucumocm mexkgy kadecmBomo Ha >kuBom, Bb3-
pacmma Ha nauueHmume u gaBHocmma Ha 3aboaaBaHemo

BbJITAPCKO OPYXECTBO IO EHOOKPUHOJIOINA
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Assessment of quality of life in patients with Acromegaly using ACROQolL
guestionnaire

Nachev F', Nedeva D', Kalinov K>, Zaharieva S’
' Clinical Center of Endocrinology ,Akad. lvan Penchev”
*New Bulgarian University

Background. Acromegaly is a clinical syndrome caused by hypersecretion of growth hormeone,
mostly by a growth hormone -secreting pituitary adenoma, with an important impact on quality of life.
It is a rare disorder with an annual incidence of 3-4 per million and a prevalence of 50-70 per million
population. The clinical symptoms are due to excessive production of growth hormone and the space-
occupying pituitary lesion and several physical and psychological aspects of quality of life are affected.
The aim of the present study was to compare the quality of life in patients with acromegaly in remis-
sion or patients with incomplete remission.

Patients and Methods. We investigated 50 patients with acromegaly using ACROQolL question-
naire, created by Webb S. et al. It consists of 22 items divided in two scales: one that evaluates the
physical aspects (8 items) and one that assesses psychological aspects (14 items). The latter is further
divided into two subscales: one measures appearance- related aspects (7 items) and the other apprais-
es the impact of disease on personal relationships (7 items). The patients were divided in two groups:
patients in remission (after or during therapy) and patients with unachieved therapeutical remission.

Results and Conclusion. We did not determine significant differences in quality of life between the two
groups. A correlation between the quality of life and patients 2age or the duration of the disease was found.

XunomaAamuuyHa amMeHopea, meAeCHO me2A0 U AenMUH

M. OpbeyoBa
KauHuka no EHgokpuHoaozua, YMBAA ,CB8. Teopau”, INaroBguB

XunomaaamuyHama ameHopea ce onpegeAq kamo npekbcBaHe Ha MeHCMpPYauUuOHHUA UUKbA
BcaegecmBue HapyweHua B xunomaramo-xunoguzapHama peayaauvua u aunca Ha oByaauus. INpu 3a-
cezHamMuUMe mMAagu >KeHu He ce omkpuBam CcmpykmypHU aHOMaAUU Ha Xunomaaamyca UAu gpyeau
MO3bYHU CMPYKMYpU, Ha xunogu3zama u/uau Ha aduHuuume. O6ukHoBeHO »keHume ca ¢ NogHOp-
MEHO Me2A0, amAemMUYHU, UHMeAeKMyaAHo CUAHO HamoBapeHu UAU U3AOXKEeHU Ha COUUaAAEH U NCU-
XO-emouuoHaaeH cmpec. XopmoHaaHume u3caegBaHua npu makbB mun pyHKUUOHaAHaA ameHopea
noka3zBam nomucHama cpegHa u nyacamuBHa 2oHagomponuHoBa cekpeyua U HUCKU KOHUeHMmMpa-
uuu Ha ecmpaguoa 8 paHHama ¢oaukyauHoBa aza. Aobpe uzBecmHo e, ue penpogykmuBHama
pyHKUUA € macHo cBbp3aHa ¢ eHepaulHua BHOC Kamo 3a gocmuzaHe U Noggbp>kaHe Ha HOpMaAHa
oBynrauua e HeOOXOgUM eguH KpumuyeH Npaz Ha MmeAecHomo mez2Ao, pecnekmuBHO Ha macmHa-
mamdbkaH. EcmecmBomo Ha cueHaaume, cBbp3B8awu macmHama mbkaH ¢ (PYHKUUOHaAHama akmuB-
HOCM Ha Xunomaaamo-xunou3o-2zoHagHama oc, gba2o Bpeme ca ocmaBaau HeuzBecmHu. C uzacHa-
BaHe porama Ha MacmHama MbkaH Kamo eHgoKPUHeH op2aH u omkpuBaHemo Ha AenmuHa, Hacoue-
HU ekchepumeHmaAHuU U KAUHUYHU npoyuBaHua noka3zBam, ye mo3u agunouumokuH e BepoamHuam
cBbp3Baw, hbakmop mexxgy eHepeulHUmMe gena u penpogykmuBHama yHKkuua. AenmuHbm peay-
AUpa MeAecHOmo mez2Ao U anemuma nocpegcmBom peuenmopu 8 onpegeareHu XunomaamuyHu
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ueHmpoBe (n. ventromedialis; n. arcuatus), nopagu koemo uzpae cneyudguyHa poaa 8 meguupaHemo
Ha omzoBopa Ha penpogykmuBHUME XOpMOHU KbM HYmMpumuBHUA cmamyc Ha opz2aHu3ma. Hanpu-
mep, mol npegna3zBa om uHgyuupaHomo om 2aagyBaHe cnagaHe Ha AX. buoroeuuHume geticmBusn
Ha AenmuHa, cBbp3aHu ¢ penpogykmuBHUmMe npouecu, ca 06ekm Ha 3aCUAeH UHMepec C 02Aeg U3-
2paXkgaHe Ha nogxogauwu AevebHU cmpameauu npu PYHKUUOHaAHUMe oByaamopHU HapyweHus.

KatouoBu gymu: xunomaramuyHa ameHopes, oByaamopHU HapyweHus, MeAecHO me2A0, Macm-
Ha MbKaH, AenmuH

Hypothalamic amenorrhea, body weight and leptin

M. Orbetzova
Clinic of Endocrinology, ,Sv. Georgy” University Hospital, Plovdiv

Hypothalamic amenorrhea is defined as cessation of menstrual cycle due to disturbances of hypo-
thalamic-pituitary regulation resulting in a failure of ovulation. No obvious structural abnormalities of
the hypothalamus or the rest of the brain, the pituitary gland and/or the ovaries are revealed in the
affected young women. Commonly, these women are underweight, athletic, extremely intellectually
engaged and exposed to social and/or psychic-emotional stress. Hormonal analyses in such a type of
functional amenorrhea reveal suppressed mean and pulsatile gonadotropin secretion and diminished
estradiol concentrations during the early follicular phase of the menstrual cycle. It is well known that
reproductive function is strongly associated with the calorie intake and a critical amount of body weight
and fat tissue, respectively, is essential for achieving and maintaining normal ovulation. The nature of
the signals linking fat tissue to the functional activity of the hypothalamic-pituitary-gonadal axis have
remained elusive for a long time. After the discovery of leptin and considering the fat tissue as an
endocrine organ, some purposeful experimental and clinical studies suggested that this adipocyte hor-
mone was the long-sought factor linking energy stores to reproductive function. Leptin regulates body
weight and appetite through receptors that are present in certain hypothalamic nuclei (n. ventromedi-
alis; n. arcuatus) and thus plays a specific role in mediating the response of reproductive hormones to
the nutritive state of the body. For example, it provides a defense against the starvation-induced fall of
LH. The biological effects of leptin associated with reproductive processes are of great scientific inter-
est with a view to introduce appropriate therapeutic strategies in women with functional ovulatory dys-
function.

Key words: Hypothalamic amenorrhea, ovulatory dysfunction, body weight, fat tissue, leptin

Cayuaii Ha aBmoumyHeH noauzaaHgyAaapen cungpom (AINC) mun |

M. IMaBroBa, H. bomywaHoB, M. MumkoGB, A. TpoeB, M. OpbeyoBa
KauHuka no EHgokpuHoaozus, YMBAA ,C8. Teopau”, NMaroBguB

ABmoumyHHumMe noAuzaaHgyaapHu cuHgpomu (AINC) npegcmaBaaBam cvuemanue Ha gBe uau
noBeue aBmoumyHHU eHgOKPUHHU 3aboAaBaHuA UAU CbyemaHue Ha egHa KAUHUYHO u3aBeHa umyH-
Ha eHgoKpuHonamua C aHmumeaAa KbM gpyau eHgoKPUHHU op2aHu, He3aBucumo om cbuwecmByBa-
HEMO UAU He Ha (pyHKUUOHaAHU HapyweHua 8 max. ATIC-mun | npegcmaBaaBa cbuemarue Ha Can-
didosis mucocutanea, hypoparathyroidismus, hypocorticismus, hypogonadismus. NMpegcmaBame cay-
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yad Ha ATC-l npu »eHa Ha 31 2. OnaakBaHusma gamupam om 5 20g. Bb3pacm c 2bpyoBe no muna
Ha grand mal u npu guazHo3a enuAencusa e 3anoyHamo aHmukoHByacuBHo AeueHue. Caeg 1 20g. ce
noaBaBam 6oAe3HeHOCM U cna3mu Ha nogbegpeHama myckyramypa om memaHuyeH mun, Hecma-
6uaHa noxogka. YcmanoBeH e noHuxkeH cepymeH Kaauul - 7,4 me % u noBuweH pocgop - 10,7 m2
%; cybkancyaapHu nombmHaBaHua Ha Aewume u Kaauudukamu 8 gBeme 20AaMOMO3bUHU Xemucge-
pu u 6a3zaaHume agpa. NocmaBeHa e guazHo3a uguonamuyeH Xunonapamupougu3bm U € 3anoYHa-
mo AedeHue ¢ kaauyueBu npenapamu, Bum. A, maxucmuH, a NO-KbCHO U POKAaAMPOA C MHO20 goObp
epekm. B gemcka Bb3pacm e ycmaHoBeHa oHuxo-kymaHHa popma Ha KaHgugo3a. Ha 15 2og. 68b3-
pacm no noBog acmeHo-aguHamus, 2ageHe, noBpbuwaHe, pegykuua Ha meaao ¢ 8-10 ke, apmepuan-
Ha XUNOMOHUA, JOAHO-2PAHUYHU CMOUHOCMU Ha CEPYMHUA KOPMU30A CbC 3az2yba Ha yupkagHua pu-
mbm, e nocmaBeHa guazHo3a AgucoHoBa boaecm U e 3an0YHAMO AeveHue C gexugpokopmu3oH U
KopmuHed. MeHapxe Ha 12 2oguHu ¢ pegoBeH meHCcmpyayuoHeH uukbA go 2005 2., koeamo Hac-
mbnBa oAu2omeHopesn, BnocaegcmBue ameHopea. YcmaHoBeHume 3HavuumeaHo noBuweHu HuBa Ha
LH - 214,78 1U/l u FSH - 114,47 IU/l gaBam ocHoBaHue ga ce npueme xunep20HagomponeH Xuno-
2oHagu3zbm B pamkume Ha AlC-. MMpu exozpadcko uzcaegBaHe wumoBugHama »KAe3a ca ycmaso-
BeHu npomeHu no muna Ha aBmoumyHeH mupeougum u noBuweHu Anti-TPO aHmumeaa -17,9
IU/ml. Hacmoawo aeuerue: TaxucmuH - 2-3 x 5 kanku, kaauut 600 m2 gHeBHO Nnpu KOHMPOA Ha Kaa-
uuypuama, Aexugpokopmu3oH - 7,5-10 me gHeBHo, Kopmuned - 0,25-0,5 me, (hemMoCmoH.

KatouoBu gymu: ABmoumyHHU NOAURAGHGYAAPHU CUHGPOMU, XuUnonapamupeougu3bm, XUNOKOp-
MUuUUU3bM, XUNO20HAgU3bM, KaHgugo3a

A case of Type 1 Autoimmune Polyglandular Syndrome

M. Pavlova, N. Botuchanov, M. Mitkov, D. Troev, M. Orbetzova
Endocrinology clinic, UMHAT ,Sveti Georgi”, Plovdiv

Autoimmune polyglandular syndrome (APS) is characterized with combination of two or more
endocrinopathies or one endocrine disorder and autoimmunity to other endocrine glands, weather or
not there are functional abnormalities. APS-type 1 is a combination of Candidosis mucocutanea,
hypoparathyroidismus, hypocorticismus, hypogonadismus. We present a 31 years old woman with
APS-1. The symptoms began at 5 years of age with typical epileptiform seizers. One year after, pain
and muscle spasms of the calf appeared The low serum calcium 7,4 mg % and high phosphorus 10,7
mg %, posterior lenticular cataract and calcification of the basal ganglia were discovered. Idiopathic
hyperparathyroidism was diagnosed and treatment with calcium and vitamin D, followed by tachystin
and Rocaltrol was started with good results. During her childhood mucocutaneous candidiasis was
diagnosed. When she was 15 years old due to fatigue, vomiting, abdominal pain, lost of weight, low
blood pressure, low plasma cortisol and absence o f the cyrcadian rhythm Addison"s disease was diag-
nosed and replacement therapy with cortisol and cortineff was started. Menarche at 12 years of age
and her menstrual cycle was regular till 2005 when oligomenorrhea followed by amenorrhea occurred.
Due to the high levels of LH - 214,78 IU/l and FSH-114,47 1U/I diagnosis hypogonadothropic hypog-
onadism was put. Ultrasonography of the thyroid gland revealed changes typical for the autoimmuni-
ty of the gland and increased Anti-TPO antibodies-17,9 1U/ml were found.

