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Abstract

Objective:To investigate the effect of topiramate(TPM) on oxidative stress and apoptosis in rats after spinal cord
injury (SCI).

Method:The model of SCI in rat was induced by the modified Allen's method. The female Wistar rats were divid—
ed randomly into shame group, SCI group,TPM-20,40 and 80 mg/kg groups. Rats' behavioral changes were mea—
sured by Basso—Beattie—Bresnaban(BBB) scale and inclined plate test. HE staining was used to observe the mor—
phological changes. The malondialdehyde(MDA) and glutathione(GSH) content and the expressions of B cell lym-
phoma 2(Bcl-2) and Bel-2 associated X protein(Bax) were detected at 24h after SCI.

Result:The BBB scores and inclined plate test degrees decreased significantly in each group after SCI, the results
were not significant different each other at 1 and 3d after SCI(P>0.05),however in high dose TPM group the
hindlimb motor function improved markedly compared with other groups at 5d after SCI(P<0.05); pathological
changes reduced strikingly in high dose TPM group compared with other groups at 14d after SCI. The MDA con—
tents reduced significantly and the GSH contents increased strikingly(P<0.01) in high dose TPM group compared
with model group. Compared with SCI group, in high dose/TPM group the expressions of Bcl-2 were up-regulated
and the expression of Bax were down-regulated at 24h after SCI(P<0.01).

Conclusion:TPM may play an important role in suppressing the oxidative stress and neuron cells apoptosis after

SCI, can reduce the secondary damage of spinal cord and promote the recovery of neuron function.
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