HauuoHaAeH yuebeH cumnojuym
N0 eHOKPUHOAORUA

| Ez,gnéapcko gpycecmBo no engokpunonozuq

9-11 anpua 2009 Hoﬁomea, Haoﬁgu@



OPTAHM3ALIMOHEH




Ob6wa uHpopmayua:

Macmo 3a npobexxgaHe Ha KongepeHyuama:
HoBomen - NaoBgub

Tea/@akc: 032/ 934 346

Pezucmpauus:

YemBbpmbk, 9 anpua 2009 2oguHa om 8,00 go 19,30 vaca
[Temwvk, 10 anpua 2009 om 8,00 go 19,00 yaca

Cvboma, 11 anpua 2009 2oguHa om 8,00 go 19,00 vaca
PeaucmpauuoHHomo 6to0po Ha Cumno3uyma we 6bge paznoao-
»keHo B ueHmpaaHomo ¢potae Ha HOBOTEA - NaoBguB

PecucmpayuoHHama makca Ha yyacmHuuyume
6kAroubBa:

Yyacmue 6 HayuHama npozpama Ha Cumno3uyma,
9-11 anpua

Yyacmue 8 V3ar0kbama Ha papmaueBmuvHama uHgycm-
pusa, 9-11 anpua

[Npozpama u abcmpakmu

Kape-nayzu - 10 u 11 anpua

Ob6egu B nembk u cbboma, 10 u 11 anpua

Beuepa ,Aobpe gowau” - 9 anpua

Beuepa "Cpewa c npuameau” - 10 anpua

Beuepa ,AoBuxxgaHe” - 11 anpua

YaHma, beAexkHUK, XuMuKaA u bagk

[Mpoepama ¢ abcmpakmu - cn. EHgokpuHoaozun, bpol
1/2009 ¢ nbAeH mekcm om ocHoBHUME AeKUUU Ha CUMNO3uyma

Takca npaBboyuyacmue 6 Cumno3zuyma:
3a uaeHoBe Ha BAE, peaucmpupaHu cbc cbomBemeH maAoH om
cnucaHue EHgokpuHoAozua 2004, IX, 2, 47
* KpaeH cpok 3a npegBapumeaHa pezucmpauusa 3a yyacmue 6
Cumno3uyma u yaeHcku BHoc 3a BAE - 15 mapm 2009 2.
* YaeHcku BHoc 3a BAE 3a 2009 e.
- 50,00 AeBa 3a cneyuaaucmu
- 25,00 aeBa 3a cneyuaAu3zaHmu u gokmopaHmu
* Takca-npaBoyuacmue 3a uaeHoBe Ha BAE:
* Peazucmpauua no 6aHkoB nbm go 15 mapm 2009 2. - 30,00 AreBa




* Peaucmpauua Ha macmo - 45,00 reBa
3a uaeHoBe Ha BAE cneuuaau3asmu, gokmopadmu - 15,00 pecn.
22 reBa

 Takca-npaBoyuyacmue 3a He-ureHOBe Ha BAE
Peazucmpauua no 6aHkoB nbm go 15 mapm 2009 2. - 300,00
reBa
Peaucmpauua Ha macmo - 350,00 areBa
- baHko6 npebog:
3a bbazapcko gpyskecmBo no eHgokpuHoAo2uA
BYABAHK - kaoH uenmpaaeH, Cocpua - 1000,

nA. CBema Hegeaa 7
baHkoB kog/BIC: UNCR BGSF
IBAN - BGO6 UNCR 7630 1076 2549 99
MpeBe>kga: mpume umeHa Ha ydacmuuka, (ET, AKLL...), agpec




HALUWOHAAEH YYEBEH CUMITO3UYM
MO EHAOKPUHOAOTUA

9-11 anpua 2009, Hobomea - IlnoBgub

Hauaro Ha Cumno3uyma - 14,30 yaca Ha 9. 04. 2009 .
Kpau Ha Cumno3zuyma - 19,30 yaca Ha 11. 04. 2009 a.

YaeHcku BHoc - 50,00 AeBa 3a cneyuaaucmu™

YaeHcku BHoc - 25,00 AeBa 3a cneyuaAau3zaHmu u gokmo-

paHmu ¢ npegcmaBeH ouyuareH gokymeHm om pbkoBo-

gumeAq Ha cneyuaAu3auuama UAU goKmopaHmypama®.
*CveracHo PeweHue Ha Obwomo cvbpaHue Ha BAE om

24 ¢peBpyapu 2007 e.

PezucmpayuoHHo 61opo:

Llle ce u3zBopwbBa pecucmpauyua Ha HOBU uAaeHOBe Ha bba-
2apcko gpykecmBo no eHgokpuHoAo2ua om 9 go 11 anpua
2009.

Akpegumauua no NMocmoAHHOMO MeguUUHCKO 00yueHue
Cepmudpukamu Ha BAE we noayuu Bceku yuvacmuuk 6
HauuoHaAHuUA yuebeH cumno3uym no eHgoKpUHOAO2UA.
CuzypHocm

Haema e oxpaHa om cneuuaau3upaHa cpupma npeg 3asa
MockBa 3a npoBerkgaHe Ha Cumno3uyma u HoOwHa oxpaHa
3a VI3aoxxb6ama Ha dpapmaueBmuyHama uHgycmpus.
Xomea (oecpaHuyeHn 6pol Aezaa, npuHyuna Ha nwvpbusa
npucmuzHaa):

bAE cnoHcopupa ureHoBeme cu u wje 3anaamu pazaukama
3a Anezaomo 6 gBoiHa cmaa Ha Bceku eHgOKPUHOAOZ.




Moa3BaHe Ha eguHuvHa cman e HeBb3MOXKHO NpuU 20AemMu-
am Opou ureHoBe Ha gpykecmBomo.

BAE He 3anAawa KoHcymauuama om muHubapa 68 cmaume
Ha yuyacmHuuume 8 Cumno3uyma.

Mucua u npuHyunu Ha HayuoHaAHUmMe KOHZpecu u cum-
no3zuymu Ha bwvazapcko gpyxecmBo no eHgokpuHoAoz2ua
foguwHume HauuoHaaHu KoHepecu pecn. Cumno3uy-
Mu opzaHu3zupaHu om BAE ce aBaBam macmomo 3a Hal-20-
AAMama 20guwHa Cpewa Ha cheuyuaaucmume no eHgoKpu-
HoAO2uA om bbAzapua u maka ype3 max ce noggbp>kam
aKkagemMuyHume mpaguuuu Ha obwHocmma.

PokoBogcmBomo Ha BAE caeg BHumamenaeH nogbop
KaHU camo uzmwbkHamu eBponelicku u cBemoBHu yyeHu 3a
yyacmue € nAeHapHU Aekuuu B cbbumuama Ha Ha Apykec-
mBomo u maka ce ocbwecmBaBam cpewu ¢ Hal-20AemuU-
me ekcnepmu no gageHua npobaem u3BbH npegeaume Ha
cmpaHama Hu.

Kamo akagemuuHo cgpyxeHue BAE cbgelicmBa 3a yk-
penBaHe Ha gobpume Bpb3ku ¢ dapmaueBmuyHama uH-
gycmpua u Bcuvku UHCMUMYUUU, KOUMO umam omHowe-
Hue Kbm pazBumuemo Ha u3zcaegoBameackama u yuebHa
getHocm 6 obAacmma Ha eHgoKpuHOAO2UAMA.

foguwHume cpewu Ha BAE ce opeaHu3zupam maka, ye
ga ce ocueypu akagemuyHa He3zaBucumocm Ha u3zcregoBa-
meAume u Aekapume, Koumo ca Hal-gobpume ,agBokamu”
Ha cBoume GOAHU.

OcHoBHama uea Ha BAE e ga ce cb3gagam Bb3MOXKHOC-
mu 8 bbAcapua 3a pazBumue Ha u3zcaegBaHuama 6 obaacm-
ma Ha eHgoKpuHoAo2uama, Ha ycroBua 3a no-6bp30 pan-
pocmpaHeHue Ha Heobxogumume no3HaHuUA cpeg oObOw:-
HOCMMa U Ha pakmopu 3a YrAeCHEHOMO UM NpuAoyKeHue 6
npakmukama.




CMOHCOPU
— s, i, W, S,
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HauuoaaeH yueben
CUMNO3UYM NO EHGOKPUHOAO2UA

Merck Serono
MSD
Berlin-Chemie
Sanofi-Aventis
Servier
Eli Lilly
Pfizer
GlaxoSmithKline
Solvay
Hoffmann La Roche
Teva
AstraZeneka
Gedeon Richter
Woerwag Pharma
Baamapk
Genzyme
Ecopharm
3enmuBa
AuBega
Kengu
Xepba Meguka
Ciech Polfa
PCP
Abbott
Novo Nordisk
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npozpama

HAUWOHAAEH YHEBEH
CUMMNO3NYM MO
EHAOKPMHOAOTIMA

[ 3ara Mock6a 9 anpua - yembbupmubk
14,30 - 15,30 - CaegobegHa 3akycka

15,30 - 16,15 - Cpewa c ekcnepma Ha bbAzcapcku
Mucmumym memaboAumeH cuHgpom

[Mpenopbku 3a gobpa KAUHUYHA npakmuka npu
memaboAUMeH CUHgPOM
Aou. Maauna lNMemkoBa

16,30 - 17,00 - CameAumeH cumno3uym

Cmpamezua 3a gbA20CPOYEH KOHMPOA
8 AeueHuemo Ha guabem mun 2
GSK
Mogepamop: Aoy. Mapua OpbeyoBa

17,00 - 17,45 - CameAumeH cumno3uym
Eli Lilly
Byetta - MopBuam uHkpemoHoB mumemuk
Aou. Ll6emaauna TankoBa

18,00 - 19,30 - CameAumeH cumno3uym
MSD - HageskgeH napmubop B 6opbama c
ocmeonopo3a u guabem
MSD
Mogepamop: lNpogh. Muxaua lNMpomuy




KomnaekceH nogxog 3a ecpekmuBeH KOHMPOA Ha
Ocmeonopo3zama
A-p Hamaaua TemeakoBa

HoBu mepaneBmuuHu Bb3moxkHocmu B AevueHuemo Ha
Auabem mun 2
Aou. Ll6emaauna TankoBa

20,00 - Beuepa ,, Aobpe gowau”
MSD

[ 3ana MockBa 10 anpua - nemuk

9,00-10,30 - Cecua ,3axapeH Auabem?
Mogepamop: lNpog. Apazomup KoeB

9,40 - 10,10
MoBauaBaHe Ha xunepaaukemuama npu 3axapeH guabem
mun 2 - akKmyaAu3upaHo KOHCEHCYCHO cmaHoBuwe Ha
AmepukaHckama guabemHa acouuauua u EBponelickama
acouuauun 3a u3yuyaBaHe Ha guabema
Aou. BAagumup Xpucmo®6
Management of hypoglycemia in diabetes mellitus - the
ADA/EASD consensus
Assoc. Prof. Vladimir Hristov

9,00 - 9,40
Mpenopbku Ha EBponelickama acouuauusa 3a uzyvaBaxe
Ha guabema u Ha EBponelckomo gpyskecmBo no kapgu-
oAO2uA 3a 3axapeH guabem u cbpgeuHo-cbgoBu
3aboaaBaHua (2007)
Aou,. LI6emaauna Tanko6Ba




Guidelines of European Association for the Study of
Diabetes and European Society of Cardiology on Diabetes
and Cardiovascular Diseases (2007)

Assoc. Prof. Tsvetalina Tankova

10,10 - 10,30 Auckycua
10,30 - 10,50 — Kagpe-nayza Solvay

10,50 - 12,20 - Cecusa ,XunepargocmepoHu3bm*

Mogepamopu: lNpogp. Cabuna 3axapueBa,
lpogp. Augua KoeBa

10,50 - 11,15
CKpUHUHeZ, guazHo3a u AedyeHue Ha nbpBuyuHuA
aangocmepoHu3zbm: [penopbku Ha Endocrine Society
3a KAUHUYHamMa npakmuka.
Mpod. Cabuna 3axapueBa
Case detection, diagnosis and treatment of patients with
primary aldosteronism:
An Endocrine Society clinical practice guideline
Prof. Sabina Zacharieva

11,15 - 11,35
Xup3ymu3bm - NPENopbKU 3a guaz2HO3a, OUEHKA U AeueHUe
Aou. Mapua OpbeuoBa
Hirsutism - recommendations for diagnosis,
evaluation and treatment
Aou. Mapua Opb6euoBa

11,35 - 11,50
PeHuH-aH2uomMeH3uH-aAgocmepoHoBa cucmema u
HelHama ocHoBHa poaa 8 peayrauuama Ha uHcyauHoBa-
ma yyBcmBumeAHOoCM U 2AUKEMUYHUA KOHMPOA
Aou. Maauna NemkoBa

11



The renin-angiotensin-aldosterone system:
a pivotal role in insulin sensitivity and glycemic control
Assoc. Prof. Malina Petkova

11,50 - 12,05
BbeAexugpamHu HapyweHua u yecmoma Ha memabo-
AUMHUA CUHgPOM Npu NbpBuYHUA aAgOCMEPOHU3BM
Moanna Mampo3o6a, Cabuna 3axapueBa, Xavier

Jeunemaitre, Olivier Steichen, Pierre-Francois Plouin

Carbohydrate disorders and prevalence of the metabolic

syndrome in primary aldosteronism
Joanna Matrozova, Sabina Zacharieva, Xavier

Jeunemaitre, Olivier Steichen, Pierre-Francois Plouin

12,05 - 12,20 Auckycua

12,30 - 13,30 - CameAumeH cumno3uym
FAuKkemuyeH KOHMpPOA u npeBeHuua Ha ycAoXKHeHUAmMa -
gBe nocregoBameaHu cmbnku 6 AeueHuemo
Ha nauueHmMumMe CbC 3axapaH guabem
Sanofi-Aventis
Mogepamop: lNpog. AuHa-Mapua bopucoBa
13,30 - 14,30 llakem-Ob6ag

Sanofi-Aventis

14,30 =16,00 - Cecua ,Ocmeonopo3a”

Mogepamop: lNpogp. Auna-Mapua bopucoBa

14,30 - 15,00
EBponelicko PbkoBogcmBo 3a guazHoCmMuKa u AedeHue
Ha ocmeonopo3ama Npu NOCMMEHONAY3aAHU >KeHU




(IOF/NOF2008) - guazHoCcmuka Ha ocmeonopo3ama u
KOMNAEKCHa OugeHKa Ha (ppakmypHUA puckK
Aou. Muxaua boaHo8

European guidance for the diagnosis and management of
osteoporosis in postmenopausal women‘2008 - The
Diagnosis of Osteoporosis and the Fracture Risk Assessment
Assoc. Prof. Michail Boyanov

