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Development of a novel therapy for hepatocellular carcinoma using short-chain
fatty acids/GPR41 derived from intestinal bacteria
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The purpose of this study was to elucidate the molecular mechanism of the
antitumor effect of short-chain fatty acids/GPR41 signaling. HepG2 cells, cultured hepatocellular
carcinoma cells, were treated with various short-chain fatty acids, and LD concentrations in the
supernatant were measured. The results showed that sodium butyrate significantly increased the LD
levels in the supernatant. Significant increases in levels of cleaved caspase 3 were also observed
with sodium propionate and sodium butyrate. In addition, significant increases in p38 and JNK

phosphorylation were observed with sodium butyrate. These results suggest that sodium butyrate
induces apoptosis via the MAPKinase pathway.
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