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Summary

A case report of intractable frontal lobe seizure treated by lesionectomy and callosotomy

Katsunari Yoshida, Akira Hodozuka, Masayuki Kunimoto, Kiyotaka Hashizume,

Tatsuya Tanaka and Yukichi Yonemasu

Department of Neurosurgery, Asahikawa Medical College

Shinobu Kohsaka

Department of Pediatrics, Hokkaido University School of Medicine

We reported 25-year-old right-handed man suffered from intractable frontal lobe
seizure.

MR imaging revealed polymicrogyri in the left supplementary motor area. Interictal
conventional EEG revealed theta train in the left frontal lead. Interictal HMPAO SPECT
presented hypoperfusion in left supramarginal gyrus, and ictal SPECT showed
hyperperfusion. Medial frontal craniotomy and pre-excisional ECoG revealed poly sharp
waves and spikes in the medial frontal lobe. We resected polymicrogyri and foci with
anterior 2,73 callosotomy. Abnormal EEG decreased after removal of the polymicrogyri.

Histologically, the layer construction in microgyrus become irregularly and that contains

multinuclear abnormal neurons. Pathological diagnosis was cortical dysplasia. Postoperative

state was uneventful and becomes seizure free.
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