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Research progress of ferroptosis in Parkinson’s disease
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[ Abstract] Ferroptosis is a newly discovered form of programmed cell death,which is mainly character-

ized by the accumulation of iron-dependent lipid peroxidation in cells. Studies have found that ferroptosis may

play a key role in the occurrence and development of Parkinson’s disease. This article reviews the molecular

regulation mechanism of ferroptosis and its research progress in Parkinson’s disease,in order to provide the

theoretical basis and new ideas for targeted ferroptosis in the treatment of Parkinson’s disease.
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