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Abstract: Liver cancer is one of the most common malignancies and is the leading cause of cancer-related death worldwide. Cisplatin
is a first-line chemotherapy drug for the treatment of liver cancer in clinical practice. However, adverse reactions and drug resistance
are the two major challenges of cisplatin in treatment of liver cancer. Therefore, some natural products as potential anticancer drugs
and sensitizers have attracted close attention from scholars. The combination of effective ingredients of traditional Chinese medicine
and cisplatin can better resist liver cancer by exerting synergistic effects and reducing chemotherapy adverse reactions. This article
reviews the mechanisms of effective components in traditional Chinese medicine against cisplatin-induced resistance of liver cancer
from five aspects: reversing cell apoptosis obstruction, regulating cell autophagy, reducing drug concentration, inducing DNA damage,
and inhibiting epithelial mesenchymal transition, to provide reference for reducing cisplatin-induced resistance against liver cancer in
clinics, improving the quality of life and treatment effectiveness of liver cancer patients in the future.
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Table 1 Mechanism of effective components in traditional Chinese medicine reversing cisplatin resistance in liver cancer
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