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Protective effect and mechanism of ulinastatin on brain in rats with epilepsy induced by LICI-pilocarpin He
Baoming,Li Suping »Yu Liang. Department of internal medicine , Sichuan Provincial People’s Hospital » Si-
chuan Academy of Medical Sciences,Chengdu 610072

[ Abstract] Objective To study the protective effect and mechanism of ulinastatin on brain in rats during
seizures. Methods Wistar rats were divided into 5 groups: control group with saline, A group with saline, B
group with carbamazepine,C group with carbamazepine and little amount of ulinastatin (10 000 U/kg) and D
group with carbamazepine and large amount of ulinastatin (70 000 U/kg). After seizures 24 h,48 h,72 h and
96 h,the level of S1008 and NSE were detected. After 96 h, the level of TNF-a and IL-183, the expression of
caspase-3,bax and bcl-2, and the apoptosis of neuron in the CA3 area of hippocampus were detected. Water
maze was used to assay cognitive function. Results The injection of ulinastatin reduced the contents of S10083,
NSE, caspase-3 , bax, the expression of TNF-¢ and IL-18, and the apoptosis of neuron,increased the content of
bel-2,and ameliorated the cognitive function of rats with epilepsy. The effect was more significant when rats
were treated with higher dose of ulinastatin (P<C0. 05). Conclusion The protective effect of ulinastatin on
brain may be through inhibiting the expression of inflammatory cytokines, the activation of caspase-3 and bax,
and the apoptosis of neuron,and improving the activation of bcl-2.
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