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Research Progress on Roles of Ferroptosis in Chemothera-

py Resistance of Breast Cancer
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(Tianjin Medical University Cancer Institute and Hospital, National Clinical Research Center for Can-
cer, Key Laboratory of Cancer Prevention and Treatment, Key Laboratory of Breast Cancer Prevention
and Treatment, Tianjin Municipal Clinical Research Center for Cancer, Tianjin 300060, China)

Abstract: Breast cancer is the most common malignant tumor for women, chemotherapy resistance
become a bottleneck for the clinical treatment. Ferroptosis is a newly discovered form of programmed
cell death characterized by iron-dependent accumulation of lipid reactive oxygen species, and it
plays an important role in breast cancer and its chemotherapy resistance. This paper reviews the re-
search progress of ferroptosis in breast cancer, focusing on ferroptotic inducers and ferroptotic in-
hibitors, and their roles in modulating ferroptosis in chemotherapy resistance of breast cancer. It is
expected that the biotherapy targeting the ferroptosis pathway would be a novel strategy to reverse
chemotherapy resistance for breast cancer patients in the future.
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Figure 1 The mechanism of ferroptosis in breast cancer and its inducers/inhibitors
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