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Role of Caspase-3 Mediated Cell Apoptosis and Cell Pyroptosis
in Hepatocellular Carcinoma and Research Progress of
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Abstract ; Apoptosis and cell pyroptosis are two important programmed cell death modes, and cysteine protease-3
(Caspase-3) plays an important role in both of these death modes. It participates in endogenous and exogenous pathways
mediated cell apoptosis and Caspase-3/GSDME dependent cell pyroptosis, playing a crucial role in the treatment of hepato-
cellular carcinoma (HCC). In recent years, there has been a continuous increase in research literature on traditional
Chinese medicine for the treatment of hepatocellular carcinoma through Caspase-3 mediated cell apoptosis and cell
pyroptosis, which has great potential in providing ideas for the treatment of hepatocellular carcinoma. This article provides a
review of the role of Caspase-3 mediated cell apoptosis and pyroptosis in hepatocellular carcinoma, as well as the research
achievements in traditional Chinese medicine treatment, in order to provide assistance for the treatment and drug research of
hepatocellular carcinoma.
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