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Fig. 1 MRI on the day of admission.
(A, B) MRI scans were acquired from the patient using a 3-tesla MR system (Ingenia, Philips) on the day of admission. The FLAIR

showed hyperintensity signals in the left hippocampus. The same region had an enhancement in the gadolinium-enhanced T,-

weighted image (arrows). (C) The diffusion-weighted imaging also showed hyperintense signals in the left hippocampus (arrow).

(D) The arterial spin labeling (Post labeling delay: 2,000 msec) showed left hippocampal hyperperfusion (arrow).
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Fig. 2 EEG on the day of admission.
(A) A continuous rhythmic theta range activity begins at the left temporal lobe (blue arrows). (B) The theta range activity evolves to the left

frontal lobe. (C) After these epileptic discharges ceased, periodical sharp waves appeared (red arrows). (D) The periodical sharp waves

increased (red arrows) and suddenly stopped. Then, the conventional alpha-beta range activities restarted.
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Fig. 3 Skin biopsy specimens obtained from the cutaneous rashes.
(A, B) The peripheral nerves were hyperplastic in the dermis, which suggest neuroma. And mononuclear cells without atypia
infiltrated around the nerves. (C) CD20-positive lymphocytes predominantly infiltrated. (D) Immunohistochemical analysis
revealed intense positivity for S-100 protein. (A, hematoxylin and eosin staining, scale bar = 500 um; B, hematoxylin and eosin
staining, scale bar = 100 um; C, CD20 immunostaining, scale bar = 100 pm; D, S-100 immunostaining, scale bar = 100 um).

Tonic-clonic convulsions

memory disturbance

Day 1 10 30 54

mPSL (1,000mg/day) i1t it
ACV (500mg/day) 111

IVIg(400mg/kg) 1ttt

1000mg/day

STP 200

1000mg/day

Fig. 4 Clinical course of our patient.
After the day of admission, she was treated with immunotherapy followed by multiple antiepileptic drugs (AEDs). ACV was
administered until herpes simplex encephalitis was ruled out. She received two cycles of immunotherapy before discharge. Her
memory disturbance was gradually improved with treatment. IVIg, intravenous immunoglobulin; mPSL, methylprednisolone; ACY,
acyclovir; LEV, levetiracetam; STP, stiripentol.
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Abstract

GABA; receptor autoimmune encephalitis presenting as transient epileptic amnesia

Satoko Oagawa, M.D.?, Yuto Uchida, M.D., Ph.D.Y?  Shin Kobayashi, M.D.?,
Koji Takada, M.D., Ph.D.?, Kiyohito Terada, M.D., Ph.D.?% and Noriyuki Matsukawa, M.D., Ph.D.?

b Department of Neurology, Toyokawa City Hospital
2 Department of Neurology, Nagoya City University Graduate School of Medical Sciences
9 Department of Radiology, Toyokawa City Hospital
4 Department of Neurology, National Epilepsy Center, Shizuoka Institute of Epilepsy and Neurological Disorders
 Yokohama Minoru Epilepsy & Developmental Clinic

This case was a 50-year-old healthy woman. After repeated transient amnesia, she developed tonic-clonic seizures
and was admitted to our hospital. The brain MRI showed FLAIR hyperintensities in the left temporal lobe and EEG
showed an epileptic discharge starting from the left temporal region. Based on these findings, we diagnosed temporal
lobe epilepsy associated with acute limbic encephalitis. While she experienced recurrent transient amnesia, her
cognitive functions were preserved except for her memory. These symptoms and EEG findings were consistent with
transient epileptic amnesia (TEA). Acute limbic encephalitis that occurred in a healthy middle-aged woman may be
antibody-mediated encephalitis, requiring immediate immunotherapies. In this case, GABAy receptor antibodies in
cerebrospinal fluid were found positive. This is the first report showing that TEA was caused by GABA; receptor
autoimmune encephalitis.

(Rinsho Shinkeigaku (Clin Neurol) 2021;61:6-11)
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