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Fig. 1 Axial and coronal fluid-attenuated inversion recovery (FLAIR) brain MR images obtained on
day 8 (A), day 33 (B), and day 110 (C) of admission (1.5T, TR = 9,000, TE = 119).
(A) Axial and coronal FLAIR images showing right medial temporal high-intensity signal.

(B) Axial and coronal FLAIR images showing bilateral medial temporal high-intensity signals,

more pronounced on the left.

(C) Axial and coronal FLAIR images showing partial resolution of medial temporal signal abnor-

malities with mild bilateral hippocampal atrophy.
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Fig. 2 Clinical course
PSL: Prednisolone, mPSL: methylprednisolone, HDS-R: Hasegawa Dementia Scale-Revised, WMS-R:

Wechsler Memory Scale-Revised
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Abstract

A patient with limbic encephalitis associated with anti-voltage-gated potassium channel antibodies
who presented with insomnia and hand tremor

Yuhei Takado, M.D., Takayoshi Shimohata, M.D., Jun Tokunaga, M.D.,
Izumi Kawachi, M.D., Keiko Tanaka, M.D. and Masatoyo Nishizawa, M.D.
Department of Neurology, Brain Research Institute, Niigata University

A 65-year-old man presented with bilateral postural hand tremor (3 Hz) followed by memory impairment,
which improved spontaneously after admission to our hospital. Two weeks after admission, he had another bout of
memory impairment and complained of insomnia. Brain magnetic resonance imaging (MRI) showed a signal inten-
sity change in the medial part of the right temporal lobe, which suggested limbic encephalitis (LE). Serum hypona-
tremia and absence of cerebrospinal fluid pleocytosis suggested the possibility of anti-voltage-gated potassium
channel (VGKC) antibody-associated LE. Serum hyponatremia and hand tremor showed immediate improvement
after steroid pulse therapy, and memory impairment and insomnia showed gradual improvement. Brain MRI on
day 110 of admission showed partial resolution of medial temporal signal abnormalities with mild bilateral hip-
pocampal atrophy. Serological tests confirmed the clinical diagnosis of anti-VGKC antibody-associated LE. This re-
port may expand the phenotypic profile of anti-VGKC antibody-associated LE, which is characterized by remis-
sion and relapse of disease course, insomnia, and hand tremor.

(Clin Neurol, 48: 338—342, 2008)
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