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IHEPIAHYH

Broynuxy vepavdpoyovatuio givar n avevpeon vymiav emmédmy
evVOg TovAdyLoToV avdROoYSEVoU 0tov 006 Tov alpatos. H Broymuny vme-
0vdEOYOVaLUi TOATYETOL O T0000TS oV ®upaivetal amd 60% Emg
80% TV yuvourmdv pe 10 oUVOQOUO TV TOMRVOTIRGY 0woBnrdv. EEdA-
hov, mg #MvIxY] VTTEQAVOQOYOVOLUI YOEOXTNOICETOL 1] EUPAVLOT RAVIXDOV
exdMAOOEMV VITEQAVOQOYOVOLUILS, UE PUOLOAOYLKA ETITTEOO OVOQOYSVWV
otov 0006 Tov aiporog. H xipla exdiihowon tov vepavdgoyoviouou eival
N vrepteixwon. H flooivBeon tav avipoydvmv amy avBodmivy moby-
%1 yivetow ®upimg oto ®ittao ™g €0m BMung, 1 Aettovgyio Twv omolwv
elvaw evtovotepn oto PCOS. H meploosio mopaymyig avdpoyovmy oto
0UvOQOWO uoQel va egunvevdel omd T dpdon evOomoBNUKdY xat Enm-
0OMRIRAWV TAQOYSVTOV. ZTOVS EVOOWOBNHIHOUC TAQAYOVTES VITAYOVTOL 1)
evdoyeviig dlaragayn TS OTEQOELOOYEVEDNC TMV ®UTTAQMV TS £00 Brjxng,
1M SVOLELTOVQYIDL TV KUTTAQMV TNG RORALWOOVS OTLPASAS Ko TUQAYOVTES
a6 To woxvtreo. EEdMov, ot eEnmOnxuxol mapdyovreg megihapfdvouy
TNV VITEQLVOOUMVALIITL, TIC TQOPAEYUOVAIELS KUTTORIVES HaL TOV GEoval
Vo0dLaog-VITOPUO).

0ot gvgetngiov: vrrepavigoyovaiuia, PCOS, evdowobByxixol magdyovre,
eEwwobnrixol Tapdyovtes, nooiaxt TEOoEyYLoN,.

EIZAT'QI'H

Qg vrepavdpoyovoruio 0piCetal 1 avevpeon VYAV ETTEdWY EVOS
TOUAdLOTOV 0VOQOYGVOU 0TOV 006 ToV aituatog. H vregavdgoyovaiuio
nTapoTNEETOL 0 T0000TS IOV Rupaivetow arnd 60% €wg 80% tmv yuval-
ROV (e 10 oUvOopo Twv molvrvotindy wobnrdv (PCOS). EEdhiov, g
VITEQUVIQOYOVIOUAS 1] ¥AVIXY VITeQaVOQOYOVOLIID XoQaxTNOICETOL 1) EN-
QAVION RMVIROV EXONADOEDY VITEQUVOQOYOVOLUIOS, UE PUOLOAOYLXA. ETTL-
meda avdpoySvwv 0Tov 000 Tou aipatos. H xipta #hviny exdilwon tov
VITEQAVOQOYOVIOUOU glval n veQTEixmon. H vreptoiymon magatnoeito
o010 60% v yvvourrav ue PCOS.

H procivBeon twv avdgoydvmv otnv avBodmvy wobvjxn yivetan ®ugi-
WG 0T, ®HTTOQN TNG €00 BN S, N AeLTovylo TwV 0TTolMV EIVOL EVTOVATEQ
oto PCOS. H neplooeia mapaymyig avoQoydvmv 0to ovvepouo WroQel
vo. eQuUNVEVOET 0Tl T dAON EVOOWOOMNKIXWV Rl EEWWOONKIXMY TOQL-
Yévov'.

