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[ Abstract |

rats with recurrent seizures. Methods

Objective To investigate the relationship between the expression of 8-OH-dG,CytC and cell apoptosis in neonatal
Totally 24 eight-day-old SD rats were randomly divided into two groups: the recurrent sei-
zures group(RS group, 30 minutes seizure induced of flurothyl once per day for 7 consecutive days) and control group(CON group,
rats were treated without flurothyl). At designated time points(CON group.3,24.48 h after the last seizure in RS group) . the hip-
pocampus of six rats from each group were rapidly dissected out after blood drawn from heart. The 8-OH-dG was detected by
ELISA method. The expression of CytC and apoptosis were detected by RT-PCR and TUNEL method respectively. Results
pared with the CON group, TUNEL showed that the apoptotic cell counts in RS group were rapidly increased, especially at 24 h af-
ter the last seizures[ (54. 8347, 16)cells/HPF ws. (15.16=+2. 48)cells/HPF,P<C0. 01]. In RS group.the serum levels of 8-OH-dG
were significantly higher than that in CON group, particularly at 24 h after the last seizures[ (1. 263 83 £ 0. 221 30) pg/pug vs.
(0.822 1640. 039 380)pg/pug,P<C0.01]. The expression level of CytC mRNA significantly increased at 3 h after the last seizures
(0. 114 36=+0.005 28 vs. 0.093 01+0.009 79,P<C0.01) and at 24 h after the last seizures(0. 105 6240. 007 26 vs. 0.093 01+
0.009 79, P<C0.01),then decreased to normal level. There were obviously positive correlation between 8-OH-dG,CytC and apopto-

Com-

sis(r=0.662,0.565; P<(0. 05). Conclusion The levels of 8-OH-dG and CytC were significantly up-regulated and had positive correla-

tion with apoptosis, suggesting that mitochondrial damage might be involved in the brain injury after the recurrent seizures in neonatal rats.
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