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Study of NASH using human hepatocyte chimeric mouse and biopsy specimen
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Non-alcoholic fatty liver disease (NAFLD) is an inflammatory condition that
can progress to cirrhosis and hepatocellular carcinoma. The global incidence of NAFLD is rapidly
increasing in parallel with rising obesity rates. In this study, a fatty liver mouse model was
generated using human hepatocyte chimeric mice. Six mice were fed a high-fat diet, six were fed a
normal diet, and three mice from each group received growth hormone (GH), resulting in four distinct

groups. After being fed their respective diets for eight weeks, the mice were sacrificed, and human
hepatocytes were extracted for RNA-Seq, proteomics, and metabolomics analysis. A multi-omics
approach was employed to investigate the metabolic status within each group. This approach offers a
powerful model for the future development of therapeutic agents for NAFLD.
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