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[ Abstract)

Ferroptosis is a novel type of programmed cell death that has recently attracted increasing attention.

Studies have suggested that ferroptosis is involved in the tissue damage caused by paraquat poisoning. This review

summarizes the mechanism of ferroptosis and its role in tissue damage caused by paraquat poisoning, providing a theoretical

basis for its further study.
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E1 PQ PEMSFHLE

Figure 1 Molecular mechanism of PQ poisoning

B2 HSErfE PQ R B IPLAE

Figure 2 Mechanism of ferroptosis in PQ poisoning
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