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The polycystic ovary syndrome ( PCOS) is a familiar endocrine obstacle disease which related to
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female reproduction and metabolism. Various endocrine hormone which interacted with or/and combined with endome-

trial receptors may make the endometrium of patients with PCOS manifested as abnormal secretory phase, simple endo-

metrial hyperphasia,complex endometrial hyperphasia, atypical endometrial hyperplasia, even adenocarcinoma. The re-

search on the effect mechanism of PCOS on endometrium is a hot spot of study at abroad in recent years.
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