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Abstract: Intestinal microflora has been proved to be involved in the regulation of many diseases. The gut-liver axis theory provides a new idea for
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the relationship between gut microbiota and liver diseases. Hepatitis B, C, D are chronic infected, and long—term uncontrolled, which will finally be
malignantly transformed into cirrhosis, liver cancer. Therefore, it is of great significance to study the relationship between intestinal microflora and

chronic viral hepatitis. At present, most studies focus on viral hepatitis B and C. This paper reviews the relationship between chronic viral hepatitis B

and C and intestinal microflora, in order to guide the prevention and treatment of diseases and improve the prognosis of patients.
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