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ABSTRACT: Ovarian cancer is one of the three most malignant tumors in female reproductive system, the incidence of which is in
the third place while the mortality rate is the highest. At present,advanced ovarian cancer (phase or )more inclines to use neoadju-
vant chemotherapy and cytoreductive surgery followed with periodic chemotherapy treatment. However, although most patients initially
are sensitive to chemotherapy,there are still 60% to 80% eventually die of ovarian cancer. Most of these patients have resistance to
chemotherapeutic drugs.Even if changing into a new chemotherapy, they are still sensitive at the beginning and resistant at last. In recent
years, the inhibitor of apoptosis protein (cIAP, cellular inhibitors of apoptosis proteins)has been paying more and more attention in re-
seach of mechanism of resistance in ovarian cancer. Studies have confirmed that, cIAP is highly expressed in tumor cells of resistance,
and is involved in the formation of epithelial ovarian cancer resistance mechanisms together with a variety of other factors. cIAPs inhibit
chemotherapy-induced apoptosis of tumor cells. These findings provide an important clue for overcoming the resistance mechanisms of
ovarian cancer, and also show a new direction for application of chemotherapy drug in ovarian cancer.
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