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Abstract Objective To explore the roles of bile acids ( BAs) ,its nuclear and membrane G - protein — coupled receptors, FXR
and TGRS, in the progression of the hepatocellular carcinoma (HCC) and cholangiocarcinoma. Methods We examined the expression of
TGR5 and FXR in human hepatocellular carcinoma ( HCC) , cholangiocarcinoma and the adjacent noncancerous tissues. We investigated
the effects of lithocholic acid (LCA), chenodeoxycholic acid (CDCA), taurocholic acid (TLC), ursodesoxycholic acid (UDCA) and
cholic acid (CA) on proliferation and apoptosis of cultured HepG2 and HCCC - 9810 cells using 3 — (4,5 - dimethylthiazol -2 - yl) -
5 - (3 - carboxymethoxyphenyl) -2 — (4 - sulfophenyl) —2H - tetrazolium ( MTS) and Annexin V/Propidium Iodide assays. Results
Compared with the adjacent noncancerous tissues, the TGRS levels were higher in the HCC, while the FXR levels were lower in cholangio-
carcinoma. Multiple BAs inhibited the proliferation of HepG2 and HCCC - 9810 cells and induced apoptosis with different efficacies and in
a dose — dependent manner. Conclusion Our findings demonstrate that BAs inhibit proliferation and promote apoptosis of HCC and
cholangiocarcinoma cells. Thus, TGRS and FXR may regulate the initiation and progression of HCC and cholangiocarcinoma similarly as
in other cancers. BAs may be developed as potential anti — cancer drugs in future therapy.
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