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[ Abstract]

pathogenesis has not been fully elucidated. In recent years, the study of autoimmune liver disease has made a great pro-

Autoimmune liver disease is an immune-mediated liver disease whose pathogenesis is complex and the

gress. This article reviewed the recent pathogenesis in following three aspects; genetic susceptibility, liver immune auto-

stability and intestinal microecology.
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ZE AW R 3 HFEAE Y —2 HLA B AL HLA-
A HLA-B HLA-C, ZHifitF5 & &Ik 5L ¥ & 53
AILD &9 548 F, Zhang %) & 3, AILD H %1k
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07 35 DR A8 R H B0 3 3540 1 I AR PN X B A v L TR
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PN /S IR i 3 N W [ o0 o [V N1 O N e 19
AMRGE TR R Sy, T2 45 S H AR T ARg . o )g
TRONPE T 40 B Th17 240 M 09 3% s g il . BR
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UL 0 PR A A ) 5, 8 R 7 iR R A 2% AT
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B, TLR4 0 3 5 376 Toll Bf 22 1A 25 #y 38 i T °F Uit
NF-«kB {5 5 i #% 1935 16, 7% /L9 NF-xB i g 3¢ 5% 7% 3]
AL, R S R AN R T, A0 IL-1 TNF-o i B
W4T CDBO,CD86 KPRl i SR B 1% 1 . FE T LI
ML N, TNF-o 5 988 38 58 I F 32 #K-1 ( tumor
necrosis factor receptor-1, TNFR-1) 5 & W 2 &9
o] LI 3 e-Jun & 3 K Ui BB ( c-Jun N-terminal ki-
nase , JNK) 45 1% 20 i P A5 5 38 26 %5 JH 48 M 36 43 47
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