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Fig. 1 Clinical course. Corticosteroid therapy was initiated, but the patient showed mild improve-
ment. Although methylprednisolone pulse therapy was administered 5 times, the patient contin-
ued to present with clinical relapse and died on day 50.

Fig. 2 Brain magnetic resonance imaging (MRI) findings on day 11. A fluid attenuated inversion
recovery (FLAIR) image (a: axial, 1.5 T; repetition time (TR) 6,000 ms/echo time (TE) 100 ms)
showed high-intensity lesions at the right cerebellum, pons, left and right corona radiata, and

right putamen.

A diffusion weighted image (DWI) (b: axial, 1.5 T; TR 3,070 ms/TE 105 ms; b value=1,000 s/
mm?) showed high-intensity lesions.

Gadolinium enhancement was not noted (c: axial, 1.5 T; TR 596 ms/TE 11 ms).
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Fig. 3 Spinal MRI findings on day 12. Spinal MRI showed an edematous, longitudinally extensive

cord lesion at the C5-Th6 level of the spine. The images showed postoperative artifacts. a: T1
weighted image: sagittal, 1.5 T; TR 2,608 ms/TE 100 ms; b: T2 weighted image: sagittal, 1.5 T;
TR 380 ms/TE 14 ms; ¢, d, and e: T2 weighted image: axial, 1.5 T; TR 4,773 ms/TE 100 ms.
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Fig. 4 Lesions in the right optic nerve (a-d), left pontine base (f-i), and upper thoracic segment (k-

n). a, f, and k: aquaporind (AQP4) immunohistochemistry (IHC); b, g, and L. glial fibrillary acidic
protein (GFAP) IHC; ¢, h, and m: Kliver-Barrera (KB) staining; d, i, and n: myelin basic protein
(MBP) IHC; e: bar for a-d; j: bar for f-i; and o: bar for k-n. Bars: 5 mm.
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Fig. 5 a: Minute necrotic foci in the pontine base, b: necrosis involving the anterior horn of the
thoracic spinal cord (arrowheads: macrophages and asterisk: remaining anterior horn cells), c:

pontine base (arrowheads swollen axons), d and e: posterior funiculus of the upper thoracic cord,
and f: pontine base (#: lesion; A : upregulation of aquaporin4 (AQP4) at the margin). a: myelin ba-
sic protein (MBP) THC, b: Kliiver-Barrera (KB) staining, c: neurofilament IHC, d and f: AQP4 IHC,
and e: glial fibrillary acidic protein (GFAP) IHC. Bars: 50 pm.
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Abstract
An autopsied case of postinfectious neuromyelitis optica in an 84-year-old man

Shun'’ichi Satoh, M.D., Ph.D.”, Kennichi Hoshi, M.D., Ph.D.”, Masahide Watanabe, M.D., Ph.D?,
Akiyo Hineno, M.D.”, Kiyomitsu Oyanagi, M.D., Ph.D." and Hiroyuki Yahikozawa, M.D., Ph.D."
"Department of Neurology, Nagano Red-cross Hospital
*Department of Pathology, Nagano Red-cross Hospital
“Department of Neurology, Shinsyu University School of Medicine
"Division of Neuropathology, Department of Brain Disease Research, Shinsyu University School of Medicine

An 84-year-old man presented with acute bilateral visual impairment 2 weeks after an upper respiratory
tract infection. A few days later, he developed left hemiparesis, followed by paraplegia. The brain magnetic reso-
nance imaging (MRI) showed high-intensity lesions in the right cerebellum, pons, left and right corona radiata, and
right putamen. The diffusion weighted image also showed these high-intensity lesions. The spinal MRI showed an
edematous, longitudinally extensive, cord lesion at the C5-Th6 level of the spine. Intravenous corticosteroid ther-
apy was initiated, but the patient showed mild improvement. Although methylprednisolone pulse therapy was ad-
ministered 5 times, he continued to present with clinical relapse and died on day 50. Anti-aquaporin-4 (AQP4) anti-
bodies were detected in the patient’s serum. Autopsy findings showed necrotic lesions at the spinal cord, brain,
and optic chiasma and nerves. An immunohistopathological study showed the loss of AQP4- and glial fibrillary
acidic protein (GFAP)-positive cells, with relatively preserved myelin basic protein (MBP)-positive myelin in the
necrotic lesions. We diagnosed the patient as having neuromyelitis optica (NMO) because of the seropositivity for
anti-AQP4 antibodies and on the basis of above-mentioned other immunohistochemical findings. It is difficult to
distinguish NMO from ADEM clinically, when the patient has a preceding infection. NMO should be considered in
patients with multifocal lesions in the central nervous system who have prominent myelitis and optic neuritis, ir-
respective of the postinfectious onset of the lesions and the sex and age of the patient.

(Clin Neurol 2011;51:583-589)

Key words: neuromyelitis optica, aquaporin 4, Devic’s disease, postinfectious encephalomyelitis




