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Ferroptosis and Its Significance in Treatment of Breast Cancer
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Abstract: Ferroptosis is a unique form of iron-dependence cell death manifested by cellular lipid
reactive oxygen accumulation and cell membrane oxidative damage, which differs from apoptosis.
Ferroptosis has the characteristics of inhibiting tumor resistance and enhancing anti-tumor immu-
nity, which may become a novel therapeutic strategy for breast cancer. This article reviews the
characteristics, anti-tumor mechanism of ferroptosis, as well as its potential application in the
treatment of breast cancer.
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