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Advances in ferroptosis in respiratory diseases

YANG Xia, NING Zong”
( Department of Emergency, the First Affiliated Hospital of Guangxi Medical University, Nangning 530021, China)
[ Abstract] Ferroptosis is a recently discovered type of programmed cell death and accumulating evidence suggests
that it plays an important role in respiratory diseases through a variety of mechanisms, such as iron-dependent lipid
peroxidation and reactive oxygen species ( ROS) production; its role in the occurrence and development of respiratory
diseases cannot be ignored. This review summarizes current knowledge of the role and mechanism of ferroptosis in the

development and progression of respiratory diseases, and provides a theoretical basis for further research.
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Table 1 Classification of inducer and inhibitor of ferroptosis

UIES YIS

Classification Mechanisms

&5 T K25

Representative molecules and drugs
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Ferroptosis inducer
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Mevalonate pathway
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Lipid peroxidants induced by increasing ROS level
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