15,00 - 15,15
EBponelicko PvkoBogcmBo 3a guazHoCmMuKa u AeveHue
Ha ocmeonopo3ama Npu NOCMMeHONay3aAHU XeHU
(IOF/NOF2008) - kocmHu mapkepu
Aou. Pycanka KoBaueBa
EEuropean guidance for the diagnosis and management of
osteoporosis in postmenopausal women’2008 - bone markers
Assoc. Prof. Roussanka Kovatcheva

15,15 -15,45
EBponelicko PbkoBogcmBo 3a guazHocmuKka u AeveHue
Ha ocmeonopo3ama NpuU NOCMMeHONayY3aAHU XeHU
(IOF/NOF'2008) - AeyeHue Ha ocmeonopo3ama
Mpod. AvHa-Mapua bopucoBa
European guidance for the diagnosis and management of
osteoporosis in postmenopausal women’2008 -
Treatment of osteoporosis
Prof. Anna-Maria Borissova

15,45 - 16,00 Auckycua

16,00 - 16,30 — Kagpe-nay3a
Novo Nordisk
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16,30 - 17,15 - Cpewa c ekcnepma
AuazHocmuuHo u mepaneBmuuHo noBegeHue
Nnpu mupeuogumu
Aou. Pycanka Ko6aue6a

17,30 - 19,00 - CameAumeH cumno3uym
Ob6pamum AU e cbpgedHo-cbgoBuam puck npu mun 2
3axapeH guabem
Merck Serono
Mogepamop: Aoy. BaAagumup Xpucmo8

20,00 - Beyepa

Merck Serono

[3ana MockBa 11 anpua - ceboma

9,00 - 10,30 - Cecua ,Tupeougea”
Mogepamopu: lNpogh. boaH Ao3aHoB,
Aoy. Kupua Xpucmo3zo6

9,00 - 9,20
lMamozeHe3a Ha mupeougHua aBmoumyHumem u
mupeoug-acouuupaHama opbumonamus
Aou. UAhuana AmanacoBa
Pathogenesis of Thyroid Autoimmune Diseases and
Thyroid-Associated Orbitopathy
Assoc. Prof. llyana Atanasova

9,20 - 9,35
KoHceHcyc Ha EBponelickama 2pyna no Graves’
Orbitopathy (EUGOGO) Bbpxy 2puxkume 3a GO-nbpBu
2puxu go BucokocneyuaAuzupaH ueHMbp
Mpod. AuHa-Mapusa bopuco6a




/

Consensus statement of the European Group on Graves
orbitopathy (EUGOGO) on management of GO -
management for non-specialists
Prof. Anna-Maria Borissova

9,35 - 9,55

KoHceHcyc Ha EBponelickama 2pyna no Graves'’

Orbitopathy (EUGOGO) B8vpxy epuxkume 3a GO - Aeyve-

Hue B8 BucokocneyuaAuzupaH ueHMbP
Aou. Pycanka Kobaueba
Consensus statement of the European Group on Graves’
orbitopathy (EUGOGO) on management of GO -
management in specialist center
Assoc. Prof. Roussanka Kovatcheva

9,55 -10,15
MogeH npuem u GpemeHocm
Aou. XXyauema lepeHo6a
lodine nutrition and pregnancy
Assoc. Prof. Julieta Gerenova

10,15 - 10,30 Auckycua
10,30 - 10,50 — Kagpe-nay3a

0 - Cecua ,KywuHnz” u
Cecua ,Akpomezarun”
Mogepamopu: lNpog. CabuHa 3axapueBa,
lpogp. Augua Koe6Ba

10,50 - 11,20
AuazHocmuka u AeveHue Ha CuHgpoma Ha Kywuxz -
pbvkoBogHu NnpuHUUNU
Mpod. Cabuna 3axapueBa
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The diagnosis and treatment of Cushing’s syndrome -
clinical guidelines
Prof. Sabina Zacharieva

11,20 - 12,05 - CameAumeH Cumno3uym
Somavert - egHa HoBa Bb3moXkHOCM
8 AeyeHUemMoO Ha akpomezaauA
Pfizer
Mogepamop: lNpog. CabuHa 3axapuebBa

11,20 - 11,40
AKpOMmezaAufa - mepanua CbC Somavert
Mpod. Cabuna 3axapueBa

11,40 - 11,55
MpegumcmBa Ha Somavert 8 noBauaBaHemo Ha
memaboAumHume HapyweHua Npu akpome2aAua
Aou. Mapua Op6eyoBa

11,55 - 12,05
Had-HoBu gaHHu om npoyuBanemo GPOS
(German Pegvisomant Observational Study)
omHocHo epekmuBHocm u 6e3onacHoCM npu AedeHue
Ccbc Somavert
A-p EmuAa Haue

12,05 - 12,20 Auckycua

12,30 -13,30 - CameAaumeH cumno3uym
,MeguuuHa Ha gokazameacmBama npu u3bopa Ha Aeye-

Hue Ha 3axapeH guabem u ocmeonopo3a”
Servier

Mogepamop: lNpogp. AuHa-Mapua bopucoBa

13,30 - 14,30 Ilakem-Ob6ag
Servier




14,30 -16,00 - Cecua , Tupeougea”

Mogepamopu: Mpod. AHHa-Mapusa bopuco6a,
Aou. Kupua Xpucmo3o6

14,30 - 14,50
Mpenopbku Ha EBponeldckomo gpyskecmBo no eHgokpu-
HoAoz2uf ,[puXku 3a mupeougHama gucyHKUUa npes3
OpemeHoCmMMa U NOCMNApMaAHoO” - CKPUHUH2 32 mupe-

ougHa guciyHkuyua no Bpeme Ha GpemeHocm
Mpod. AHHa-Mapua bopuco6a

Management of Thyroid Dysfunction during Pregnancy
and Postpartum: An Endocrine Society Clinical Practice
Guideline - screening for thyroid dysfunction
during pregnancy
Prof. Anna-Maria Borissova

14,50 - 15,10
Mpenopbku Ha EBponelckomo gpyskecmBo
Nno eHgoKpuHoAo2ua ,IpuXku 3a mupeougHama gucpyHk-
yua npe3 bpemeHocmMma u hocmMnapmMaAHo” -
mupeougHu B8b3Au U pak no Bpeme Ha BpemeHocm
Aou. Pycanka Ko6aue6Ba

Management of Thyroid Dysfunction during Pregnancy
and Postpartum: An Endocrine Society Clinical Practice
Guideline - thyroid nodules and cancer during pregnancy
Assoc. Prof. Roussanka Kovatcheva

15,10 - 15,50
Graves hyperthyroidism in pregnancy: risks from disease
and therapy in the mother and the child

Prof. Peter Laurber
President of the European Thyroid Association

15,50 - 16,00 Auckycua
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16,00 - 16,30 — Kagpe-nay3a
Novo Nordisk

16,30 - 17,15 - Cpewa c ekcnepma
Deoxpomouumom
Mpod. CabuHa 3axapueba

17,30 - 19,00 - CameAumeH cumno3uym
KakBo owe ga Hayuum om HoBume [Npenopbku Ha
EBponelickomo gpyskecmBo no eHgOKpuHOAO2UA
,IpUXKU 3a mupeougHama guciyHkuua npe3 bpeme-
HOCMmMmMa u nocmnapmaAHo”
Berlin-Chemie/Menarini
Mogepamop: Mpog. AHHa-Mapua bopucoBa

What new on Management of Thyroid Dysfunction
during Pregnancy and Postpartum: An Endocrine Society

Clinical Practice Guio[eline
Prof. Anna-Maria Borissova

17,30 - 18,00
Xunomupeogu3bm u bpemeHocm
Mpod. AHHa-Mapua bopucoBa

Hypothyroidism and pregnancy
Prof. Anna-Maria Borissova

18,00 - 18,30
TupeougeH aBmoumyHumem u 6pemeHocm

Aou, Pycarka KoBaueBa

Thyroid autoimmunity and pregnancy
Assoc. Prof. Roussanka Kovatcheva




18,30 - 19,00
CybBKAUHUYHA MupeougHa gucdyHKUUA U
CbpgeuHo-cbgoB puck
Aou. Kupua Xpucmo3zo6
Subclinical thyroid dysfunction and cardiovascular risk
Assoc. Prof. Kiril Hristozov

20,00 - Beuepa ,AoBuxgane”

Berlin-Chemie/ Menarini




‘A6ecmpakmu - 18 6pos

'A36yuHux Ha aBmopume:

1. Peter Laurberg - 8. Mampo3zoBa I. -
2. AmanacoBa W. - 9. OpbeyoBa M. -
3. bopucoBa A-M. - 10. NemkoBa M. -
4. boaHoB8 M. - 11. TankoBa LI. -

5. lepeHoBa X. - 12. XpucmoB Ba. -
6. 3axapueBa C. - 13. Xpucmo3zo8 K. -
7. KoBaueBa P. -

‘Mogepamopu:

1. Mpodp. Apazomup KoeB - 10. 04 (9,00 - 10,30 v)

2. Npodp. Augua KoeBa - 10. 04 (10,50 - 12,20 u),
11.04 (11,00 - 11,30 u)

3. MNpodp. Muxaua NMpomuu - 9. 04 (18,00 - 19,30 u)

4. MNpodp. CabuHa 3axapueBa - 10. 04 (10,50 - 12,20 ),
11.04 (10,50 - 12,20 v)

5. INpodp. AHHa-Mapua bopucoBa - 10. 04 (12,30 - 13,30 u
u 14,30 - 16,00 u),

11.04 (12,30 - 13,30 4, 17,00 - 19,30 u)

6. Aou,. Baagumup Xpucmo8 - 10. 04 (17,00 - 19,30 u)

7. Aou. Kupua Xpucmo3zo8 - 11. 04 (9,00 - 10,30 u u 14,30
~ 16,00 u)

8. Mpod. boan AozaHoB - 11. 04 (9,00 - 10,30 v)

9. Aou. Mapua OpbeuoBa - 09. 04 (16,30 - 17,00 u)







Mpenopbku 3a gobpa KAUHUYHA NpaKmMuka
npu memaboAuUmMeH CUHGPOM

Manuna lNMemkoBa
KAUHUKa NO eHgOKpUHOAO2US,
YMBAA ,A-p I. Cmpancku”, INaeBen

MemaboAaumHuam puck npegwecmBa noaBaBama Ha
cbpgeuHo-cbgoBu 3aboaaBaHua uau 3axapeH guabem. Ha-
pacmBawama yecmoma Ha me3u 3aboaaBaHua uzuckBa om
KAUHUUUCMA ga MOXKe ga ugeHmudpuuupa puckoBume dpak-
MOpU 3a Me3u CbCMAHUA C 02Aeg UHUUUUpaHemo Ha Hab-
pemeHHa uHmepBeHuua 3a maxHama npeBeHuus.

NMpegcmaBeHume npenopbku hokycupam Bbpxy nauu-
€HMU, NPU KOUMO He ca guazHOCMUUUPaHU CbPgeuyHO-Cbgo-
Bu 3a60AaBaHua (CC3) uau Tun 2 3axapeH guabem (3A), Ho ca
HOCUMEAU Ha KOMNOHEHMU Ha memaboAumHUA CUHgPOM U
nocouyBam cmbnkume 3a peaau3zupaHe Ha npeBeHuuama um.

Peguua puckoBu cpakmopu 3a CC3 u mun 2 3A kamo
XUNEepMOoHUA, gucAUNUgeMUs, HagHOpPMeHa OOUKOAKA Ha
maauama ce cpewam egHoBpemeHHo. NpenopbuBa ce Ae-
kapume ga u3zBbpwBam ckpuHu2 3a nocoveHume puckoBu
pakmopu Npu cCHEMaHeMoO Ha aHamHe3ama u u3UKaAHUA
cmamyc 68 pymuHHama npakmuka.

1. AepuHuyuAa u guazHo3a
Camo 3 om nocoveHme 5 nokazameau:

OObukoAka Ha maauama | > 94cm npu mbxke U = 80cm Npu XKeHu
om EBponougHama paca

Tpuaauuepugu > 1,7 mmol/l uau npoBeskgawu mepanun
XAA-xorecmepoa >0,9 mmol/I npu muxxe u >1,1T mmol/l
npu >keHu uau npoBexkgawu mepanus
ApmepuaaHo HaaseaHe |> 130 uau 2 85 mmHg uau npoBexxgawu
aHmuxunepmeH3uBHa mepanua
I'Aukemun (Ha 2aagHo)  |= 5,6 mmol/l uau guazHocmuuupar 3A
uau HI'T




1.1 CkpuHuH2 upe3 uzmepBaHe Ha: 0OUKOAKA Ha MaAus-
ma, KpbBHO HaafsezaHe, AunUgeH NPOCUA U 2AUKEMUA Ha
2AagHo ce npoBexkga pea2yAaapHO - Hal-MaAko Ha 3 2. npu
uHguBugu, koumo umam > 1 puckoB akmop, HO He ome2o-
Bapam Ha gedpuHuyuama 3a MC.

1.2 VI3mepBaHe Ha obukoAkama Ha maauama e yacm
Oom pymuHHUA npeaAeg, He 3amecmBa u3yucAeHUemo Ha
NTM, HO no-mouHO uHdopmupa 3a pucka om CC3 u 3A.

1.3 Tpu nayueHmu ¢ guazHocmuuupaH Beue npe-gua-
6em (HapyweH 2Al0KO3eH moAepaHC uAu noBuweHa 2Auke-
MUA Ha2AagHO) ckpuHuH2 3a 3A ce u3zBbpwBa Ha Bceku 1-2
20guHu upe3 npoBexxgaHe Ha OpaAeH 2AIKO30-moAepaH-
meH mecm (OITT) kbgemo e Bb3MOXKHO UAU Ype3 u3cAeg-
BaHe Ha Kp. 2A0KO3a HazAagHO.

2. OueHka Ha abcoAtomHuA puck

2.1. T'lpu nauueHMu c memaboAumeH puck ce oueHs-
Bam 3a 10-2oguweH puck 3a noaBa Ha KopoHapHa 6orecm
Ha cbpuemo uau Ha CC3 kamo 3a yeama ce u3znoa3Ba EB-
ponetckua SCORE arzopumum. OueHkama Ha 2ArobaaHuA
puck 3a CC3 ce u3zBovpwbBa npegu Hauaromo Ha npeBah-
muBHama mepanus.

3. Mumep6Benyuna 3a npebeHuyua Ha amepockrepomuyHU-
me CC3

3.1.1. Apo-B cwbgbpkawume Aunonpomeuru (LDL u
VLDL) ga ce pegyuupam npu nauueHmu c memaboAumeH
pucK

3.1.2. HopmaauzupaHe HuBomo Ha LDL xoaecmepoa
(xoA.) ga 6bge nbpBuuHa uea Ha AunugonoHukaBawama
mepanua u non-HDL- xoA. (kamo uHgukamop 3a Bcuuku
apo-B cvbgbpkawu AunonpomeuHu) ga 6bge BmopuyHa
ueA. Ako HuBomo Ha HDL-xoA. ocmaBa Hucko caeg AedeHu-
emo, mpabBa ga ce 3anoyHe mepanus, ueaswa HezoBomo
noBuwabaHe.
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3.1.3. Ml HmeH3umema Ha AunugonoHuwxkaBawama me-
panua ga ce onpegeAa 6 cbomBemcmBue ¢ 10-2oguwHuA
abcoatomeH puck 3a CC3.

