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Abstract ; Nonalcoholic fatty liver disease (NAFLD) is the most common chronic liver disease around the world. There is a
close structural and functional relationship between the liver and the intestine, namely “the gut — liver axis” , in which intesti-
nal microbiota can participate in the development and progression of NAFLD through microbial translocation, production of en-
dogenous ethanol, abnormal regulation of bile acid metabolism and choline metabolism, and endotoxemia. This article reviews

the role of intestinal microbiota and metabolites in the development, progression, and treatment of NAFLD.
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