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[Abstract] Epithelial ovarian cancer, which is one of the most lethal gynecological tumors, is also the biggest
difficulty in the diagnosis and treatment of obstetrics and gynecology. In addition to the lack of early clinical symptoms
and effective diagnostic methods, the reason includes the lack of accurate and comprehensive understanding of the
development of epithelial ovarian cancer. Thus a lot of research aimed at better grasp of its pathogenesis, which is
expected in the future progress of its diagnosis and treatment. Currently, three pathogenesis of epithelial ovarian cancer

widely accepted are high gonadotropin theory, “dualism” hypothesis and stem cell hypothesis. This study discussed the

theory above.
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