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[ Abstract] PTEN ,a novel tumor suppressor gene identified recently, is called the house-keeping gene
of endometrium. Many researchers indicate that PTEN play important roles in genesis and development of
endometrial carcinoma. An other novel tumor suppressor gene, p27, plays a key role in prognosis of

endometrial carcinoma. This article dicusses the expression of PTEN gene and p27 gene in endometrial

.
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carcinoma, and the relation with development, therapeutic effect and prognosis of the disease .
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