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Prediction for HCC development and the effect of statin for NASH patients
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Hepatocellular carcinoma (HCC) are developed from the background livers such

as viral hepatitis, alcoholic hepatitis, the non-alcoholic steatohepatitis (NASH) fatty liver
disease (NAFLD), but the mechanism of HCC development and progress is still unclear. In this study,
I focused on NASH and NAFLD patients in particular to identify the carcinogenic risk of HCC and
biomarker poor-prognosis for NASH and NAFLD. And also I tried to search a drug (statin in
particularg which might improve the prognosis.

It was confirmed that 186 gene signature was useful for the HCC prediction of the NASH, NAFLD
patients. In addition, 1 confirmed statin could induce the apoptosis and have the anti-proliferative
effects on HCC cell lines in vitro. In clinical cohort, the patients who took statin showed
significantly longer disease free survival than ones who didn’ t take statin.
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