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Research Progress on Markers of Platinum Resistance in
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Abstract ; Ovarian cancer is one of the most common malignancies in women and its mortality rate
is the highest among gynecological cancers. Platinum and paclitaxel combination chemotherapy is
the first-line postoperative regimen for ovarian cancer,but about 75% of advanced patients are re-
sistant to platinum drugs. Drug resistance markers can predict the response to platinum-based
chemotherapy and will contribute to selecting therapeutic drugs for patients with ovarian cancer.
This review summarizes the researches on platinum-resistant markers of ovarian cancer in recent
years, including pre-target, on-target, post-target and off-target markers,and also describes the cor-

responding mechanisms briefly.
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