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Abstract As a new type of cell death, ferroptosis is mainly characterized by intracellular iron accumulation and lipid peroxidation in
cells. Iron metabolism, lipid metabolism, amino acid metabolism, and p53 and Nrf2-related signaling factors are involved in the whole
process of ferroptosis. Studies have shown that ferroptosis is closely related to acute respiratory distress syndrome, COPD, pulmonary fi-

brosis and other respiratory diseases. This article reviews the related mechanisms of ferroptosis and the latest progress in respiratory

diseases in recent years, aiming to provide new insights for the diagnosis and treatment of clinical respiratory diseases.
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