3.2.1. AeueHue Ha noBuweHomo kpbBHO HarazaHe

3.2.2. Bugbm u uHmeH3umema Ha aHmuxunepmeH3uB-
Hama mepanua ce onpegeAam Ha 6Hazama Ha ONMUMaAHA Ha
pegykuua Ha pucka, 6e3onacHocmma u ueHa-epekmubB-
HoCm.

3.3. NpomaHama cmuaa Ha >xuBom e uHmepBeHuua Ha
u3zbop 3a nauueHmMu ¢ noBuweH memaboAumMeEH puck.

3.3.1. Mluxubumopu Ha aHauomeH3uH KoHBeHMupawua
eH3um, b6Aokepu Ha aHezuomeH3uH-lI-AT1 peuenmopa uau
b6Aokepu Ha kaauueBume KaHaAu ce npegnodumam npeg
guypemuuume u bOema-bAokepume npu Heobxogumocm
om aHmuxunepmeH3uBHoO AeyeHue.

3.4.1. [l[pompombomMuYHOMO CbCMOAHUE Ce Mpemupa
ype3 npomaHa cmuaa Ha >kuBom.

3.4.2. INpu uHguBugu ¢ memaboAaumeH puck Ha Bb3-
pacm > 402 u yutimo 10-2oguweH puck e >10% ce Ha3Hauva-
Ba Hucka go3a acnupuHoBa npodurakmuka 3a nbpBuuHa
npeBenuua Ha CC3 (75-162me/gH) npu Aunca Ha KOHMpauH-
guKauuu.

4. UumepBenuun 3a npebenyua Ha Tun 2 3axapeH guabem

4.1.1. Pegykuua Ha HagHOpmMeHamo mezaA0, obe3umema
u/uAu HagHOpMeHama obuKoAKka Ha maAuama (noggbp kaHe
Ha me2Aomo npu uHguBugu C HOPMAaAHO Me2A0) hocpegem-
Bom nogxogauwy, baraHc mexkgy u3zudecka akmuBHocm, Ka-
AopueH BHoC u npomaHa Ha noBegeHuemo.

4.1.2. NMpu uHguBugu ¢ memaboaumeH puck u Bucokoc-
meneHHO 3amAbcmaBaHe ce npenopbuBa pegykuua Ha
mezno ¢ 7-10% npe3 nbpBama 2oguHa. Ycuauama 3a Hama-
AaBaHe Ha mea2aomo mpabBa ga npogbAakam 3a gbAb2 he-
puog om Bpeme.




4.1.3. Mu3zuvecka akmuBHocm (6bpP30 XOgeHe UAU No-
eHep2uYHU ynpaxkHeHua) Had-maako 30 MuH, 3a npegnovu-
maHe 45-60 muH. npe3 5 gHu 6 cegmuuama.

4.1.4. MNpenopbuBa ce ymepeHo oepaHuveHue Ha gHeB-
Hua karopueH BHoc-500-1000kaA/gH, XpaHUMEAEH PEXXUM C
HUCKO CbgbpKaHue Ha mpaHC-MacmHU KUCEAUHU U agek-
BamHo cbgbpkaHue Ha pubpu. CamypupaHume ma3zHUHU
He HagBuwaBam 7% om gHeBHua Karopak u <200me xo-
recmepoa/gHeBHo. [lo omHoweHue nponopuuama Ha Bbe-
Aexugpamu go MOMeHMa He e nocmu2Ham KoHceHcyc. [pe-
nopbuBa ce guema ¢ noBuweHo CbgbpyKaHue Ha pubpu,
HeobpabomeHu 3bpHEHU XpaHu, 3eAeHuYyuu u naogoBe.M3-
6926a ce koHcymauuama Ha npocmu Bva2aexugpamu, XpaHu
¢ Bucok 2AuKemMuyeH UHgeKC.

4.2. Npegnoyuma ce pegykuyuama Ha pucka 3a noaBa Ha
Tun 2 3axapeH guabem ga ce u3zBbpwbBa upe3 npomaHa
cmuaa Ha >xxuBom, a He upe3 megukameHmu.
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BbzaAaexugpamHu HapyweHuAa u yecmo-
ma Ha MemaboAUMHUA CUHGPOM npu
NbpBuyHUA aAAgOCMeEpPOHU3bBM

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

'"KAuHuyeH LleHm®bp no EHgokpuHoAO2uAa U
lepoHmonozun ,Akag. MBaH NenueB”, Cocpus;
? Hépital Européen Georges Pompidou, Paris

LleA. Lleama Ha Hacmoawemo npoyuBaHe be ga ce u3-
cregBa yecmomama Ha Bv2aexugpamHume HapyweHun
cpeg nauueHmu ¢ nbpBuueH aragocmepoHu3zbm (IMA), 3a Ko-
emo 6e ocbwecmBeHo pempocnekmuBHo npoyuBare cpeg
2pyna gpeHcKu hauyueHmu u npocnekmuBHo npoyuBaHe
cpeg 2pyna 6baz2apcku nauueHmu c A, lNayueHmu u me-
mogu. 3a ocbwecmBaBaHe Ha pempocnekmuBHOomMo npo-
yuBaHe Gaxa uznoazBaHu nokazameau Ha BberexugpamHa-
ma obmaHa Ha 460 cayuaa Ha A u 1363 cbomBemHu no
noA u Bb3pacm KOHMPOAU C eceHuuaAHa xunepmonusa (EX),
nogbpaHu om 6a3zama gaHHu ARTEMIS (6oAHuua >Kop>k
Momnugy, Mapux). 3a ocbwecmaBaHe Ha npocnekmMuBHoO-
mo npoyuBaHe bewe uzcregBaHa yecmomama Ha memabo-
AumHua cuHgpom (MC) cpeg 34 60AHuU ¢ TTA u 102 cbom-
BemHu no noa u Bv3pacm 6oaHU ¢ EX om KauHuueH Llen-
mbp no EHgokpuHoaozua B Codua. Pesyamamu. B npoBe-
geHomo pempocnekmuBHo npoyuBaHe He ce ycmaHoBu
cmamucmuyecku 3Havyuma pa3Auka No OMHOWEHUE Ha Hu-
Bama Ha HapyweHa 2AUKemua Ha 2AagHO U Yecmomama Ha
3axapeH guabem mexxgy navuueHmume ¢ [TA u KOHMpPOAU-
me ¢ EX. B 6bA2apckama 2pyna nayueHmu He ce Habaloga-
Ba cmamucmuyecku 3Ha4YUMa pa3Auka No OMHoOWeHUe Ha




yecmomama Ha MC mexxgy nauueHmume c 1A u KoHmpo-
aume c EX. M360g. AaHHume om npoBegeHomo npoyuBaHe
He nomBbprkgaBam noBuweHa yvecmoma Ha Bberexugpam-
HU HapyweHua u Ha MC npu IMA 8 cpaBHeHue c EX.

Carbohydrate disorders and prevalence
of the metabolic syndrome in primary
aldosteronism

Joanna Matrozova’, Sabina Zacharieva’,
Xavier Jeunemaitre®, Olivier Steichen?,
Pierre-Francois Plouin*

'Clinical Centre of Endocrinology ,,Akad. Ivan
Pentchev”, Sofia

2 Hopital Européen Georges Pompidou, Paris

Aim. The aim of the present study was to assess the
prevalence of carbohydrate disorders in patients with primary
aldosteronism (PA). For this purpose a retrospective study in
a group of french patients and a prospective study in a group
of bulgarian patients were carried out. Patients and methods.
In the retrospective study glucose metabolism parameters of
460 cases with PA and 1363 age and sex-matched controls
with essential hypertension (EH), selected from the ARTEMIS
database (George Pompidou Hospital, Paris), were used. In
the prospective study the prevalence of the metabolic syn-
drome was assessed in 34 patients with PA and 102 age and
sex-matched controls with essential hypertension (EH) hospi-
talised in the Clinical Centre of Endocrinology. Results. In the
retrospective study there was no significant difference in the
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levels of impaired fasting glucose and the prevalence of dia-
betes between patients with PA and controls with EH. In the
prospective study there was no significant difference in the
prevalence of the metabolic syndrome between patients with
PA and controls with EH. Conclusion. Our data don’t confirm
increased prevalence of carbohydrate disorders and of the
metabolic syndrome in PA compared with EH.

MoBAuaBaHe Ha xunepzaukemuama
npu 3axapeH guabem mun 2 -
aKMyaAu3upaHO KOHCEHCYCHO CMaHo-
B6uwe Ha AmepukaHckama guabemHa
acouyuayua u E6ponelickama acouua-
uuA 3a uzyuyaBave Ha guabema

Aoy. Baagumup Xpucmo6
KAuHUKa N0 eHgOKPUHOAO2US,
YMBAA , ArekcaHgpoBcka”

PagnpocmpaHeHuemo Ha guabem mun 2 npugobuBa
enugemuvHu pazmepu. KbcHume nocaegcmBua Ha 3ab0Aa-
Banemo Bogam go uHBaAugu3auua u 02POMHU pa3zxogu.
Om gpyea cmpaHa 20AAMa 4acm OM YCAOXKHEHUAMaA MO-
2am ga bbgam pegyuupaHu ¢ mepaneBmuuHu uHmepBeH-
UuU, 2apaHMmupawu CMPUKMeH 2AUKeMUYeH KOHMpoA. He-
3aBucumo om wupokua u3bop Ha MegukameHmu U mepa-
neBmuyHu KOMOUHaUUU, ONMUMaAHUAM KOHMPOA Ha gua-
6ema Bce owe e MpygHO NOCMUXKUM.

AkmyaauzupaHomo pbvkoBogcmBo ¢ npegcmaBeHume
mepaneBmuyHU arzopummu akueHmupa Ha caegHume Bax-
HU eAemMeHmu:

« AocmuezaHe u nogbpykaHe Ha OAu3Ka go Hopmama
aaukemun (HbA. < 7%)




« [MopBoHauarHa mepanua ¢ npomaHa 6 HavuHa Ha >Ku-
Bom (guema u gBuzameaHa akmuBHocm) u MmemOpPMUH

- HaBpemeHHo gobaBaHe Ha megukameHmu u npexog
Kbm HOB AeuebeH pexkum, ako npuueAaHume HuBa Ha KoHm-
POA HE ca gocmu2Hamu U NOggbp kaHu

+ PaHHo BkaouBaHe Ha uHcyauHoBO AeveHue npu nauu-
eHMu, KOumo He peaAu3upam npenopbuBaHua 2aukemuveH
KOHMPOA.

Management of hyperglycemia in dia-
betes mellitus - the ADA/EASD consensus

Assoc. Prof. Vladimir Hristov
Clinic of Endocrinology, UMBAL , Alexandrovska”

Type 2 diabetes is epidemic. Its long-term consequences
translate into enormous human suffering and economic costs.
On the other side much of the morbidity associated with long-
term microvascular and neuropathic complications can be
substantially reduced by interventions that achieve glucose lev-
els close to the nondiabetic range. Although new classes of
medications and numerous combinations have been demon-
strated to lower glycemia, current-day management has failed
to achieve and maintain the glycemic levels most likely to pro-
vide optimal health-care status for people with diabetes.

The guidelines and treatment algorithm presented here
emphasize the following:

+ Achievement and maintenance of near normoglycemia
(HbA{. < 7%)

- Initial therapy with lifestyle interventions and metformin

- Rapid addition of medications and transition to new reg-
imens when target glycemic goals are not achieved or sustained

- Early addition of insulin therapy in patients who do not
meet target goals
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INMpenopbku Ha EBponelickama acoyua-
uua 3a uzyuyaBaHe Ha guabGema u Ha
E6poneitickomo gpyxecm6Bo no
KapguoAoz2uA 3a 3axapeH guabem u
cbpgeuHo-cbgobBu 3a6ornbanua (2007)

Li6emaauna TaHkoBa
KAauHuka no Auabemoaozusn, KauHuveH LleHmobp
no EHgokpuHoaozua, M Y, Cocpua

Mpe3 20072. ca nybaukyBaHu npenopbku Ha EBponelc-
Kama acouuauua 3a uzyyaBaHe Ha guabema u Ha EBponelc-
Komo gpy>xkecmBo no kapguoaoz2ua 3a noBegeHue npu 3a-
xapeH guabem u cbpgeuHo-cbgoBu 3aboaaBaHun. Te ca
Ccb3gageHu ¢ ueA nogobpaBaHe Ha kauecmBomo Ha KAUHUY-
Hama npakmuka u 2puxkume 3a nayueHmume 6 EBpona. 3a-
xapHuam guabem uvecmo ce cbyemaBa CbC CbPgeUHO-Cb-
goBu 3aboaaBaHua. Tol e onpegeaeH kamo ekBuBareHm Ha
KopoHapHa 6oarecm Ha cvpuemo (KBC); om gpyeza cmpaHa,
MHo20 nauueHmu ¢ KbC ca ¢ guabem uau npeguabem. [o-
BegeHuemo npu nauueHmu ¢ guabem 6e3 uzBecmua KbC
BrkatouBa npoBexxgaHe Ha EKT, exokapguozpadua u cmpec-
mecm, U ako ce ycmaHoBam omkAOHeHUA e Heobxoguma
KOHCyAmauua ¢ Kapguoaoz2 u uHBazuBHa uau HeuHBa3zuBHa
mepanua Ha KBC. INpu Haauuue Ha KbC 6e3 uzBecmen gua-
6em e Heobxogumo npoBexkgare Ha OITT, uzcaegBare Ha
AunugeH npocua, HbA, ., u npu guaezHocmuuupaHe Ha 3axa-
peH guabem - KOHCyAmauua ¢ eHgokpuHoaoz. [pu nauuen-
mu cbc 3axapeH guabem u KbC ce npenopbuBam caegHu-
me ueAu Ha mepaneBmuyHuAa NOGX0Q: apmepuarHO HaAa2a-
He < 130/80 mmHg, npu 6b06peuHo yBpeskgaHe uau npome-
uHypua > 1g/24y - <125/75 mmHg; HbA . < 6,5%, nanazme-
Ha 2Al0KO3a Ha 2AagHo < 6,0 mmol/l, nocmnpaHnguaaHa




NAQ3mMeHa 2A0KO3a npu 3axapeH guabem mun 1 7,5-9,0
mmol/l u npu 3axapeH guabem mun 2 < 7,5 mmol/l; 06w, xo-
recmepoa < 4,5 mmol/l; LDL xoanecmepoa <1,8 mmol/l, HDL
xonecmepoa > 1,0 mmol/l (mbxxe) u > 1,2 mmol/l (>keHu),
mpuaauuepugu > 1,7 mmol/l, 06w, xornecmepoa/HDL xoaec-
mepoa < 3. B npenopbkume uma cbB8emu omHOCHO npoms-
Ha 6 HauyuHa Ha »kuBom - 3agbAXKUMEAHO chupaHe Ha Mmio-
mioHonyweHemo, pegoBHa u3uvecka akmuBHocm Hag
30-45 muHymu gHeBHO; KOHMPOA Ha MEAeCHOMO MEe2A0 C
noggbpykaHe Ha UHgeKC Ha meaAecHa maca (MTM) < 25
kg/m?, pegyuupaHe Ha me2aomo ¢ 10%, 6 cayuad ve e Hag-
HOPMEHO; NoggbpykaHe Ha obukaAka Ha maaug < 94cm (Mb-
e) u < 80cm (keHu); 3gpaBocroBeH xpaHUMeAeH peXkum —
npuem Ha coa < 6g gHeBHo; npuem Ha ubpu > 30g gHeB-
HO; u3zbaeBaHe Ha MeYyHU MOHO- U gu3axapugu; npuem Ha
ma3zHuHuU < 30-35% om BHacaHume ¢ xpaHama KaAopuu, Ka-
MO HacumeHu ma3HuHU < 10%, mpaHc-Ma3HUHU < 2%, NOAU-
HeHacumeHu n-6 - 4-8%, noAUHeHacumeHu n-3 - Kamo 2g
gHeBHO AuHoAeHoBa kuceauHa u 200 mg gHeBHO MHO20
gbA20-BepurkHU MacmHuU KuceAuHu. BkaloueHu ca npenopb-
Ku 3a noBegeHue npu gucAunugemus, apmepuaHa xunep-
moHua, KbC, cbpgeyHa HegocmambyHOCM, apummus, ne-
pudepHa u mMo3bUHO-CbgoBa boaecm npu 3axapeH guabem.