210G eVOoWOoONHIKOUE TORAYOVTES VTTAYOVTOL 1] EVOOYEVIS dLoTOQON
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NG 0TEQOELDOYEVEDNS TWV RUTTAQWY TS £0w Bxng, 1
duohertovyio TV ®UTTAQMV THE ®0rXLDOOVS oTLRAd0G
%O TAQAYOVTES Ol TO worvttao. EEdllov, ol eEmw-
ofnuwrol oA yYoVTES TEQLAAUBEVOUY TNV UTEQLYOOUAL-
VOLULOL, TLS TTOOMAEYUOVAIELS HUTTORIVES RO TOV dEOVaL
vrofdhapoc-véguon'.

QOOHKIKH YIIEPANAPOI'ONAIMIA

Evdooodnxixoi mapdyovreg
Evdoyevijc dtatapayif tne oteQoetdoyéveans Twv xvTTd-
owv ™5 éow Ojxng

e mowtoyevelg RahMEQyeLleg amd vUTTOQA TS €00
OMung tov wobuvhoxiwv yuvarrav pe PCOS mov amo-
novadnrav medopata, PEOnre dtL Ta ®iTTOQO VT
Tadyouv meQLoodteEn detidpoemiavdpooteQdvy, 17-
V8p0EVTEOYEOTEQAVY %O OVOQOOTEVOLOVY 0T’ OTL TCL
®rOTTOQO TS €000 BMxNg wobulaxiwv Tov aropovaon-
ROV OTTG YUVARES YWOIG TO GUVOQOUO TV TOAVXVOTLROV
0oBrdv’. Me m Borifeto woc pedddov dratijonone
avBRATVOV RUTTAQWYV TG €00 B1juNg 0 ParQOYQOVLLL
radMéoyeta, o Nelson xat ov ouvepydrec Tov To 1999°
€0e1Eav 6L 1 AENUEVN TaEAYWYY] TWV OTEQOEOWDV Qv-
TAV aoTelel HGVIHO PLOYNULKG QALVGTUIIO TV XUTTAQMV
™ms 0w Oijung moBuhaximv yuvaurayv e PCOS. Agdo-
UEVOUL GTL OL TTOQUTTAVM KOAMEQYELES TWV KUTTAQMV TNG
gom Bixng umootv va dotnenBovv uéom emavahapfa-
VOUEVOV TOMOTAUOLAOUGY TOU KUTTOQLXOU TANBUONOT,
1 QUENUEVY O0TEQOELOOYOVOS dQAOTNOLSTNTO TV KUTTA-
0wV g OMrng amd yuvaireg ue PCOS, og ovyxrolon pe
TOL #UTTOQO TS B1RNG EXElVIV XwQIC TO oUVOQOUO, Elvorl
omiBovo vo avtovaxAd Ty emidQAOoN TG OQUOVIXYG SLé-
YEQONC in Vivo, Gmwg Yo wapdderypo g ovEnuévng LH
M TV AVENUEVOV ETITESMV LVGOVAIVIG TTOV TTOQOTIQOV-
viouw oto PCOS. Katd ovvémeia, oL moatnonoeLs oTeg
VodNA@VOUY GTL oL dLaTopayES 0T PLocivOEon TV oLv-
dpoydvmv amotehotv evdoyevn WGt TaL TV ®UTTAQWV
™mc é00 Oumg woBuhaximv yuvaurdv ue PCOS'.

Awdpopeg uehéteg €0elEav Ot Tal ®iTTOQA TG 00
OMung Twv woBvhaxiov yuvarrdv pe PCOS mapov-
odlovv avEnuévn dpaotoldmta twv eviiuwnv 3p-
vdpoEuotepoetdiry delidQOYEVAON ROl RVTOYQWNO
P450c17a’. To rutéyompa P450c1 7a éxer drtnj dpdion:
UETATQETEL TNV TEOYEOTEQOVN 0¢€ 17- vdpoEumpoyeote-
06V e T dpdon Tov eviipov 170-v0poEVAGoN *aw ot
ouvvéyelo petatpénetl ™ 17- vdpoEumpoyeotepdvn o¢
ovdpoaTeVOLOVY ue ) dpdon Tov evivpov 17, 20 hudon.
To »ut6ypwua P450c17a xwdinomotelton amd 10 Yovido
CYP17.

