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Fig. 1 Axial brain MRI obtained on day 4 (A, D), day 27 (B, E), and day 83 (C, F) after admission.
(15T, TR=9,602, TE=157.5)
(A, D) Axial hyperintense on fluid-attenuated inversion recovery (FLAIR) images show abnormal
lesions in the left medial temporal area and basal frontal area. (B, E) Axial FLAIR images show
abnormal lesions in the left medial temporal area, basal frontal area, and cortex of superior
temporal gyrus. (C, F) Axial FLAIR images show resolution of signal abnormalities in the left
medial temporal area, basal frontal area, and cortex of superior temporal gyrus, and show left

hippocampal atrophy.
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Fig. 2 99mTc-ethylcysteinate dimmer (ECD)-SPECT image
shows hypoperfusion in the left medial temporal area and
basal frontal area.
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Fig. 3 The Electroencephalogram (EEG) obtained ictal (A) and inter-ictal seizures (B).
(A) The EEG obtained ictal seizure shows periodic lateralized epileptiform discharges; PLEDs over
the left hemisphere, occurring at intervals of 0.5-1Hz. (B) PLEDs are almost completely disappeared
at inter-ictal seizure after the administration of antiepileptic drugs.
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Table 1 Summary of previously cases with aphasic status epilepticus.
Author Year | MO TNPEON |l ERC fndings Gndings Etiology
Racy et all® 1980
Case 1 67/F Wernicke | PLEDs (0.5-1Hz) normal Unknown
Case 2 55/M Wernicke | PLEDs (0.5-1Hz) Lt parieto-occipital area Glioblastoma

Dinner et al2) 1981 60/M Global 11-12Hz rhythmic waves | normal Unknown

Rosenbaum et al? | 1986 60/M Broca 12Hz rhythmic waves Lt parieto-temporal area Infarction

Knight et al2? 1986 62/F Wernicke | PLEDs (2-3Hz) normal Unknown

Primavera et al® 1988 77/F Global Paroxysmal fast activity Lt temporo-occipital area Hemorrhage

Wells et al.'? 1992 45/M Global PLEDs (3-4Hz) Lt temporal area Glioblastoma

Kirshner et al?¥ 1995 50/M Wernicke | Ictal discharges Lt basal temporal gyrus Unknown

Primavera et al.l¥ 1996 44/F Global PLEDs (0.8-1.5Hz) Bilateral periventricular Multiple sclerosis
and subcortical lesions

Grims et al 1997 49/F Global Spike and sharp waves Lt temporo-parietal area Infaction

Ueki et al.? 2000 62/F Wernicke | PLEDs (1-1.5Hz) Lt parieto-occipital area Infarction

Chung et al2¥ 2002 62/M Global 5-7Hz rhytmic waves Lt anterior temporal lesion? | Unknown

Cohen et al!9 2004 26/M Wernicke | PLEDs (2Hz) Rt caudate, lentiform nuclei, | Creutzfeldt-Jakob disease
and insula

Hasegawa et al® 2005 78/F Global Spike and sharp waves Lt front-temporal area Multiple ischemic lesions

Ozkaya et al2 2006 53/M Wernicke | PLEDs (2Hz) Lt parietal area AIDS-toxoplasmosis complex

Present Case 2010 51/M Wernicke | PLEDs (0.5-1Hz) Lt medial temporal area, Limbic encephalitis
Lt basal frontal area

M: male, F: female, EEG: Electroencephalogram, CT: computed tomography, MRI: magnetic resonance imaging.
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Abstract

A case of limbic encephalitis repeated aphasic status epilepticus
with periodic lateralized epileptiform discharges

Teruaki Masuda, M.D., Noriyuki Kimura, M.D., Ken-ichiro Nakamura, M.D.,
Toshio Okazaki, M.D., Ryuki Arakawa, M.D. and Toshihide Kumamoto, M.D.
Department of General Internal Medicine III, Faculty of Medicine, Oita University

We report a case of limbic encephalitis repeated aphasic status epilepticus with periodic lateralized epilepti-
form discharges (PLEDs). A 51-year-old man developed convulsions, psychiatric symptoms such as anxiety, phobia
and ease of anger, and Wernicke’s aphasia. Analysis of the cerebrospinal fluid (CSF) showed increase of leukocyte
count (148/ul, mononuclear cells). Brain magnetic resonance imaging (MRI) showed hyperintensity lesions in the
left medial temporal area and basal frontal area on T.weighted and fluid-attenuated inversion recovery (FLAIR)
images. The electroencephalography (EEG) showed PLEDs over the left hemisphere, occurring at intervals of 0.5
1Hz. Although his limbic symptoms improved, Wernicke's aphasia occurred perioiodically with PLEDs appear-
ance. After the administration of antiepileptic drugs, his language performance improved, and PLEDs were com-
pletely disappeared. We diagnosed him limbic encephalitis with non-convulsive repeated aphasic status epilepti-
cus with periodic lateralized epileptiform discharges. Aphasic status epilepticus should be considered in the pa-
tients with limbic encephalitis, and careful evaluation of aphasia and EEG should be necessary to diagnose of apha-
sic status epilepticus.

(Clin Neurol 2011;51:135-140)
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