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Fig. 1 MRIimages on admission (A, B, C, D) and the 19" day of illness (E, F).
A: Short T, IR (sagittal, 1.5 T) image depicts multiple longitudinal lesions of transverse myelitis in the spinal cord below C3.

B and C: T,-weighted images (axial, 1.5 T) show central hyperintensity (B), with partial gadolinium enhancement (C; arrow).

D: T,-weighted image (coronal, 1.5 T) shows abnormal hyperintensity in the left optic nerve (arrow). E and F: Fluid attenuated

inversion recovery images of the brain (axial, 1.5 T) depict lesions at the periventricular zone, cerebral peduncles and pons.
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Fig. 2 Clinical course.

Paraplegia, sensory disturbance below level Th5 and bilateral visual loss were observed on admission. Although IVMP combined
with MEPM and ACV were started immediately, disturbance of consciousness and apnea appeared, necessitating artificial respira-
tion. In addition, various autonomic disturbances were observed. Subsequently, five sessions of plasma exchange and IVIG
improved consciousness level, apnea, autonomic disturbance and visual acuity, although paraplegia and sensory disturbance
remained. Thereafter, laboratory report showed that the serum sample obtained on admission was positive for anti-aquaporine-4
antibody. Examinations of serum and cerebrospinal fluid showed no evidence of infectious diseases. R.V: right vision, L.V: left vision,
CF: counting finger, HM: hand motion, IVMP: intravenous methylprednisolone, PE: plasma exchange therapy, IVIG: intravenous
immunoglobulin therapy, PSL: prednisolone, MEPM: meropenem, ACV: acyclovir.

BB % R L o 7278, RN AE L E B8
5L IREETH o7, HSRELRDIEFHOFRPLINS.

AMEOEEFR, 596 Il H AR ERILEEH T 2 THREL, &
FHERE ST

HER - ARG OB AQPA FUERMGELZ T )1 < 728w E L72HUER
AP AT AR AR A FISE S A SRR L BT E

AT CICHE L, BRI RE COLIRREIZH 43, ik HE
BWFhb Y TEA.

X &

1) Brettschneider ], Claus A, Kassubek ], et al. Isolated blood-
cerebrospinal fluid barrier dysfunction: prevalence and associated

2

3

4

5

6

~

=

)

2

g

diseases. ] Neurol 2005;252:1067-1073.

Lepur D, Peterkovi¢ V, Kalabrié¢-Lepur N. Neuromyelitis optica
with CSF examination mimicking bacterial meningomyelitis.
Neurol Sci 2009;30:51-54.

Meireles M, Martel E Aradjo ], et al. Characterization and
modulation of glucose uptake in a human blood-brain barrier
model. ] Membrane Biol 2013;246:669-677.

Maher E Vannucci SJ, Simpson IA. Glucose transporter proteins
in brain. FASEB J 1994;8:1003-1011.

TERSCES, i B, I BI Y & fifE i€ . Brain Nerve
2013;65:165-176.

Cayrol R, Saikali B, Vincent T. Effector functions of antiaquaporin-4
autoantibodies in neuromyelitis optica. Ann N Y Acad Sci 2009;
1173:478-486.



56 : 572 BRPRfpfRE 56 % 875 (2016 : 8)

Abstract

A case of neuromyelitis optica presenting marked pleocytosis and hypoglycorrhachia

Mai Fujikura, M.D.", Kazuki Yokokawa, M.D.”, Hirohiko Shizukawa, M.D."” and Shun Shimohama, M.D., Ph.D.”

PSection of Neurology, Sapporo Kosei General Hospital
“Department of Neurology, Sapporo Medical University School of Medicine

A 57-year-old man initially developed chest discomfort, nausea, vomiting, headache and low-grade fever, followed by
paraplegia, sensory disturbance below level Th5 and bilateral visual loss. He was admitted to our hospital on the 15th
day of illness. MRI short T, inversion recovery image showed multiple longitudinal lesions in the spinal cord below C3,
and T,-weighted image showed abnormal hyperintensity within the left optic nerve. Cerebrospinal fluid (CSF) analysis
revealed marked pleocytosis (1,719/u) and hypoglycorrhachia (CSF glucose; 20 mg/dl). Intensive immunosuppressive
therapy combined with antibiotics and antiviral agent were started immediately, resulting in relatively good visual
outcome but no improvement of paraplegia and sensory disturbance. The patient’s serum sample on admission was
subsequently reported to be positive for anti-aquaporin-4 antibody. With no evidence of infectious diseases, neuromyelitis
optica (NMO) was diagnosed. It should be borne in mind that marked hypogylcorrhachia may also be seen in NMO.

(Rinsho Shinkeigaku (Clin Neurol) 2016;56:569-572)
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