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Abstract: Hepatocellular carcinoma (HCC) is a hepatic malignancy with a high mortality rate, and the development and
progression of HCC is closely associated with gut microbiota and their metabolites. Butyrate is a kind of short-chain fatty acid
produced by gut microbiota through metabolism, and it plays an important role in various aspects such as protecting intestinal
barrier, regulating immune response, and exerting an antitumor effect. Notably, there is a reduction in the abundance of
butyrogenic microbes and dysregulation of butyrate metabolism in patients with HCC, which provides new ideas for the treatment of
HCC based on microbes and their metabolites. Current studies have preliminarily shown that butyrogenic microbes and butyrate
exhibit both predictive and synergistic effects in the treatment of HCC and thus have broad prospects for clinical application. This
article systematically elaborates on their characteristics in the progression of HCC, summarizes related research advances in their
combination with systemic treatment strategies, and provides new insights for future research directions, in order to promote their

clinical application.
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Figure 1 Mechanisms of butyrate against HCC
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