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Fig. 1 Visual fields of the patient.
A. At 39 years of age, examination of the patient’s visual fields showed dense peripheral constriction with central sparing on the left. B. At 45

years, visual field testing demonstrated dense peripheral constriction with relative central sparing in the right eye and a smaller superior

scotoma on the left. C. Right visual field examination showed a central scotoma.
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Fig. 2 MRI of the patient.
A. At 39 years of age, orbital MRI with short T, inversion recovery (STIR) sequence demonstrated abnormally high signal intensity in the left

optic nerve sheath (TR = 3,344 msec; TE = 70 msec). B, C, D. Spinal cord MRI at 45 years. T,-weighted images showed hyperintensity
extending from T2 to T9 in a sagittal view (B). This hyperintensity was located in the central gray matter in an axial view at the level of T6 (C).
T,-weighted images after gadolinium infusion showed enhancement surrounding a hypointense region (D). In B, TR = 3,000 msec and TE =
100 msec; in C, TR = 4,641 msec and TE = 100 msec; in D, TR = 797 msec and TE = 10 msec. E, E At 45 years, the optic nerve sheath
showed gadolinium enhancement with a doughnut sign on a coronal view (E) and kinking with a tramtrack sign on an axial view (F). In E, TR =
5.24 msec and TE = 2.52 msec; in E TR = 5.08 msec and TE = 2.50 msec. G. Orbital MRI at 45 years with STIR sequence showed increased
signal intensity in orbital fat (TR = 3,646 msec; TE = 70 msec). H. In the brain, fluid-attenuated inversion recovery (FLAIR) images showed
periependymal lesions at the periphery of the pons (TR = 10,000 msec; TE = 120 msec). I, J. FLAIR MRI also showed multiple small
hyperitense lesions bilaterally in subcortical and cortical areas (TR = 10,000 msec; TE = 120 msec). K. STIR sequence demonstrated high
signal intensity in both optic nerve sheaths (TR = 3,646 msec; TE = 70 msec).
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Abstract

Right optic perineuritis and myelitis 6 years following left optic perineuritis
in anti-myelin oligodendrocyte glycoprotein-associated disorder: a case report

Kyoko Maruta, M.D., Ph.D.?, Yasuyuki Nobuhara, M.D., Ph.D.?, Yuji ljiri, M.D., Ph.D.?,
Fumikazu Kojima, M.D.? and Hiroshi Takashima, M.D., Ph.D.?

U Department of Neurology, National Hospital Organization Minamikyushu National Hospital
2 Jjiri Ophthalmologic Clinic
9 Department of Neurology and Geriatrics, Kagoshima University Graduate School of Medicine and Dental Sciences

We report a patient with myelin oligodendrocyte glycoprotein (MOG) antibody positivity who manifested myelitis
with right optic perineuritis (OPN) 6 years following left OPN. A 45-year-old man treated 6 years previously for left OPN
developed ascending numbness in both legs, urinary dysfunctions, and constipation. Neurologic examination disclosed
bilateral hypesthesia extending downward over the chest from the T8 level. No motor weakness was evident. Visual
field testing showed dense peripheral constriction with intact central vision on the right and a smaller superior scotoma
on the left. Visual acuity and funduscopic findings were normal. Results of routine serologic investigations and
autoimmune antibody titers, including those of anti-aquaporin 4 antibody, were within normal limits, except that both
serum and cerebrospinal fluid were positive for anti-MOG antibody. MRI displayed a longitudinal cord lesion extending
from T2 to T9, as well as optic nerve sheath enhancement characteristic of OPN. The patient was diagnosed with
myelitis in addition to OPN, both resulting from MOG antibody-associated demyelination. Patients with myelitis, require
careful assessment of visual acuity and visual fields to detect possible accompanying OPN and ON. We suspect that OPN
in some other patients may likewise be caused by anti-MOG antibody.

(Rinsho Shinkeigaku (Clin Neurol) 2022;62:286-292)
Key words: myelitis, optic perineuritis (OPN), myelin oligodendrocyte glycoprotein (MOG), anti-MOG antibody,
anti-MOG antibody associated disorder (MOGAD)