Present treatment: Tachystin 5 drops three times daily, Dehydrocortison 7,5-10 mg/daily; Cortineff
0,25-0,5 mg/daily and femostan.

Key words: Autoimmune polyglandular syndromes, hypoparathyroidismus, hypocorticismus,
hypogonadismus; mucocutaneous candidiasis
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Cayuau Ha PCOS c uzpa3zeH agpeHaAeH aHgpO2eHeH eKkcuec

M. Ma6roBa, A. UrueB, M. OpbeyoBa
KauHuka no EHgokpuHonozus, YMBAA ,,CB. l'eopau”, NMaoBguB

IMoaukucmo3zHuam oBapuasen cungpom (PCOS) 3acaza mexkgy 6-14 % om >keHume 6 penpogyk-
muBHa Bv3pacm. HezaBucumo om HoBonpuemume guazHocmuuHu kpumepuu PCOS ocmaBa mpyg-
Ha gua2Ho3a Nopagu 20AAMama xemepo2eHHOCM Ha cuHgpoma, ompa3zaBawa gedcmBuemo Ha pasz-
AUYHU Namou3uoA02UYHU mexaHu3mu. Cepuo3HU guazHOCMUYHU 3ampygHeHua Bb3HukBam npu
omgudpepeHyupeHuupaHemo Ha PCOS om Hekaacuveckume ¢popmu Ha BHKX, ocobeHo 8 cayuaume
C agpeHaAeH aHgpozeHeH ekcuec. [Mpegcmaba ce 18-2oguwHa 6oAHa ¢ onaakBaHua om 3acuaBaw,o
ce okocmaBaHe B obaacmma Ha Kopema, 2bpgume, BbmpewHama noBbpxHocm Ha Gegpama u Ha
Auuemo ¢ gaBHocm 2 2oguHu. MeHapxe Ha 11 20guHuU, go momeHma pegoBeH meHCMpyauyuoHeH uu-
KbA. Exoepagpcku ycmarnoBernu gBycmpaHHo noaukucmosHu aduHuuu, 6e3 Haauvue Ha goMUHaAHMeH
(POAUKYA.

O6ekmuBHo: BMI - 25,5 ke/m% akHe no 2opHama 4yacm Ha mopakca; hoBuweHo okocmaBaHe
No UAAOMO MAAO, Hal-u3pa3eHo no linea alba, 2bpgume, BbmpewHama noBbvpxHocm Ha begpama u
auuemo; AH - 110/70 mmHg. Om u3caegBaHuama: mecmocmepoH - 2,37-0,97 He/ma SHBG - 10,3
nmol/l, aHgpozeHeH uHgekc - 8,22, noBuweHu DHEAS - 8,6-3,8 mke/mMA; aHgpocmeHguoH - 7,6
H2/MA, 17 = OH-npozecmepoH - 1,2-1,95 He/ma, ACTH - 83,6 pg/ml npu omHocumeAHO HUCKU cmou-
Hocmu Ha cepymeH kopmu3oa; LH u FSH 8 Hopma npu cHuxkeH ecmpaguoa; npoaakmuH, TSH - 6
Hopma. bazaaHu cmolHocmu Ha 2Aloko3a B8 Hopma npu xunepuHcyauHemus - 31,4 IU/l; HOMA-un-
gekc - 8,5. MIHcyauH Ha 1. u 2. yac npu OITT - 289,5-223,6 IU/l. CAeg ACTH- mecm 17-OH-T1I ce
nokauBa camo go 4,2 He/mMA Ha 60. MuH., koemo He nomBbp>kgaBa Haauyue Ha KbcHa popma Ha 21
xugpokcuaazeH gecpuuum. ToBa gaBa ocHoBaHue ga npuemem guazHo3a PCOS c agpeHareH aHgpo-
2EHEeH eKcuec U u3zpa3eHa uHcyauHoBa pe3ucmeHmHocm, koemo onpegean mepaneBmuyHomo no-
BegeHue - memdgopmuH 6 cbuemanue ¢ X3T u aHmuaHgpozeHuU.

KatouoBu gymu: PCOS, agpeHaaeH aHgpozeHeH ekcuec, BHKX, uHcyauHoBa pezucmeHmHocm

Case report of a patient with PCOS with excessive adrenal androgen
overproduction

M. Pavlova, D. Iliev, M. Orbetzova
Endocrinology clinicc UMHAT ,Sveti Georgi”, Plovdiv

Policystic ovary syndrome (PCOS) affects 6-14 % of women of redproductive age. Although there
are recently introduced diagnostic criteria, the definition of PCOS remains a difficult and contraversial
diagnosis in clinical practice, because of the heterogenuity of the syndrome, defined by the operation
of different pathophysiological mechanisms. The most serious task is the differentiation of PCOS from
adult onset - congenital adrenal hyperplasia (CAH), especially when the former is with excessive adren-
al androgen overproduction.

The authors present an 18 years old female patient, who have noticed for the last two years an
increasing terminal hair growth on the face, chest, abdomen and inner thighs. She has regular menstrual
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cycle, with menarche starting at the age of 11. Ultrasound revealed polycystic ovaries without a dom-
inant follicule. Physical signs and symptoms: BMI - 25,5 kg/m?% an upper thorax acne; increased ter-
minal hair all over the body, most prominent on linea alba, chest, inner thighs and face; RR 110/70
mmHg.

Laboratory findings: testosteron - 2,37 - 0,97 ng/ml, SHBG - 10,3 nmol/l, androgenic index -
8,22, increased DHEAS - 8,6-3,8 ug/ml; androstendion - 7,6 ng/ml, 17-OH progesteron - 1,2 - 1,95
ng/ml, ACTH - 83,6 pg/ml, accompanied by relatively low serum cortisol levels; LH and FSH within
normal range with low esradiol; prolactin, TSH - within normal range. Normal fasting blood glucose
with hyperinsulinemia - 31,4 U/l HOMA index - 8,5. OGTT insulin stimulation: 1st hour - 289,5; 2nd
hour - 223,6 Ul/l. ACTH stimulation test - insufficient increase of 17-OH progesteron up to 4,2 ng/ml
on the 60 min, which excludes the presence of adult onset of 21-hydroxylase defficiency. Taking in con-
sideration the results we accept the diagnosis of PCOS with excessive adrenal androgen overproduc-
tion with prominent insulin resisistance, which defines the therapeutical approach - metformin in com-
bination with HRT and antiandrogens.

Key words: PCOS, adrenal androgen overproducrion, CAH, insulin resistance

MpuaoxxeHue Ha Sibutramin (Reductil) 6 AeueHuemo Ha memaGoAumHua
CUHgpOM

C. BrageBa*®, I1. ®omeB™*, K. MaBroB™*
* KAUHUKA no eHgoKkpuHoAo2ua u boaecmu Ha obmaHama, MY - [MaoBguB
** AKLL ,CB8. Feopau” - NaoBguB

TpygHocmume B8 uHmezpasHama mepanua Ha memaboAumHua cuHgpom Hu momuBupaxa ga
npoyyum mepaneBmuyHume Bb3moxkHocmu Ha Sibutramin (Reductil) npu AeueHuemo Ha mo3u cuH-
gpom. OnpegeneHu b6axa gBe ocHoBHu 2pynu: nbpBa 2pyna - 44 nayueHMu CbC 3axapeH guabem
mun 2-28 eHu u 16 mbxxe, ¢ I'TM 34,36+0,9. Bmopa 2pyna - 19 6oaHu ¢ HapyweH Bbarexugpa-
meH moaepaHc, 12 xeHu u 7 mbxe, ¢ ITM 32,9+1,1. Memogukama ob6xBawa u obukoAka Ha maau-
ama, 2AUKUpaH xemo2A00uH, KpbBHa 3axap Ha 2AagHO, UHCYAUuHOBa pe3ucmeHmMHOCM, oueHeHa No
HOMA-uHgeKc, AunugHU napamempu U CmeneH Ha apmepuaAHa xunepmoHus. AHeBHa go3upoBka
Ha Sibutramin: npu 53 nauueHma - 10 me, npu gpyau 10 60AHU - 15 m2. Cpok Ha npoyuBaHe - 6
meceua. Omueme ce pegykuyua Ha meaecHomo meezao ¢ 9,5%1,7 ke, koemo ce paBHaBa Ha noumu
10 % om obwomo meaao. PegyuupaH 6e HOMA-uHgekcom - om 9,4+2 Ha 7,1+3. TepaneBmuuHu-
am edpekm Ha Sibutramin kopeaupa ¢ pegykyuama Ha me2aomo. FAukupaHuam xemo2A06uH 6 gBe-
me 2pynu ce noHwKu ¢ 1 %. AocmoBepHo nogobpeHue be pezucmpupaHo B8 cmoldHocmume Ha
LDL-xorecmepoaa. INMpu Auuama ¢ HapyweH Bb2aexugpameH mMoAepaHC AUNUgHUME Nnoka3ameau
noka3axa meHgeHuua KbM NogobpeHue, HO peyamamume ca HegocmoBepHu. Mo Bpeme Ha Aeuve-
Huemo cbce Sibutramin He ce ycmaHoBu noBuweHue Ha CUCMOAHOMO U gUACMOAHO HaAn2aHe. B 3ak-
AlOYeHUe, peyamamume om npoBegeHomo npoyuBaHe nocouBam aedeHuemo c Reductil kamo
etpekmuBeH pakmop B MHO2OKOMNOHEHMHOMO AeveHue Ha memaboAumHua cuHgpom. o mosu
NbM 3HAYUMEAHO Ce pegyuupa XapakmepHuam 3a Hez20 Bucok cbpgeuHo-CbgoB puck.

KatouoBu gymu: Sibutramin, memaboaumeH cuHgpom
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The Application of Sibutramin (Reductil) in Treatment of Metabolic
Syndrome

S. Vladeva *, N. Fotev**, K. Pavlov**
* Endocrinology and Metabolism Diseases Clinic, Medical University of Plovdiv,
** Diagnostics and Consultation Centre ,St. George”, Plovdiv

The difficulties in integral therapy of metabolic syndrome have motivated us to study the thera-
peutic capacity of Sibutramin (Reductil) for treating this syndrome. Two main groups have been
defined: Group One- 44 patients suffering from diabetes, type 2 of whom 28 women and 16 men,
Index of Body Weight/IBW/ 32,9+/- 0,9; Group 2- 19 patients suffering from Carbohydrates tolerance
disturbance, of whom 12 women and 7 men, with IBW 32,9+/-1,1.

Methodology encompasses also waist circumference, glycolysed hemoglobin, blood sugar, mea-
sured when patients haven’t eaten, Insulin resistance, measured by the HOMA index (the Homeostat-
ic Model Assessment), lipid parameters and the degree of arterial hypertonia. Daily dose of Sibutramin:
for 53 patients- 10 mg, for the remaining 10-15 mg. Duration of treatment: 6 months.

Results: reduction in body weight by 9,5+/- 1.7 kg, which equals almost 10 % of the total weight.
The HOMA index was also reduced- from 9,4+/- 2 to 7,1 +/- 3. The therapeutic effect of Sibutramin-
correlates with body weight reduction. The level of Glycolysed hemoglobin in both groups dropped
by 1 %. Improvement was registered in the values of LDL-cholesterol. With patients suffering from Car-
bohydrates tolerance disturbance, the lipid indexes showed an improvement trend but the results were
not reliable. During the treatment with Sibutramin there were no signs of increase in the systolic and
diastolic pressure.

