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Progress on the relationship between intercellular adhesion molecule-1 and cholestasis

Li Xiaoling, Sun Fengxia (Department of Infectious Diseases, Beijing Hospital of Traditional Chinese
Medicine, Capital Medical University, Beijing 100010, China)

Abstract: Intercellular adhesion molecule-1 (ICAM-1) is a kind of glycoprotein with many kinds of effects
on cell membrane, which can mediate chemotaxis and adhesion between cells. ICAM-1 can bind to the
corresponding receptors on the surface of hepatic endothelial cells, which can increase the permeability of
endothelial cells and secrete a large number of mediators and promote cell aggregation, thereby enhancing the
adhesion effects between inflammatory cells and endothelial cells. Recent studies showed that the mechanism
of ICAM-1 inducing and aggravating cholestasis was related to the interaction among ICAM-1, inflammatory
factors, molecular-1 (Mac-1) / lymphocyte functional antigen-1 (LFA-1) and Na’/H" exchange regulator
factor 1 (NHERF-1) / ezrin-radixin-moesin (ERM). The expression of ICAM-1 is closely related to the
severity of cholestasis caused by various causes, which reflects the degree of cholestasis inflammatory factors
activity and hepatocyte damage to a certain extent. A large number of studies showed that ICAM-1 was highly
expressed in human cholestasis-related diseases and animal cholestasis models. This article reviewed the role
and significance of ICAM-1 on the occurrence and development of cholestasis.
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ALP) m T 155 EHE IR Hy-8 2 %% % i
(y-glutamyltranspeptidase, GGT) & T-34% 1EH 18
PR RIR 2 W g RH AR M o L E VR AR
P 995 0 45 T & B 14 BT A 4L (primary biliary
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2 ICAM-1 ZEHIFFRIEEX

ICAM-1 2R sREE R FRM A Z —, &
Z A A B ) RO B 5 A B A R T HARZS & HEi
S BIGRR, FENUAR & S A b 3576 A R RE B 1
FKik, WT/BAIM. EVEANME. MATF4E4iE. R

RYT ROy R 4R 5 . ICAM-1n] 55 R ik P 5 40 it
JR A AR L (R 2 AR & s AL P B 4 5 1P

IFF o W R BT, AR AT IR 1R SR A, b4
RAEYH 5 Py Bl 4 5] PR R B 280

ICAM- Uy —Fh EZ W R 77 o 5 B
2 B RN PR B S 2% 1 2 el A R, D
REVHIRFRYT, ATIEAIICAM-1 (soluble intercellular
adhesion molecule-1, sICAM-1) ZICAM-14F Ifil
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