“Exel foebel 61 to mRNA tov yovidimv CYP17 xou
CYP11A (évQupo droymolopot g mhdylag alioov)
Poloxetan oe peyolitepn agbovio ota ®iTTaQa ™S 0w
B1jng twv woBuhoxionv yuvaurdv ue PCOS, oe ovyrolon

He o xitrepa ™S £0w BMxNES TV woBulaximy yuvourdv
ywolg To ovvdgopo. “Exer andun Poebel 6t o emineda
™G 0TEQOELYOYOVOU 0Eelag puBuLoTnyg mpowteivng StAR
elvan mapdpoa ota ®UtToEa ™S €0m B1ung TV wobvu-
haxiov yovadv e PCOS xou poptiomv’. “Exet téhog
avapepdet 61t o promoter tov CYP17 ota wittago g
€0 OMung Tov woBuvhaniwy yuvouxrav e PCOS givau o
EVEQYOS QT GTL O€ EXEVOL YUVOLRMV XMQIS TO GUVOQONO,
eve) o promoter Tov StAR dev €yeL dapopeTin UB-
on’”. To dedopéva avtd vIodAdvouy 6TL 1 petayoa-
@ TV Yovidiwv Tov ®wdiromoloty eldird €viupa g
otepoeldoyEveong elvar QUBOUEVN TEOC TOL TTAVK OTa,
2UTTOQA TN €000 BYUNG TV woBVLAXIMY YUVOUROV UE TO
ovvdgouo, odd avtd dev ovufaivel oe 6ha Ta oTouyEl
oV unyoviopol mg otepoeldoyéveonc. To yeyovdg av-
16 00N yel og aENUEVN TOQAYWYY] TOOYEOTAYGVOV KOl
ovdQOYSVWV %o VITOdNADVEL GTL 1) VTTEQAVOQOYOVOLUIDL
elvau yeveTind ®aBoQLopEv), Aroyn oV CUUPMVEL IE TOL
OTOTELEOUOTOL PELETWV O OKOYEVELES TTOV QLY OTL
1 VITEQOVOQOYOVOLIID, EUaVICETOL 08 TOAG dTopa Mg
EMHQATOVV YEVETLHO thyuag. Eivau, dpmg, antBavo to
evieyduevo 1 vrepavdpoyovauuio tov PCOS va rabo-
olCeTon ®VElwg artd TOAMMOQEPLOUOUS 1| HETAAMAEELS TV
YOVISIWV TTOU RWILKOTOLOUV RATTOLO. CUYXRERQUUEVT) OTE-
00€1d0Y6vo eviupuni dpaomotdma, 6rwg tov CYP17’
1jtov CYPI1A'™™,

Meh€teg e VEES LOQLAKES TEXVIRES HOL YEVETIRY OVC-
Avon owoyevewwv pe PCOS €delEav dtL ota wittaga g
€ow Brung woBvhaxinv yuvaurdv pe PCOS PoéBnxe
agBovio Mrva, mov avtiotouyel ota yovidlo g deidpo-
vevaong-6 g ahdeliong xow g detidgoyevdons-2 g

oettvding. To mRNA tov dv0 avtdv yovidimv avEdvel
13,14

™V Exgpeaon ™g 17a-vdpoEvhdong ™.

Emmhéov, 1 otepeoetdinii dpaotrdtto twv eviipmy
paivetal va petafdiletor ota #itToQa ™G €00 Brxng
woBvhoiwv yuvaurav ue PCOS. “Evag unyaviopdg eivor
1 aiEnon g pwagoguhinong g ogpivng Tov eviipou
wutoyowpo. P450c17a, 1o omoio mpodyet T dpootirdTy-
10 me Mdong™". Tlopdhnhat, 1) eAdTtoom g Expooone
TG TOWTEIVIXIGS PWOPATAONS 2A, TTOV TOQATNQEITOL OTO
PCOS, duatnet yio peyahitepo yoovird didomua
PMOPOQUAIMON TNG OEQIVNE, OUVTEADVTOG £TOL OTY HOQL-
axj ewdva mg domapayric' .