In conclusion, the results from the conducted research show that treatment with Reductil is an
effective factor in the multi-component treatment of Metabolic Syndrome. Thus a significant reduction
of high cardio-vascular risks, typical for the disease, can be achieved.

Key words: Sibutramin, Metabolic Syndrome

EpexmuAHa guchyHKUuAa u cbpgeyHo- cbgoBu 3a6oaaBaHua npu nauu-
eHmu ¢ HoBoomkpum mun 2 3axapeH guabem

M. lNMemkoBa*, M. LjexkoBa**, C. laneBa®, B. [leHyeB**
* KAauHuka no eHgokpuHoaozaus, YMBAA ,A-p I.CmpaHcku”, INaeBen
** KAUHUKa 3a uHmeH3uBHO AedyeHue u kapguonrozua. YMBAA ,A:p I.CmpaHcku”, INaeBeH

Llea: Llen Ha Hacmoawomo npoyuBaHe be ga ce uzcaegBa yecmomama Ha epekKmuAHama guc-
dpyHkuua (EA) u aHaau3zupa kopeaauuama u ¢ Bapuabuaumema Ha cbpgeuHama vecmoma (HRV-heart
rate variability) npu nauueHmu ¢ HoBoomkpum 3axapeH guabem mun 2.

Mamepuaau u memogu: M3caregBaru baxa 17 mbxe ¢ HoBoomkpum mun 2 3axapeH guabem
(3A) 6e3 aHamHeCMUYHU U KAUHUYHU gaHHU 3a nepudepHu cbgoBu HapyweHua u mexkka guabemHa
noAuHeBponamus. INpu Bcuuku nayueHmMu 6axa cbOupaHu gaHHU 32 MIOMIOHONYWeEHE U HaAu4ue Ha
apmepuaAHa xunepmoHus. Ype3 24 yacoB-EKI 3anuc 6ewe u3zcregBaHa cbpgeyHa eHmponua U Ha-
AUYUEMO Ha muxa muokapgHa ucxemusa (TMW). Om xoamep EKT 3anuca SDNN( Standard Deviation
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of Normal to Normal interval over 24 hours period), SDANN( standard deviations of the averages of
NN intervals in all 5-minutes segments of the entire recording), rMSSD (the square root of the sum of
squares of differences between adjacent NN intervals) u pNN50 (NN50 count divided by total num-
ber of all NN intervals) ce omuyumaxa aBmomamuuHo ¢ nocregBawa maHyasHa Kopekuua om onepa-
mop Cba2AacHO npuemu cmaHgapmu. NocpegcmBom gBypazmepHa exokapguozpadua (M-ExoKT )
b6ewe uzmepBaHo E/A cbomHoweHUe Ha MpaHCKAANeH MumpaAeH 2pagueHm Kamo noka3amea 3a
CbpgeyHa guacmoaAHa guciyHkuua. Haauuuemo Ha EA 6e mbpceHa upe3 aHkema no cmaHgapmu-
3upaH BvnpocHuk (International Index of Erectil dysfunction-lIEF).

Pesyamamu: V3caegaBaHume om Hac nayueHmu 6axa Ha cpegHa Bb3pacm 49,2+ 5,7 20g. u
NTM 28,8+4,8ke/m* Om Bcuuku yuacmuuuu 12 6p. (70,6 %) 6axa nywavu, a C apmepuasHa xunep-
moHua -10 om max (58,8%). C gaHHuU 3a guacmoaHa guccyHkuua om npoBegeHama M-ExoKe 6axa
6 om nauueHmume (35,3%) 8 aHaauzupaHama 2pyna. ['lo gaHHu om 24 yacoBuam Xoamep 3anuc c
peaucmpupaH enu3og Ha TMU 6axa 7 om nauueHmume (41,18%) ¢ HoBoomkpum mun 2 3A. Cpeg-
Hama cmouHocm Ha SDNN 6e 111,06£31,25 ms; Ha SDANN-110,77+41,66ms; Ha rIMSSD-24,47+14,2
ms u Ha pNN50-4,27+5,25 %. C namoao2uvHu cmotHocmu Ha SDNN(nog 120ms ) u gaHHu 3a EA
(score nog 21 mouku ) 6axa 58,82 % om nayueHmume, a ¢ kKombuHauua om gBeme HapyweHusa 35,29
% om max. Cmamucmuyecku gocmoBepHa kopeaauua 6ewe ycmaHoBeHa kakmo mexxgy EA u 6b3-
pacmma (p=0,04), maka u mexxgy EA u SDNN (p< 0,05) cpeg nauueHmMume om aHAu3upaHama 2pyna.

M3B8ogu: Hawume pe3yamamu noka3zBam, ye Haauduemo Ha EA ce cbyemaBa ¢ kakmo ¢ Hapy-
weHua Ha aBmoHoMHama cbpgeyHa pea2yrayun, maka u C muxa MUuoKapgHa ucxemusa npu nauueHmu
c HoBoomkpum mun 2 3A. C o2Aeg paHHO guazHOCMUUUpaHe Ha hocAegHume e ygauHo npoBexga-
HEemMO Ha CKPUHUHZ 3a HaAUYue Ha epeKkmuAHa gucyHKUUA Npu me3u hauueHmu.

Erectil Dysfunction and Cardiovascular Diseases in Patients with Newly-
Diagnosed Type 2 Diabetes Mellitus

Petkova M.*, Ganeva S.*, Tzekova M.**, Penchev V**
*Clinic of Endocrinology, University Hospital, Pleven
** Clinic of Intensive Treatment and Cardiology, University Hospital, Pleven

Aim of the present study was to investigate the frequency of erectile dysfunction and analyzed cor-
relation between ED and heart rate variability in patients with type 2 diabetes mellitus.

Materials and methods: In this study 17 mans with newly- diagnosed type 2 diabetes, without data
for peripheral vascular damage and severe diabetic polyneuropathy were included. Information about
smoking and hypertension were collected for all patients. The heart rate entropy and availability of
silent myocardial ischemia were investigated with 24h ECG record. From Holter ECG recording SDNN
(Standard Deviation of Normal to Normal interval over 24 hours period), SDANN (standard deviations
of the averages of NN intervals in all 5-minutes segments of the entire recording), rMSSD (the square
root of the sum of squares of differences between adjacent NN intervals) and pNN50 (NN50 count
divided by total number of all NN intervals) was firstly analyze automatically, followed by manual cor-
rection by the operator. By means of M mode- Ultrasonography the E/A ratio as index for diastolic dys-
function was measured. The presence of ED was searching with standard questioner (International
Index of Erectile dysfunction-lIEF).
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Results: The investigated patients were 49,2+ 5,74 years old, with BMI 28,81+£4,82; From the
group 12 patients (70,59%) were smokers and 10 of them (58,82%) were hypertensive. With diastolic
dysfunction were 6 of patients (35,3%). Episodes of silent myocardial ischemia, investigated by 24h
Holter record were registered in 7 patients (41,18 %). The middle value of SDNN was 111,06+31,25
ms; SDANN-110,77+41,66ms; rMSSD-24,47+14,2ms and pNN50-4,27%5,25 %. With abnormal SDNN
(below 120ms ) and ED (score below 21points ) were 58,82% of patients; combination of two patho-
logical tests has 35,29% (6) of them. Statistical significant positive correlation was founded between
ED and age (p=0,04) as well between ED and SDNN (p< 0,05).

Conclusion: Our data sow that the ED was combined with autonomic heart disregulation and
silent myocardial ischemia in patients with newly-diagnosed DM. Scrinig for ED has to be widely imple-
ment tool a tool for early diagnose of cardio-vascular and autonomic hearth disease in these patients.

Bb3pacmHua MbX npe3 noz2Aaega Ha aHgpPoAo2a

lMpog. M. lNpomuy
MW - MBP

ABmopa ce cnupa Ha npobaemume cBbp3aHu ¢ puzuoro2uama Ha ocmapaBaHemo, Kakmo u C
Had-akmyaAHUmMe meopuu cBbp3aHu ¢ Mo3u NpPouec - MeAcougHama, MymayuoHHama, akymyaupaHe
Ha pa3AudHU cybcmanuuu, aBmoumyHHa u gp. CaegBa pa3gea 3a eHgokpuHHUME NnpomeHu B ceHuy-
Ma U no-CneuyuaAHo e pa3eaegaHa poaama Ha STH, IGF-1, Cortisol, DHEA, DHEA-S, menamoHuH , Kak-
mo u HuBama Ha mupeougHume xopmoHu. AkueHm e nocmaBeH Bbpxy cekcyaaHume XOpMOHU, mec-
mukyAHama mopgoaromusn 8 HanpegHara Bb3pacm. OmgeaeHO € MACMO U 3a CnepmasHUMme napa-
Mempu u oepmuAaumema npu Bb3pacmHua MbxK, Xpomo3zomHume abepauyuu u cekcyaaHocmma. Paze-
A€QgaHU ca U HAaKou om ocHoBHume aHgpozeHHu 3aboaaBaHua B8 HanpegHaaa Bb3pacm. Hakpaa aBmo-
pa ce cnupa Ha xopmoHaaHomo 3amecmBaHe B HanpegHaaa Bb3pacm, kamo akueHm ce nocmaba Bbp-
Xy mecmocmepoHoBama cybcmumyuus, comamomponHOmMo 3amecmBaHe u AedeHUe C MEAAMOHUH.

ELDERLY MAN FROM THE VIEWPOINT OF THE ANDROLOGIST

Prof. M. Protich
Medical Institute, Ministry of Interior

The author goes into the issues of physiology of aging and current concepts and theories related
to the subject - telomere theory ,mutation theory, accumulation of certain substances and radicals,
autoimmune theory etc. Next chapter reviews the endocrine changes in the senium and especially the
role of STH, IGF-1, Cortisol, DHEA, DHEA-S, melatonin, as well as the thyroid hormones’ levels during
aging. The matters of testicular morphology and sexual hormones in elderly had been emphasized. In
a different section the sperm parameters and fertility in older man, chromosomal aberrations and sex-
uality has been illustrated. Some of principal androgenic disorders in the elderly were fully described.
Further, the coverage includes the concepts of hormonal substitution in the elderly, especially the one
with testosterone and somatotropin substitution as well as the melatonin therapy.
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MeAamoHUH U MemaboAuUMeEeH CUHgPOM

P. Po6eBa, I'. KupuroB, A. TomoBa, @. KymaHoB
KAauHuueH LleHmbp no EHgokpuHoAaoz2ua u F'epoHmonozusa, MY - Cogun

Memaboaumuuam cuHgpom (MC) ce xapakmepu3upa ¢ HampynBaHe Ha puckoBu gpakmopu, Ko-
umo npegpaznorazam kbm pazBumue Ha amepockaepomuyHa cbgoBa 6orecm u 3axapeH guabem
mun 2. MiHcyaunHoBama pezucmeHmHocm uzpae kayoBa poaa 8 namozeHezama Ha cuHgpoma. Cko-
powHu npoyuBaHua noka3zaxa, 4e XOPMOHbBM HA NUHEaAHamMa >KAe3a MeAaMOHUH MoXKe ga noBause
uHcyauHoBama cekpeuun npu Hakou >kuBomuHcku BugoBe. Hacmoawomo npoyuBaHe umawe 3a
UeA ga aHaau3zupa Bpb3kama mexkgy meaamoHuHa u uHcyAauHa npu MC.

MeaamoHuHoBuam pumbm, UHCYAUHBM U AunugHume HuBa 6axa uzcaegBaHu npu 21 nauue-
mu u 19 koHmpoau 8 penpogykmuBHa Bb3zpacm. HowHo-gHeBHama amnaumyga Ha meaamoHuHoBa-
ma cekpeuua npu 60AHUME ¢ MemaboAumeH CUHgPOM U 3gpaBume KOHMPOAU He ce pa3audaBawe.
Chaba koperauyua mexkgy HowHume HuBa Ha UHCYAUHA U MeramoHuHa Gewe HamepeHa npu Bcuuku
uzcaegBanu. Obave Bpb3kama meramoHUH-UHCYAUH Bewe CUAHO u3pazeHa npu nauueHmume ¢ MC
U He gocmuzHa cmamucmudecka 3Hauyumocm npu 3gpaBume auua. OcBer moBa B3aumoBpb3ikama
npu 6GoAHUMe ce 3ana3u u cAeg cmaHgapmu3upaHe 3a Bb3pacm UAU UHgEKC Ha meAecHa maca.

