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Relationship between injuries of neuron and oxidative stress in patients with status epilepticus
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Abstract: Objective To investigate the relationship between injuries of neuron and oxidative stress in patients with status epi-
lepticus(SE). Methods
OHdG) and malondialdehyde(MDA) were detected in 30 cases of patients with SE(SE group) within 6 h after epileptic attack. 30
cases of healthy subjects were enrolled as control group. Results Serum levels of NSE, 8-OHdG and MDA in SE group were
26.98+4,16 ng/mL,527.36£63. 94 pg/mL and 10. 58+ 1. 39 nmol/mL., which were respectively higher than 16. 34 4+3. 11 ng/
mlL,334.09457. 51 pg/mL and 5. 33+ 1. 76 nmol/mL in control group(P<C0. 001),but T-SOD level(77.22+18. 42 U/mL) was
lower than control group(104. 53 +15. 99 U/mL) (P<C0. 001).
—0.85,P<C0.001),but positively correlated with 8-OHdG and MDA, correlation coefficients of which were 0. 74 and 0. 86, respec-

tively(P<C0. 001). Serum levels of T-SOD, 8-OHdG and MDA exerted significant effect on NSE, as demonstrated by multivariant

Serum levels of neuron specific enolase(NSE) , total superoxide dismutase(T-SOD) , 8-hydroxy-guanine(8-

In SE group, NSE was negatively correlated with T-SOD (r=

stepwise regression analysis(P<C0.01). Conclusion Oxidative stress might play a role in epileptic attack and might be an impor-

tant risk factor in neuron injuries of SE.
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