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We studied FGF19 signaling pathway in chronic cholestasis using blood sample and |
iver tissue from Biliary atresia (BA) patients. Serum concentration of bile acid was significantly higher
in BA patients, and their serum and tissue concentrations of FGF19 were significantly higher in BA patient
s. IHC and ISH revealed that FGF19 were aberrantly synthesized in hepatocytes in BA liver. While, those ta
rget gene, CYP7ALmRNA was not suppressed in BA patients despite of high concentration of bile acid and FGF
19. Next, FXR mRNA was significantly up-regulated in hepatocytes in BA patients, and FGFR4 and KLB mRNA we
re also up-regulated. Further, phosphorylation of FGFR4 in BA patients was increased, then phosphorylation

of ERK was decreased. Whereas, SHP mRNA, which suppress CYP7Al was up-regulated in BA patients. These res
ults suggest that FGF19 was aberrantly expressed in chronic cholestatic hepatocytes. however, this signal
was not able to suppress CYP7Al via ERK pathway.
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