Hawume pe3jyamamu nokazBam, ye e Bb3moxkHO ga cbwecmByBa Bpb3ka mexkgy HuBama Ha
MeAamoHUHa u uHcyAauHa npu MC. BepoamHo nuHeaAHUme HapyweHua mo2am ga noBauaam ¢peHo-
munHama ekcnpecua Ha CUHgpPoOma u mexkecmma Ha HezoBume ycaoxkHeHus. [o-2zoanemu npoyuBa-
Hua ca Heobxogumu, 3a ga ce nomBbpgu uau omxBbpAau Ma3zu xunomesa, Kakmo U 3a ga ce u3acHu
poAAMa Ha MeAamoHUHA NPu memaboAuMHU HapyweHuA.

Melatonin and the Metabolic Syndrome

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

Metabolic syndrome (MS) consists of multiple, interrelated risk factors of metabolic origin that
appear to promote directly the development of atherosclerotic cardiovascular disease and are strong-
ly associated with type 2 diabetes mellitus. The insulin resistance plays a key role in the pathogenesis
of MS. Recent studies have shown that the pineal hormone melatonin could influence the insulin secre-
tion in some animals. The present study aimed to analyze the relationships between the melatonin and
the insulin in patients with MS and controls.

The melatonin rhythm, insulin and lipid levels were studied in 40 subjects /21 patients and 19 con-
trols/ in reproductive age. The night-day melatonin amplitude between the patients with metabolic syn-
drome and healthy controls did not differ. A weak correlation between the night melatonin and insulin
levels was found in all investigated subjects. However, the insulin- melatonin relationship was strongly
overt in patients with MS, and did not reach statistical significance in controls. Moreover, the relation
remained significant in MS patients even after adjusting for age or body-mass index.

Our results showed that melatonin - insulin interactions might exist in patients with MS. According
to our data the pineal disturbances could influence the ,phenotype expression” of the MS and the
severity of its complications. Larger studies are needed to confirm or reject this hypothesis and to clar-
ify the role of the melatonin in the metabolic disturbances.

Xl HayuoHaAreH cuMno3uym N0 eHgOKPUHOAO2UA

48



PE3IOMETA / ABSTRACTS

PaznpegeaeHue Ha CAG noAaumopdguzma 6 6bAzapckama nonyaauun

P. Po6eBa’, A. AobpeBa’, A. CaBo8’, A. TomoBa’, @. KymaHoB'
KAUHUYEH ueHMBbP N0 eHGOKPUHOAO2UA U 2epoHmoaozun, MY - Codus’
Aabopamopusa no moaekyaapHa namoaozun, CBAAAT ,MaduuH gom”, MY - Codpus *

AHgpozeHume ocbwecmBaBam cBoemo geidcmBue nocpegcmBom aHgpozeHHUA peuenmop
(AP). MoAaumopcuzmbm Ha peuenmopa ce onpegeaa om gbAXKUHUME Ha noAu2AuyuHoBama u no-
AuzaymamuHoBama Bepuza 8 HezoBua BapuabuaeH yuacmbk. bBpoam Ha 2aymamuHoBume ocmamb-
uu e obpamHoNponopUUOHAAEeH HAa MpaHCKpunuuoHHama akmuBHocm Ha peuenmopa. feHbm 3a
AP e aokaauzupaH B gbazomo pamo Ha X-xpomo3omama, a Bceku 2aymamuHoB ocmamuvk 6 noau-
mopgHama Bepuea ce kogupa om mpuHykaeomugHama nocregoBamearHocm CAG. HopmaaHuam
6pod CAG mpunaemu Bapupa 8 pazauuHume nonyaauuu om 6 go 39, cpegHo 20-22, kamo nokas-
Ba cobwecmBeHu emHuyecku pasaudua.

Lleama Ha Hacmoawomo npoyuBare Gewe ga ce onpegeAu NOAUMOPMPU3IMA Ha aHgPO2EHHUA
peuenmop B 6breapckama nonyaauus. MNpu aHaau3 Ha 150 areaa ce ycmaHoBu, ye cpegHama gba-
»KUuHa Ha noBmopamocmma e 21,55+3,31. bewe HabAogaBaHa mHo20 Bucoka cmeneH Ha NOAUMOP-
pHoCcm Ha uzcaegBaHama mpunaemHa nocregoBameaHocm, kamo ma Bapupawe mexgy 11 u 32.
OcBeH moBa Gewe HamepeHa OMHOCUMEAHO 20AAMa Yecmoma Ha no-Kbcu areau B cpaBHerue ¢
gpyaume toxkHo-eBponelicku cmpaHu.

Kbm momeHma poaama Ha mpunaemuua CAG noaumopdusbm ce cBbp3Ba npako ¢ 6orecmma
Ha KeHegu u uHgupekmHo C paka Ha hpocmamama, 2bpgama, gebeaomo vepBo u xpaHonpoBoga,
KaKmo U C HAKOU CMPaHU Ha MbXKKUa uHgepmuaumem. Heobxogumu ca HoBu u3caegBaHun, koumo
ga nocoyam KoHkpemHama Bpb3ka mexxgy paznpegeaeHuemo Ha CAG noaumopdu3ma u me3u 3a-
6oaaBaHua B 6bAa2apckama nonyaauua.

Distribution of the CAG Polymorphism in the Bulgarian Population

R. Robeva', D. Dobreva®, A. Savov’, A. Tomova’, Ph. Kumanov'
Clinical Center of Endocrinology and Gerontology, MU - Sofia'
Laboratory of Molecular Pathology, SBALAG ,,Maichin dom”, MU - Sofia *

Androgens exert their effects through the androgen receptor (AR). The receptor polymorphism is
determined by the length of the polyglutamine and polyglycine chains in AR variable part. The polyg-
lutamine length is inversly related to the transcriptional activity of the receptor. The AR gene is locat-
ed on the long arm of the X chromosome, and the glutamin resudues are coded by the CAG trinu-
cleotids in the first exon of the receptor gene. The normal number of CAG codons differs in popula-
tions between 6 and 39, mean values 20-22, and shows important ethnic differences.

The aim of the present study was to determine the androgen receptor polymorphism in the Bul-
garian population. 150 alleles were analysed and the mean CAG number was found to be 21,55+3,31.
A pronounced polymorphism of the CAG length varying between 11 and 32 in the population was
established. The prevalence of the short alleles was relatively higher in comparison to other South
European countries.

Currently, the role of the CAG polymorphism is related directly to the Kennedy’s disease and indi-
rectly to the prostate, breast, colon and esophageal cancer, as well as some sides of male infertility.
Further investigations are needed in order to find the relationships between the CAG polymorphism
and those diseases in the Bulgarian population.
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Puck npu 3axapeH guabem npu aHmuxunepmeH3zu6Ha mepanusa

L. TankoBa
KAuHuU4eH ueHmMbp No eHgokpuHoAo2ua, MeguuuHcku YHuBepcumem, Codpua

B peguua kauHuuHu npoyuBaHua ¢ aHmuxunepmeH3uBHu cpegcmBa e ycmaHoBeHa Bpb3ka
ME>XJgy NPUAOXKeHUEemMoOo Ha HAKOU om max u noaBa Ha HOBU cAayvyau Ha 3axapeH guabem. 3a nocaeg-
Hume 30 2oguHu ca npoBegeHu 22 paHgomu3upaHu, KOHMPOAUpaHu npoyuBaHua ¢ obwo 143 153
yvyacmuuuu 6e3 guabem npu BrkatouBaHemo um 6 max, 6 koumo e HanpaBeH aHaau3 Ha Bpb3kama
MeXgy aHmuxunepmeH3uBrama mepanua u HoBonoaBuAu ce cayyau Ha 3axapeH guabem. AaHHUMe
om mo3u mpexkoB mema-aHaau3, koimo npegcmaBaaBa omHocumeaHo HoBa cmamucmuuecka mex-
Huka, no3BoaaBawa gupekmHu u uHgupekmHu cpaBHeHus, nokazBam Hal-HUCHK puck om guabem
npu npurokeHue Ha ACE-uHxubumopu u aHeuomeH3uH-peuenmopHu 6AoKkepu (APB), caegBaHu no
omHoweHue yBeauyaBaHe Ha pucka om kaayueBu aHmazoHuUCmMU U nAauebo, bema-6Aokepu u guy-
pemuuu. Aonyckam ce pa3AudHU mexaHu3mu Ha gedcmBue Ha me3u megukameHmu - edpekm Bbpxy
YUPKYAUpawU KUHUHU, uHcyauHoBa cekpeuus, uHcyauHoBa uyBcmBumeaHocm, cumnamukycoBa
HepBHa cucmema, BucuepasrHa macmHa mbkaH, PPARg peuenmopu u gp. Peguua 2onemu mpaguuu-
OHHU Mema-aHaAu3u ca ycmaHoBuAu 3HAYUMO NO-HUCHK PUCK Om guabem npu NpPUAO>KEHUE Ha Mme-
gukameHmu, uHxubupawu peHuH-aHauomeH3uH-aAgocmepoHoBama cucmema - ACE-unxubumopu u
APB, 8 cpaBHeHue ¢ gpyau aHmuxunepmen3zuBHu cpegcmBa. OuakBam ce peyamamume om npo-
Be>kgaHu noHacmoAawem KAUHUYHU npoy4yBaHua, koumo ga omzoBopam Ha Bbnpoca gaau cmenes-
ma Ha puck om guabem e 3Ha4umo pazaudHa npu gBeme 2pynu megukamermu, Bausewu Bopxy PA-
AC - ACE-unxubumopu u APb, mbl kamo goceea me He ca buau gupekmHo cpaBHaBaHu.

Incident Diabetes and Antihypertensive Therapy

T. Tankova
Clinical Center of Endocrinology, Medical University, Sofia

The association of antihypertensive drugs with incident diabetes has been established in a num-
ber of clinical trials. A systematic review for the last 30 years has found that the effect of different anti-
hypertensive drugs on incident diabetes has been analyzed in 22 randomized, controlled trials with
143 153 participants who have not had diabetes at inclusion. The data from this network meta-analy-
sis, being a fairly new statistical technique and allowing both direct and indirect comparisons, have
shown that ACE-inhibitors and angiotensin-receptor blockers (ARB) are the antihypertensive agents
least associated with incident diabetes, followed by calcium-channel blockers (CCB) and placebo,
blockers and diuretics. Most reasons proposed so far implicate different actions of these drugs -
effects on circulating kinins, pancreatic insulin secretion, peripheral insulin sensitivity, sympathetic ner-
vous system, abdominal fat, PPARg receptors, etc. A number of traditional meta-analyses have demon-
strated a significantly lower risk of new cases of diabetes during treatment with inhibitors of the renin-
angiotensin system - ACE-inhibitors and ARB, as compared to other antihypertensive drugs. ACE-
inhibitors and ARB have never been compared directly; therefore the results of some ongoing trials
are expected to answer the question whether the inhibitors of the renin-angiotensin system have sig-
nificantly different effects on incident diabetes.

