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Role of gut microbiota-mediated gut-liver axis in hepatocellular carcinoma

ZHANG Shuairan, LI Yiling
(Department of Gastroenterology, The First Hspital of China Medical University, Shenyang 110001, China)

Abstract Hepatocellular carcinoma (HCC) is a common and lethal malignant tumor. Recently, the role of the gut microbiota-mediated
gut-liver axis in HCC has attracted widespread attention. Gut microbiota dysbiosis could reportedly promote HCC onset and progression
through mechanisms such as inflammatory response induction,immune reaction regulation,and metabolic reprogramming. Specific alte-
rations in gut microbiota composition demonstrate a potential diagnostic value for early HCC screening. Furthermore, gut microbiota can
significantly influence postoperative recovery and comprehensive treatment responses in patients with HCC, suggesting that the gut micro-
biota could serve as a potential target for HCC therapy. Currently, interventional strategies such as dietary adjustments, probiotics/prebio-
tics, and fecal microbiota transplantation show promise for improving the gut-liver microenvironment , enhancing treatment sensitivity , and
delaying disease progression. In this review, we systematically elaborate on recent research advances concerning the role of gut microbiota
in HCC pathogenesis, early diagnosis,and therapeutic intervention, aiming to provide a theoretical basis and novel strategies for the com-
prehensive HCC prevention and management.
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