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Fig. 1 Brain MRI findings on admission.

Magnetic resonance imaging (MRI) of the brain using fluid-attenuated inversion recovery (FLAIR) (1.5 T; TR 11,000 ms,

TE 140 ms) showed signal hyperintensity in the regions of thalamus and hypothalamus bordering the lateral and third
ventricles (a). The margins of the lesion were enhanced by gadolinium (b) (1.5 T; TR 660.8 ms, TE 12.5 ms).
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Table 1 Clinical characteristics of anti-AQP4 antibody-associated disorder patients with symptoms derived from a diencephalon lesion at the onset.

Study Sex/Age Hypersomnia  Poikilothermia . Memory Hypoten519n/ Other symptoms Acut.e lesu?ns in brain MRI at the first
at onset impairment Bradycardia manifestation
. Body weight loss
Viegas et al, . B . ! Hypothalamus, pons and medulla
2009” iz + Hypothermia NA behavioral change, adjacent to fourth ventricle
disorientation
Baba et al,
2009" F/35 + - - NA - Hypothalamus
Headache, impaired Hypothalamus, periaqueductal region,
Tanaka et al, . consciousness, medial  pons adjacent to fourth ventricle,
2010 F/35 NA Hyperthermia NA NA longitudinal fasciculus  periventricular lesion adjacent to right
syndrome, facial palsy ~ temporal horn, left parietal cortex
Suzuki et al, . Increased appetite, .
2012° F/41 + Hypothermia + +/+ obesity Bilateral hypothalamus and thalamus
Present case, /69 n Hypothermia n /4t Dysarthria Thalamus and hypothalamus bordering

2014

the lateral and third ventricles

F female; NA, not available
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Abstract

Hypothermia and memory disturbance as initial manifestations associated
with lesions of the diencephalon in a patient with anti-aquaporin 4 antibody-associated disorder:
a case report

Tatsu Nakano, M.D., Ph.D.”, Fumi Dei, M.D.”, Yuko Kawamoto, M.D.",
Toshiyuki Takahashi, M.D., Ph.D.?, Fumiaki Tanaka, M.D., Ph.D.? and Kazuo Koyama, M.D., Ph.D."

YDepartment of Neurology, Fujisawa City Hospital
“Department of Multiple Sclerosis Therapeutics, Tohoku University Graduate School of Medicine
¥Department of Neurology and Stroke Medicine, Yokohama City University Graduate School of Medicine

A 69-year-old woman was admitted due to gradual progression of daytime sleepiness and forgetfulness over a period

of approximately 1 month. Bradycardia and hypothermia were observed on admission, and neurological examination
revealed memory disturbance, mild dysarthria, and bradykinesia. Fluid-attenuated inversion recovery (FLAIR) images of
the brain magnetic resonance imaging (MRI) indicated signal hyperintensity in the region bordering the lateral and third
ventricles. Serum anti-aquaporin 4 (AQP4) antibody was detected. The patient had no history or findings of optic neuritis
or myelitis, and she was diagnosed as anti-AQP4 antibody-associated disorder. Diencephalon lesion and/or symptoms are
rarely observed at the onset of neuromyelitis optica. Differential diagnosis of this disorder is necessary in cases

manifesting diencephalon symptoms or involving lesions bordering the third ventricle without evidence of previous optic

neuritis or myelitis.
(Clin Neurol 2014;54:653-656)
Key words: anti-aquaporin 4 antibody, hypothermia, neuromyelitis optica (NMO) spectrum disorder, diencephalon,
memory disturbance




