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[ Abstract] Ferroptosis is a non-apoptotic form of cell death ,involving iron metabolism,amino acid metabolism and lipid metabolism. As

a major public health problem worldwide, heart failure continues to increase with the development of aging, and ferroptosis plays a crucial role

in its occurrence and development. This paper reviews the effect of ferroptosis on the pathophysiological mechanism of heart failure from

inflammation , cardiotoxic damage ,myocardial hypertrophy and fibrosis, providing reference for prevention and treatment.
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