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Abstract

Objective: To observe the expressions of pro—inflammatory cytokines of spinal cord injury (SCI) rats undertaking
electroacupuncture treatment(EA) at Jiaji and Du Meridian.

Method: Thirty-two SD rats were randomly divided into four groups: sham module group(n=8), control module
group (n=8), Jiaji EA group (n=8), Du Meridian EA group (n=8). Jiaji EA group and Du Meridian EA group
were treated with EA treatment at points of Jiaji and Du Meridian 0.5h and 4h after SCI, respectively. 8h after
SCI, Western—blot was used to detect the expressions of IL-18, IL-6 and TNF-a protein in SCI section.
Result: Compared with control module group, the expressions of IL-13, IL-6 and TNF-o proteins SCI sections
were significantly lower than those in the sham module group, Jiaji EA group, and Du Meridian EA group(P<
0.05). No significant difference was detected between Jiaji EA group and Du Meridian EA group(P>0.05).
Conclusion: Jiaji and Du Meridian EA could inhibit high expressions of 1L-1f, IL-6 and TNF-«a after SCI, in—
hibit inflammatory response in acute phase of SCI to protect the spinal cord, reduce the occurrence of injury, to
play neuroprotective effect.
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