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Research progress on the regulatory mechanism of ferroptosis and its role in pulmonary fibrosis
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Abstract: Ferroptosis is a recently discovered programmed cell death,which is characterized by intracellular iron me-
tabolism disorder and lipid peroxidation,leading to oxidative stress and cell death. It has been confirmed that ferroptosis is in-
volved in the occurrence and development of many diseases, including respiratory diseases. However, its mechanism in pulmo-
nary fibrosis is not completely clear. Pulmonary fibrosis is a chronic interstitial lung disease caused by many causes. The mode

of cell death of ferroptosis will provide a new idea for the study of pulmonary fibrosis,and inhibiting the occurrence of ferropto-

sis may provide a potential target for the treatment of pulmonary fibrosis. This article reviews the recent research progress on the

regulatory mechanism of ferroptosis and the role of ferroptosis in pulmonary fibrosis.
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