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Abstract: The intestinal tract is a giant reservior of bacteria in human body, and gut microbiota is complex and changeable. Gut and liv—
er are closely linked not only in anatomy and functions but also in immunity through liver—gut axis. In recent years, more and more at—
tention has been paid to the correlation between gut microbiota and hepatic diseases. Gut microbiota and the immunity of hepatic diseas—
es often interact as both cause and effect. By pathogen—associated molecular pattern (PAMP) and damage—associated molecular pattern
(DAMP), the imbalance of gut microbiota leads to the activation of liver immunity which will result in the genesis and development of he—
patic diseases; on the contrary, the immune responses of hepatic diseases also destroy gut microbiota. Therefore, further study on the re—
lationship between gut microbiota and the immunity of hepatic diseases will provide new therapeutic ideas and directions for hepatic dis—
eases through the regulation of gut microbiota.
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