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[Abstract] Nonalcoholic fatty liver disease (NAFLD) is a metabolic liver disease that ranges from
relatively benign hepatic steatosis to nonalcoholic steatohepatitis (NASH). NASH is characterized by
persistent liver damage, inflammation, and fibrosis which significantly increases the risk of end-stage liver
diseases, such as liver cirrhosis and hepatocellular carcinoma. The pathogenesis of NAFLD/NASH is not
yet fully understood, but its recent epigenetic advances have provided new insights into the mechanisms of
this disease. This review summarized recent progress in this area which has laid a solid foundation for
elucidating the pathogenesis of NAFLD and provides potential targets for early detection, diagnosis, and
treatment of this disease.
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NS FE AR PR AE 9 DNMTs S A4 7k 45 3 il -
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FRORR IR 8 28 O 05 14 6 ( THRSP ) J&—FhoBT
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B T miR-23b 5 SIRT1 mRNA 3-UTR ) # B 1F
o miR-23b #4804 3 il SIRT 1y 3k B R 3R 11 3%
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