31






Guidelines of European Association for
the Study of Diabetes and European
Society of Cardiology on Diabetes and
Cardiovascular Diseases (2007)

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

Guidelines on diabetes and cardiovascular diseases were
published in 2007 by the European Association for the Study
of Diabetes and the European Society of Cardiology aiming
to improve the quality of clinical practice and patient care in
Europe. Diabetes and cardiovascular diseases often appear
together. Diabetes mellitus has been rated as an equivalent
of coronary artery disease (CAD); and conversely, many
patients with established CAD suffer from diabetes or predi-
abetes. The algorithm for patients with diabetes and
unknown CAD includes ECG, echocardiography, exercise
test, and if abnormal, cardiology consultation and non-inva-
sive or invasive ischaemia treatment are recommended. In
patients with CAD and unknown diabetes, OGTT, blood
lipids and HbA,. are performed, and if newly detected dia-
betes is found - endocrinology consultation is recommend-
ed. The recommended treatment targets for patients with dia-
betes and CAD are as follows: blood pressure < 130/80
mmHg, in case of renal impairment or proteinuria > 1g/24h -
< 125/75 mmHg; HbA;. < 6,5%, fasting glucose (venous
plasma) < 6,0 mmol/l, postprandial plasma glucose in type 1
diabetes 7,5-9,0 mmol/l and in type 2 diabetes < 7,5 mmol/I;
total cholesterol < 4,5 mmol/I; LDL cholesterol < 1,8 mmol/I,
HDL cholesterol > 1,0 mmol/l (men) and > 1,2 mmol/I
(women), triglycerides > 1,7 mmol/I, total /HDL cholesterol <
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3. There are life style counseling recommendations - obliga-
tory smoking cessation, regular physical activity > 30-45
min/day, weight control, BMI < 25 kg/m? in case of over-
weight, weight reduction of 10%; waist circumference < 94
cm (men) and < 80 cm (women); dietary habits - salt intake
< 6g/day, fibre intake > 30g/day; avoid liquid mono- and dis-
accharides, fat intake < 30-35 % of dietary energy, saturated
fat <10%, trans-fat < 2%, polyunsaturated n-6 - 4-8%, polyun-
saturated n-3 - 2g/day of linolenic acid and 200mg/day of
very long chain fatty acids. There are also recommendations
for the management of dyslipidemia, arterial hypertension,
CAD, heart failure, arrhythmias, peripheral and cerebrovas-
cular disease in diabetes mellitus.

up3ymu3bm - NPenopPbHKU 3a
a2HO3a, OUEHKa U AeueHue

M. OpbeyoBa
YMBAA ,C8. Teopau” - NaoBguB

Xup3zymu3mbm npegcmabanaBa ekcuecuBHO mepmuHan-
HO okocmaBaHe om MbXXKU mun npu >xeHu. OueHaBa ce
ype3 ckarnama Ha Ferriman-Gallwey npu cmenen > 8. Pacme-
»Kbm Ha kocmume 3aBucu om HUBomo Ha aHgpoz2eHume u
yyBcmBumeaHocmma Ha KocmeHume (POAUKYAU KbM MAx-
Homo getcmBue. AHgpozeHu ce uzcaegBam npu ymepeH u
mexbK, BHe3anHo Bb3HUKHAA uAu Bbp3onpozpecupay, Xup-
3ymu3bm UAU Xup3ymu3bm B cbyemaHue ¢ meHCcmpyaAHu
HapyweHus/cmepuaumem, ueHmpaAHo 3amAbcmabaHe,
akaHmMOo3UucC HU2PUKaHC, KAumopomezaAua. He ce npenopbu-
Ba uzcaegBaHe Ha aHgpPO2eHU NPU U30AUPaH AEK XUP3ymu-




3bM (cmeneH 8-15). MHuyuareH e mecmbm 3a 06w, mec
mocmepoH; npu HopmaAHu HuBa u puckoBu chakmopu 3a
xunepaHgpozeHu3ibm ce u3zcaegBa cBobogHuam mecmoc-
mepoH. OcHoBHa npuyuHa 3a XUp3ymu3bm € CUHgPOMbBM
Ha noAukucmo3Hu atauHuuu (PCOS), koimo mpabBa nvpBo-
emanHo ga ce mbpcu. No-HamambwHama oueHka BkatouBa
mecm 3a bpemeHHOCcm npu ameHopesn; Y3A Ha mMaabk ma3
3a uzkatouBaHe Ha oBapuareH mymop; HUBO Ha npoAakmu-
Ha; 06a3zaneH AXEA-C u 17-xugpokcunpoz2ecmepoH 3a Uu3k-
AtouBaHe Ha agpeHaAeH xunepaHgpozeHu3bm; u3caegBaHe
8 Hacoka cuHgpom Ha Cushing, akpomezaaug, mupeougHa
guUCYHKUUA NPU HaAuvue Ha gpyea cneyuduyHa cumnmo-
mamuka. TepaneBmuuHo cpegcmBo Ha nbpBu u3zbop ca
opaAHume xopmoHaAHu koHmpauenmuBu (OXK). AHmuaHg-
poO2EHHUME npenapamu nopagu Mepamoz2eHHUA UM No-
MeHyUaA He ce NpuAaz2am Kamo MOoHOmepanua, a camo Ha
poHa Ha HagexkgHa koHmpauenuus. [pu HeBb3MoXKHOCM
UAU HeXXeAaHue 3a KoHuenuua ce npenopbyBa moHomepa-
nua ¢ OXK uau aHmuaHgpozeHu, u3zbopbm e uHguBugya-
A€H. 3a AedyeHue Ha Xup3ymu3ma He ce npenopbuBam ay-
mamug, AOKaAHU aHMuUaHgpO2eHU, UHCYAUH-noHuxkaBawu
cpegcmBa. INpu xeHu ¢ xup3ymu3zbm 6e3 gaHHu 3a BHKX
He ce npenopbyBam 2AlKOKOpMUKOUgu; me ce npegnovu-
mam npu HekAacuveckume gpopmu cbc cybonmumareH om-
2oBop uau HenoHocumocm kbm OXK u/uau aHmuaHgpoze-
Hu. He ce npenopbuBa npurazaHemo Ha [HPX azoHucmu ¢
U3KAIOUEHUE Ha >XXKeHU ¢ mexkka popma Ha XunepaHgpoz2eHe-
mun, Hanp. oBapuaAHa xunepmeko3a, koumo umam cybon-
mumareH omzoBop kbm OXK u aHmuaHgpozeHu. Bcuuku
hapmakoAo2u4HU onuyuu mpabBa ga ca Cc NpogbAKUMEA-
HOCM om 6 meceua Npegu ga ce NpoMeHAm go3ama u/uAu
megukameHmume. Kamo memog 3a gupekmHo omcmpaHsa-
BaHe Ha okocmaBaHemo ce npenopbvuBa AazepHa/pomoe-
nuAauus. [pu >keHume, KOUMO >eAaam No-0bp3 HayaAeH
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omzoBop, MoXke ga ce npuraza Kpem € ePAOPHUMUH NO
Bpeme Ha pomoenuravuama. B cayyaume ¢ guazHocmuyu-
paHa xunepaHgpozeHUa U hpegnovumaHue KbM gupekmHo
obe3kocmaBaHe ce npenopbuBa megukameHmMo3Ha mepa-
nuAa 3a MUHUMU3UpaHe Ha hocAaegBaw, KOCMEH pacmex.

Hirsutism - recommendation for
diagnosis, evaluation and treatment

M. Orbetzova
,St. Georgy” University Hospital - Plovdiv

Hirsutism is defined medically as excessive terminal hair
that appears in a male pattern in women. It is indicated by a
Ferriman-Gallwey hirsutism score > 8. The growth of sexual
hair is dependent on the presence of androgens and the sen-
sitivity of hair follicles to their action. Testing for androgen
levels is recommended in moderate or severe hirsutism, hir-
sutism when is sudden in onset and rapidly progressive, hir-
sutism associated with menstrual irregularity or infertility,
central obesity, acanthosis nigricans, and clitoromegaly. In
women with isolated mild hirsutism (score 8 to 15) determi-
nation of androgens is not recommended. Plasma total
testosterone is the initial test. If the total testosterone is nor-
mal in the presence of risk factors for hyperandrogenism free
testosterone must be measured. The most common cause of
hirsutism is polycystic ovary syndrome (PCOS) that should be
excluded initially. Further evaluation includes pregnancy test
in patients with amenorrhea, pelvic ultrasonography to
detect an ovarian neoplasm, prolactin level, measurement of
DHEAS and 17-hydroxyprogesterone to exclude adrenal
hyperandrogenism, assessment for Cushing’s syndrome,
acromegaly or thyroid dysfunction if other specific features




are present. Oral hormonal contraceptives (OHC) are treat-
ment of first choice. Because of their teratogenic potential,
monotherapy with antiandrogens is not recommended
unless adequate contraception is used. For women who can-
not or choose not to conceive use of either OHC or antian-
drogens is suggested, the choice being individual. Use of flu-
tamide, topical antiandrogens, and insulin-lowering drugs are
not recommended as therapy for hirsutism. For hirsute
women without congenital adrenal hyperplasia the sugges-
tion is against glucoccorticoid therapy. The later are recom-
mended for women with nonclasical forms who have a sub-
optimal response to OHC and/or androgens. Using GnRH
agonists is not suggested except in women with severe forms
of hyperandrogenemia such as ovarian hyperthecosis who
have suboptimal response to OHC and/or androgens. A trial
of at least 6 months is needed before making changes in
dose and medication. Laser/photoepilation is recommended
as a method for direct hair removal. For women undergoing
photoepilation who desire a more rapid initial response eflor-
nitnine cream may be used. For women with known hyper-
androgenemia who choose hair removal therapy pharmaco-
logical therapy to minimize hair regrowth is suggested.
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CKpuUHUHZ, gua2HO3a U AeueHue Ha
nbpBuuHua argocmepoHu3zbM:
MNMpenopbku Ha Endocrine Society 3a
KAUHUYHama npakmuka.

Cabuna 3axapueBa
KAUHUYEH UEHMDBP NO EHJOKPUHOAO2UA U 2ePOHMO-
Ao2ug, Meguuurcku yHuBepcumem, Codpun

CkpuHuHz. lNpenopbuBa ce ocbwecmBaBaHe Ha ckpu-
HUH2 3a nbpBuueH argocmepoHuzbm (IMA) cpeg xunepmoHu-
uu ¢ BucokocmeneHHa apmepuasHa xunepmoHua (AX) (cma-
gud 2 u 3), peucmeHmHa Ha AedeHue AX, mAaagu XunepmoHu-
uu, AX, acouuupaHa ¢ xunokaauemua u/uAu HagbvbpeueH uH-
yUgeHmMaAom, NpuU aHamHe3a 3a MO3buHO-CbgoB uHUUgeHm 6
maaga Bb3pacm. INpenopbuBa ce uznoazBaHemo Ha CbOMHO-
wieHUemo aAgoCmepoH,/peHuUH cpeg me3u hauyueHmu.

AuazHo3a u gugepeHyuarHa guazHo3a. Heobxogumo e
guazHo3ama A ga 6bge nomBbpgeHa uau omxBbpaeHa
ype3 eguH om yemupu Bb3Mo>kHU nomBbpgumeAHu mecma.
INpenopbuBa ce ocbuwecmBaBaHe Ha KOMNIOMbPHA MOMO2-
pacpua Ha HagbbOpeuHume >kAae3u npu Bcuvuku nauueHmMu
NMA kamo nbpBa cmbnka 6 gudepeHuuasHama guazHo3a,
Kakmo u 3a u3kalouBaHe Ha HagbbOpeueH KapuuHom. [Npeno-
pbuBa ce uznoazBaHemo Ha kKamemepu3auua Ha HagobLOpeu-
Hu BeHu 3a ugeHMuUUUpaHe Ha YHUAAMEPAAHU POPMU Ha
IMA (ageHom Ha KoH uAu egHOCmpaHHa Xunepnaaszus).

AeueHue. NpenopbuBa ce ocbwecmBaBaHe Ha Aana-
pPOCKONCKAa agpeHaAekmomua nNpu hayueHmu C yHuAame-
paAHuU cpopmu Ha [MA. TpenopbuBa ce AeveHue ¢ aHMazo-
HUCM Ha MUHEpPAAOKOPMUKOUgHUME peuenmopu Npu nayu-
eHmu ¢ npomuBonoka3aHuAa 3a Xupypau4Ho AeveHue u npu
nayueHmume ¢ gBycmpaHHa HagbvbpeuHa xunepnaazus.
Kamo cpegcmBo Ha uz6op ce nocouBa cnupoHoAakKmMoH, a
Kamo aamepHamuBa-enAepeHoH.




