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Research progress on anti-hepatocellular carcinoma of berberine by improving
metabolism
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Abstract: Due to the complicated molecular pathogenesis of hepatocellular carcinoma (HCC) with poor prognosis and high
mortality, the option of effective systemic treatment of HCC is quite limited. In recent years, with the national attention on the
development of traditional national medicine, lots of Chinese medicine compounds with good clinical effects have been found.
Berberine as a natural product has multiple pharmacological activities, and has been used in traditional Chinese medicine with no
significant side effects. Recent research has demonstrated that berberine has prevention and reduction activity against hepatocellular
carcinoma through various pharmacological mechanisms, including the improvement of glucose, lipid metabolism, effect on
mitochondrial aerobic respiration chain, regulating intestinal microecology, MicroRNAs, and inducing p53 up-regulation and
suppressing Id-1 expression, etc. Research progress on anti-hepatocellular carcinoma of berberine by improving metabolism is
reviewed in this paper, in order to provide the basis for clinical application.
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