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Effects of Electrical Stimulation on the Expression of Glial Fibrillary Acidic Protein and Interleukin-1 Alpha in Adult Rats with Spi-
nal Cord Injury ZHANG Ying-ying, LI Jun-cen , RAO Ying, et al. Chengdu Medical College, Chengdu 610083, Sichuan, China

Abstract: Objective To investigate the effects of electrical stimulation on the expression of glial fibrillary acidic protein (GFAP) and
interleukin-1 alpha (IL-10) in adult rats with spinal cord injury. Methods 72 adult SD rats were randomly divided into damage group (n=
24), electrical stimulation group (n=24) and normal group (n=24). The spinal cord incomplete injury model on T, was made with Allen's
method in the former 2 groups. The rats in electrical stimulation group accepted electrical stimulation for 7 d. All the rats were evaluated
with the Basso, Beattie & Bresnahan locomotor rating scale (BBB scale), and the expression of GFAP and IL-10 were determined with im-
munohistochemistry. Results The BBB scores in both the damage group and electrical stimulation group were significantly less than that in
the normal group (P<0.05), and it was more in the electrical stimulation group than in the damage group 5 and 7 d after injury. The expres-
sions of the GFAP significantly increased after injury to the peak on 5th day, while it was less in the electrical stimulation group than in the
damage group 5 and 7 d after injury (P<0.05). The expressions of the IL-1a increased continually after injury, while it was less in the electri-
cal stimulation group than in the damage group 5 and 7 d after injury (P<0.05). Conclusion Electrical stimulation can inhibit the expression
of GFAP and IL-1a, that reduce inflammation and glial scar formation.
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