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MNEPIAHYH

To ocOVOpOUHO TOV TOAVKLGTIKOV ®©OONKOV omoTeEAel TNV MO GLYVN EVOOKPIVIKY|
dlTopayn o€ YUVOIKES avamopoy®YIKng nAakiog moykoopuiog. Eivor po etepoyevig
KOTAOTAO™ 1 omoia yopoKINPiletal amd avomTapay®YKd , EVOOKPIVIKA , LETAPOAKA
KoL YOYLOTPIKA XopaKTNPIoTkd. O KOPLog oUTIOAOYIKOS UNYOVIGHOG deV ival akOun
YVoOotds. Amd v GAAN mAevpd 0 VTOOOAGNOG GUUUETEYEL GE TOAAEG OMNUOVTIKEG
Aertovpyieg TOL GOUATOG, CLUTEPILOUPOVOUEVOL TNG PUBLIGTIG TOV GOUATIKOD BAPOLG,
Vv Giton Kot Vv avaropaywyr. Mio dlota mlovola oe Kopeouéva Amapd o&éa
pmopel va mpokoAécel pAeypovn otov vrofdiapo. Ot vroBaiapol vevpmveg £xovv
TNV IKovOTNTO VoL StocBdvovtal Ty EmKVTTAPLa YAVKOLIN Kol VoL GUUUETEXOVY OE pia
naAivdpoun puouioT 6Gov aPopd Tov HETAPOAIGUE TG 68 OAO TO SO MeTd amd TV
KaTovaAwon dloutag TAovslo 6€ Kopeouéva Amapd oE€a ko {hyapn evepyomolovvTal
punyovicpol Kot akoAoVB®G PAEYLOVAOIT LOVOTATIOL TOL £X0VV MG OOTEAECUO TNV
avamtuln VTOOUAQUIKIG QAEYHOVIG, M omola €€l CLOYETIOTEL HE METAPOMKEC
dtapayéc, mayvoapkio Kol KatabAy. Xe avtiv v PPAOYpaQIK ovocKOTon
dtepeuvoi e av To potifo Kot 1 £KTaoecn TG VTOOUAAUKNG PAEYLUOVIS, MG ATOTEAEGLOL
pog dlottag mAovota 6e kopeopéva Aumapd o&éa kat (hyapn, UTopel vo. GUVEICPEPEL
OTNV ETEPOYEVELDL TNG KAIWVIKNG, OPHOVIKNG KOl UETOPOMKNG TOPOLGIOONS TOV
OLVOPOUOV TOAVKVOTIKOV MOONKAOV HECH TOOOPVOIOAOYIKAOV UNXOVIGU®Y OV
EMOPOVV GE CLYKEKPUWEVEG TEPLOYEG TOL VTOBaAdpov. Avtol ot pnyovicpoi Ha
UTOPOVGOV VO, ATOTEAEGOVV GTOYOVG Y10 TNV OVATTLEN OTOTEAECUATIKOV Depameldv
OTNV OVTILETMTLOT] TOV GLVIPOLOV TOV TOAVKVOTIKMOV 0OONKOV.
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ABSTRACT
“Hypothalamic inflammation as a potential common pathophysiologic basis for
the heterogeneity of PCOS induced clinical, metabolic and endocrine
presentation”

Polycystic ovary syndrome (PCOS) is the most common endocrine disorder among
women of reproductive age. It is a heterogeneous condition characterized by
reproductive, endo-crine, metabolic, and psychiatric abnormalities. More than one
pathogenic mechanism is involved in its development. On the other hand, the
hypothalamus plays a crucial role in many important functions of the body, including
weight balance, food intake, and reproduction. A high-fat diet with a large amount of
long-chain saturated fatty acids can induce inflammation in the hypothalamus.
Hypothalamic neurons can sense extracellular glucose concentrations and participate,
with a feed-back mechanism, in the regulation of whole-body glucose homeostasis.
When consumed nutrients are rich in fat and sugar, and these regulatory mechanisms
can trigger inflammatory pathways re-sulting in hypothalamic inflammation. The latter
has been correlated with metabolic diseases, obe-sity, and depression. In this review,
we explore whether the pattern and the expansion of hypotha-lamic inflammation, as a
result of a high-fat and -sugar diet, may contribute to the heterogeneity of the clinical,



hormonal, and metabolic presentation in PCOS via pathophysiologic mechanisms af-
fecting specific areas of the hypothalamus. These mechanisms could be potential targets
for the de-velopment of effective therapies for the treatment of PCOS.
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