Xl HauuoHareH cumno3uym nO eHgOKPUHOAO2UA
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NMo6uweHu nragmeHu HUBa Ha eHgomeAuH 1 npu XunepKopmMu30AU3bM
U MbXKE C XUN020Hagu3bm

A. TomoBa, @. KymaroB, I'. KupuroB, A. AakoBcka
KAUHUYEH ueHMBbP NO EHJOKPUHOAO2UA U 2epEHMOAO2US,
MeguuuHcku yHuBepcumem, Cocpusa

BazoakmuBHuam nenmug eHgomeAuH uma pa3auduHu ecpekmu Bbpxy penpogykmuBHama cuc-
mema. Aonycka ce u HezoBama poaa npu Hakou 3aboaaBaHua Ha HagbbOpeuHume »ae3u. Lleama Ha
npoyuBaHemo e ga ce uzcaegBam HuBama Ha eHgomeAuH 1 Npu pa3AuYHU POPMU HA MbXKKU XUNO-
20Hagu3bM U NpomeHume My npu 60AHU cbe cuHgpoma Ha Cushing. M3caegBaHu ca 33 mbxke ¢ pas-
AUYHU pOPMU Ha Xuno2oHagu3bm (13 ¢ xunepaoHagomponeH xuno2oHagu3zbm u 20 ¢ Xuno2oHagom-
poneH xunoz2oHagu3ibm) u 13 HeaekyBaHu 60AHU ¢ akmuBeH cuHgpom Ha Cushing. Pesyamamume
um ca cpaBHeHu ¢ me3u y 3gpaBu KoHMpoAU Ha cbwama Bb3pacm. NMaazmeHume HuBa Ha eHgome-
AUHa ca u3caegBaru B kpbBHU Nnpobu B3emaHu cympuH Ha 2AagHO MeXkgy 8 u 9 Y. u ca onpegeae-
HU paguoumyHoAO2UYHO. bajaaHUMe KoHUeHMpauuu Ha MbXXeme ¢ xunoz2oHagu3ibm (0,96 + 0,12
fmol/ml), (x + SEM) ca cueHudgpukaHmHo no-Bucoku B8 cpaBHeHue c koHmpoaume (0,44 + 0,04
fmol/ml), p<0,01. He e ycmaHoBeHa Kopeaauua ¢ HuBama Ha 20HgamponuHUMe U MecmocmepoHa.
NMemHagecem om me3u 6OAHU ca npocaegeHu no Bpeme Ha AedeHue ¢ mecmocmepoH geno 250 mg
i.m. kamo HuBama Ha eHgomeAuH 1 Npu MAxX ca ce NOHUWXKUAU go me3u Ha 3gpaBume. NAazmeHume
My KOHUeHmMpauuu y 6oAHUMe cbe cuHgpom Ha Cushing (1,59 + 0,22 fmol/ml) ca 3Hauumo no-Buco-
Ku 6 cpaBHerue cvc 3gpaBume (0,46 + 0,06 fmol/ml), p<0,001. HamepeHa e noAo>KumMeAHa Kopeaa-
uua mexkgy cmolHocmume Ha obuwua XOAeCMepPoA U Ha eHgomeAuHa npu me3u 6oaHu: r= + 0,73,
p<0,02.

AaHHume om moBa npoyuBaHe acHo nokazBam, ue HuUBama Ha eHgomeauH 1 ca noBuweHu npu
60AHU cbC cuHgpom Ha Cushing u mbke ¢ xuno2oHagu3zbm, Koemo nogyepmata 3HaueHuemMo My Ka-
mo gonbAHUMeAeH puckoB dakmop 3a yBpexxgaHe Ha CbpgeuHo-cbgoBama cucmema npu me3u 3a-
6oAraBaHus.

Increased plasma endothelin 1 levels in male hypogonadism and in
hypercortisolism

A.Tomova, Ph. Kumanov, G. Kirilov, L. Dakovska
Clinical Centre of Endocrinology and Gerontology, Medical University, Sofia

Vasoactive peptide endothelin has various effects on reproductive system. Its role has been pre-
sumed in some of the adrenal diseases. The purpose of our study was to examine the endothelin 1 lev-
els in different forms of male hypogonadism and its changes in patients with active Cushing’s syn-
drome. We have investigated 33 male patients with various forms of hypogonadism (13 with hyperg-
onadotropic hypogonadism and 20 with hypogonadotropic hypogonadism) and 13 untreated patients
with active Cushing syndrome. The results were compared to those in healthy age matched controls.

Plasma levels of endothelin were measured in blood samples taken in the morning between 08:00
and 09:00 h after an overnight fast and were determined by sensitive radioimmunoassay. The basal
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endothelin concentrations in patients with hypogonadism (0,96 + 0,12 fmol/ml), (x + SEM) were sig-
nificantly higher than in the controls (0,44 + 0.04 fmol/ml), p<0,01. No significant correlation was
found between plasma endothelin levels and gonadotrophin and testosterone concentrations.Fifteen
individuals of these patients were studied during the therapy with testosterone depot 250 mg i.m. and
there endothelin 1 levels decreased to those of the healthy subjects. Plasma levels of endothelin in sub-
jects with Cushing’s syndrome (1,59 + 0,22 fmol/ml) were significantly higher than in the healthy con-
trols (0,46 + 0,06 fmol/ml), p<0,001. A positive correlation was found between serum total cholesterol
and endothelin in these patients: r= + 0,73, p<0,02.

Data of this study clearly demonstrate that the endothelin levels are elevated in males with hypog-
onadism and in patients with Cushing’s syndrome, which give prominence to its meaning as a addi-
tional risk factor for damage of cardiovascular system in these diseases.

KAUHu4YeH cAyvall HA Xunep2AKKOKOPpMUUU3bM C HemunuyHa u3zaba
¢popmama Ha 6orecmma - MORBUS CUSHING

C. BrageBa', B. lNeneBa’
KAuHUKa no eHgokpuHoAo2ua u boaecmu Ha obmaHama’,
LleHmpaaHa kAauHuuHa Aabopamopusa’, MeguuuHcku yHuBepcumem - [MaoBguB

MpegcmaBen e cayuall Ha 47-20guwiHa XKeHa C gbA2020guweH 3axapeH guabem u u3aBeH npegu
2 20guHU XunepzAalKokopmuuu3ibm. KAuHuuHama kKapmuHa Ha 3aboasBaHemo e munuyHa u
pa3ebpHama, ¢ BucCOKU KOHUEHmMpauuu Ha cepymeH U ypuHeH Kopmu3oA. [lpu onpegeaaHe
popmama Ha boaecmma 3ampygHeHue npegcmaBaaBa uHBepmupaHomo nomuckaHe Ha
kKopmu3oAoB8ama npogykuua u pumbsm no Bpeme Ha cynpecuoHHume mecmoBe ¢ gekcamemaszoH. B
ma3u Hacoka 3ampygHeHue cb3gaBa u gBykpamHama Aunca Ha MoOpOAO2uUYHU npomeHu B
HagbbOpeuHume >kAe3u u xunodgu3ama, Kakmo u omcbcmBuemo Ha gaHHU 3a ekmonua Ha
npoueca. EgBa B kpaa Ha Bmopama 2oguHa ce ycmaHoBaBa Haaudyue Ha noBuweH AKTX u
MUKpPOAgeHOM Ha xunodpuzama. MayueHmkama e nogaoXkeHa Ha onepamuBHO AeuveHue C ycnex.
M3Bogume akueHmupam Bbpxy Heobxogumocmma om no-4ecmo XOPMOHAAHO npocaegaBaHe u
obpazHa guazHocmuka B cAyyau Ha pazebpHam xXunep2AlKOKOpmMuuu3ibm 06e3 ybegumeaHu
monu4HU gaHHU B HauaAHusa nepuog. LleaeHacoueHomo npeuu3upaHe popmama Ha Horecmma e
eapaHuun 3a npaBuaeH AeuebeH u3zbop u mpaeH mepaneBmuueH ycnex.

KatouoBu gymu: xunepaaiokokopmuuu3bm, HemunuyHa u3zaBa
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Clinical Case of Hyperglucocorticism with Atypical Form Manifestation
of Disease-Morbus CUSHING

S. Vladeva', V. Peneva*
Endocrinology and Metabolism Diseases Clinic', Central Clinical Laboratory?,
Medical University of Plovdiv

A case study has been presented, involving a 47-year old woman, suffering from diabetes for many
years and with a well-expressed hyperglucocorticism for 2 years. The clinical picture of the disease is
typical and extensive, with high concentration of serum and urine cortisol. The main difficulty in iden-
tifying form of the disease lies in the inverted suppression of the cortical production and rhythm dur-
ing suppression tests with Dexamethasone. Further difficulties create the reiterated absence of mor-
phological changes in the adrenal gland and pituitary gland/hypophysis, as well as the absence of infor-
mation for ectopy of the process. Only towards the end of the second year the presence of high val-
ues of Adrenocorticotropic hormone and micro adenoma of the hypophysis were discovered. The
woman had a successful operation.

Attention should be drawn to the key conclusion that more frequent hormone tests and checks
are needed, as well as facial diagnostics in the case of full/extended hyperglucocorticism without con-
vincing typical manifestation at the beginning of the disease. The meticulous identification of the form
of the disease guarantees right choice of treatment and lasting therapeutic success.

Key words: hyperglucocorticism, atypical manifestation

Pecucmbp Ha 60AHUME CcbC cuHgpoma Ha KywuHe 6 bbvazapua (npeg6a-
pumeAHu gaHHu)

Mapusa AueBa, leopzu anyeB, Baagumup BacureB, Kpacumup Kaauro6*,
Cabuna 3axapueBa

KAauHuuveH LleHmbp no EHgokpuHoAo2ua u F'epoHmonaozus,

MeguuuHcku YHuBepcumem - Codoua

*HoB bbaecapcku YHuBepcumem

Aobpe uzBecmHo e, ue cuHgpombm Ha KywuHz e pagko 3aboanaBaHe. B aumepamypma uma
mBbpge marko npoyuBaHus, kacaewu yecmomama my. INpeyu3zHama uHpopmauusa omHocHo boaec-
mHocmma u cmbpmHocmma om moBa 3aboaaBaHe, Kakmo U OMHOCHO Yecmomama Ha HezoBume
ycaoxkHeHus, we goBege go no-gobpomo my no3zHaBaHe u go no-gobpomo obzpukBaHe Ha nauu-
eHmume.

Lleama Ha Hacmoawomo npoyuBaHe Ge ga ce cb3gage eguHeH peaucmbp Ha BOAHUME CbC CUHg-
pom Ha KywuHa. M3pabomu ce pa3gwupeHa uHopmayuoHHa cucmema 3a peaucmpupaHe Ha Bcuu-
ku HoBoguazHoCcmuuupaHu 60AHU CcbC cuHgpom Ha KywuHe u me3u, npocaegaBaru 6 KauHukama
No Xxunomanamo-xunou3apHu, HagbbbpeuHu u 2oHagHU 3aboAaaBaHun, KauHuuyeH LleHmbp no Eb-
gokpuHoAo2ua u fepoHmoaoaus, caeg cbomBemuomo AeveHue. [NMpegBapumeaHume gaHHU om pe-
2ucmpupaHemo Ha 6oAHUMe cbe cuHgpom Ha KywuHe o6xBawa me3u, xocnumaauzuparu 6 KauHu-
kama caeg 2000 2. Lleama Ha peaucmbpa e ga ce onpegeau 3aboreBaemocmma, 6orecmHocmma u
cmbpmHocmma Ha 3aboaaBaHemo 3a bbazapus; ga ce onpegeau Bv3pacmoBomo u noaroBomo pas-
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npegeaeHue; ga ce oueHu epekma om pazaudHume BugoBu npuao>keHo AedeHue, ga ce u3zBobpwu
aHaAu3 Ha kayecmBomo Ha xxuBom u npogbAKUMEAHOCMMA Ha >XuBom npu GoAHUME CbC CUHgPOM
Ha KywuHe; ga ce HanpaBu oueHka Ha gbA2OCpOUHama npoz2Ho3a Ha 6oAHume - yecmama Ha peuu-
guBu u ycaoxkHeHuA.

A register for patients with Cushing’s syndrome
(Preliminary data)

Maria Yaneva, Georgi Gantchev, Vladimir Vasilev, Krasimir Kalinov*, Sabina Zaharieva
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia
New Bulgarian University*

Cushing’s syndrome is a rare disorder, whose incidence has rarely been described in the literature.

Furthermore, precise information on its morbidity and mortality, as well as on the frequency of com-
plications, may contribute for the better understanding of this entity and improved medical care for
patients.
This study aimed at creating an integrated register for all patients with Cushing’s syndrome in Bulgar-
ia. The goal of the register is to determine the incidence, morbidity and mortality of this disorder in the
country. In addition, evaluating the effect of different types of treatment, analyzing the quality of life
and average life expectancy in patients with Cushing’s syndrome, frequency of complications and
recurrences, and long-term prognosis will be carried out. An extended computerized system has been
developed to record all newly diagnosed patients with Cushing’s syndrome, as well as existing cases
on a long term follow-up after treatment at the Clinic of hypothalamo-pituitary adrenal diseases, Clini-
cal Center of Endocrinology and Gerontology. Here we present preliminary data from this register,
which includes all patients hospitalized in the clinic after the year 2000.

