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Fig. 1 Spinal MRI on admission.
A, B: Sagittal T,-weighted images (1.5 T, TR 3,000 ms, TE 120 ms) displayed a longitudinal extensive lesion of the transverse
myelitis in the spinal column from the upper cervical (C2) to the thoracic region (Th9). C, D, E: Axial T,-weighted images
(1.5 T, TR 3,500 ms, TE 120 ms) displayed intense signals predominantly in the central white matter.
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Fig. 2 Spinal MRI on day 33 of the illness.
A, B: Sagittal T, weighted images (1.5 T, TR 3,000 ms, TE 120 ms)
displayed that the longitudinal extensive lesion was mostly cured.
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Clinical symptoms

Urinary

dysfunction

Bilateral leg

Titer of MOG X 2048
antibodies (serum)
40mg/day X512
Treatment IVMP 30mg/day
1g/day 20mg/day
PSL 10mg/day

Fig. 3 Clinical course.
The patient presented with urinary dysfunction, bilateral leg weakness, and sensory disturbance. Intravenous methylprednisolone therapy
(IVMP) was found to be effective for the symptoms, as well as for the spinal lesions. The titers of anti-myelin oligodendrocyte glycoprotein
(MOG) antibodies decreased with a series of steroid therapies. PSL, prednisolone.

Table 1 Clinical features of anti myelin oligodendrocyte glycoprotein (MOG) antibody associated myelitis in previously reported case series.
Kitley, et al” Sato, et al” Jarius, et al®
Anti MOG-IgG-positive patients with a history of clinically myelitis, n 9 6 28
Patients exhibiting myelitis only, n 3 5 6
Myelitis plus optic neuritis and/or brain encephalitis, n 6 1 22
LETM, n 9 6 20
NETM, n 0 0 8
Mean length of long cord lesion, mean number of vertebral bodies 6.78 6.5 5

LETM (longitudinally extensive transverse myelitis): spinal cord lesion on MRI extending over three or more vertebral segments. NETM
(non-longitudinally extensive transverse myelitis): spinal cord short lesion on MRI extending less than three vertebral segments.
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Abstract

Longitudinally extensive transverse myelitis involving fifteen vertebral bodies positive
for anti-myelin oligodendrocyte glycoprotein (MOG) antibody: a case report

Takeshi Imai, M.D., Ph.D.”, Souichirou Shibata, M.D.?, Kensuke Shinohara, M.D., Ph.D.",
Kenzo Sakurai, M.D., Ph.D."”, Masahiro Horiuchi, M.D., Ph.D.” and Yasuhiro Hasegawa, M.D., Ph.D.”

"Department of Neurology, Kawasaki Municipal Tama Hospital

?Clinical Training Center, Kawasaki Municipal Tama Hospital

¥Department of Internal Medicine, Division of Neurology, St Marianna University School of Medicine

A 16-year-old male with no previous medical history developed sudden fever and urinary dysfunction. He was

admitted to our hospital due to bilateral leg weakness and sensory disturbance on the third day of weakness onset. A

sagittal T,-weighted image displayed a longitudinal extensive lesion of transverse myelitis in the spinal column from the

upper cervical (C2) to the thoracic region (Th9). The patient was diagnosed with autoimmune myelitis and treated with

four courses of intravenous methylprednisolone (1 g/day for three consecutive days per week). This improved his signs,

and his serum sample tested negative for anti-aquaporin-4 (AQP-4) antibody but positive for anti-myelin oligodendrocyte

glycoprotein (MOG) antibody in cell-based assays. We report this case of longitudinally extensive transverse myelitis
involving fifteen vertebral bodies positive for anti-MOG antibody.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:375-378)

Key words: transverse myelitis, longitudinally extensive lesion, anti-myelin oligodendrocyte glycoprotein (MOG) antibody;,

anti-aquaporin (AQP) 4 antibody




