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[ Abstract] Objective To investigate whether having the same endocrine characteristics in non-obese and obese
women with polycystic ovary syndrome(PCOS). Methods 211 untreated women with PCOS were selected and divid-
ed into the obese group and the non-obese group. The basal levels of serum total testosterone(TT) ,dehydroepiandro-
sterone sulfate (DHEAS) . sex hormone binding globulin (SHBG) , follicle stimulating hormone (FSH) , luteinizing
hormone(LH) ,estradiol (E2),progesterone (PO) and prolactin(PRL) were measured and the results were analyzed
statistically. Results The basal SHBG,LH,E2 and PO levels in the PCOS patients of the obese group were signifi-
cantly lower than those of the non-obese group,the difference was statistically significant (P<Z0. 05). Obese was ab-
solutely positively correlated with the TT,FSH and E2 levels in the PCOS patients, but absolutely inversely correla-
ted with the SHBG.LH and PO levels(P<C0. 05). Conclusion The difference of basal endocrine indicators exist be-

tween non-obese and obese women with PCOS, which has an important significance for further understanding the

pathogenesis and heterogeneity of PCOS,
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