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[ Abstract] The deletion of tumor suppressor gene PTEN's expression was familiar in many tumors, including
prostate cancer. The guide would be given in the diagnosis, therapy and prognosis of prostate cancer by studying about
PTEN's tumor suppression mechanism and relation with expression deletion. This review makes an overview focusing

on the recent progress of PTEN's structure, function, expression deletion, and the correlation between PTEN and

prostate cancer.
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