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The clinical prospects of APE1 as a new therapeutic target for hepatocellular carcinoma
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Abstract: In recent years, liver cancer incidence has been rising steadily, with limited effective treatments available. Post-surgical
recurrence rates remain high for most patients. Therefore, identifying novel therapeutic targets for liver cancer is of critical
importance. APE1 is a protein known for its role in DNA repair and its involvement in various physiological processes such as redox
regulation, cell proliferation, and differentiation. In liver cancer, APE1 expression levels are abnormally elevated, with ectopic APE1
gene expression observed in tumor cells. This abnormality makes APE1 a promising biomarker for hepatocellular carcinogenesis
and a potential therapeutic target. Researchers have proposed targeted therapies aimed at modulating abnormal APE1 expression to
inhibit tumor progression. This review focuses on the crucial functions of APE1 in tumor cell physiology and explores its feasibility
as a potential target for liver cancer treatment, offering new avenues for clinical approaches.
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