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Abstract: Ovarian cancer has the highest mortality among gynecologic cancer. Ovarian cancer’s
lethality primarily stems from the inability to detect the disease at an early,organ-confined stage,
and the lack of effective therapies for advanced disease. Indeed,despite treatment improvements,
the majority of women continue to present at advanced stages with a 5-year survival rate of less
than 40%. Most of patients have developed to the late stage when diagnosed. Approximately 70%
of patients with advanced stage ovarian cancer have widespread metastases,including the forma-
tion of malignant serous effusion. When metastasis occurs,ovarian cancer is currently incurable.
So there is a need for a better understanding of the mechanisms of metastasis of ovarian cancer.

This article mainly reviews on the research progress on the metastasis of ovarian cancer.
Subject words:ovarian neoplasms ; neoplasm metastasis ; molecular mechanism
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