Zvumepaouatird, Bo progovoe vo dtoTurwBel n dsto-
Y1 GTL OTOL *ANQOVOULRMS OLOTOQOYUEVOL RUTTAQO, THG E0M
OMung Tv woBuhaximv yuvouxmv ue PCOS emdpoiv op-
HOVIXOL TTOAYOVTES EVOOMOBNHIMYGS ®ou eEmwOoBNUIKYS
TROEAEVONG, OL OTTO{OL ETUIEVDVOUV OXGUN TEQLOOSTEQO
TV WOONXLXY VTTEQTUQUYWYT] AVOQOYGVOV.

Avolertovoyia twv xutTdowy TS *oxxidOoVS otifddag
Mohovot 1 dtoToay TS 0TeQOELdOYEVEDNS TV
RUTTAQMV NS €0m B1xNg gaivetal otL amoteAel Tov
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2TO PCOS: MOPIAKH IIPOXEITI>H

%0010 VITevBuVo Yo TV eviomobnxixy vteQavdoyo-
vawuta oto PCOS, dLomagay€g Tmv ®uTtdomy g ®o%-
%®ddovg otddag Ba progovoay evOEXOUEVWS VaL TO-
Eovv ®dmoLo QOAO UECH TV EXHQIOEWV TOV HVTTAQWV
QAUTMOV.

Ta wiTraa ™ ®ox%LwdoVS otLpddag Twv wobvu-
MotV TOAYoUV LVYLUTIVES, Ol OTTOlES MLOTEVETAL GTL
TQOTOTOLOUV dueca TV woBuvhonini} otepoeldoyévean.
Bo€0nxre Aowmdv Gt wyustivy A evioyvel Toco T Po-
o, 600 1ou TV TEoxaiovuevn ard v LH mapoaywm-
YN avdOYSVOV 0 ROAMEQYELES AVOQDTIVMV XUTTAQWY
mg éow Bjung woBvhaximv™. “Etot, ot wywmives Oa
UTOQOUOOLY VO EUTAEXOVTOL OTNV TEQIOTELOL OOMKIXWV
avdpoyovav oto PCOS, uéow maganovirig enidoaong
a6 T RITTOEL TN *ORUUDBIOVS oTREdac” ™.

H yo1jon avooohoyirdv puebddmv mov aviyveviouvv
Ouepels wvyumives otov 006 €dmae T duvardTTa TS
amoxdluymg wog Wiaitepng dvolettovpyiag Tov ov-
omjuatog Tmv wyumvav oto PCOS. H duohettovpyia
vty wepuhaufaver v xaboaer avEnon tmv emutédwy
TV TEOOQOUMV TOWTEIVHV TG O-tvyLumivng (pro-a C)
0TOV 0Q0, IOV TTe.Qovaiate BeTn} OVOYETION, OTUTLOTL-
®G onpavting pe To emimeda Tov avdpoydvav’, Tlpémet
TAvVTWS vo onuelmBel, 6t ta Puployoagpund dedousva
600V apoQd OT1) CUUPBOAY TV LVYLUTILVAV OTHV VITEQMLV-
dpoyovaiuio tov PCOS eivar avemaxii xou aviirQovs-
neva xon emopévog dgv etvan duvori 1 eEaymyn aopa-
AV ovpmepaoudrov .

