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Abstract: The overall incidence and mortality rates of liver cancer have been decreased in recent
years, however, the incidence rate of hepatocellular carcinoma(HCC) related to metabolic associ-
ated fatty liver disease(MAFLD) is rising. This article reviews the research advances in pathogene-
sis of MAFLD-HCC, and its relation with three key cellular metabolic pathways (glucose
metabolism, fatty acid metabolism and amino acid metabolism) .
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