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Explore of new tar?et factor which related with suppression of liver fibrosis,
based on functional analysis of bile acids.

Teranishi, Yuga
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Bile acids are well known to influence on hepatocyte, but not non-
parenchymal cell, including hepatic stellate cell (HSC). We found that the lithocholic acid (LCA)
induces morphological changes of Human Hepatic Stellate Cell (HHSteC) and alter the gene expression
profile. Interestingly, agonists of the bile acid-related receptors, known to be activated by LCA,
did not show the alteration. LCA enhanced phosphorylation of b-Raf and MAPK family. This study
uncovered a novel signal pathway activated by LCA in the HSC.
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