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Abstract : Non-alcoholic fatty liver disease( NAFLD) includes a series of liver diseases characterized by abnormal liver
fat accumulation ,inflammation and hepatocyte dysfuntion. It is one of the most common chronic liver diseases in the world.
In recent years,the number of NAFLD-related hepatocellular carcinoma( NAFLD-HCC) has been increasing,and the study
of NAFLD-HCC pathogenesis has been continuously deepening. The complex factors of the pathogenesis of NAFLD-HCC
have been the main obstacle to the effective treatment,including metabolic syndrome, intestinal microbes, genes, proinflam-
matory cytokines , adipocytokines , autophagy , etc. Further study of the pathogenesis of NAFLD-HCC may provide greater help
to the diagnosis and treatment.
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