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Ferroptosis and tumor drug resistance
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Abstract: With the further exploration of malignant tumor disease, the therapies related with tumor have
made remarkable progress, such as chemotherapy, targeted therapy and immunotherapy. Nevertheless, these
methods would induce drug resistance of tumor cells to varying degrees, which severely impact the
effectiveness and cure rate of tumor therapy. Recently, studies have shown that multiple drug-resistance tumor
cells are sensitive to ferroptosis inducers. Differ from apoptosis, necrosis and autophagy, ferroptosis is a new
form of programmed cell death which can reverse various tumors drug resistance. However, the specific
mechanisms remain unclear. It is of great significance to investigate the mechanism of ferroptosis on drug-
resistant tumor cells to improve the prognosis of tumor patients. This review summarizes the latest advances in
the study of ferroptosis and tumor drug resistance, expounds the role and mechanism of ferroptosis in tumor
drug resistance, offering new strategies for overcoming tumor drug resistance.
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