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Summary Ferroptosis is an iron dependent non-apoptotic programmed cell death found in recent years, which
is caused by excessive lipid peroxidation. As a new way of cell death, the application of ferroptosis in cancer treat-
ment has attracted the attention of many scholars, and is expected to become a potential target for precise tumor
treatment. Renal cell carcinoma is one of the most common tumors in the urinary system. It has high sensitivity
to ferroptosis. At present, a large number of studies have shown that targeted induction of ferroptosis can effec-
tively kill renal cancer cells and prevent tumor growth. Therefore, further research on renal cell carcinoma will

help us understand the relationship between ferroptosis and renal cancer and find a new way for the treatment of

renal cancer.
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