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[ Abstract] Biliary atresia (BA) is a disease characterized by progressive inflammation and fibrosis of
intra/extrahepatic bile ducts. The cause of disease has remained elsusive. It may be related with virus infection
and immune response. The major treatment for BA is Kasai surgery while liver fibrosis is an important factor af-
fecting the prognosis of Kasai surgery. Involved in the process of liver fibrosis, epithelial-mesenchymal transition
(EMT) refers to that polarized epithelial cells are released gradually and transformed into cells with mesenchy-
mal characteristics under stimulation. Transforming growth factor-g1 (TGFB1) induces EMT through TGFB1/
Smad signaling pathway and other TGFB1/non-Smad signaling pathways. And microRNA affects signaling path-
ways and participates in the process of liver fibrosis. This review was intended to elaborate the possible pathways
associated with TGFB1 inducing EMT in BA and to provide rationales for delaying liver fibrosis and inhibiting or
even reversing EMT process.
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