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[ Abstract] The role of wnt/B-catenin Signaling pathway in tumor development has become a hotspot in recent
years. Wnt/3-catenin signaling pathway could regulating proliferation , differentiation and malignant transformation of o-
varian cells, and therefore mediated tumorigenesis and development. Studies have shown that change of the proteins

which affecting wnt/-catenin pathway on the cell membrane, cytoplasm,nucleus and outside the cell play an important

role in the formation of ovarian cancer. More key proteins need to be study in the wnt / B-catenin pathway,and as a tar-
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get for the treatment of ovarian cancer,which will help develop more effective treatment options.
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