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Abstract: Ferroptosis, a form of regulated cell death induced by iron—dependent lipid peroxidation, has attracted exten-
sive attention in the field of cancer therapy in recent years. While immunotherapy has emerged as a promising star in tumor
treatment with progressive therapeutic achievements, it still faces clinical limitations. This review deeply discusses the dual
roles of ferroptosis in shaping the tumor immune microenvironment and modulating anti—tumor immunity, analyzes its clini-
cal application potential in tumor immunotherapy, and proposes a novel strategy to develop more effective and safer immu-
notherapeutic approaches through ferroptosis regulation.
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Fig. 1 The dual roles of ferroptosis in the tumor immune microenvironment
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