Case detection, diagnosis and treat-
ment of patients with primary
aldosteronism: An Endocrine Society
clinical practice guideline

Sabina Zacharieva,
Clinical Center of Endocrinology and Gerontology,
University of Medicine, Sofia

Case detection: It is recommended case detection of pri-
mary aldosteronism (PA) in patients with moderate to severe
hypertension (stage 2 and stage 3), drug-resistant hypertension,
early-onset hypertension, hypertension with hypokalemia,
hypertension with adrenal incdidentaloma, history of a cere-
brovascular accident at a young age. The use of aldosterone to
renin ratio is recommended to detect cases of PA in these
patients groups.

Diagnosis and differential diagnosis. It is recommended
that PA be confirmed or excluded by one of four commonly
used confirmatory test. We recommend that all patients with
PA undergo adrenal computed tomography as the initial
study in subtype testing and to exclude adrenocortical carci-
noma. We recommend the presence of a unilateral form of
PA (Conn’s adenoma or unilateral hyperplasia) should be
established/excluded by bilateral adrenal venous sampling by
an experienced radiologist and,

Treatment. The use of laparoscopic adrenalectomy is rec-
ommended in cases with unilateral form of PA. We recom-
mend that patients with bilateral adrenal hyperplasia, or those
unsuitable for surgery, optimally be treated medically by min-
eralocorticoid receptor antagonists. Spironolactone is sug-
gested as the primary agent with eplerenone as an alternative.
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PeHuH-aH2UOMeEH3uH-aAgocmepoHoBa
cucmema u HelilHama ocHoBHa poaa 6 pezy-
Aayuama Ha uHcyauHobama uyBcm6Bumen-
HOCM U 2AUKEMUYHUA KOHMPOA

M. lNMemkoBa

3axapHuam guabem Tun 2 ce xapakmepu3upa C UHCYAU-
HoBa pe3ucmeHmMHOCM U ce acouuupa CbC CbpgeuyHO-Cbgo-
Bu ycroxkHeHUA U apmepuarHa XxunepmoHus. [NocaegHu Au-
mepamypHU gaHHU coYam, Ye MOgyAUupaHeMOo Ha peHUH-aH-
2uomeH3uH-aAgocmepoHoBa cucmema (PAAC) nocpegcm-
Bom npunroxkeHuemo Ha uHXubumopu Ha angiotensin-con-
verting enzyme uau OAOKepu Ha peuenmopa Ha angiotensn
Il Bogu go nogobpaBare Ha uHcyauHoBama uyBecmBumen-
HOCM, 2AUKEMUYHUA KOHMPOA U go Bb3morkHa npeBeHuua
Ha mun 2 3axapeH gabem.

Peguua mawabHu HabAlogeHua nokazBam, ye npu nauu-
€HMU C apmepuaAHa XunepmoHua UAU CbpgeyHa Hegocma-
mbyHOCM, AekyBaHu C uHxubumopu Ha angiotensin-con-
verting enzyme uau bAOKepu Ha peuenmopa Ha angiotensn
[l, yecmomama mun 2 3axapeH guabem e no-Hucka 6 cpab-
HeHue C nAauebo, bema-6Aokepu, bAoKkepu Ha KaauueBume
KaHaAu UAU guypemuuu.

B Humo egHo om me3u npoyuBaHua npeBeHuusma Ha
mun 2 3axapeH guabem He e 3aAr0XKeHa kamo nbpBoHavyaaHa
uea. MNpoyuBaruama Dream, NAVIGATOR, NTARGET/TRAN-
SCEND umam 3a uea ga uzcaegBam npeBeHuuama Ha mun 2
guabem. HoBu uzcaegBaHua couam Bb3morkHUME mexaHu3-
mu, no koumo PAAC noBauaBa urcyauHoBama uyBecmBumen-
HOCM U 2AUKEMUYHUA KOHMPOA.




The renin-angiotensin-aldosterone
system: a pivotal role in insulin sensitivity
and glycemic control

M. Petkova

Diabetes mellitus is an exploding epidemic costing bil-
lions of dollars yearly. Type 2 diabetes mellitus is character-
ized by insulin resistance and is closely associated with arte-
rial hypertension. Emerging literature has demonstrated that
modulation of the renin-angiotensin-aldosterone system by
use of angiotensin-converting enzyme inhibitors or angioten-
sn Il receptor blockers leads to improved insulin sensitivity,
glycemic control and possibly prevention of type 2 diabetes
mellitus.

Several major studies investigating angiotensn Il receptor
blocker or angiotensin-converting enzyme inhibitor use in
either hypertensive or heart failure patients have found lower
incidence of type 2 diabetes mellitus when compared with
placebo, beta-blocker, calcium-channel blocker or diuretic.
None of these trials, however, studied prevention of diabetes
as a primary endpoint. The Dream Trial and upcoming NAV-
IGATOR, ONTARGET/TRANSCEND trials specifically look at
the prevention of diabetes as a primary endpoint. Several
studies have evaluated possible mechanisms of how the
renin-angiotensin-aldosterone system can alter insulin sensi-
tivity and glycemic control.
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[MamozeHe3a Ha mupeougHuA
abmoumyHumem u mupeoug
acouyuupaHama op6umonamus

Aouy. g-p Mhuana AmanacoBa
KLIEF ,Akag. M1B. INenueB”, MY, Codua

ABmoumyHHume mupeougHu borecmu (ATB) BkarouBam
2pyna om B3aumocBbp3aHu 3aboaaBaHua kamo bazegoBa 60-
AeCm, mupeougum Ha Xawumomo, ampodpudeH aBmoumy-
HEeH Xunomupeougu3bm, NoCmMnapmaAeH mupeougum, mupe-
oug acoyuupaHa opbumonamus. Yecmomo um kombuHupaHe
8 eguH b6oAeH kakmo u pa3zaudHu ATh peHomunoBe B egHo
cemelicmBo npegnoAaza oOwU namo2eHeMUYHU MEXaHU3MU.
ATDB ca noAuz2eHHU, op2aHocneuuuyHu, T-kKAembyHO Mmeguu-
paHu 3aboaaBaHuq. BzaumogeicmBuemo mexkgy 2eHemuyHo
npegpa3noAoeHue, BbHWHU U eHgo2EeHHU (pakmopu uzpae
poaa B8 uzaBama, npoepecuama u pazHoobpazuemo 6 KAuHUY-
Homo um npomuvaHe. CouwecmBeHo 3HavYeHue 3a peHomun-
HUmMe pa3Auku npu AT umam mexaHuzmume Ha KAembyHama
anonmo3a.Tupeoug aouuupaHama opbumonamus e Had-vec-
mama ekcmpamupeougHa u3aBa Ha ATb u npoaBa Ha aBmou-
MYHHOMO MmupeougHo 3aboanBaHe. NMamozeHe3ama Ha TAO
e Bce owge HeacHa. Npuema ce, ye peuenmopvm 3a TCX e
2aaBHuam aBmoarmuzer npu TAO. OpbumaaHume chubpob-
Aacmu umam ycuaeHa yyBecmBumeaHocm Kbm npouHgAama-
MOPHU UUMOKUHU U pacmexxHu ¢pakmopu 8 cpaBHeHue ¢ me-
3u, Hamupawu ce 8 gpyau opeaHu u ce gudpepeHuupam B 3pe-
AU agunouumu. OpbumaaHama cbeguHumeAHa MbKaH NPosa-
BaBa yHukareH omzoBop Kbm aBmoumyHHua npougec. [Aoko-
30amuHo2AUKaHUme BepoamHo ocuzaypaBam cBbp3Bawo
macmo 3a mupeo2robyauHa B8 opbumasHama mbkaH Kamo
aBmoaHmuzeH, KOUMO u2pae poAa Ha Kohakmop npu npoe-
pecuama Ha 3aboaaBaHemo. Npegcmaber e cbBpemeHeH 06-
30p OMHOCHO hamogzeHe3ama Ha mupeougHua aBmoumyHu-
mem u mupeoug acouuupaHama opbumonuma.




Pathogenesis of Thyroid Autoimmune
Diseases and Thyroid Associated Orbitopathy

Ilyana Atanasova
Clinical Center of Endocrinology and Gerontology,
Medical University, Sofia

Autoimmune thyroid diseases /ATD/ comprises of interrelat-
ed conditions including Graves’ disease, Hashimoto thyroidi-
tis, atrophic autoimmune hypothyroidism, postpartum thy-
roiditis and thyroid-associated orbitopathy /TAO/. Different
ATD phenotypes cluster in an individual and families and sug-
gest that these conditions have a common pathogenesis.
Nowadays it is accepted that ATD are polygenic, organ-spe-
cific, T-cell mediated diseases due to the inherited predispo-
sition to autoimmunity and environmental and hormonal fac-
tors that trigger or contribute to the development of disease,
its progression and clinical manifestation variety. Apoptosis
plays an important role in phenotype differences. Thyroid
associated orbitopathy /TAO/ is the most common extra-thy-
roid manifestation of thyroid autoimmunity. TAO pathogene-
sis is still unclear. It is accepted that TSH receptor is the main
autoantigen. Orbital fibroblasts have an enhanced sensitivity
to proinflamatory cytokines and growth factors compared
with other organs and differentiate to mature adipocytes.
These properties are attributed to the unique response of
orbital connective tissue in the autoimmune disorder.
Thyroglobulin is another autoantigen involved in the patho-
genesis of TAO Obviously, glycosaminoglycans (GAGs) pro-
vide a binding site for thyroglobulin in orbital tissue and thy-
roglobulin may act as a cofactor, particularly in cases exhibit-
ing progressive disease. We review the current concepts of
pathogenesis of thyroid autoimmunity and thyroid-associated
orbitopathy.
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KoHceHcyc Ha EBponelickama e2pyna

no Graves’ Orbitopathy (EUGOGO)
6vpxy cpuxume 3a GO-nbpbu 2puxu go
6ucokocneyuaruzupaH ueHmwbp

lpogp. Auna-Mapua bopucoBa
YHuBepcumemcka 60AHUUQ NO eHJOKPUHOAOR2US,
MeguuuHcku yHuBepcumem - Codpusa

EBponelckama 2pyna no (GO) Graves’ orbitopathy
(EUGOGO) e myamugucuunAuHapHa, cbcmaBeHa om KAU-
Huyucmu om EBponelicku uyeHmpoBe, koamo u3zpabomu
KoHceHcyc nybaukyBaH 2008 2. OnmumarHume 2pu>ku npu
GO u3uckBam:

- AeYeHUe Ha mupeougHama gucgyHKuUa

+ AevyeHue Ha opbumonamuama

+ macHa KoAabopauua u 83aumogedicmBue mexxgy eH-
gJOKPUHOAO3U U O(PMaAMOAO3U.

TpabBa Bcuuku 60AHU ¢ bazegoBa 6orecm cneyuaAHO 0b-
gam uHgpopmupaHu 3a puckoBeme Ha miomMoOHONYwWeHemMo
NO OMHowWeHUe Ha cuAHuUaAm My u BpegeH ecpekm Bbpxy:

« pazBumuemo Ha GO

« BAowabaHe Ha npeqguecmBawo GO

 ecpekmuBHocmma Ha AeyeHuemo 3a GO

« npoepecuama Ha GO caeg paguolog AedyeHue
ObwonpakmukyBawume Aekapu, UHMepHUCMUME, cneuu-
aaucmume 6e3 onum 6 epuxkume 3a GO mpabBa ga Hacou-
Bam me3u 60AHU Kbm TupeougHa KAUHUKA NO Kpumepuu
npenopbyaHu om EUGOGO : 3a cnewHa xocnumaau3auus
ca cayvaume c:

+ HeobacHumo BrowaBaHe Ha 3pumeAaHama ocmpoma

« yyBcmBo 3a npomaHa B uHmMeH3uMema uAu Kadecm-
Bomo Ha uBemHomo BuykgaHe ¢ egHomo uAu gBeme ouu
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+ cybaykcauua Ha ouyHama abbaka

+ Lagophthalmos ¢ Buguma kopHea

+ KOpHEeaAHa Henpo3payHocm

-+ KopHeama ce Buykga npu npumBapaHe Ha KAenadume

« Dysthyroid optic neuropathy (DON) uau yBpexxgaHe
Ha KopHeama
Arcopumbm npu Graves’ orbitopathy npu Bcuuku 6oAHU C
GO:

+ Bv3cmanoBaBaHe u noggbprkaHe Ha eymupeougHo-
MO CbCmoaHue

+ OkypaxkaBaHe 3a cnupaHe Ha MOMIOHONYWeEHeMo

« HacouBaHe kbm cneuuaausupaH ueHMbP (U3KAKOUE-
Hue 3a AeKkume popmu)

ent of the European
‘ orbitopathy (EUGOGO)
of GO - management for

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

European Group on Graves’ orbitopathy (GO) represents
a multidisciplinary consortium of clinicians from the
European centers, who share a commitment to improving the
management of patients with GO. The optimal management
of GO includes:

« Management of thyroid dysfunction

- Management of orbitopathy




- Collaboration between endocrinologists and ophthal-
mologists
All patients with Graves’ disease should be informed of the
risks of smoking for GO emphasizing the detrimental effects
of smoking on:

+ Development of GO

- Deterioration of pre-existing GO

- Effectiveness of treatments for GO

« Progression of GO after radioiodine treatment
General practitioners, general internists and specialists who
have no particular expertise in managing GO, should refer
patients with GO, except for the mildest cases, to combined
thyroid eye clinics for further assessment and management.
Refer urgently if any of the following are present:

+ Unexplained deterioration in vision

- Awareness of change in intensity or quality of color
vision in one or both eyes

- History of eyes suddenly ,popping out” (globe sublux-
ation)

« Obvious corneal opacity

- Cornea still visible when the eyelids are closed

- Disk swelling

« Dysthyroid optic neuropathy (DON)
All patients with GO should:

+ Receive prompt treatment in order to restore and main-
tain euthyroidism

+ Be encouraged to quit smoking

- Be referred to specialist centers
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KoHceHcyc Ha EBponelickama 2pyna no
Graves’ orbitopathy (EUGOGO) 6vpxy
2puwkume 3a GO- AeueHue 6606 Bucokocne-
YuaAu3upaH UeHMbHP

P. Ko6ayeBa
YHuBepcumemcka 6oAHUUA NO eHJOKPUHOAO2US,
MeguuuHcku yHuBepcumem - Codcpua

TAO e HalG-yecmama ekcmpamupeougHa nposaBa Ha ba-
3egoBama 6orecm u npegcmaBaaBa 3Hauum mepaneBmu-
yeH npobaem. KAauHu4vHU npoaBu ce cpewam npu OKOAO
25% om 6oaHume, Ho npu u3caegBare ¢ KT uau MP omgea-
HU cuUMNMoOMU Mo2am ga 6bgam omkpumu npu noBeuyemo
om max. Texxkume ¢popmu gocmuzam go 5% om cayvyaume
c bazegoBa 6orecm. Hecmomama Ha TAO 6 obwama no-
nyaauua e 16 >xeHu u 3 mbxke Ha 100 000 gywu 20guwHoO.

