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Fig. 1 EEG on admission.
a. Intermittent sharp waves were observed in the left occipito-temporal region. b. Multiple spike waves were observed

frequently on the left hemisphere, especially in the left occipito-temporal region.
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PEREPEE % A L 7z, IAE 159 mg/dl, $LEE 185 mg/dl, ¥ LY
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Fig. 2 Clinical course.
DZP = diazepam, PB = phenobarbital, VPA = sodium valproate, CZP = Clonazepam, LEV = Levetiracetam, LTG =
lamotrigine, DCA = dichloroacetate.
The addition of lamotrigine resulted in a decreased frequency and good control of seizures.

Fig. 3 Brain MRI findings.
Comparison of brain MR images at 37 days (top) and 45 days (bottom) after the onset. (A, C) Diffusion-weighted images
(DWD) (Axial, 1.5 T, TR 5,600 ms, TE 150 ms, b value=1,000 sec/mm?), (B, D) Fluid attenuated inversion recovery
(FLAIR) image (Axial, 1.5 T, TR 9,000 ms, TE 122 ms). MRI showed multiple high-intensity lesions predominantly in
the left temporal cortex (A and B). High-intensity lesions had significantly improved (C) and did not newly appear on
the 45 days (D).
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Abstract

A case of mitochondrial encephalomyopathy, lactic acidosis,
and stroke-like episodes (MELAS) with treatment-resistant status epilepticus
that was effectively treated with lamotrigine

Toru Kai, M.D."”, Shuichiro Masuda, M.D.", Hiroyasu Tokunaga, M.D.Y,
Shigeaki Hayashi, M.D.", Tatsui Nagado, M.D." and Yoshikazu Maruyama, M.D."

"Department of Neurology, Imakiire General Hospital

A 16-year-old woman with MELAS developed fever and myoclonic epilepsy which improved with conventional
anti-epileptic drugs. Since seizures recurred one month after successful treatment, the doses of phenobarbital,
clonazepan, and valproate were increased. However, there was no improvement and status epilepticus continued. The
addition of lamotrigine resulted in a decreased frequency and good control of seizures. This case is important, showing
satisfactory results from the addition of lamotrigine for treatment-resistant status epilepticus.

(Clin Neurol 2013;53:809-813)
Key words: MELAS, status epilepticus, lamotrigine






