HZA I E R B-1 518 TR
e RRE I S

) A, TR (LM SCBERE, S0 8 5341005 2 K0EFH N NRER H+R, L5 KiE

116113)

TEE: FrE IR S RS VAT IR ik e i) — DN EZE R R, B T m A A, A oA
. FFERGHAE. PR A0 SR ANPEBR S e 4 M TR SRS R, TR TR 2% 0 19 e AR R R g b iR A EE AR
. HZaiEtatb iR H-1 (monocyte chemoattractant protein-1, MCP-1) J& T CCHafLRF XKk, 1E
WA R A2 98 0E J B FNAH S0 ) RIS 855, TR - E Vg . PPk i Ak R 2m A 11 o
Ao MCP-13M2WE BT 28 1SR ET & ARG IR DI TERT 0 . B S e AT . FFEF 44 F T
T AL 1 R A B P R 6 S5 ) A . R B R TG A B o A SO AT JLAEMCP-1 548 P T I %
SEAR SV IR I fR AT 2R R

XA PRRARBNEE-1 BN, IR

Relationship of MCP-1, chronic hepatic disease and its complications

LIU Ying-jiao', WANG Gong-chen'?(I1.Zunyi Medical College, Zunyi 534100, Guizhou Province, China;
2.Department of NO.10 Liver Diseases, Dalian Sixth People s Hospital, Dalian 116113, Liaoning Province,
China)

Abstract: Sustained hepatic inflammation is an important factor in developing and progression of chronic
liver diseases. Chemokines play important roles through regulating the activities, migration, recruitment of
hepatocytes, Kupffer cells, hepatic stellate cells, endothelial cells and circulating immune cells. Monocyte
chemoattractant protein 1 (MCP-1) belongs to CC chemokine family, exerts enormous functions in activities
and migration, recruitment of mononeuclear phagocyte, neutrophil, lymphocyte in inflammatory response
and tissue damage. MCP-1 has effect on developing and progression of chronic hepatisis B, chronic hepatisis
C, nonalcoholic fatty liver disease, hepatic fibrosis and spontaneous bacterial peritonitis in hepatic cirrhosis.
This article reviewed the research progress of related relationship of MCP-1, chronic liver diseases and its
complications in recent years.
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