Kaacuuecku TAO ce acouuupa c Xxunepmupeougu3bm,
HO He ca pegku CAyyaume Ha XunomupeougHa popma Ha
mupeougum Ha Xawumomo, KaKmo U Aunca Ha mupeougHa
gucyHKuua u/uau aBmoumMyHHU MUPEoUgHU HapyweHuA.

AuazHo3ama Ha TAO ce ocHoBaBa Ha Haauvuemo Ha
OYHU NPOMEHU U CUMNMOMU, mMupeougHu aBmouMyHHU Ha-
pyweHua u uszkatouBaHemo Ha aamepHamuBHa guazHo3a,
ocobeHo B cayuaume Ha egHocmpaHHo 3acazaHe (15%).

Onpegerawu NO OMHOWeEHUE Ha mepanuama ca akK-
muBHocmma u mexxecmma Ha 3aboaaBaHemo, Kakmo u Ha-
Auyuemo Ha yBpexxgaHe Ha 3pumenHun HepB (DON). 3a
ueama ce u3znoa3zBam: ckara 3a onpegeAraHe Ha KAUHUYHa-
ma akmuBHocm (CAS), kaacudpukauua 3a mexxecmma
(NOSPECS), cbcmonaHue Ha uBemHomo 3peHue u nepumem-
pua. Kamo mexka gpopma Ha TAO ce onpegeram cayyaume
c yBpexxgaHe Ha 3pumeaHua HepB u HapywaBaHe uerocm-




ma Ha po2oBuuama; cpegHo-meykka — Ko2amo o4yHume Npo-
aBu HamaraBam 3Hauumo kavecmBomo Ha >kuBom; Aeka -
NpuU He3HaYUMEeAHO 3acazaHe Ha 3pumeAHama UHKUUA.
AedyeHuemo Ha mexkkume gpopmu BrkatouBa BeHo3HO NpuAo-
»KeHue Ha Bucoku go3zu KC, aybpukaHmu, map3opacpua u
gekomnpecuBHa opbumomomun. [pu cpegHo-meXxkume
dpopmu ocBen BeHo3Ho npuroxkeHue Ha KC, ce npenopbu-
Ba TIT Ha pempobyrbapHomo npocmpaHcmBo, Kakmo u
KomMOuHuUpaHe Ha gBama memoga; pAgKo UUKAOCNOPUH U XU-
pypauyHa Kopekuua Ha mpadHume HapyweHua. B cayuau-
me Ha Aeku popmu Ha TAO ce npegnoyuma KAUHUYHO Hab-
AlDgEeHUe U Cmpo2a NpeueHka Ha hoka3aHuama 3a mepanus,
KOAMO e CXOgHa C Mma3u Npu cpegHo-mexxkume opmu.
ConbmcmBawu 3ab60r96aHua ¢ abcoAtomHU UAU OMHOCU-
meAHU KoHmpauHgukauuu 3a AedeHue ¢ KC u TIT ca 3axa-
peH guabem c ge2eHepamuBHU NpomeHU, MexXxkKu opmu
Ha apmepuaAHa XunepmoHua u YepHogpobHo yBperkgaHe,
Kamapakma.

Consensus statement of the European Group
of Graves’ orbitopathy (EUGOGO) on man-
agement of GO - in specialist center

R. Kovatcheva
University hospital of endocrinology, MU - Sofia

GO is the main extrathyroidal expression of Graves’ dis-
ease and represent a major clinical and therapeutic chal-
lenge. The disease is clinically relevant in approximately 25 %
of unselected patients, but subclinical abnormalities can be
shown in the majority of them by CT or MR imaging. Severe
forms of GO account for no more than 5 % of cases. The esti-
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mated incidence of GO in the general population is 16
women and 3 men per 100 000 population per year.

Although it is generally associated with hyperthyroidism,

GO may develop also in patients with no present or previous
history of hyperthyroidism or autoimmune abnormalities, or
even in hypothyroid Hashimoto’s patients.
The diagnosis of GO is based on the presence of eye signs
and symptoms, the presence of thyroid autoimmunity, and
the exclusion of an alternative diagnosis, especially in the 15
% of unilateral eye changes.

Determining the activity and severity of GO and the pres-
ence of dysthyroid optic neuropathy (DON) are fundamental
to formulate an appropriate management plan. The Clinical
Activity Score (CAS) and the NOSPECS classification are
applied for assessment the disease phase. Impairment of
color perception and optic disc swelling are with the greatest
specificity for DON. Regarding severity, patients have sight-
threatening GO if DON and/or corneal breakdown are pres-
ent; moderate-to-severe GO - if eye manifestation have a
serious impact on quality of life; and mild GO - if the impact
on quality of life is limited.

Management of sight-threatening GO: Intravenous (iv)
GC, topical lubricants, tarsorrhaphy and orbital decompres-
sion. The moderate-to-severe GO management needs iv GC,
orbital radiotherapy or the combination of both.
Cyclosporine may be used to reduce the dose of oral GC;
rehabilitative surgery is indicated when GO is inactive.
Watchful waiting is appropriate for the majority of patients
with mild GO; if however quality of life is impaired, the treat-
ment is as for moderate-to-severe GO.

Concomitant diseases with absolute or relative con-
traindications for GC or orbital radiotherapy are diabetes
with or without retinopathy, severe hypertension, liver dys-
function and cataract.




Mogen npuem u 6pemeHHocm

Xyauema lepenoBa
YHuBepcumemcka 6oaHuua, KauHuka no BbmpewHu
6orecmu/EHgokpuHoao2un, Cmapa 3azopa

OcHoBHama npomaHa 666 pyHkuuama Ha wumoBugHa-
ma »aAe3a, cBbp3aHa ¢ bpemeHHocmma, e HapacmBaHemo
Ha HY>Kgama om mupeougHu XopmoHu. Taka noBuweHume
HY>Kgu u3uckBam nponopuuoHaAHO HapacmBaHe Ha XOpMo-
HaAHama npogykuua, koemo gupekmuo 3aBucu om GogHuA
npuem. B cayuall ue, GogHua npuem e agekBameH, HaAuue e
HOpPMaAHa ,pu3zuoro2uyHa” aganmauua. Koecamo npuembm
e HamaAeH, (pu3uoAo2uUYHama aganmauua npozpecuBHo ce
3amecmBa om namoAO2UYHU HapyweHus, napaAeAHu Ha
cmeneHma Ha GogHama pecmpukuus, koemo Bogu go npe-
KOMepHa cmumyAsauua Ha wumoBugHama >kAe3a, Xunomu-
pOKCUHEeMUA U Kamo nocAeguua obpa3yBare Ha 2ywa. Cae-
goBameaHo, GogHuam geduuum uma Ba>kHu nocaeguuu Kak-
mo 3a madkama, maka u 3a pemyca, NO-MOYHO HamaAeHa
pyHKuuAa Ha wumoBugHama >Ae3a u popmupaHe Ha 2yuwa.
Ouwge noBeue, GogHuam gedouuum moxxke ga goBege go Hapy-
weHua 8 HepBHO-NCUXUYHOMO U UHMeAeKmyaAHO pa3Bumue
Ha nAoga. Puckbm om HapyweHua 8 pazBumuemo Ha naoga
ce 3acuABa nopagu gpakma, ye malkama u 6ebemo ca u3ao-
»KeHu Ha puckoBeme Ha GogHua gepuuum Kakmo no Bpeme
Ha bpemeHHOCMMa, maka u 8 nocmHamaAHua nepuog.

XKenume 6668 depmuana Bb3zpacm mpabBa ga umam
cpeger gHeBeH npuem Ha GUog okoao 150 pg. Mo Bpeme Ha
bpemeHHOCMMa U KbpmeHemo >xeHume mpabBa ga yBeau-
yam gHeBHua npuem go 250 pg cpegHo. MogHuam npuem ¢
xpaHama no Bpeme Ha BpemeHHOCMMa U Kbpmaveckua ne-
puog He mpabBa ga npuBuwabBa 2 nbmu gHeBHO npeno-
pbvuBaHama go3a m.e. 500 ug tog /gHeBHo. Hal-gobbp no-
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Kazamea 3a ycmaHoBaBaHe agekBamHocmma Ha GlogHua

npuem no Bpeme Ha bpemeHHOCM, e (logypuama, umepeHa
8 koxopma om HacereHuemo. Lleama e Gogypusama ga 6b-
ge mexxgy 150 u 250 pg/l. 3a ga ce gocmuzHe gHeBHO npe-
nopbuBaHua npuem Ha G0Og C XpaHama, Mo2am ga Cce NpuAa-
2am pa3zHoobpazHu memogu, cnopeg HUBomo Ha toga 6 cb-
omBemHama nonyaauua. B gbp>kaBu ¢ gbaco2oguwHU U
CMPUKMHO NpuUAd2aHu npozpamu 3a UogupaHe Ha COAMa,
»keHume no Bpeme Ha GpemeHHOCM He ca 3acmpaweHu om
u3zpaseH GogeH gecpuuum. B me3u cayuau, 3a ga ce ocuay-
pu agekBameH GogeH npuem, Ha bpemeHHUME ce npenopby-
Bam myamuBumamuHu, CbgbprkKawu goNbAHUMEAHO U0(.

-e Nutrition and Pregnancy

Julieta Gerenova
University Hospital, Department of Internal, Medicine/
Endocrinology Stara Zagora

The main change in thyroid function, associated with
pregnancy, is an increase in thyroid hormone requirements.
Such increased requirement can only be met by a propor-
tional increase in hormone production, that directly depends
upon the availability of dietary iodine. When the iodine
intake is adequate, normal ,physiological” adaptation takes
place. When the intake is restricted, physiological adaptation
is progressively replaced by pathological alterations, in paral-
lel with the degree of iodine deprivation, which then leads to
excessive glandular stimulation, hypothyroxinemia and in




turn, goiter formation. Thus iodine deficiency has important
repercussions for both mother and fetus, namely thyroid
underfunction and goitrogenesis. Furthermore, iodine defi-
ciency may be associated with alterations of the psychoneu-
ro-intelectual outcome in the progeny. The risk of an abnor-
mal progeny’s development is futher enhanced because
mother and offspring are exposed to iodine deficiency, both
during gestation and postnatal period.

Women in the childbearing age should have an average
iodine intake of 150 pg per day. During pregnancy and
breast-feeding, women should increase their daily iodine
intake to 250 ug on average. lodine intake during pregnancy
and breastfeeding should not exceed twice the daily recom-
mended nutritional intake for iodine; i.e. 500 ug iodine per
day. To assess the adequacy of the iodine intake during preg-
nancy in a population, urinary iodine concentration (UIC)
should be measured in a cohort of the population. UIC
should ideally range between 150 and 250 ug/l. To reach the
daily recommended nutrient intake for iodine, multiple
means must be considered, tailored to the iodine intake level
in a given population. In countries with a longstanding and
well-established universal salt iodization program, pregnan-
cies are not at risk of having iodine deficiency. It can be rec-
ommended to pregnant women to use multivitamin tablets
containing iodine supplements.
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AuazHocmuka u AeuyeHue Ha CuHgpoma
Ha KywuHe - pbkoB6ogHu npuHyunu

CabuHa 3axapueBa
KAuHuueH UEHMBP NO eHgOKPUHOAOZUA U 2EPOHMOAO2UA,
MY - Codpus

Llea: Aa ce npegcmaBam mexkgyHapogHo ymBbpgeHu-
me pbkoBogHU NpuHUUNU 32 guazHOCMUKa Ha CUHgPOMA Ha
Kywune (CK) u 3a aeuyeHue Ha AKTX-3aBucumume dpopmu
Ha CK, npegcmaBeru om Bogewu cneyuaaucmu om Apy-
»kecmBomo no EHgokpuHoaozua. Te3u pbkoBogHU NpuHUU-
nu ca uzpabomeHu Ha 6azama Ha 0606weHuU nybaukyBaHu
AUMepamypHU gaHHu u ogobpeHu om CvuBema Ha Apyxxec-
moBomo no EHgokpuHoAoz2us.

U36oqu ,,AuacHocmuka”: Creg uzkatouBaHe Ha ek3o0z2e-
HEeH Npuem Ha 2Al0KOKOpmuKougu ce npenopbuBa uzcaeg-
BaHe 6 Hacoka CK npu Bcuuku nayueHmu c mHo)kecmBo
npozpecupawu Cumnommu, cxogHu ¢ me3u npu CK, a maka
cbwo u npu Bcuuku nauueHMu ¢ HagbvbpeueH uHUUgeH-
manom. NpenopbuBa ce nbpBoHayaAHO npuAazaHe Ha equH
om mecmoBeme ¢ Bucoka guazHOoCMu4yHa npeuu3zHoOCmM
(cBobogeH ypuHeH kopmu3oa (CYK), HOweH CAlOHYEH Kop-
mu3o0A, mecm ¢ AekcamemazoH - Tme. (ekcnpeceH mecm)
UAU 2Mm2 3a 48 u. (kaacuvecku mecm Ha Augba). INauueHmu-
me ¢ abHOpMHU pe3yamamu caegBa ga ce kKoOHCyAmupam ¢
eHgoKpUuHOAO2 U ga ce u3zBvupwu Bmopu mecm (uau gpye
om u3bpoeHume Beue UAU HOWEH NAA3MEH KOPMU3O0A UAU
mecm ¢ AekcamemaszoH-CPX). Ipu nauyueHmu ¢ gBykpam-
Ho abHOpMHU pe3yamamu Ha Bmopu eman ce mbpcu npu-
yuHama 3a CK. NMauueHmu ¢ gBykpamHO HOPMaAHU pPe3yA-
mamu He nogAeXkam Ha gonbAHUMeAHU u3caegBarus. Taku-
Ba ce npenopbuBam npu nayueHMu € guckopgaHmHu pe-
3yamamu om gBeme u3caegBarug, npu makuBa, cycnekmuu
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3a UUKAUYHA cekpauua Ha KOpmMuU30A UAU NpU Me3u, Npu Kou-
mo nbpBuyHO pe3yamamume ca HOpMaAHU, HO C MeveHue Ha
Bpememo pa3zBuBam gonbAHUMEAHU KAUHUYHU CUMNMOMU.

U3z6oqgu ,Aevenue”: AKTX-3aBucumuam CK e xemepo-
2eHHO 3aboaaBaHe, koemo u3zuckBa myamugucuunAuHapeH u
uHguBugyaauszupaH nogxog. Had-yecmo, nvpBoemanHomo
AeveHUEe e XupypauuHo (cernekmuBHa xunodpu3Ha pe3ekuun
UAU pe3eKkuun Ha eKmopuYHUA KOpmuKomponeH mymop). Ae-
yeHuemo Ha Bmopu uzbop moxe ga BrkatouBa gonvAHUMEA-
HO NO-PAgUKAAHO XUPYP2UYHO AeveHue, AbUeseveHue (3a 6o-
Aecmma Ha KywuHz), megukameHmo3Ho AedeHue uAau gByc-
mpaHHa agpeHarekmomua. 3Hayumama boarecmHocm Ha CK
HaAazam paHHa guazHoCMuKa u 6bpP30 AeveHue.

