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Abstract Liver cancer is one of the most common malignant tumors worldwide, and its pathogenesis has not
yet been fully revealed. Surgical resection, radiotherapy, liver transplantation, and other treatment
modalities have achieved significant therapeutic effects, but there are still many complications and
postoperative adverse reactions. Traditional Chinese medicine compound formulas mainly act on signaling
pathways, such as PI3K/AKT/mTOR, P53/SLC7A11/GPX4, JAK2/STAT3, and Caspase-1/NLRP3/
GSDMD, promoting apoptosis of liver cancer cells, inducing autophagy, ferroptosis, and pyroptosis, and
playing an important role in the treatment of liver cancer. This study comprehensively explores the related
signaling pathways of traditional Chinese medicine in the treatment of liver cancer, providing new targets for
liver cancer treatment, thereby promoting the modernization process of Chinese medicine.
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