Mogxog npu AeyeHue Ha HAgOBLOpPEUHUA KapUUHOM

CabuHa 3axapueBa
KAUHUYEH UEHMbBP NO EHgOKPUHOAO2UA U 2epoHmMoAo2ug, MY - Cocpun

KapuuHombm Ha HagbbbpeuHume >kae3u e pagko 3aboaaBaHe ¢ HeacHa namozeHes3a u C Aowa
npoz2Ho3a. KauHuuHume npoaBu ca cBbp3aHu ¢ xopmoHaAHa xunepcekpeuus (Bupuauzauusn, CuHg-
pom Ha KywuHz) uau AoKaaHU NnpoaBu om npucmuckaHe (cpegeH pazmep Ha mymopa no Bpeme Ha
nocmaBatemo Ha guazHo3ama >10cm). IMpu BuzyaruzupaHe upe3 KOMNIOMbP-MOMO2PAPCKO U3C-
AegBane (KT) uau agpeHo-mazHumeH pe3oHaHc (SMP) mymopume umam Hexomoz2eHHa cmpykmypa
C Hekpo3u, HepaBHomepHU 2paHuuUU u ce pa3audaBam om gobpokauecmBeHume NO HUCKOMO Cb-
gbprkaHue Ha macmHa mbkaH. B noBeuemo cayuau npu xopmoHaaHomo u3caegBare ce ycmaroBa-
Ba cekpeuusa Ha cCmepougHU XOPMOHU, gopu U npu NpuBugHO XOPMOHAAHO HeakmuBHU Ae3uu. Xuc-
moaAo2uama e om pewaBawo 3HaYeHuUe 3a guazHo3ama Ha 3ao0kadecmBeHua xapakmep Ha mymopa
U CbWO Maka MoXKe ga ocu2ypu npoz2HocmuuHa uHgopmauvua. MNpu mymopu 8 cmaguu |-l memog
XUpyp2uyHOmMo AeyeHue npu omBopeH gocmbn e Memog Ha u3bop. AokaaHume peuuguBu ca yec-
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mu ocobeHo cAaeg HapywaBaHe Ha ueAocmma Ha MymopHama Kancyaa. XupypaudHuam nogxog uma
0CHOBHO 3HaveHuUe Npu AedeHUeMo Ha AoOKaAHU peuyuguBu u memacmasu. [Npu nayueHmMu, Henogxo-
gawu 3a Xupypau4Ho AeveHue, cpegcmBo Ha u360p e NPUAOYKeHUeMOo Ha MumomaH (camocmoamea-
HO uAu B KombOuHauua C LUMOMOKCUYHU MegukameHmu). MoHumopupaHemo Ha HuBama Ha mequ-
kameHma B kpvBma (mepaneBmuuHu HuBa 14-20 m2/A) e 3agbAKUMEAHO 3a noAydaBaHe Ha onmu-
MaAeH pe3yamam om AeveHuemo. INpu HanpegHaAu pa3u Ha 3aboaaBaHemo Hal-nepcnekmuBHUMe
MeguKameHmMO3HU cxemu (emono3ug, gokCopybuuuH, UUuCNAAGMUH U MUMOMaH UAU CMpPenmMo30uuH
u mumomat) 6 momeHma ca obekm Ha cpaBHeHue 68 mexxgyHapogHo npoyuBaHe 3-ma aza. Caego-
nepamuBHa 5 2oguwHa npexkuBaemocm ce HabaogaBa camo 8 okoro 30% om cayyaume, nopagu
KOemo gopu cAeg NbAHO omcmpaHaBaHe Ha Mymopa e HeoOXOgUMO NPUAOYKEHUEMO Ha JONbAHU-
meAHU MmegukameHmu, Bce owe Hegobpe ymouHeHu. HauuoHaAHU pe2ucmpu, MeXXgyHapogHO Cbm-
pygHuvecmBo u KAuHUYHU npoy4BaHua ocueypaBam cvwecmBeHu HOBU Bb3mMoXkHOCMU Kakmo 3a
nayueHmume, maka u 3a MeguuuHckume cneuuaaucmu, mbvpcewu HoBu nogxogu 6 ob6aacmma Ha
AYEHUEMO Ha agpeHOKopMuUKaAHUA KapuuHom. bbgewuam ycnex 6 aeveHuemo Ha KapuyuHoma Ha
HagbbOpeuHama »Ae3a we ce onpegeaa om nNo-gobpomo pa3zbupaHe Ha MOAEKYAAPHO- Namoz2eHe-
MuYHUME mexaHu3mu, koemo we goBege go NPUAOXKEHUEMO Ha MOgepPHU aHMU-MYMOPHU cmpeg-
cmBa (Hanpumep Mupo3uH-KUHA3HU UHXUGumMopu).

Adrenocortical Carcinoma

Sabina Zacharieva
University hospital of endocrinology, Medical University - Sofia

Adrenocortical carcinoma (ACC) is a rare and heterogeneous malignancy with incompletely
understood pathogenesis and poor prognosis. Patients present with hormone excess (e.g. virilization,
Cushings syndrome) or a local mass effect (median tumor size at diagnosis > 10cm). Tumors typical-
ly appear inhomogeneous in both computerized tomography and magnetic resonance imaging with
necroses, irregular borders, and differ from benign adenomas by their low fat content. Hormonal analy-
sis reveals evidence of steroid hormone secretion by the tumor in the majority of cases, even in seem-
ingly hormonally inactive lesions. Histopathology is crucial for the diagnosis of malignancy and may
also provide important prognostic information. In stages | -Ill open surgery by an expert surgeon is the
treatment of choice. Local recurrence is frequent, particularly after violation of the tumor capsule.
Surgery plays also a role in local tumor recurrence and metastatic disease. In patients not amenable to
surgery, mitotane (alone or in combination with cytotoxic drugs) remains the treatment of choice.
Monitoring of drug levels (therapeutic range 14 - 20 mg/l) is mandatory for optimum results. In
advanced disease, the most promising therapeutic options (etoposide, doxorubicin, cisplatin plus
mitotane and streptozotocin plus mitotane) are currently compared in an international phase Ill trial.
Adjuvant treatment options after complete tumor removal (e.g. mitotane, radiotherapy) are urgently
needed, as postoperative disease free survival at five years is only around 30%, but have still not been
convincingly established. National registries, international cooperations and trials provide important
new structures for patients, but also for researchers aiming at systematic and continuous progress in
ACC. However, future advances in the management of ACC will mainly depend on a better under-
standing of the molecular pathogenesis facilitating the use of modern cancer treatments (e.g.tyrosine
kinase inhibitiors).

BbJITAPCKO OPYXECTBO IO EHOOKPUHOJIOINA
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Tepanuama cobc Sortis — epukacHocm npu nbpBuuHa npeBeHyua Ha
cbpgeuHo- cbgobu 3aboaabanua (CC3) npu nayueHmu ¢ guabem mun
2. AaHHu om npoyuBanemo Collaborative Atorvastatin Diabetes Study
(CARDS): myamuuyenmpo6Bo, paHgomu3zupaHo, naaueb0-KOHMpPOAUpPaHO
npoyu6BaHe

Mpodp. Cabuna 3axapueba
YHuBepcumemcka 6oAHUUA No eHgokpuHoAoz2ua, MY - Codoua

Tun 2 guabem e acouyuupaH cbe cbwecmBer noBuweH puck om cbpgeuHo-cbgoBu 3a6ornaBa-
Hua (CC3), Ho poAama Ha AunugonoHwkaBawama mepanua cbC cmamuHu 3a nbpBuyHa npeBeHuun
Ha CC3 npu guabem e HeagekBamHo gecpuHupaHa. CARDS u3caegBaHemo ce cmpemu ga oueHu
epekmuBHocmma Ha gHeBHOMO npuAazaHe Ha Sortis npu NonyAuUA OM nayueHmMuU paHgomu3upa-
HU kbm 10 mg Sortis (n=1428) uau kbm naauebo (N=1410) 3a nbpBuyuHa NpourakmuKka Ha Ha OC-
HoBHU cbpgeuHo-cbgoBu cbbumua npu nauueHmMu ¢ guabem mun 2 6e3 noBuweHu KOHUEHMpauuu
Ha LDL-xoArecmepoa.

V13caegBanemo e npekpameHo 2 20guHU no-paHo om npegBugeHomo mbl Kamo kKpumepuume
no3BoaaBawu no3zBoaaBawu paHHomo npekpamaBaHe ca uznbaHeHu. Taka mepanuama ¢ 10 mg
Sortis Bogu go 37%-Ho (p=0,001) noHuXkeHUe Ha omHocumeAHua puck om ocHoBHu CC cbbumus,
48% (p=0,016) pegykuua Ha pucka om uHcyam u 27%-Ho (p=0,059) noHu>keHUe Ha obwama cmbp-
mHocm.

B cBemaunama Ha me3u pe3yamamu mepanuama cbe Sortis 10 mg e 6e3onacHa u egpukacHa
npu pegykuuama Ha pucka om nvpBu CC3 cbbumun, BkiouuMeEAHO UHCYAM Npu hauueHmu C gua-
6em mun 2 6e3 noBuweHu cmolHocmu Ha LDL-xoaemepoa.

Data of Collaborative Atorvastatin Diabetes Study (CARDS)

Sabina Zacharieva
University hospital of endocrinology, Medical University - Sofia

Type 2 Diabetes is associated with a substantially increased risk of cardiovascular disease, but the
role of the lipid lowering therapy with statins for the primary prevention of cardiovascular disease in
diabetes is inadequately defined. CARDS trial aimed to assess the effectiveness of daily administration
of Sortis in a population of patients randomized either to 10 mg Sortis (h=1428) or to placebo (n=1410)
for primary prevention of major cardiovascular events in patients with type 2 diabetes without high con-
centrations of LDL-cholesterol.

The trial was terminated 2 years earlier than expected because the pre-specified early stopping rule
for efficacy had been met. Thus treatment with 10 mg Sortis resulted in 37% (p=0,001) relative risk
reduction in major cardiovascular (CV) events, a 48% reduction (p=0,016) in the risk of stroke and 27%
reduction in the risk of total mortality (p=0,059).

In the light of these results treatment with Sortis 10 mg is a safe and efficacious in reducing the risk
of first cardiovascular disease events, including stroke, in patients with type 2 diabetes, without high
LDL-cholesterol.
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AbAzompailiHO HabAlOgeHue Ha nayueHmu ¢ 6borecm Ha KywuHz caeg
MmpaHccpeHougarHa ageHOMeKmomusa

Mapun MapurnoB, Mapua OpbeyoBa, CabuHa 3axapueBa, Hukorau Mup4ye6
KauHuka no HeBpoxupypaua, Meguuutcku YHuBepcumem, Cocpun
KAuHuueH ueHmbp no EHgokpuHoaozaua, MeguuuHcku YHuBepcumem, Cocpusa

Lleama Ha Hacmoaw,omo npoyuBaHe bewe ga ce aHaAu3upa gbrzompaliHOMO eHGgOKPUHOAO2UY-
HO HabAlOgeHUe caeg mpaHcceHougaaHa ageHoMekmomua npu cepua om 102 nauueHmu ¢ 6oaecm
Ha Cushing onepupaHu 8 nepuoga 1994-2004 2. om nbpBua aBmop Ha Hacmoawomo npoyuBaHe.
Mpu Bcuuku 6oAHU NpegonepamuBHo mymopume 6axa ycmaHoBeHu Ha KT u/uau MPT. YcmanoBu-
xa ce 86 cayyaa Ha mukpoageHomu (2 gBolHu Ae3uu), 7 me30ageHoMU, 3 eKCmpaueAyaapHU Makpo-
ageHoMu U 6 cAyvaa Ha gugy3Ha xunepnaazua Ha xunogu3zama, kamo 15 om mymopume ce onpe-
geauxa kamo uHBa3zuBHu. CeaekmuBHa ageHomekmomua ce ocbuwecmBu npu 86 6oAHU, npu 12 om
navuueHmume ce u3zBbvpwu xemuxunouzekmomun, npu 1 cayyald He ce OMKpPU hamoAO2UYHA HAaX0g-
Ka, @ npu gpyau 3 cayyaa uHmepBeHuuama be npekpameHa nopagu kbpBeHe. [Mpu 16 60AHU ce u3-
Bbpwu mpaHcceHougaaHa peonepauus. [Npu 9 om 6oAHUME He Ge ocbuwecmBeHo AOH2UMYguHaA-
HO npocaegaBaHe.

