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[ Abstract] Polycystic ovary syndrome ( PCOS), one of the reproductive endocrine disorders, usually
affects those women who are in the reproductive age. It has high genetic heterogeneity and familial aggregation .
The etilogy of this syndrome is not well known so far. The genetic studies show that many genes which influence

the metabolism and modulation of these hormones may involve in pathogenesis of PCOS. 4G/5G polymorphism

in promoter region of PAI-1 gene may be closely correlated with PCOS.
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