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Fig. 1 Ictal and postictal EEG studies.
A: Generalized spike and wave complexes are noted predominantly in the bilateral frontal regions

during tonic-clonic status epilepticus. B: Three weeks after the initial seizure, periodic sharp dis-
charges are seen predominantly in the left frontal area.
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Fig. 2 MRI at the initial seizure onset.
A, B: High intensity mass lesions involving the bilateral frontal white and gray matter are seen on ax-
ial T2-weighted MR image (1.5T; TR 3,500 ms, TE 107 ms). C, D: A midline multilobular mass lesion
having heterogeneous enhancement effect is detected in the lower frontal lobe on axial GdT:i-
weighted MR image (15T, TR 460 ms, TE 104 ms).
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Fig. 3 Gadolinium-enhanced Ti-weighted MR image and Paranasal CT.
A, B: A heterogeneously enhanced midline mass lesion shows upward contiguous invasion from the
ethmoid sinus to the anterior skull base and lower frontal lobe on sagittal and coronal Gd-enhanced
Ti1-weighted MR image (1.5T, TR 460 ms, TE 104 ms). C, D: The anterior skull base and ethmoid si-
nus are partially destroyed by the mass lesion on sagittal and coronal CT images.
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Abstract
A case of Wegener’s granulomatosis presenting with tonic-clonic status epilepticus

Hideo Terasawa, M.D., Hiromasa Tohji, M.D. and Satoshi Kataoka, M.D.
Department of Neurology, Chugoku Rosai Hospital

A 47-year-old man with a diagnosis of paranasal Wegener’'s granulomatosis was admitted to our hospital for
generalized seizures. He had been treated with long-term predonine therapy after the initial onset of Wegener’s
granulomatosis. The ictal EEG showed generalized spike and wave complexes, mainly presenting in the bifrontal
areas. The postictal EEG revealed periodic localized sharp discharges in the left frontal area. At the initial seizure
onset, a midline multilobular mass lesion having a heterogeneous enhancement effect was detected in the lower
frontal lobe on gadolinium-enhanced T -weighted imaging (Gd T,-WI). The anterior skull base and bifrontal lobes
were encroached by upward contiguous invasion of the midline mass lesion from the ethmoid sinus on Gd T,-WL
The high signal intensity lesions in the bifrontal lobes on T» and Gd T\-WI resolved with palliative predonine ther-
apy following methylpredonisolone pulse therapy. Recurrent generalized tonic-clonic status epilepticus was
caused by the granulomatous lesion encroaching on the frontal lobe with contiguous invasion from the paranasal
Wegener’s granulomatosis.

(Clin Neurol 2010;50:87-91)
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