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Antitumor effect of antiepileptic drugs on malignant glioma
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We believe that evidence from various studies may support that
administration of antiepileptic drugs lead to survival benefit for patients with malignant glioma.
As a basic research experiment (study) on the administration of antiepileptic drugs in malignant
glioma, in this study, using malignant glioma cell lines (6 types: A-172, AM-38, T98G, U-138MG,
U-251MG, and YH-13), we investigated the antitumor effect of antiepileptic drugs (4 standard
antiepileptic drugs: carbmazepine, sodium valproate, levetiracetam, perampanel) and their mechanisms

of antitumor effect. As a result, in the treatment of malignant glioma cells, perampanel displayed
a cell growth inhibitory effect, induced apoptosis, and suppressed cell migration ability.
Therefore, perampanel may be more beneficial than other antiepileptic drugs for malignant glioma
patients.
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Western blot analysis of proteins associated with apoptosis
in T98G and U-251MG cells.
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