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The Research Progress of CCL5 in Pathological Pain
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(Fujian Key Laboratory of Developmental and Neurobiology, College of Life Science,
Fujian Normal University, Fuzhou 350117, China)

Abstract Common pathological pains mainly include inflammatory pain, neuropathic pain and cancer pain.
The pathogenesis of pathological pain is extremely complicated, and it is difficult to be treated clinically. CCL5 (che-
mokine ligand 5), also known as RANTES, belongs to the CC chemokine family. In recent years, some studies have
found that CCLS/RANTES is directly or indirectly involved in the generation and maintenance of pathological pain,
and the chemokine CCL5 modulates the analgesic effect of opioid receptors by desensitizing opioid receptors heter-
ologously. Therefore, the role of CCLS5 in pathological pain and its related mechanisms are reviewed in this paper.
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Fig.1 The different roles of CCLS5 and its receptors (modified from the references [8-9])
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I CCL5 5 CCR5FRIL /K- [AI I L3, £E I3 O
B EL 2 35 IR YT 5, SCGH 1 CCLS/CCRS LA K fie
R AN MR T 1 RIS K B R AR, $R sl CCLS/
CCRSAE = i 1 AT e 2 40 1 4 PR 51 A 1) Jo o o 22
j"ﬁﬁ[%dﬂo

CCL5IEw] Ll i i F 4 05 B AL o ik = 5
PEIFAT A, R IR Rk CCLS R 5l G Ji v S CCLSH5 47t
7 Met-RANTESP5 , & I PSNL/)N SRSEAY o 1) it
BRSO W 55 40 B, L 2 ek 22 v ) LR 2 R IR
P, A2 28 2 R 5 Gn g SR ZE K] F- -a(tumor necro-
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Fig.2 The mechanism of CCLS in neuropathic pain



FBE A CCLSAEN BV h AOWT FE ik f

2025

[ Inflammatory pain J

T cells ERK signal pathway
release m——pmmm—————— CCL5 |=======- = INK sighnal pathway
cytokines i p38-MARK pathway
1 1
: i ' :
1 ‘ =
Kill Inflammatory Astrocyets
c::llzr cell Anti-inflammatory cytokine~ Nerve Y
Proinflammatory cytokie* cell
Endogenous opioids’
H H I Gitter cell I
1
1
%‘l Pain increased |<--—--—— < !
1
| 1

El3 CCLSTEX MR HIHE
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