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Research advances in ferroptosis in the treatment of breast cancer LIU Zeyu, LIU Jiannan, SUN Ping  (Department of Oncolo-
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[Abstract] Ferroptosis is a type of programmed cell death different from apoptosis and necrosis and is associated with many
biological processes. Several studies have shownthat ferroptosis can synergize with chemotherapy, radiotherapy, and immunothera-
py to enhance the efficacy of treatment for breast cancer, and induction of ferroptosis may become a new target in tumor therapy.
This article reviewsthe pathways of ferroptosis and related studies in the treatment of breast cancer.
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