H AMH (Anti-Millerian Hormone), n omolo mao.-
payeTOL 0TS TOL ®UTTOQA TNS ®OrULDOUS otLfddag, Ba
UTOQOVOE VO UTELOEQYETOL OTNV VITEQOVOQOYOVOLULI
touv PCOS. “Eyouv Boebei avEnuéva enimedo AMH
oto PCOS™. Emahéov, PoéOnxe Betinrj ovoyétion,
otatiotrd onpovrt, uetokl tmv emmédmv g AMH
ROL TOV TUDV TG TEGTOOTEQGVNG KO TNG 0VOQOOTEVIL-
évng 0pov otig aoBeveic we PCOS, 6y Spwg otig udo-
wpec™. To evonua avté Ba wrogovoe va VTodNAdveL
Betiny mopaxowiry entdpaon g AMH ota »ittoo
e €0m BMrng tov wobukaxinv yuvawrdv pe PCOS. H
avevpeon vrodoyémv AMH tinov II (AMHR II) ota
rUTT000. TG €000 B1jUnS TV moBulaximv ato oTddLo TS
woipovone” Ba pmopotoe va otnoitel v traotn e
ToaxQWIrIg exidpaons e AMH ota »ittaga g
gow Onung, dnwg avagpépetor yia to vUttoQa Leydig.
Evtovtolg, amortovvral now dALES TELQAUATIRES UEAE-
TEC TOLV VoL vrooTEL el ) BE0N YLl TIC EMITTWOOELS TG
AMH o1 duohlertovgyia Tmv #UTTAQMVY TS €0 BNxNg
Tov wobulaxriov yuvarrdv pe PCOS. Tpémel yia ma-
pdderyua va epevvnBel av N wobnxrxy exidoaon g
AMH eivar avtiBetn and exelvn mov aoxel otov Gyl
“Etot, €xel Poebel 61l oe noAMEQyereg nuttdomv Leydig
movuroU 1 AMH mpoxahotoe avaotolt] ™g EXgoaong
tov CYP17, nov mponahieiton amd v LH xou 1o rurhi-
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26 AMP”,

Hapdyovres amd to woxvtrago

“EyeL mpotabel 1) dmwoym 6t 10 worUTTOQ0 HUITOQEL VoL
dradpapatiCel »dmolo poho ot EUBULoN T dpaoTHOL-
OTNTOGS TOV ®UTTAQWV TNE €00 BNxng, alAd ta dLaBéotua
otovxeia eivar axdun aviupatrd. O avEnuxog Taod-
yovtog diapopomoinons-9 (GDF-9) dieyeipetl ™ Paot-
%1 ®ow TV meoxadovpevn and v LH BroovvBeon av-
dpoYGVOV amd to ®UTTORO TS £0W B1jMNg woBulaxinv
agovpainv’. AviiBeta, 1) mpoodixn GDF-9 in vitro oe
avBpdmiva vittaa ™mg €0m BMxrng avEnoe tov xutta-
owd moAhamhaolaoud, cAhd Tageunddioe T ovveon
TQOYECTEQOVNG KOlL avé@oyo’vo)v32. "Eyxer avapepbel ot
ta eninedo Exgpoaong tov GDF-9 eival petopéva otig
TOMRVOTIRES 00BIjreS”. O IToEovoE AoTGY VoL vro-
tefel 6L To YoumAd entimeda GDF-9 amotehovv pia omd
TS outieg g EnUEvng ovvBeong avdpoySvmv oTa wo-
Buhania yovaurav ue PCOS. Ta otoyeia, dumg, eival
OVETTOLOXT] YLOL VO TEXUNQLWOOOVY RATOL0 QA0 OTO WO-
rUTTAQO OYETIRA UE TV TOBOQUOLOLOYIDL TNG VITEQUV-
dpoyovauuiog oto PCOS.

EEmwodnzirol mapdyovteg
Ivoovlivy

Yrdoyouv woyveéc evdeiEelg mov evioyviouv v
dmoym OTL 1) LYOOUALVY UTTELOEQYETOL OTY) LOQLOXY TTOL-
Boyévela g vregavdoyovarpiog o Ta ®HTToQA TS
gom B1jxng Twv wobulaxiomv yuvourwv pe PCOS. Eivou
YVWOoT6 6Tt VYNAS 10000T6 aioBevayv pe PCOS mopov-
oLdCeL avTioTOon 0TV LYOOUAIVY %Ol OVTLOTABULOTIXY]
vrepvoovhvaipic. Evtoutolg, n entdoaon g tvoouhi-
VNG OTNV UTEQTALQOY WYY 0lVOQOYSVOV Tl TaL RUTTOQO
™G €00 Bjung Twv woBvhaninv umopel vo magoTnenOel
%o Oty OgV VITAQYEL KAVIRG EUPOVIS VTTEQLVOOUMYVOLL-
uio™. H dmoyn aumi evioxieton and 1o yeyovég 6 1
yopiynon dalokidng oe yuvaireg ue PCOS »ou xhvind
puololoy} evouodnoio oty voovkivn ueimoe to emi-
meda g ehetiBeENG TEOTOOTEQOVNG, EVA 1) ROTAOTOA
g LH pe GnRH-avdloya dev mpordleoe mogduoto
uetaPoli”. daivetan 6T 1 woovkivy dieyeioet ™ doa-
oTroTTo TOV EVEUHoL ®utdyomua P450cl 7a, péow tov
VtodoyEwv g ota ®uttaa ™g 0w OMxns. H enidpa-
oN ot TV LVOOVAIVIG aionelton eite pe dLEyeQon g
dpaotrdtnrog ™ 170-vdpoEvhdong, eite ue diéyepon
mg éxpoaong Tov mRNA tov CYP17%.

