(®)
2017 2018

Novel therapeutic strategy for scirrhous gastric cancer using
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Scirrhous gastric cancer causing peritoneal dissemination frequently has
extremely high malignant potential and resistance to treatment, therefore the development of new
treatment for scirrhous gastric cancer is still desirable. In this study, we examined the anti-tumor

effect of farnesyltransterase inhibitor (FTI) and its mechanism of action as a novel therapeutic
strategy for scirrhous gastric cancer. FTI suppressed proliferation and migration of gastric cancer
cells. Of note, FTI showed stronger anti-tumor effect on gastric cancer cells with HIF1-a high
expression (HIF1-a high expression = high malignant potential). The same results were verified in
animal experiments. As the mechanism of anti-tumor effect, FTI inhibited HIFl-a expression, and
also suppressed mTOR pathway (a kind of signal transduction pathway involved in cancer growth) and
the production of reactive oxygen species.
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