The Diagnosis and Treatment of Cushing’s
Syndrome - Clinical Guidelines

Sabina Zacharieva
Clinical Center of Endocrinology and
Gerontology, Medical University, Sofia

Objective: To present the clinical guidelines for the diag-
nosis of Cushing’s syndrome (CS) and for the treatment of
patients with ACTH-dependent CS, elaborated by leading
endocrinologists from the Endocrine Society. These guidelines
are made on the basis of a systematic review of literature and
are approved by the Endocrine Society Council.

Conclusions ,,Diagnosis”: After excluding exogenous glu-
cocorticoid use, we recommend testing for Cushing’s syn-
drome in patients with multiple and progressive features com-
patible with the syndrome, particularly those with a high dis-
criminatory value, and patients with adrenal incidentaloma.
We recommend initial use of one test with high diagnostic




accuracy (urine cortisol, late night salivary cortisol, T mg
overnight or 2 mg 48-h dexamethasone suppression test).
We recommend that patients with an abnormal result see an
endocrinologist and undergo a second test, either one of the
above or, in some cases, a serum midnight cortisol or dex-
amethasone-CRH test. Patients with concordant abnormal
results should undergo testing for the cause of CS. Patients
with concordant normal results should not undergo further
evaluation. We recommend additional testing in patients with
discordant results, normal responses suspected of cyclic
hypercortisolism, or initially normal responses who accumu-
late additional features over time.

Conclusions ,, Therapy”: ACTH-dependent CS is a heteroge-
neous disorder requiring a multidisciplinary and individual-
ized approach to patient management. Generally, the treat
ment of choice for ACTH-dependent CS is curative surgery
with selective pituitary or ectopic corticotroph tumor resec-
tion. Second-line treatments include more radical surgery,
radiation therapy (for Cushing’s disease), medical therapy and
bilateral adrenalectomy. Because of the significant morbidity
of CS, early diagnosis and prompt therapy is warranted.

EBponelicko pvkoBogcmBo 3a guazHocmu-
Ka U AeYeHue Ha ocmeonopo3ama npu noc-
mmeHcmpyaaHu xeHu (IOF/NDF ‘2008-
AuazHocmuka Ha ocmeonopo3ama u Komn-
AE€KCHA OUEHKa Ha (ppakmypHuUA puckK

Aoy. Muxaua boaro6
KAuHuKa no eHgokpuHoAoz2us, YMBAA
,ArekcaHgpoBcka“, MY, Cocpusa
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Ha 12 ¢peBpyapu 2008 6axa nybaukyBaHu cbBpemeHHU-
me eBponelcku Npenopbku 3a guazHOCMUKa U AeYeHUe Ha
ocmeonopo3ama. CbgbprkaHuemo um BkatouBa: aHaau3 Ha
MawabHocmma Ha npobaema ,ocmeonopo3a”, ocHoBu Ha
guazHocmukama, ocHoBHu kaacoBe megukameHmu, npu-
gbpykaHe Kbm mepanuama u koAudecmBeHo onpegeaaHe
Ha ppakmypHua puck. OcHoBHomo ygapeHue e nocmabBe-
Ho Bbpxy gBolHo-eHepaulHama peHmzeHoBa abcopbuuo-
mempua (DXA) Ha ueHmpaaHume mecma c OegpeHama
wulka Kamo NpegnoYumaHo macmo 3a guazHocmuka. O6-
pbwa ce BHumaHue u Ha gBe gpyau BaxkHU NPUAOXKEHUA Ha
cvBpemeHHama DXA - mopdomempuvHa oueHKa Ha npew-
AeHHUmMe meaa (Vertebral fracture assessment, VFA) u aHa-
AU3 Ha meaecHua cbcmab. [MpegcmaBeHume npenopbku
UHKOpNopupam u KoHuenuuama 3a opakmypeH puck u He-
2oB8omo koauuecmBeHo onpegeaaHe. [NpegcmaBena e
oueHKa Ha abcoAlomHuAa (hpakmypeH puck Nnpu KoMbuHupa-
He Ha gaHHume 3a Bv3pacmma, noaa u KMIT, kakmo u npu
cbuemaBare Ha noBeve hakmopu (U3uucAUMeAHa Npozpa-
ma FRAX™). Bb3 ocHoBa Ha me3u KAUHUYHU puckoBu gak-
mopu, u3znoa3BaHu 3a oueHka Ha BepoamHocmma om
¢hpakmypu e pazpabomeHa cmpamezua 3a guazHoCmuka u
AevYeHue Ha ocmeonopo3ama.

European Guidance for the Diagnosis and
Management of Osteoporosis in Postmeno-
pausal Women ‘2008 - The Diagnosis of
Osteoporosis and the Fracture Risk Assessment

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




On February 12, 2008 were published the recent
European guidelines for the diagnosis and treatment of osteo-
porosis. They include: scope of the problem, diagnostic pro-
cedures, possible treatments, compliance and fracture risk
quantification. The use of dual-energy X-ray absorptiometry
(DXA) is advocated with the femoral neck as the reference
site. Two recent DXA applications are introduced: vertebral
fracture assessment (VFA) and body composition analysis.
The guidelines incorporate the fracture risk concept.
Absolute risk is quantified by combining age, sex and bone
density, or by using more factors (the FRAX™ calculette).
Based on these clinical risk factors they suggest an up-to-date
strategy for osteoporosis diagnosis and treatment.

E6poneticko PbkoBogcm6Bo 3a guazHocmu-
Ka U Ae4eHue Ha ocmeonopo3ama npu
nocmmeHonay3aAHu xeHu (IOF/ NOF
‘2008) - AeueHUe Ha ocmeonopo3ama

lpogp. AnHa-Mapusa bopuco6a
YHuBepcumemcka 60AHUUA NO eHgOKPUHOAO2US,
MeguuuHcku yHuBepcumem - Codpun

PeweHue 3a AeueHue ce B3ema Ha 6a3ama Ha Bepoam-

HOoCm om pakmypa, eukacHOCM, UeHa U CmpaHU4HU

e(peKmu Ha Ae4vyeHuemo, KakKmo u om >XeAaHuemo 3a NAa-

waHe. Bcuuko moBa e pazauuHo B8 omgeAaHume cmpaHu u
cbomBemHo gaBa u pazauduama mexkgy mex.
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MoHacmoawem Hama yHugpuBepcarHO npuema NnoAu-
muka 3a honyAauuoHeH ckpuHuHz B EBpona 3a ugeHmudu-
uupaHe Ha DOAHU € OCMeonopo3a UAU Ha me3u ¢ noBuweH
puck om ¢ppakmypu. Npu omcbecmBue Ha makaBa noaumu-
Ka cmpameauama 3a ,omkpuBaHe Ha omgeAeH cayvad” ce
06a3zupa Ha KAUHUYHUMEe puckoBu dakmopu. Te ca: B6b3-
pacm, NOA, HUCBK UHgEKC Ha meAecHa maca, npegwecmOBa-
wa ppakmypa, pamuAHoCm ¢ begpeHa opakmypa, XpoHuu-
HO AedeHue C 2AOKOKOpMUKOUgu, MIoMIOHONYWeEHE, aAKO-
X0AU3bM, BmopuyHa npuyuHa 3a ocmeonopo3a (3aboanBa-
Hua, AekapcmBa). EBponelickama cmpamezun 3a ,omkpuBa-
He Ha omgeAeH cayydal” BkaouBa gBe geticmBus:

1. KocmHama muHepaaHa nabmHocm (KMI) ce uzmepBa -
NpuU HaAu4vue Ha CAegHUMeE KAUHUYHU puckoBu ¢pakmopu:

v npegwecmBawa ocmeonopo3Ha ppakmypa

v (pamuAaHocm ¢ begpeHa opakmypa

v BMI - <19 kg/m?

v/ NPOgbAXKUMEAHO OPAAHO NPUAOXKEHUE Ha 2AKOKOKOP-
mukougu

v peBmamougeH apmpum

v/ HacmoAawo MmioHoONyweHe

v Hag 3 eguHUUU aAKOXOA gHeBHO
2. AeveHue ce 3anouBa - npu T-score <-2,5 SD
Mo mo3u npocm aA2opuMbM peweHuemo 3a AeveHue ce
B3ema Ha 6azama 3a BepoamHocm 3a gpakmypa, a He Ha
6a3zama Ha eguHu4HO uzmepBaHe Ha BMD. Aazopumbmbm
3a HamupaHe Ha omgeAHuUa cAydval ce 6a3upa Ha B3aumo-
getcmBuemo mexkgy KAuHu4HUMe puckoBu pakmopu, 68b3-
pacmma u BMD.

Mpegu ga ce BkAlOUU AeveHUe HUKO2a He mpabBa ga ce
nponycka gopu npu >xeHu 8 nocmmeHonay3arHa Bb3pacm
ga ce hombpcam NpuyuHU 3a BmopuvHa ocmeonopo3a.
Had-yecmu ca nbpBuvHuam xunepnapamupeougu3bm U Xu-
nepmupeougu3mbm, HO He buBa ga ce nponyckam u Bb3-




Mo>kHOCmume 3a gecpuyum Ha Bumamux D uau BmopuyeH
Xunepnapamupeougu3bm.

European guidance for the diagnosis and
management of osteoporosis in post-
menopausal women‘2008 - Treatment of
osteoporosis

Prof. Anna-Maria Borissova
University hospital of endocrinology,
Medical university - Sofia

Decisions about the need for treatment depend not only
upon the fracture probability, but also the efficacy, costs and
side effects of treatment and willingness to pay. All these dif-
fer between countries, so that intervention threshould will dif-
fer accordingly.

At present there is no universally accepted policy for pop-
ulation screening in Europe to identify patients with osteo-
porosis of those at high risk of fracture. In the absence of
such policies, patients are identified opportunistically using a
,case-finding” strategy on the finding of a previous fragility
fracture or the presence of significant risk factors. They are:
age, sex, low body mass index (<19 kg/m?), parental history
of hip fracture, previous fragility fracture, glucocorticoid
treatment, current smoking, alcohol intake 3 or more units
daily, secondary causes of osteoporosis.

1. Bone mineral density will provide in case of presence of
some clinical risk factors:

v previous fragility fracture

v’ parental history of hip fracture

v body mass index <19 kg/m?

v chronic glucocorticoid treatment
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v' current smoking

v" alcohol intake 3 or more units daily
2. Treatment iniciate in case of BMD T-score <-2,5 SD

These simple algorithm illustrates the advantage to
patients is not using a single T-score value to judge suitability
for treatment as has been widely practiced in Europe. These
algorithm show that the presence of clinical risk factors and
age modulate risk and reinforces the view that treatment
should be directed on the basis of fracture probability, rather
than on a BMD threshold.

Prior to initiating treatment, patients (including post-
menopausal women) shoild be evaluated for secondary caus-
es of osteoporosis. Most frequently reasons are hyper-
parathyroidism, hyperthyroidism, vitamin D deficiency or sec-
ondary hyperparathyroidism.

MNMpenopbku Ha EBponelickomo gpyxecm-
60 no eHgokpuHoAO2UA

,I pPWKU 32 mupeougHama gucyHkuua
npe3 OpemeHOoCMma u hocmnapmaAHo* -
Xunomupeougu3bm u 6pemeHocm

lpogp. AnHa-Mapua bopucoBa
YHuBepcumemcka 60AHUUAQ NO eHgOKPUHOAO2US,
MeguuuHcku yHuBepcumem - Codpua

PaznpocmpaHeHuemo Ha KAUHUYHO nposBeHu mupeo-
ugHu 3aboaaBaHua cpeg bpemeHHume e 1%, Ha cybKAUHUY-
HUA Xunomupeougu3bm e 2-3% u Ha aHmumaao-no3umuob-
Hume bpemeHHU - 5 go 15%. ABmoumyHHuam mupeougum
e ocHoBHama npuyuHa 3a Xunomupeougu3bm no Bpeme Ha
bpemeHocm. 34% om xunomupeougHume >eHu be3 Aeve-




Hue 3abpemeHaBam - 11% c KAUHUYEH Xunomupeougu3ibm
(KX) u 89% cbc cybkauHuuyeH xunomupeougu3zbm (CKX).
Mpu me3u OpemeHHU cregBam 2UHEKOAO2UYHU KOMNAUKA-
uuu: abopmu, aHemun, 2ecmayuoHHa XunepmoHua, omaen-
BaHe Ha naaueHmMa, nocmnapmaaHa xemopazua. Te3u Komn-
AUKQUUU €a No-4ecmu NpuU KAUHUYEH, OMKOAKOMO npu cyb-
KAUHUYEH Xunomupeougu3bm. AgekBamHomo AedeHue ¢
AeBomupokcuH 3HaYUMO HamaAaBa pucka om 2uHEeKOAO2UY-
HU KomnAukauuu. HeaekyBaHuam maluuH xunomupeougu-
3bM uma BpegHu nocaeguuu 3a naoga u Bogu go: npexkgeB-
pEMEHHO pakgaHe, HUCKO MeAeCHO Me2A0 Npu pakgaHe-
Mo, HeOHamaAeH pecnupamopeH guccmpec, nhoBuweHa
yecmoma Ha pemaAHa u nepuHamaAHa CMbpmHocm.
lNpenopwvku:

1. Xunomupeougu3mbm npu malikama u naoga Bogu go

yBpegu Ha pemyca. 3a KAUHUYEH XUNOMUPEOUQU3bM Ce
npenopbuBa ce npeHamaaHa nbpBa Buzuma.
1. AKO Xunomupeougu3mbm e guazHOoCMuuupaH npegu
bpemeHocmma, go3ama Ha AeBomupokcuHa ce akycmupa,
3a ga ce gocmuzaHe HuBo Ha TSH <2,5 mlU/l owe npegu
6pemeHocmma.

2. Ao3zama Ha AeBomupokcuHa obukHoBeHHO ce noBu-
waba Ha 4-6 2ecmayuoHHa cegmuua U MOXKe ga Ce HaAOXU
noBuweHue ¢ 30-50% Hag u3xogHama go3a.

3. AKO KAUHUYEH XUNOmMupeougu3bm e guaz2HOCMuUU-
paH no Bpeme Ha bpemeHocm, mupeougHUMe PYHKUUOHAA-
HU mecmoBe mpabBa ga ce Hopmaauzupam KOAKOMO MOXKe
no-6bp30. TumpupaHemo Ha go3ama Ha AeBomupokcuHa
ce npaBu 3a Bb3M0KHO Hal-0bpP30 3a gocmuzaHe HUBO Ha
TSH < 2,5 pU/ml npe3 I" uau < 3,0 yU/ml npe3 II* u IlI* mpu-
mecmbp. TupeougHume yHkyuoHarHU mecmoBe mpabBa
ga ce npaBam npe3 30-40 gHu.