IgogAeypovaders rvtoniveg

Mohovot €yl avayvwoloBel 1 UmaEn fmag xodvi-
og pheypoviic oto PCOS, ta vtdoyovra fupitoyoapuxnd
dedopuéva dev omitouvv tn BEon ™S eumhoniig ™mg oy
vrepmaQaywy avdgoydvmy. Eviovtois, €xel avopep-
Bel 0w T stress TS PAEYUOVIS aWEAVEL TNV TOAMOTAOL-
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olaotrt] dpdon TS Lvoouhivig ota xittapo T B1jxng
0V woBvhaxiov’ . Emmhéov, 1 adEnon me éxgpoaong
tov PAI-1 (Plasminogen Activator Inhibitor-1) ouvdud-
Cetow pe vymAd emimedo avopoydvwy, evonuo ovufa-
T6 ue v dmoyn ot o PAI-1 amotehel €vav amd toug
oVOULOTES TS WoBNULKIS VITEQAVIQOYOVaLUiaG OTO
PCOS. Ta avEnuéva emimeda tov PAI-1 otg yuvaineg
ue PCOS vmodnidvouy fma xoovia QAEYUOVH ROl EV-
déyetol va eivol AmOTELEOUN TV OQUOVIXMY, UETAPO-
MROV %o yeveTrdv dotaoaxdv tov ouvdodpov™”.
H avEnuévn éxgpoaon tov PAI-1 uéoa ota xittaa g
BOMung nou T xorxLddoug otPddog Tov wobulaxiov og
delynora wobnuodv and yuvaires pe PCOS »abiotovv
oNUavVTXE TV droyn Ot 0 TaEAYovVTaS oUTdg UTOQEL
VO, UTTELOEQYETOL OTH AELTOVQY (L TWV RUTTAQMV TS €00
OMxng ®ow TS ®voxrLwdoUs oTPAdag 0TO OUVOQOUO TV
TOMHVOTIRGDYV MOONRDV.

