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(monocyte chemoattractant protein-1, MCP-1) [ H:
ZikCcCitafbHF5z1& 2 (CC chemokine receptor
2, CCR2) . REMFTEW, MCP-1F1CCR2Z 5
T AEBRI PR A R A B 20 M ) R AR IX A
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Table 1 Properties of the CC chemokines
®1 CCEBUBTFIREM R

4 NG & 4 B e 44 FisTE 2ok
CCLI 1-309 TCA-3/P500 %ET CCRS

CCL2 MCP-1/MCAF MCP-1 ind CCR2

CCL3 MIP-1a MIP-1a itss CCR1, CCR5
CCL4 MIP-1pB MIP-1B Uind CCR5

CCL5 RANTES RANTES Vi CCR1, CCR3, CCR5
(CCL6) ES Al C10/MRP-1 ES|

CCL7 MCP-3 MARC? A CCRI1, CCR2, CCR3
CCLS8 MCP-2 MCP-2? Viaes CCR3, CCR5
CCL9 NGl MRP-2.MIP-1y

CCL10 EN | CCF18

CCLI11 Eotaxin Eotaxin i CCR3
(CCL12) ARHn MCP-5 iAsa CCR2

CCLI13 MCP-4 ESll iAsa CCR2, CCR3
CCL14 HCC-1 ESll CCR1, CCR5
CCL15 HCC-2/MIP-15 Fn CCR1, CCR3
CCL16 HCC-4/LCC-1 Fn CCR1, CCR2
CCL17 TARC TARC/ABCD-2 7S CCR4

CCLI8 DC-CK1/PARC ESll [l ES]

CCL19 MIP-3B/ELC-exodus-3 MIP-B/ELC-exodus-3 EES) CCR7

CCL20 MIP-30. /LARC/ exodus-1 MIP-30. /LARC/ exodus-1 [ CCR6

CCL21 6Ckine/SLC/ exodus-2 6Ckine/SLC/ exodus-2 [E CCR7

CCL22 MDC/STCP-1 ABCD-1 kS CCR4

CCL23 MPIF-1/CKf8 AR CCR1

CCL24 Eotaxin-2/MPIF-2 MPIF-2 ks CCR3

CCL25 TECK TECK K} CCR9

CCL26 Eotaxin-3 S iasa CCR3

CCL27 CTACK/ILC ALP/CTACK EiEe) CCR10
CCL28 MEC ESll CCR3, CCRI10
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Fig.1 Effects of CC chemokines on healing myocardial infarcts
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Abstract The CC chemokines is the largest and most widely studied group of chemokines, which play a critical
role in inflammatory leukocyte locomotion, trafficking and adhesion. The chemokine CC subfamily are involed in
the pathogenesis of myocardial infarction. Monocyte chemoattractant protein-1(MCP-1) and its receptor CC
Chemokine receptor 2 (CCR2), as most studied chemokine, plays an important role in post-infarction
inflammation, proliferation and scar formation, thus affecting ventricular remodeling after myocardial infarction.
In recent years, other members of the CC chemokines have been gradually revealed to be involved in the
development of myocardial infarction. This article reviews the role of CC chemokines in various stages of
myocardial infarction, especially the effects on ventricular remodeling after myocardial infarction, in order to
provide direction for future experimental research and novel strategies in the treatment of patients with

myocardial infarction disease.

Key words CC chemokine, myocardial infarction, inflammation, ventricular remodeling
DOI: 10.16476/j.pibb.2020.0083

# This work was supported by grants from The National Natural Science Foundation of China (81900488), Hunan University of Chinese Medicine
First-class Disciple Construction Project(201803), Hunan Engineering Technology Center of Standardization and Function of Chinese Herbal
Decoction Pieces (2016TP2008), Open Found of Hunan Engineering Technology Center of Standardization and Function of Chinese Herbal
Decoction Pieces (BG201701, 0101003004) and Natural Science Foundation of Hunan Province (2019JJ50549).

## Corresponding author.

Tel(Fax) : 86-10-63165177, E-mail: chennh@imm.ac.cn

Received: May 21, 2020 Accepted: August 31, 2020



