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Role of spinal CXCR2 in neuropathic pain of rats suffered
from chronic constriction injury”

Bing-bing Pan, Dan Xiao, Xiao-ling Huang, Lai Wei, Yi-xun Tang, Gao-yin Kong
(Department of Anesthesiology, Hunan Provincial People's Hospital,
Changsha, Hunan 410005, China)

Abstract: Objective To explore the role of chemokine receptor 2 (CXCR2) of spinal cord in neuropathic
pain of rats following sciatic nerve chronic constriction injury (CCI). Methods Eighteen adult male Sprague-
Dawley rats were randomly divided into 3 groups (6 in each), i.e. N group (without any treatment), C group
(CCl model) and T group (rats received intraperitoneal injection of 5 mg/kg Anacardic acid 3 d after CCI
model establishment). Paw mechanical withdrawal threshold (PMWT) and paw thermal withdrawal latency
(PTWL) were measured in the 3 groups 1 d before model establishment and on the 1st, 3rd, 5th and 7th d
after CCI surgery. All lumbar spinal cords were dissected to examine the CXCR2 expression by Western blot.
Results The PTWL of the CCI rats reduced from the 3rd d after surgery. Compared with the N group, the
PTWL in the C and T groups were obviously reduced (P < 0.05). Compared with the C group, the PTWL of
the T group increased on the 5th and 7th d (P<0.05). The variation tendency of PMWT was similar to that
of PTWL. Compared with the N group, the CXCR2 expression in the C and T groups increased (P < 0.05).
Compared with the C group, the CXCR2 expressions in the T group decreased (P < 0.05). Conclusions Up-
regulation of CXCR2 in the spinal cord may play an important role in the pathogenesis of neuropathic pain.
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Intraperitoneal injection of Anacardic acid could partly reduce the expression of CXCR2 in the lumbar spinal

cord in CCI rats and relieve pain.
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