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Novel therapeutic strategy for hepatocellular carcinoma by farnesyltransferase
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In recent years, hepatocellular carcinoma (HCC) caused by NAFLD/NASH has
clearly increased, but there is no effective preventive method or therapeutic drug. In this study,
we examined the antitumor effect of farnesyltransferase inhibitor (FTI) and its mechanism as a novel

therapeutic strategy for NAFLD/NASH-related HCC. In addition to the antitumor effect observed in
several HCC cell lines, FTI showed a stronger antitumor effect in an inflammation-inducing model or
lipid droplet production model assuming NAFLD/NASH-related HCC, and the anti-inflammatory effect is
involved in the mechanism of the action. Moreover, the antitumor effect of FTI was confirmed in
animal experiment using NASH-related HCC development model mice, and our results in this study
showed that FTI will be promising as a new therapeutic agent for NAFLD/NASH-related HCC.
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