FHRESF 2019 F 10 A% 48 % 20 H9

doi:10. 3969/j. issn. 1671-8348. 2019. 20. 027

3537

P& B % http://kns. cnki. net/kems/detail/50. 1097. R. 20190916. 1624. 010. html(2019-09-16)

BBE FRMBMERLZEETEEERPHEREATER

Tk R ARARY

®, T REFR

(. &dFPESHKRF.HFK 210023;2. i@ 7 H AR ER/ & i@ T %A 77, L 5 did 226006)

[(HZ]

JRA MR TR E K (PBC) R AR R Aot A R2 3 3545 A 454209 B & o A WMIF %, B aikA . e

B LrEEkmieh PBC PSR eg¥emit 224 L E miatEAh Toll 2 /hBeik BRI EWMIB B LMWL T,
A R 2P HENMMEALERATER, 5 PBC WA RIHA AL B EGER, stz d Lk @ik PBC

Vo S R A AR R AT SRR,

[REF] RAMATHAZE X A28 L mie; Toll 2k AR EMIE

[FEZEDZES] R657.4-+5

[#ftRIZAE] A

[XEHS] 1671-8348(2019)20-3537-04

Immune regulation effect of bile duct epithelial cells in primary biliary cholangitis”
SHEN Jianhao' ,SHAO ]iang‘uom ,BIAN Zhaolian®
(1. Nanjing University of Chinese Medicine , Nanjing ,Jiangsu 210023 ,China ;

2. Nantong Municipal Third People’s Hospital /Nantong Municipal Institute of Liver
Disease s Nantong , Jiangsu 226006 ,China)

[ Abstract |

Primary biliary cholangitis (PBC) is an autoimmune liver disease characterized by the in-

trahepatic interlobular bile duct injury. So far,the bile epithelial cells are thought to be the major involved tar-

get cells in PBC. However, the bile epithelial cells served as toll-like receptor ligands,antigen presenting cells

or existing related immune regulating effect in the process of cellular apoptosis, autophagy, senescence, and

play the direct or indirect effect in the pathogenesis of PBC. This article reviews the immune regulation effect

of bile epithelial cells in PBC.
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