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Research progress on occurrence mechanism of cholestasis
CHEN Jie , ZHANG Shujun®
(Department of Infection,First Affiliated Hospital of Chongqing
Medical University ,Chongging 400016 ,China)

[ Abstract] Cholestasis is a common clinical syndrome and can be divided into extrahepatic cholestasis
(EHC) and intrahepatic cholestasis (IHC) depending on the site of disease. EHC is mainly caused by biliary
obstruction due to inflammatory edema, stones, tumors and roundworms, while the THC occurrence is more
complex and the specific pathogenesis is unclear, including primary cholestatic cholangitis, primary sclerosing
cholangitis, intrahepatic cholestasis of pregnancy (ICP),IgG4-related sclerosing cholangitis, progressive familial intra-
hepatic cholestasis and secondary intrahepatic cholestasis caused by alcoholic liver disease,chronic viral hepatitis, drug-
related liver injury,etc. This article mainly summarizes the new developments in the pathogenesis studies of cholestasis
and aims to provide a reference for scientific research and clinical workers in this disease.
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SR L I IR 5 2 W L 0 R M b i R
20 M AT DL S0 8E VR 64 A ok B R AR 2 A R AR
CYP7AL kK, AT T I 477 9 I 71 R 1 A it .
A H A R 2 5 E R A i A5 A R AN
CD40-CDAOL #h i F 98 . N 28 H1 40 i 4t J5i-F Chuman
leukocyte antigen-F, HLA-F) i) T & 7] fitt A& AH 1 9 FX
e JFFABY 493 09 100 14 8 i g
6 RIESMETRRA

JH A RR e B8 i 2ok A i i AR IE IR AR R
BIR Ay e 2 0 AH OGP I T AR IE i A BH 5 1R Y R
TR BRI B8 B B — R DL P T e A
FBBEIE Y L DR 2 R AT BT AN R
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FJRSMU R NTCP il BSEP 935K -, S 50U T
R At U /L 41 BT B BRI AR A 5 AR kA
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