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Abstract ; Ferroptosis is a new type of cell death different from apoptosis and necrosis,which is
mainly caused by the increase of iron and lipid free radical in the cell and the imbalance of redox
homeostasis. When the urinary tumors developed to the middle and late stage ,most patients have
poor surgical results and chemotherapy is usually given after surgery. However,some tumor cells
are currently resistant to chemotherapy drugs. Therefore,the ferroptosis may throw light on the
new therapeutic strategies for urinary tumors. This review outlines the mechanisms and regulation
of ferroptosis,and its role in the proliferation of urinary tumor cells,to provide insights for the

treatment of urological tumors.
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TORAI BB VR AR AN Sy B R 3G B — A
It 40 o3 2R RN G Br 3 R i T AR ) AR AR SR B A
SRR . dHMIFE T8 LAY S R YRBE AL T (apop-
tosis), H: 1 JE T8 T8 3 M 40 A SE T (programmed
cell death,PCD), £ 5 H W (autophagy) . Y8 4L P4 i T
(necroptosis) A L EE T (pyroptosis) , 20 il A7 22 53 54K
M (mitotic catastrophe) , K T~ (oncosis) S £k 4E 1= (fer-
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