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Mechanism of ferroptosis and its application in the treatment

of hepatocellular carcinoma

LIU Xinyu', ZHOU Yang’, ZHOU Jianmin', WANG Xinxin’, LIU Yuanli'*
(‘Department of Biochemistry and Molecular Biology, Harbin Medical University, Harbin 150081, China;

*Harbin Medical University Cancer Hospital, Harbin 150081, China)

Abstract: Primary hepatic carcinoma is one of the common malignant tumors in China with high
malignancy, rapid progression, high recurrence rate and poor prognosis. At present, the treatment of primary
hepatic carcinoma is mainly surgical resection, supplemented by radiotherapy, chemotherapy and targeted
therapy. The first-line drugs commonly used in targeted therapy include Sorafenib and Lenvatinib, which often
have adverse reactions and drug resistance and need to be discontinued or terminated. Therefore, it is of great
significance to explore new therapeutic targets. Ferroptosis is a new type of programmed cell death. More and
more studies have shown that ferroptosis is closely related to tumorigenesis, development and drug resistance.
This review summarizes mechanism of ferroptosis and its application in the treatment of hepatocellular
carcinoma.

Key Words: ferroptosis; hepatocellular carcinoma; lipid ROS
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