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Abstract

Biliary atresia is an infantile destructive inflam-
matory cholangiopathy that causes obliteration of
both intrahepatic and extrahepatic bile ducts and
eventually liver cirrhosis. So far, the exact etiol-
ogy and pathogenesis of biliary atresia remain
unclear, and possible etiologies include congeni-
tal and genetic factors, infection, inflammation,
immune reaction, maternal factors, and vascular
factors. Immunoinflammatory theory has been
accepted by most researchers, which is supported
by liver pathological changes. This review focuses
on the recent progress in understanding patho-
genesis and liver pathology in biliary atresia.
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A0 Jf0 3 T W T R BN SR AN R R A
WEAEH, 2 )5 51 SR A B s R 2297 A 2 2 T
Fife i, BAZLLIFIEC D68 T 5 I 41 i 72 i A
0 AT DR AP AR T, T I A R i R 2
{10 58 LEC TS AR U 2, Sl s it 4 v mT R 1
Ry S e ER e e Y
WMMPRIRIE, 54 AW ET4EAE F 40 . i
F 5 440 Jf 76 B A A T R D) 7 F 2 AE R BILARI,
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