AEovag vroddiapog- voguon

Eivouw yvotd 6t 1 GnRH exnpivetal natd exxnouri-
%A emeloooa. Ta exnguund emewoddia g GnRH oty
TOOLUN TOQAYWYLXY QAo TOV ®UxrAOU woBulaxiooon-
ATV yuvourdv etvor 10-12 to einootteTpdmeo (€va
EXRQLTKG ETELOGOL0 ®dBe 00 DEES). ZTIS Yuvaineg
ne PCOS ta exnprund eneioddio g GnRH eivon 24
7eQ(MOV TO ELXOOLTETRAMEO (€vaL eEXRQLTXG ENELOGOLO
®d0e plo woa). "Exel vwootnouyOel n dmoym ot 1 ow-
ENomn mg ouyvotTag TMV EXRQLTIXMV EXELOOSIWV TG
GnRH ogeiletar oe apoevomoinon tov vroBalduov,
mov yivetow xotd v evdourtola Cown. H €éxbeomn tov
vrroBaAduov og VYMAd eninedo OLoTQOYGVMV YL PEYA-
Mo yoovixd didotnua xatd v evdouritoro Cwn odnyel
0€ 0EEVOTOLTLXY 0UOUON TOV VIToBaAGUOU, EVE) 1) €X-
Beomn oe younhd enimeda 0LOTEOYOVWV RATA TNV €VOO-
wijtota Conj mooxakel Onheomomtinyj oGO0y Tov™’. O
QY ELS TOV AEEEVOS EUPEUOV %aTd TOV TOITO URVA TNG
evdowirotag Cwng mapdyouy Te0T00TEQOV OF emimeda
TaEoUoLL e exeiva Tou evijxa. H teotootepdvn ow-
T perorpémeTan, ue ) fondea g agwuatdong, otov
VtoBdlapo oe oLoTEAdLOA, UE OTOTEAECUO. TV 0LQQE-
vomoimon tov vrofardpov. Zto 6iv €ufovo, epdoov
VA QY EL ®ATOLO EVOOYEVIC TOQAYWYT] OVOQOYOVMY
(ovyyevig vrepmhaoio emtvepELdimv Tg untépag) 1 1
evlupnn vrodowri Tov vroBaiduov (apmpatdon) 1 Tou
Mrddn wotov (uarpoomurd €upova) elvor €vrovn, o
vrobdalapog appevomoteital. Ot meQLOGGTEQOL, GUMG,
eeVVNTES dé€yovTon 6Tl 0 YovadoaTdng (To #EVTQO TOU
vroBahduov ov puBuitel Ta exrELTLXE ETELTOOL TS
GnRH) tov yuvawrdv ue PCOS epgaviCer petmpévn
gvawobnoto oty avaotahting dpdon g ouvdVaouUE-
VNG EMIOQUONG OLOTQOYOVIMV KAl TEOYECTEQOVNG. ZTIC
®WOBVAAXLOQENHTIXES YuVaireS, | ouVOVOOUEVY dpdom
OLOTROYOVWY %O TTROYEOTEQOVNS YOTEQO 0TS TV WOBU-

LaxniogonElo 0dNYel 08 0RALMON TOV EXRQLTLRAV ETEL-
00d{wv e GnRH. 210 PCOS eite dev yivetar moBuha-
®noponEia, ta emimedo Mhadi] g TEoYEOTEQOVNS Elval
TOM) opunAd, 1 now dtav yivetor moBulaxiogongia o
0vdd¢g Tov YovadooTdTn otV avaotalting 0pdon g
TEOYEOTEQGVIC eivan awEnuévoc’

"Exel avagebel Tl T ouyvd exnoLtind emelodoLa
™¢ GnRH Oieyeipouv v €xppaon Tov yovidiov g
- vwopovdadag g LH, pe amotéheopa v avEnon
tov emmédwv e LH. AviiBeto, o apaud exxoiuind
eme1o6dia g GnRH, mov mapornovvran oty Sy
EXNOLTINY PAOT TOV WOBVAARIOQONKTIXDV YUVALRWYV,
deyelpouv v €xgaon tov yovidiov g B- vtopovd-
dag ™ FSH, pe amotéleopa v adEnon tmv emumédwv
g FSH »aw v emioyn tov xvpilayov woBuvhaxiov. H
avEnon twv emuédwv e LH €yel og amotéheona v
VITEQIOLQOY WYY AvdQOYSVOV Ot TOL ®UTTOQC TS €00
Brjunc Tov adpoydvav®.

“Eyxeu PoeBei ot €vag dAAog mapdyoviog modnuuxiig
TROEAEVONG, 0 aAdyovTog TTov eEaoBevel To vl Twv
yovadotpomivayv (Gonadotrophin Surge-Attenuating
Factor: GnSAF), ouBuitet xou notootéAhel v €xnot-
on m¢ LH, pewdvovtag mv evanodnoio g vrdgpuong.
Ta enimedo Tov madyovio avtoy eivoar Yaunid oTig
aoBeveic pe PCOS™Y. To yaumhd eninedo tov GnSAF
eUTAEXOVTAL EVOEXOUEVIS OTHV OvVEUQEDT VYNAWYV TL-
wdv LH, mpodyovtag €Tot tnv umeQavdQoyovaLuio otig
yuvaireg ue PCOS.

