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[Abstract] Platinum anti-tumor drugs are currently the most widely used first-line chemotherapeutic drugs in clinical
practice, and their curative effects are remarkable. However, the problems of platinum drug resistance in non-small cell lung cancer,
breast cancer, ovarian cancer and others seriously limit effectiveness and clinical application of platinum drugs. The occurrence of
platinum drug resistance is caused by many factors. At present, the resistance mechanism of platinum drugs mainly includes the
following aspects: decreasing the accumulation of platinum in cells, increasing the inactivation of platinum in cells, repairing DNA
damage and tumor cell apoptosis inactivation. This article reviews the drug resistance mechanism and coping strategy of platinum
anti-tumor drugs, providing ideas for the development of platinum anti-tumor drugs and references for overcoming clinical platinum
drug resistance.
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