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Research progress on intestinal flora and chronic liver diseases

QUAN Min', XING Hui-chun' (Department of Hepatology Division 3, Beijing Ditan Hospital, Capital
Medical University, Beijing 100015, China)

Abstract: The influence of intestinal flora on human health has attracted increasing attentions at home and
abroad. Studies on intestinal microflora and the occurrence and development of liver diseases are emerging
one after another. Intestinal flora not only directly affects the intestinal diseases of the organs in which it
is located, but also affects many functions such as liver metabolism and immunity through “entero-hepatic
dialogue”, it plays an important role in the occurrence and development of a variety of chronic liver diseases,
such as non-alcoholic fatty liver disease, alcoholic liver disease, liver cirrhosis and primary liver cancer. This

article reviewed the interaction between intestinal flora and various liver diseases and its application in the

treatment of liver diseases.
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