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[ Abstract] Biliary atresia,as the main component of bile,have physiological functions such as digesting
lipids , regulating gut microbiota,and controlling metabolism. Children with biliary atresia often experience var-
ying degrees of bile acid metabolism disorders. Bile acids are amphiphilic molecules, with hydrophobic bile
acids generally exhibiting higher cytotoxicity. In the pathological state of biliary atresia,the inherent cytotoxicity
of bile acid is amplified, contributing to a series of pathological changes. Conversely, hydrophilic bile acids, such
as ursodeoxycholic acid,can significantly improve liver function,a characteristic currently used in the treatment of
biliary atresia. Serum bile acid levels increase with the severity of liver fibrosis,which can be useful for assessing
the extent of liver damage. This article reviews the relationship between the toxic effects of bile acids and the
pathophysiological changes in biliary atresia,and briefly introduces current diagnostic and therapeutic approaches
related to bile acids in the management of biliary atresia,providing references for clinical and research work.
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