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[ Abstract |

Ovarian cancer is one of the most common malignant tumors in female genital organs. The main treatments of

ovarian cancer include surgery and postoperative chemotherapy. Although surgical skills and chemotherapeutic strategies de-
velop, the mortality rate of ovarian cancer is still the highest in gynecologic cancers. Targeted therapy is a new way to treat
malignant tumor, which takes advantages of the divergence in the molecular biology between tumor cells and normal cells.
Targeted therapy selectively manipulate specific factors, enzymes, or pathways, thereby killing and/or inhibiting the prolifer-
ation of tumor cells. There are many studies about targeted therapy of ovarian cancer, our study reviewed the current status of

targeted therapy for ovarian cancer by reading literature, and provides a basis for further research and clinical application of

targeted therapy for ovarian cancer.
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