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Abstract Chronic Hepatitis B (CHB) is a chronic liver disease that often progresses to severe hepatitis, cirrhosis,
primary liver cancer, and other end-stage liver diseases, posing a significant threat to human health. The gut microbiota is a
large and complex microbial community in the human body, which is not only involved in many physiological processes but

" gut-liver axis" theory and the development

also in the development of many diseases. With the advancing research into the
of high-throughput sequencing technology, the role of gut microbiota in hepatitis B virus ( HBV) infection has garnered
increasing attention. In this paper, we systematically review the composition and functions of the gut microbiota and its patho-
genic mechanisms, with a focus on the interplay between gut microbiota (including its dysbiosis) and HBV infection as well as
the host immune response. We discuss the role and underlying mechanisms of the gut microbiota in the development of HBV
infection-related diseases, aiming to provide new insights for the diagnosis and treatment of HBV-associated liver diseases.
Key words Gut microbiota; Hepatitis B virus; HBV-related liver diseases; Biomarker
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