Mpu uzcaegBaHe Ha 3 mu nocmonepamuBeH meceu, eHgOKPUHOAO2UYHA pemucua ce HabAaloga-
Ba npu 84,8 % om 6oaHume ( 86,4 % om mukpoageHomume u 71,4 % om uHBazuBHume Ae3uu).
CpaBHeHuemo mexxgy nauueHmu ¢ u 6e3 XunokopmukaaHa kpu3a cregonepamuBHo noka3Ba npe-
obragaBaHe Ha Bmopama 2pyna. Npu npocaegaBaHe Ha 5ma 2oguHa caegonepamuBHo yecmoma-
ma Ha peuuguBume e 18,5 %, a Ha u3aekyBaHume 81,8%8,9 %. PeyuguBume ca no-uecmu npu uH-
BazuBHume mymopu, koumo ce cBbp3zBam c 5,8 nbmu no-Bucok puck om noBmopHa noaBa Ha 3a-
6oaaBaremo (p<0,05 - Log Rank, Kaplan-Meier). INpu npocaegaBanemo (cpegHo 70,7 meceua) ce yc-
maHoBaBa uzrekyBaHe no omHoweHue eHgoOKpuHOAO2UYHamMa namoaozua B 87% om cayyaume
(87,6% om mukpoageHomume vs 63,6 % om no-2oremume KOPpMUKOMpPONUHOMU U 57,1% om uHBa-
3uBHume mymopu vs. 86,7 % om HeuHBazuBHume mymopu). EpekmuBHocmma Ha nocaegBawo Ae-
ueHue cAeg HeychewHa mpaHcceHougaaHa ageHoMeKkmomua (Hal-4ecmo agpeHaAekmomua UAU
o6AbuBane) e 50 %. INpu peuuguB caeg ycnewHa mpaHccheHougaaHa ageHOMeKmomua peonepa-
uuama e egukacHa npu 78,6 % o 6oaHume. TpaHcceHougarHama ageHomekmomua e Had-edpek-
muBHuam memog 3a AeveHue npu boaecm Ha KywuHe.

Long-Term Results after Transsphenoidal Surgery in Cushing's Disease

Marin B Marinov, Maria M Orbetzova, Sabina Z Zacharieva, Nikolai T Mirchev
Dept of Neurosurg, Med Univ of Sofia, Sofia, Bulgaria; Clin Ctr of Endocrinology,
Med Univ of Sofia, Sofia, Bulgaria

The aim of this study was to analyze the long-term endocrinological outcome following transsphe-
noidal surgery in a series of 102 patients with Cushing's disease operated on between 1994 and 2004
by the senior author.

Preoperative CT and/or MRI detected the tumors in all patients. Eighty six patients harbored
microadenomas (2 double lesions), 7 - mesoadenomas, 3 - extrasellar macroadenomas and in 6 cases
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diffuse pituitary hyperplasia was encountered; 15 tumors were deemed invasive. Primary selective ade-
nomectomy was achieved in 86 patients, hemihypophysectomy was performed in 12 patients, in 1
case the exploration was negative and in 3 cases it was prematurely interrupted because of excessive
bleeding; 16 patients underwent transsphenoidal re-operation during the follow-up period. Nine out of
102 cases were lost for longitudinal surveillance.

At 3" postoperative month, endocrinological remission was observed in 84,8 % cases (86,4 % of
microadenomas and 71,4 % of invasive lesions). The comparison between patients with and without
postoperative hypocortical crisis demonstrated significantly higher relative incidence of persistence
among patients from the latter group. At the 5th postoperative year the recurrence rate was 18.5%,
and the ,free of disease” survival was 81,8+£8,9 %. Invasive corticotropinomas relapsed earlier than
non-invasive tumors and carried 5,8 times higher risk for recurrence (p<0,05 - Log Rank, Kaplan-Meier).
The follow-up (on average 70,7 months) revealed endocrinological cure in 87,0 % cases (in 87,6 % of
microadenomas as opposed to 63,6 % of larger corticotropinomas; in 57,1 % of invasive tumors vs.
86,7 % of invasive tumors). The overall effectiveness of secondary treatment (most often adrenalecto-
my and/or radiotherapy) following unsuccessful initial transsphenoidal surgery was 50,0 %. In recur-
rences after successful initial surgery the transsphenoidal re-operation was efficacious in 78,6 % of
cases.

Transsphenoidal surgery remains the most effective treatment modality in Cushing's disease.

Is it worth evaluating quality of life in acromegaly?

Susan M Webb
Dept of Endocrinology, Hospital Sant Pau, Autonomous University of Barcelona,
Pare Claret 167, 08025-Barcelona, Spain. e-mail: swebb@santpau.es

Diagnosis of acromegaly is often delayed by several years, when changes in appearances as well
as in many internal tissues may not be reversible, even after successful treatment; thus, acromegaly is
a disease with considerable impact on Health Related Quality of Life (HRQol). Nowadays, biochem-
ical disease control and restoration of morbidity and mortality to normal can be achieved in most
patients, but patient's preferences and features relevant to individual HRQoL are often not considered.
AcroQol is a disease-specific, simple questionnaire designed to assess HRQolL in acromegaly. It com-
prises 22 questions with 5 possible responses (scored 1-5, high score good); maximum score is 110
(100 %) while worse score is 22 (0 %); the questionnaire includes 2 different scales, a physical perfor-
mance scale with 8 items and a psychological well-being scale with 14 items. The latter is further sub-
divided into areas addressing appearance (7 items) and personal relationships (7 items). Originally
developed in Spanish, translations have been validated into English and 11 further languages (1).
Cross-sectional evaluation of HRQolL in patients with acromegaly using generic questionnaires and
AcroQol have shown severe impairment; active disease, female gender, age, disease duration, joint
symptoms and radiotherapy are associated with worse HRQoL. The most affected dimension is
appearance and the least personal relations; comparable results have been observed in Spanish, Dutch,
German, British and Turkish speaking patients. Patients with active acromegaly show worse score
(mean range: 43 to 56) than those in remission (mean range: 65 to 71) (1-4). In longitudinal studies,
in patients with controlled, stable acromegaly, no change was observed on retesting at T month (65 +
18 versus 66 + 17), demonstrating good test-retest reliability. In patients with active acromegaly, after
6 months of treatment, an improvement in AcroQol score was observed (53 + 19 to 66 + 19; p<0,01).

Xl HauuoHaAeH cumMno3uym no eHgoKpUHoAO2UA
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Internal consistency of AcroQol was good (Cronbach's a > 0,7). A correlation between AcroQol and
IGF-I (p<0,05) but not with GH levels was observed.

Conclusion: HRQolL is severely affected in acromegaly, even in patients with controlled disease.
Thus, to optimize management, not only biochemical and radiological parameters but also dimensions
that reflect HRQolL should be evaluated in acromegaly.

Ouenka kauecmBomo Ha >xu6om npu nayueHmu cbc cuHgpoma
Ha Kywune

Mapua AueBa, Kpacumup KarunoB, Cabuna 3axapueBa
KauHuueH LleHmbp no EHgokpuHoAo2ua u F'epoHmonaozus,
MeguuuHcku YHuBepcumem, Codpusa

CuHgpombm Ha Kywuhe (CK) e pagko 3aboaaBane, c yvecmoma mexgy 1,2-1,7/mMmuauoH/20guHa,
cpewauwo ce No-4ecmo Npu >KeHu. XpoOHUYHOMO u3AazaHe Ha Bucoku kopmu3zoroBu HuBa ce ompa-
3a8a kakmo Ha 3gpaBocaoBHomo cbecmoaHue, maka u Ha BbHwHUA Bug Ha nauueHMumMe, Koemo e
om 3HaueHue 3a 06womo um 6Aa2ocbCmonHue U 3a maxHama uHmezpayua 6 obwecmBomo. 3acee-
Hamo e KaKmo (PU3UYECKOMO, MakKa U NCUXUYHOMO CbCmoAHUE Ha nauueHmume. [MpomeHa ce He
Ccamo NpogbAKUMEAHOCMMa, HO U KayecmBomo Ha >xuBom.

AuazHocmuuHuam arzopumbm npu CK e Beue gobpe ymBubpgeH. TBbpge maako, obauve, ce 06-
pbwa BHumaHue Ha kayecmBomo Ha »kuBom Ha me3u nayueHmu. Emo 3awo ueama Ha Hawemo
npoyuBaHe 6e ga ce HanpaBu oueHka Ha kadecmBomo Ha >xuBom Ha nauueHmume cbc CK 666 ga-
3a Ha akmuBHo 3aboAaBaHe u npu pemucua. Hawama xunomesa 6e, ye caeg AedeHue, npu hocmu-
2aHe Ha pemucus, uma hogobpeHue Ha kadecmBomo Ha >kuBom. NMpoBegeHo 6e npocnekmuBHo npo-
yuBaHe, koemo o6xBaHa nauueHmu c akmuBeH CK u makb8 8 pemucua. 3a KOHMpoAHa 2pyna ce
u3noa3Baxa gobpoBoauu om meguuuHckua nepcoHaa. V3noa3Ban 6e BbnpocHuka 3a kauecmBomo
Ha >kuBom, pazpabomen om Susan Webb u comp.

Quality of Life in patients with Cushing’s syndrome

Maria Yaneva, Krasimir Kalinov, Sabina Zacharieva
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

Cushing’s syndrome is a rare disease with incidence of 1,2-1,7/million/year, more often seen in
women. The chronic exposure to cortisol exess affects the physical state and the appearance of
patients, which influences their wellfare and their integration in the community. The psychological state
of patients is also affected. The duration of life, as well as the quality of life of patients is changed.

A well-known diagnostic algorithm for Cushing’s syndrome exists. However, the question of qual-
ity of life of such patients is often neglected. This determined the aim of our study - to make an assess-
ment of quality of life of patients with Cushing’s syndrome in active phase and in remission. According
to our hypothesis there is an improvement in the quality of life of patients after treatment or in the peri-
od of remission. We elaborated a prospective study including patients with active Cushing’s syndrome
and patients in remission. We used healthy controls, recruited from the hospital staff. We used the
questionnaire, written by Susan Webb and al.
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Hu6a Ha ocmeonpomezepuHa npu Auuya ¢ Xunomupeougu3bm

A. UlunkoB, U. AmanacoBa, A-M. BopucoBa, P. KoBaueBa, . BraxoB, H. AcaanoBa,
A. AakoBcka

KAuHuyeH LleHmbp no EHgokpuHoAo2ua u FepoHmoao2us,

Meguuurcku YHuBepcumem, Cocpusa

Xunomupeougu3zmbm (XT) e cpeg Hal-1ecmume eHgOKpUHHU pa3cmpolcmBa, 3acazaw, OKoAo 4,5
% om obwomo HaceaeHue. 3aboraBaHemo yecmo e 6e3cUMNMOMHO, No-4ecmo Kamo cybKAUHUYEH
XT (CXT), Ho ce cbnbmcmBa ¢ GuoOXUMUYHU OMKOHEHUA U chopeg peguua u3caegBaHua - noBuwer
cbpgeuHo-cbgoB puck. B HakoAko maaku npoyuBaHua ce omkpuBa u noBuweHue Ha ocmeonpomeze-
puHa (OIMl) - eguH om ocHoBHUMeE pe2yramopu Ha KOCMHama obmaHa, KOUMOo (PU3UOAO2UYHO OAO-
Kupa ocmeokAacmHama KocmHa pe3opbuusa, HO U nogo3upaH hakmop Ha noBuweH cbgoB puck.
Lleama Ha Hacmoawomo npoyuBaHe 6e ga ce uzcaegBa HuBomo Ha OIl u Ha ocmeokaAuyuH (OK)
Kamo ocmeobAacmeH mapkep Npu Auua ¢ Xunomupeougu3bm U ga ce cpaBHu npu 60aHU ¢ u3abeH u
cybkAauHUYeH XT u cbe 3gpabu KoHMpoAuU.
baxa uzcaegBaHu 71 Auya ¢ xunomupeougu3bm, 52 sxkeHu u 19 mbxke, KoHMpoAHama 2pyna ce cbc-
moewe om 24 Auua, 9 mbxe u 15 >eHu, 6e3 uzBecmHo mupeougHo 3aboanaBaHe uau megukauua u
c TCX 0,39-2,5 mUI/I. bBewe u3zcaegBan CT4, OII, OK, Bcuuku umaxa xorecmepoa, LDL, HDL, mpue-
AUUEpUgU.