EININE®PIAIKH YITEPANAPOTONAIMIA

H vrotiB€uevn duoraaym thg oubuong g dpaot-
otdmtag Tov evivpov xutdypwua P450c17a, mov xwdr-
romoteitor amd to CYPI7, gevBiveral yia v viegav-
dpoyovarpio oyt wovo amd T wobnixreg, alhd now omd
10 emveoidia’’. Yrdoyouv evdeiEeic mov vrodmhed-
Vouv OtL 1) evePELOLXY VTtEQaVOQOYOVaLpio atoTelel
vevetnd ®x000oLopévn duataayl] 0TV EXEEUOY TOU
GUVOQGHOV TV TOMRVOTIRGY 00BNRGY ™

H olayn tov petapfohopotd g ®0pTlloing €xel
npotabel mg €vag AAAOg VITOXE(UEVOS PN AVIOUES TS
Lertoveyui|g emvemELOLXIS VITEQUVOQOYOVULUIOS O0TO
PCOS™. O avEnuévog mepLpeoinde HeTaPOMOUSS ™G
%OQTLLOMNG, OV UToQel voL ogpeileton elte otV ENUEWN
adpavomoinon g ®oeTLOANS amd ™V Sa- avoywydon
1] TNV TOQEUTGOLON THG ETAVEQYOTTOINONG TNG KOQTILS-
Mg a6 v ®oQuLovn amd v 113-vdpoEuotepoetdiny
detdpoyevdon 1, odnyel oe pelwon g ®aTAOTOM|G TG
€nnolong s ACTH. Enpewdveton 6t aviiotaon oty
LWOOUAIVY umoQel ev népet va evBivetan Yo v avEnon
™mg dpaoTrdTTaGS TS Sa- avaywydong ™g ®ooTlong,
YWQIC Vo emneedlel 1o QUONG TapoywYNS TS ®0QTES-
M. “Etol, o dSovog vtofdhapog-urdguon-emivepoidlo
evO€yetou va dieyeipetan now 0 QUGS TaRaymYIg T6o0

61



POY2ZX0X xai ovv.

HHAOODPYZIOAOI'IA THY QOOHKIKHY YIIEPANAPOI' ONAIMIAY

2TO PCOS: MOPIAKH IIPOXEITI>H

™G ROQTILOANG, O00 %O TMV EMVEPQLOWMDV avOQOYS-
Vv Wrogel va givar ovEnuévog. Mohovott to emimedo
™S ®OPTILOANG dLatnEovvVTaL 0T QUOLOAOYLXG GQLaL,
MOY® avEnuévou petafolMopo g ®oQTILOANG, OL TLUES
TV ETVEPOLOMDV avdQOYSVOV QuEAVOVTOL.

[TpémeL mAvtmg va onuelwBel 6Tl oL EXTEOTES TG
emveELdng Aettovgyiog Bempovvtal Gt €xouv me-
QLOQLOUEVT ®AVIXY onuacio otV eXdMAmOoN TG ve-
00VOQOYOVOLUIOS TTOV TTOQOTNQETON 0TO GUVOQOUO TmV
TOMHVOTIRGY moBNrV".

Summary

Roussos D, Panidis D

Pathophysiology of ovarian hyperadrogenism in PCOS-
molecular aspects

Helen Obstet Gynecol 20(1):58-64, 2008

Biochemical hyperandrogenemia is the laboratory
herald of PCOS which is evident Pathophysiology of
ovarian hyperandrogenism in PCOS- molecular aspects
in the vast majority of 60%-80% of the entire PCOS
cohort. Clinical hyperandrogenism manifests predomi-
nantly as hirsutism which represents the chief clinical
presentation in 60% of PCOS women. Ovarian hyper-
androgonemia is mainly attributed to a steroidogenic
defect inherently present in PCOS theca cells. Other
factors of intra- or extraovarian origin are also patho-
genetically involved, although they appear not to be the
main culprits. Intraovarian factors include abnormali-
ties of the steroidogenic activity of the PCOS theca cell,
granulose dysregulation and oocyte factors. Extraovar-
ian factors comprise insulin resistance and compensato-
ry hyperinsulinemia, proinflammatory cytokines and in-
crease in plasma LH concentrations, consisting of both
increased LH pulse frequency and LH pulse amplitude.

Key words: hyperandrogenemia, PCOS, intraovarian fac-
tors, extraovarian factors, molecular aspects.
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