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Genomic and epigenomic analysis of non-alcoholic fatty liver disease
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We previously reported that two differentially methylated region (DMR)
networks correlated with the fibrosis stages of nonalcoholic fatty liver disease (NAFLD). We
examined these DMR networks in viral hepatitis and hepatocellular carcinoma (HCC). One DMR network
was clearly observed in viral hepatitis and two HCC populations. Methylation levels of genes in this

network were higher in viral hepatitis and lower in HCC. The other DMR network was observed in
NAFLD, but not in viral hepatitis or HCC. This second network included genes involved in
transcriptional regulation, cytoskeleton organization, and cellular proliferation, which are
specifically related to fibrosis and/or tumorigenesis in NAFLD. We found that several genes would be
candidate targets for the prevention and treatment of HCC.
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