Mpu 31 (43,7%) ce ycmaHoBu u3zaBen XT u npu 40 (56,3%) - CXT. OINl bewe cuzHUPUKAHMHO
no-Bucok B 2pynama ¢ XT B8 cpaBHeHue ¢ konmpoaume (5,50 +/-2,83 cpewy 3,71+/- 0,94). Pa3auku-
me mexxgy Auuama c aBeH XT u CXT He 6axa 3Hauyumu. [Mpu OK He ce ycmaHoBu makaBa 3aBucu-
MOCM, Kakmo HAMawe pa3Auka meXKgy 2pynume U N0 OMHOWEHUE Ha XOAeCmepoAa U ppakyuume
my. Obwuam xorecmepoa noka3a 3Haduma 3aBucumocm om cmotHocmma Ha TCX.

3akatoueHue: YcmaHoBeHuam noBuwen Ol npu Aunca Ha npomaHa Ha OK BeposmHo e npsak
ecpekm om XT, HezaBucum om ocmeobracmHa cmumyaauus. 3aegHo ¢ noBuweHua xorecmepoa 6u
MO2bA ga e gonbAHUMEAEH hakmop 3a noBuweHua cbgoB puck npu 6oAHUMe om XT. 3a u3acHaBa-
He Ha MOo3u NpPobAem ca HEOXOgUMU AOH2UMYQgUHaAHU u3caegBaHus.

Osteoprotegerin levels in subjects with hypothyroidism

A. Shinkov, I. Atanassova, AM. Borissova, R. Kovatcheva, J. Vlahov, N. Aslanova, L. Dakovska
Clinical Center of Endocrinology and Gerontology, Medical University, Sofia

Hypothyroidism is among the most common endocrine disorders, affecting about 4,5 % of the
general population. Most frequently it presents as subclinical hypothyroidism (SHT) and with scarce
symptoms, but according to a number of studies carries increased cardiovascular risk. A few small stud-
ies found increased levels of osteoprotegerin (OPG) - a major bone metabolism regulating molecule
that inhibits bone resorption and has recently been implicated in increased cardiovascular risk.

The aim of the current study was to investigate the OPG and osteocalcin (OC), as a bone formation
marker, in subjects with hypothyroidism and to compare them in cases with clinical and subclinical
hypothyroidism and euthyroid controls.
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Seventy-one hypothyroid subjects were studied, 52 female and 19 male. Twenty-four subjects, 15
female and 9 male with no history of thyroid disorder or medication and TSH between 0,39 and 2,5
mUI/I served as a control group. Free T4, OPG, OC, total cholesterol with fractions and triglycerides
were measured in all subjects.

In 31 (43,7 %) overt HT was found and in 40 (56,3 %) - SHT. OPG was significantly higher in the
HT group than in the controls (5,50 +/-2,83 vs. 3,71+/ - 0,94) with no significant differences between
overt HT and SHT groups. No difference was found between the groups for OC, cholesterol and its
fractions. Total cholesterol was significantly positively correlated to TSH levels.

Conclusions: The elevated OPG in the HT group with no difference in OC levels could be
explained as a direct effect of HT but independent of osteoblast stimulation. It could add to elevated
cholesterol levels as an additional CV risk factor in hypothyroid subjects. Longitudinal studies are nec-
essary for further elucidation of the problem.

Genetics of pheochromocytoma

Dr Anne-Paule Gimenez-Roqueplo
Département de Génétique, Hopital Européen Georges Pompidou et INSERM U772, Col-
lege de France, Paris ; anne-paule.gimenez-roqueplo@egp.aphp.fr

Recently, clinical and fundamental research studies have dramatically changed the knowledge on
the genetics of pheochromocytoma (PH). Previously, it was widely accepted that only 10 % of the
patients affected by a PH had a familial disease and that the malighant phenotype of a PH could not
be diagnosed before the occurrence of the first metastasis. After the identification of the genes
involved in the hereditary paraganglioma/pheochromocytoma syndrome (SDHD, SDHB, SDHC) 1-3,
it has been demonstrated that 25 % to 30 % of the patients have a hereditary PH due to a germline
mutation on SDHB, SDHD, VHL, RET or NF1 genes 3-4 and that the identification of a SDHB mutation
is a high risk factor for malignancy and poor prognosis4-6. Those data have supported new recom-
mendations for genetic counselling and genetic testing as well as for the management of the affected
patients 7-9. Moreover, fundamental research studies have contributed to the understanding of new
molecular mechanisms involved in the PH tumorigenesis. In particular, it has been shown that SDHs
genes are new tumour suppressive genes and that the succinate dehydrogenase inactivation induces
an abnormal stimulation of the hypoxia-angiogenesis pathway 10-11.
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Primary Aldosteronism: Epidemiological, Genetic and Molecular Aspects

Xavier Jeunemaitre, Maria-Christina Zennaro, Laurence Amar, Pierre-Francois Plouin.
INSERM Unit UMR772, Colluge de France, and Hypertension Unit, Hopital Européen
Georges Pompidou (HEGP), Paris, France.

Primary aldosteronism (PA) is the most frequent secondary cause of hypertension and a continu-

um has been described between essential hypertension. We will first described its estimated frequen-
cy of PA which has been diversely estimated from 1 to 20 %. Our experience at HEGP is that the preva-
lence of PA in hypertensive patients referred to our center averages 6 %, with one patient in two har-
boring an APA (1). This increase in prevalence reflects the fact that hypokalemic and normokalemic
patients are now screened for PA using the aldosterone to renin ratio (ARR) as a screening tool. Small
unilateral adrenocortical mass can be detected by CT-scan but unilateral aldosterone secretion (APA)
should be detected by adrenal vein sampling. This test is frequently omitted in cases where PA is evi-
dent and CT-scans reveal a unilateral adrenocortical mass, i.e. a presumed APA. Recently, we showed
that factors predictive of a favorable clinical outcome after surgery are a relatively young age, pres-
ence of hypoK, BMI, short duration of hypertension. Also, robust, reproducible and redundant diag-
nostic tests need to be used and adrenal venous sampling needs to be performed to document unilat-
eral aldosterone hypersecretion in most - if not all - candidates for surgery.
Familial Hyperaldosteronism type | (FH-1) is a rare autosomal dominant form of PA due to the presence
of a chimaeric gene resulting from an unequal crossing over between the CYP11B1 and CYP11B2
genes. We will present our experience on the six kindreds detected in our center amongst more than
600 tested subjects with PA. Despite its rarity, this disease is important to recognize because of its
severity (high prevalence of hemorragic strokes) and its possible treatment by exogenous corticoids.
More recently, Gordon and colleagues described another form of familial primary aldosteronism, that
they called FH-2. In their 10 years experience, they were able to detect more than 67 patients among
27 families (2). FH-2 patients exhibit clinical, biochemical and adrenal morphological characteristics that
are indistinguishable from those of patients with non-familial PA. The defective gene has not been iden-
tified, yet. We recently screened our COMETE database which contains information on more than 400
patients with PA. Among them, we were able to find 15 families in which PA occurred in at least two
1st-degree relatives (3). A detailed phenotyping of these families will be presented as well as the analy-
sis of candidate genes.

Finally, gene expression studies in APA might indicate the pathways involved in tumorigenesis. For
example, overexpression and different splicing of the 5-HT4 receptor provide evidence for a possible
autocrine/paracrine activation of aldosterone secretion within adenoma tissues (4). We will present some
preliminary results of the analysis of gene expression from 20 aldosterone producing adenomas and uni-
lateral primary adrenal hyperplasias. Generation of detailed gene expression profiles using principal com-
ponent analysis allow to distinguish between different types of tumors and/or hyperplasias. The goal is to
identify particular transcriptional changes that would allow for identification of particular subsets of PA.

1. Plouin PF, et al. on behalf of the COMETE-Conn Study Group. Trends in the prevalence of primary aldos-
teronism, aldosterone-producing adenomas, and surgically correctable aldosterone-dependent hypertension.
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Molecular Biology 2001; 78:215-229

3. Medeau V et al. Familial aspect of primary hyperaldosteronism: analysis of families compatible with pri-
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4. Cartier D et al. Expression profile of serotonin 4 (5-HT4) receptors in adrenocortical aldosterone-produc-
ing adenomas. Eur J Endocrinol 2005; 153:939-947.
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Treatment of hipothyreosis with levothyroxine as a risk factor for osteo-
porosis

Panajotovic M.",Nasteska N.', Kotevska Nikolovska M., Ranogajec S.’
Skopje, Macedonia, ? University Clinic for Rheumatology Skopje, Macedonia, * ACUS MED-
ICA Delcevo, Macedonia,

Osteoporosis is one of the most common metabolic diseases of the bone tissue. The aim of this
research is to demonstrate the influence of treatment with levothyroxine as a risk factor for osteo-
porosis. Methods and materials: A group of 85 patients was observed, varying from 45 to 65 years of
age. Due to a hipothyreosis all of them were treated with levothyroxine in a period longer than two
years. Simultaneously, a group of 85 women between the age of 45 and 65 was observed, where the
level of thyroxine was normal. All patients were scanned on the DEXA (Lunar DPX) apparatus, during
a 6-month period. They were all scanned on at least 3 bodily regions (lumbal part of the backbone L1-
L4 and dual femur - both hips, while 35 of them were scanned on the forearm).

Results: out of 85 scanned patients who were treated with levothyroxine, 38 were diagnosed with
osteoporosis with a T-score higher than -2,5, 25 were diagnosed with osteopenia with a T-score of -1,0
to -2,5, while 22 patients did not have osteoporosis. Out of the control group, 17 women were diag-
nosed with osteoporosis, 25 with osteopenia, while 43 patients had normal densitometry results. Dis-
cussion: Considering the consequences of osteoporosis which result in a high percentage of handicap
and mortality, the necessity of a timely diagnosis with a DEXA scan is obligatory for patients who are
obliged to take levothyroxine for a longer period.

Family history of fracture as a predetermining factor for osteoporosis

Nasteska N.", Panajotovic M.", Kotevska Nikolovska M.?, Ranogajec S.’
' PRAMA MEDICA Skopje, Macedonia, > University Clinic for Rheumatology Skopje, Mace-
donia, * ACUS MEDICA Delcevo, Macedonia,

The aim of this research is to demonstrate the incidence of osteoporosis at women with family his-
tory of fracture as a relevant predetermined factor for osteoporosis. Methods and materials: A group
of 150 women was observed, whose symptoms included back, joints and bone pains. The patients' age
varied from 45 to 75 years with family history of fracture. The control group consisted of 150 women
who had the same symptoms (back, joint and bone pains) at the age of 45 to 75, but without family
history of fracture. They all went under the DEXA (Lunar DPX) scan on at least 4 bodily regions (L1-L4,
dual femur, forearm). Results: Out of the women from the first group, 52 of them were diagnosed
osteopenia with a T-score varying from -0,1 to -2,5; 75 were diagnosed with osteoporosis with a T-score
higher than -2,5, while 23 patients had normal densitometry results. Out of the control group, women
without family history of fracture, 46 were diagnosed with osteopenia, 47 were diagnosed with osteo-
porosis, while 57 had normal densitometry results. All patients were tested for the level of ionized Cal-
cium in their blood. Discussion: The analysis demonstrated that family history of fracture is an impor-
tant predetermined factor for osteoporosis, not depending on the patient's age.
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