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Change of pannexinl expression in dorsal horn of spinal cord in rats with neuropathic pain
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[Abstract] Objective To observe the expression of pannexinl (PX1) in the dorsal horn of spinal cord in model rats with neu-
ropathic pain after selective ligation of sciatic nerve branches. Methods 50 male SD rats were randomly divided into 3 groups,inclu-
ding the control group(WT group,n=10), sham operation group(sham group,n=10) and sciatic nerve branch selective injury
group(SNI group,n=30). 30 rats were killed on postoperative 3,5,7,14 d and the lumbar segment of the spinal cord was taken for
detecting the expression of PX1 by using Western blot. Other 20 rats were killed on 7 d after SNI and the expression of glial fibril-
lary acidic protein(GFAP) in the spinal cord was detected with immunohistology. Among them,10 rats in the SNI group were trea-
ted with intrathecal intubation before operation and administrated with saline 20 pI. or carbenoxolone(CBX) 20 pL. by intrathecal
injection on postoperative 7 d for determining the expression of GFAP by the immunohistology. Results The expression of PX1 in
the SNI group was increased and enhanced with time, which was significantly higher than that in the WT group and the sham group
(P<C0. 05) ;the GFAP expression on 7 d in the SNI group was obviously increased compared with the WT group and the sham
group(P<C0. 05) ;after intrathecal injection of CBX, the expression of GFAP was significantly decreased compared with that in the
normal saline group(P<C0. 05). No statistically significant differences in the expression of PX1 and GFAP were found in the WT
group and the sham group. Conclusion PX1 may be involved in the activation of astrocytes, prompting that PX1 plays an important
role in the neuropathic pain caused by the peripheral nervel injury.
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