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Pathogenesis of NAFLD associated hepatocellular carcinoma
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Abstract: More and more studies have proved that non-alcoholic fatty liver disease (NAFLD) is an
independent risk factor for hepatocellular carcinoma (HCC). In view of this, it is important to reveal the
mechanism of NAFLD and the possible mechanism of transformation from NAFLD to HCC. In this paper,

the related research on the pathogenesis of NAFLD related HCC is summarized, which is convenient for

further exploration.
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