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[ Abstract] Ferroptosis is a form of cell death discovered in recent years,mainly characterized by the pro-
duction of iron-dependent lipid reactive oxygen species (ROS) ,and lipid ROS clearance is mainly dependent on
glutathione peroxidase 4 (GPX4). When lipid ROS production and clearance are imbalance, which can lead to
ferroptosis. Tumor cells control iron death processes through regulating lipid ROS production and clearance.
This paper summarized the mechanism of ferroptosis and its relationship with tumors,so as to provide a theo-

retical basis for targeting ferroptosis to treat tumors.
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