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[ Abstract |

patients with epilepsy caused by gliomas in neurosurgery department were recruited from March 2006 to December 2013. Epilepsy

Objective To explore the efficacy of sulfasalazine for treatment for epilepsy induced by gliomas. Methods The
was controlled with sulfasalazine. The efficacy of sulfasalazine for treatment for epilepsy induced by glioma were analyzed to calcu-
late the 50% response rate,75% response rate and seizure-free rate. Meanwhile the outcomes scores of therapy of sulfasalazine for
varieties types of epilepsy were evaluated,according to the end result of scoring criteria in epileptic seizures. Results A total of 31
patients were controlled with sulfasalazine. The average reduction rate of seizure frequency per month was 54. 32%,61. 71%,
75.74% after three months of treatment. The differences of average reduction rate of seizure frequency before and after the treat-
ment have an evident statistic significance(P<C0. 01). The 50 % response rate,75% response rate and seizure-free rate per month af-
ter treatment with sulfasalazine have significant higher than those before treatment (F=20. 007, P< 0. 01). After 3 month of thera-
py.four different types of epilepsy was 100. 00% ,100. 00% ., 84. 62% and 75. 00% in improvement rate added complete control
rate. Those have no statistical difference(P™>0. 05). Conclusion Sulfasalazine can effectively control seizures,and both effective va-
rious types of epileptic.
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