4. XeHu ¢ mupeougeH aBmoumyHumem, KOUMoO ca ey-
mupeougHu 8 paHHUMe emanu Ha bpemeHocmma ca 8 puck
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om pazBumue Ha xunomupeougu3ibm u mpabBa ga 6vbgam
npocaegeHu (HuBomo Ha TSH ga He HagBuwu onpegeAeHo-
Mo 3a mpumecmbpa).

5. CybKkAuHUYHUAM xunomupeougu3bm Bogu go Heea-
muBHu nocaeguuu 3a madkama u nomomcmBomo. AeveHu-
emo ¢ AeBomupokcuH HamaraBa 2uHeKoAo2UYHUME KOMN-
AUKaUUUu, HO He e goKa3aHo ga npomeHa HeBpoAo2uU4HOMO
pa3zBumue Ha naoga.

6. Caeg paxkgaHemo noBeuemo xunomupeougHu >KeHu
umam Hyxxga om HamaaaBaHe B go3zama Ha AeBomupokcu-
Ha, koamo ca noAay4yaBaau no Bpeme Ha bpemeHoCcmmMa cu.

Management of Thyroid Dysfunction during
Pregnancy and Postpartum:

An Endocrine Society Clinical Practice
Guideline - Hypothyroidism and pregnancy

Prof. Anna-Maria Borissova
University hospital of endocrinology,
Medical university - Sofia

The prevalence of hypothyroidism during pregnancy is
estimated to be 0,3-0,5% for overt hypothyroidism (OH) and
2-3% for subclinical hypothyroidism (SCH). Thyroid autoanti-
bodies are found in 5-15% of women in the childbearing age,
and chrinic autoimmune thyroiditis is the main cause of
hypothyroidism during pregnancy. 34% of hypothyroid
women became pregnant without treatment: 11% of them
had OH and 89% SCH. When hypothyroid women become
pregnant and maintain the pregnancy, they carry an
increased risk for early and late obstetrical complications -




abortion, anemia, gestational hypertension, placental abrup-
tion, postpartum hemorrhages. Untreated maternal OH is
associated with adverse neonatal outcomes including prema-
ture birth, low birth weight, neonatal respiratory distress.
Recommendations:

1. Both maternal and fetal hypothyroidism are known to
have serious adverse effects on the fetus. For OH - targeted
case finding is recommended at the first prenatal visit.

2. If hypothyroidism has been diagnosed before preg-
nancy, we recommend adjustment of the preconception thy-
roxine dose to reach before pregnancy a THS level nor high-
er than 2,5 mlU/I.

3. The thyroxine dose often needs to be incremented by
4-6 week gestation and may require a 30-50% increment in
dosage.

4. 1f OH is diagnosed during pregnancy, thyroid function
tests should be normalized as rapidly as possible. Thyroxine
dosage should be titrated to rapidly reach and maintain
serum TSH concentrations of less than 2,5 mIU/I in the first
trimester or 3 mIU/Il in second and third trimester. Thyroid
function test should be remeasured within 30-40 days.

5. Womenwith thyroid autoimmunity who are euthyroid
in the early stages of pregnancy are at risk of developing
hypothyroidism and should be monitored for elevation of
TSH above the normal range.

6. SCH has been shown to be associated with an adverse
outcome for both the mother and offspring. Thyroxine treat-
ment has been shown to improve obstetrical outcome, but
has not been proven to modify long-term neurological devel-
opment in the offspring. The panel recommends thyroxine
replacement in women with SCH.

7. After delivery, most hypothyroid women need to
decrease the thyroxine dosage they received during preg-
nancy.
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Graves' hyperthyroidism in pregnancy: risks
from disease and therapy in the mother and
the child.

Peter Laurberg
President of the European Thyroid Association

Graves’ disease is a common autoimmune disorder in
women in fertile ages. The hyperthyroidism is caused by
generation of TSH- receptor activating antibodies.

In pregnancy both the antibodies and the antithyroid
medication given to the mother pass the placenta and affect
the foetal thyroid gland. Appropriate management of Graves’
disease during the pregnancy is important for the mother's
health and for the course of pregnancy. Moreover, the quali-
ty of management may have considerable impact on the
progeny both in foetal and in neonatal life and on the long-
term health of the child. Thus, thyroid function should be
controlled not only in the mother with Graves’ hyperthy-
roidism but also in her foetus. During management it is
important to consider the normal pregnancy associated vari-
ations in thyroid function.

Major threats to optimal foetal thyroid function are inad-
equate or over-aggressive antithyroid drug therapy of the
mother. It should be taken into account that antithyroid drugs
tend to block the foetal thyroid function more effectively
than the maternal thyroid function. Moreover, in a mother
with no functional thyroid gland there is a risk of overlooking
TRAb induced foetal hyperthyroidism.

Surgical thyroidectomy of patients with Graves’ hyperthy-
roidism does not lead to immediate remission of the autoim-
mune abnormality, and the combination thyroidectomy + with-
drawal of antithyroid medication + L-T4 replacement of the
mother involves a high risk of foetal hyperthyroidism.




Conclusion: Antithyroid drug therapy of pregnant
women with Graves’ hyperthyroidism should be balanced to
control both maternal and foetal thyroid function. Surgical
thyroidectomy of a pregnant woman with active disease may
lead to isolated foetal hyperthyroidism.

MNMpenopbku Ha E6ponelackomo gpyxecm-
60 no eHgokpuHoAO2UA

,IpWKU 3a mupeougHama gucyHKUuuA
npe3 bOpemeHocmma u nocmnapmaAHo’ -
CKPUHUHZ2 32 mupeougHa guc(PyHKUuUA no
6peme Ha OpemeHoCM

lpog. AnHa-Mapua bopucoBa
YHuBepcumemcka 60AHUUQ NO eHgOKPUHOAO2US,
Meguuurcku yHuBepcumem - Codpun

[Mpe3 nocaegHume 15 20guHU 6bP30 HapacmHaxa No3-
HaHUAMA HU OMHOCHO MupeougHume 3aboAaBaHua u bpe-
MeHocmma:

+ onmumu3auua Ha AedeHuemo cC AeBoMUpPOKCUH no
Bpeme Ha bpemeHocm

« GogHuam gedpuyum Ha maldkama u pa3zBumuemo Ha
hemyca
HecamuBHuamM epekm Ha MalduyuHUA XUNOMUPEOUJUIHLM
B8bpxy meHmarHomo pa3zBumue Ha HelHUA NAOQ

* CUHgpPpOMbM Ha noCcmnapmaAeH mupeougum u 6p'b3-

Kama C nepMmaHeHMmeH Xunomupeougu3bm

° g6OL]HO no-yecmume CNOHMaHHU a6opmu npu eymu-

peougHu bpemeHHu
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+ aHmMumaAo-no3umMuBHu >KeHu

- noBuweHue Ha npexxgeBpemeHHumMe paxkgaHua npu
YKEHU CbC CYOKAUHUYEH XUNOMUPeougu3bm U/UAU MUPEO-
ugeH aBmoumyHumem.
TupeougHume 3a6oaaBaHua no Bpeme Ha OpemeHocm
umam cBoa xapakmepucmuka, koemo 3ampygHaBa cb3ga-
BaHemo Ha [NpenopbKu.
[Mpu BpemeHHUME >KEHU MOXKE ga uma pazAudHu uzBecmHu
UAU Heu3BecmHu MupeougHU CbCMOAHUA:

1. Xunomupeougu3zsm

2. Xunepmupeougu3sm

3. Haaudue Ha mupeougHu aBmoaHmumena

4. Haau4ue Ha Bv3Au 8 wumoBugHama >kae3a

5. HezagoBoaumeaHo togHo 3amecmBaHe
bpemeHocmma npomeHa xoga Ha npomu4yaHe Ha Beue Cb-
wecmByBawu mupeougHu 3aboaaBaHua u obpamHomo
mupeogHume 3aboaaBaHua mo2am ga npomeHam xoga Ha
6pemeHocmma.
TupeougHume HapyweHuA U MAXHOMO AeveHue moz2am ga
3acezHam GpemeHHama >keHa u pazBumuemo Ha pemyca.
bpemeHHama >keHa e nog KOHMpPOoAA Ha ekun u [penopbKu-
me ca agpecupaHu Kbm Bcuuku:

V' AKywep-2uHekoAo2

v' Akywepka

v OlA

v" EHQOKpPUHOAO2
Mpenopbkume ca npegcmaberu B 8 nogcekuuu:

1. Xunomupeougu3zbm u OpemeHocm: malyuHu U e-
MaAHU acnekmu

2. AeueHue Ha malvuHUA XUNepmMupeougu3bm: MauyuHU
u hemaaHu acnekmu

3. Gestational hyperemesis u Hyperthyroidism

4. ABmoumyHHO mupeougHo 3aboaaBaHe u cnoHmMaHeH
abopm




5. TupeougHu Bb3AU U pak

6. Mlogen npuem no Bpeme Ha BpemeHocm

7. MocmnapmaaeH mupeougum

8. CKpuHUH2 32 mupeougHa gucgyHkuua no Bpeme Ha
bpemeHocm

Management of Thyroid Dysfunction dur-
ing Pregnancy and Postpartum:

An Endocrine Society Clinical Practice
Guideline - Screening for Thyroid Dysfun-
ction During Pregnancy

Prof. Anna-Maria Borissova
University hospital of endocrinology,
Medical university - Sofia

Over 15 years there has been a rapid expansion of

knowledge regarding thyroid disease and pregnancy:
the optimal management of pregnant women on

levothyroxine therapy

- the impact of iodine deficiency on the mother and
developing fetus

- the adverse effect of maternal hypothyroidism on men-
tal development in their infants

- the syndrome of postpartum thyroiditis and its relation
to permanent hypothyroidism

- the doubling of the miscarriage rate in antibody-posi-
tive euthyroid women

- the increase in preterm delivery in women with sub-
clinical hypothyroidism or thyroid autoimmunity
Thyroid disease during pregnancy has certain characteristics
that make writing guidelines more complicated than for some
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other fields. This field is concerned with the management of
pregnant women who may have a variety of known or undis-
closed thyroid conditions, such as hypothyroidism, hyperthy-
roidism, the presence of thyroid autoantibodies, the presence

of nodules or unsatisfactory iodine nutrition.
Pregnancy may affect the course of these thyroid disorders,

and conversely, thyroid diseases may affect the course of
pregnancy. Moreover, thyroid disorders (and their manage-
ment) may affect both the pregnant woman and the devel-
oping fetus. The pregnant woman may be under the care of
multiple health care professionals:

v' obstetrician

v nurse

v' family practitioner

v endocrinologist
Recommendations:

1. Hypothyroidism and pregnancy: maternal and fetal
aspects

2. Management of maternal hyperthyroidism: maternal
(A) and fetal (B) aspects

3. Gestational hyperemesis and hyperthyroidism

4. Autoimmune thyroid disease and miscarriage

5. Thyroid nodules and cancer

6. lodine nutrition during pregnancy

7. Postpartum thyroiditis

8. Screening for thyroid dysfunction during pregnancy




CybKAUHUYHA MupeougHa gucyHKUUA
U CbpgeuHo-cbgob puck

K. Xpucmo3zo6
KAauHuka no eHgokpuHoAaoz2ua, MBAA
,CB. MapuHa”, BapHa

CovpgeuHo-cbgoBama cucmema e npuuea 3a geticmBuemo
Ha wumoBugHUMe XOpMOHU, Koemo e npuduHa npu aBHa mu-
peougHa gucgyHKkuua ga 6bgam HabatogaBaHu 20Aam cnekmbp
OMm CbpgeyHu NpomeHu. Te3u HapyuweHua Npu nayueHmMu CbC
cybkAuHUYHaA mupeougHa gucgyHkuua (CTA) egBa Hanocaegbk
ce npoyuBam B nogpobHocmu. CybKAUHUYHUME MUPEOUgHU
HapyweHus, Xxapakmepu3upawu ce ¢ npomeHu 8 cmoudHocmu-
me Ha TSH npu HopmaaHU cepymHu KoHueHmpauuu Ha FT, u FT;
ca cBbp3aHu ¢ peguua HebrazonpuamHu ecpekmu Bbpxy Cop-
geuHo-cbgoBama cucumema. [MpoBexkgaHemo Ha AeueHue u
npocaegaBaHe Ha nauueHmu cbc CTA, Kakmo u Heobxogu-
MOCMMa oM NONYAAUUOHEH CKPUHUH2 ca 0bekm Ha gebamu.

OcHoBHuam cbpgeyHocbgoB puck npu Bb3pacmHu na-
yueHmMu CbC CYOKAUHUYEH Xunepmupeougu3bm e Npegcbp-
gHOMO MbXKgEHE, a NPU MAAgu U Ha cpegHa Bb3pacm nauu-
eHmu, BAroweHo kauecmBomo Ha »xuBom nopagu noBuwe-
HUe Ha CbpgeyHama Yecmoma U HamaAeHue Ha pu3udeckun
kanauumem. pu cybKAUHUYEH XUunomupeougu3bm Hapeq C
npomeHume B cbpgevHama XemoguHamuka, CbhbmcmBa-
w,ama gucAaunugemun, guacmoAHama XunepmoHus, eHgo-
meAHa gucgyHKUUA U HapyweHuama 68 cbcupBaemocmma
gonpuHacam 3a noBuweHue Ha pucka om amepockAepo3a.

AeyeHuemo Ha cybKAUHUYHAMa mMupeougHa gUCHYHK-
uua mpabBa ga 6bge cvbobpazeHo ¢ uHguBugyaaHua Cbp-
gevHo-cbgoB puck, ¢ BHUMameAHO MOHUMOpUpaHe U NPOC-
AegaBaHe Ha nayueHmume.

71



clinical thyroid dysfunction and
iovascular risk

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

Cardiovascular system is one of the main targets of action
of thyroid hormones, which explains the wide spectrum of
cardiac manifestations due to overt thyroid dysfunction.
Recently, these changes in patients with subclinical thyroid
dysfunction have been investigated in detail. Subclinical thy-
roid abnormalities, characterized by changes in the value of
TSH in the presence of normal serum FT, and FT; concen-
trations, are associated with various negative effects on the
cardiovascular system. The need of follow up and therapy for
patients with subclinical thyroid dysfunction, as well as pop-
ulation screening programs are much debated.

The main cardiovascular risk for elderly patients with sub-
clinical hyperthyroidism is atrial fibrillation, whereas young
and middle age patients suffer from impaired quality of life
because of increased heart rate and reduced physical capac-
ity. Together with haemodinamic changes in subclinical
hypothyroidism concomitant dyslipidemia, diastolic hyper-
tension, endothelial dysfunction and alterations in coagula-
tion parameters contribute to the increased risk for athero-
sclerosis.

Treatment of subclinical thyroid dysfunction must be con-
sidered in relation to the individual cardiovascular risk with
careful monitoring and follow up of patients.

Key words: subclinical hyperthyroidism, sublinical hypothy-
roidism, cardiovascular disease
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