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[ Abstract] Abnormal bile acid metabolism in biliary atresia (BA) may injure hepatocytes and bile duct
epithelial cells. Ursodeoxycholic acid is currently a standard postoperative drug for BA. However,its efficacy and
dosing have remained controversial. Steroidal bile acid nuclear receptor activation (obeticholic acid, etc) , non-
steroidal nuclear receptor agonist ( LJN-452 etc) ,intestinal bile acid reabsorption related protein regulating drug
(A4250,etc) ,liver bile acid transporter and kidney transporter related drugs have been developed rapidly in re-
cent years. Many candidates have entered phase [I/1ll clinical trials. In the future,these promising drugs may ben-

efit children gradually recovering bile flow after Kasai procedure. They may become new adjuvant drugs for BA.
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R AT, 7 T AT AN ZLE i
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