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[Abstract] Ferroptosis and autophagy are both important forms of regulatory cell death occurrence. Re-

cent studies have shown that the occurrence and development of ferroptosis are related with cell autophagy
and regulated by a variety of signal pathways. This paper reviews the relationship between the autophagy re-
lated signal pathway PISK/Akt/mTOR signal pathway, AMPK signal pathway and Nrf2 signal pathway with
ferroptosis.as well as the research progress of ferroptosis and autophagy in different diseases such as malig-

nant tumors and cardiovascular disease,in order to explore the role of autophagy signal pathway in ferroptosis

and its effect on diseases.
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