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Fig. 1 Magnetic resonance imaging obtained on admission.
A: Fluid attenuated inversion recovery (FLAIR) imaging (Axial, 1.5 T; TR 8,000.00 ms, TE 100.00 ms)
of the patient showed diffuse increased signal intensity of the bilateral cerebral white matter. B: Axial

post-contrast T,-weighted imaging demonstrated no gadolinium enhancement (Axial, 1.5T; TR
493.53 ms, TE 12.00 ms). C: FLAIR imaging (Axial, 1.5 T; TR 8,000.0 ms, TE 100.0 ms) showed
bilateral and asymmetrical enlargement of the temporal horn of the lateral ventricle. D: On the T,-
weighted imaging (Coronal, 1.5 T; TR 528.7 ms, TE 12.0 ms), the hippocampus (especially left one)

was atrophic considering his age.
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Fig. 2 Clinical course.

Following treatment with steroid therapy, neurological findings and laboratory data improved immediately. mPSL:

methylprednisolone, WBC: white blood cell, CRP: C-reactive protein.
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Abstract

A case of possible neuro-Sweet disease with prolonged disturbance of consciousness and no dermal
lesion during the course of dementia

Rie Nakatani, M.D."?, Ichiro Naba, M.D.”, Yuko Kawasaki, M.D.",
Masayuki Moriya, M.D.”, Misa Nakano, M.D." and Chikao Tatsumi, M.D.”

"Department of Neurology, Toyonaka Municipal Hospital
“Present address: Department of Neurology and Cerebrovascular Disease, Osaka University Hospital

The patient was a 58-year-old man with 1-year history of cognitive decline, which was diagnosed as Alzheimer’s
disease in another hospital. He was admitted to our hospital for extreme fatigue, weight loss, and dysphagia, subsequent
to the left peripheral facial paresis. Brain magnetic resonance (MR) imaging showed bilateral diffuse white matter lesions
and hippocampal atrophy. After admission, he presented with sudden high fever, recurrent exacerbations of con-
sciousness, and increased C-reactive protein level with marked neutrophilia, with the result that he underwent
mechanical ventilation. Routine cerebrospinal fluid findings at the exacerbation were normal i.e. 4.7 cells/mm®, 40 mg/d/
of protein, but IL-6 concentration was mildly elevated to 22.2 pg/ml. After confirming the positivity of HLA (human
leukocyte antigen) B54 and Cwl, we administered steroid to him and his physical activity and state of consciousness
significantly improved. During the course of treatment, dermal lesion characterisitic of Sweet disease was absent. We
diagnosed this case was possible neuro-Sweet disease proposed by Hisanaga in 2005.

(Clin Neurol 2014;54:130-134)
Key words: neuro-Sweet disease, dementia, IL-6, HLA B54, HLA Cw1l




