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Fig. 1 Magnetic resonance imaging at admission (1.5 T).
T,-weighted sagittal (TR = 3,300.0 ms, TE = 97.0 ms) and axial (TR = 3,500.0 ms, TE = 91.0 ms) scans of the upper cervical spinal cord show
high-intensity lesions in the right dorsal region at the vertebral height of C1 (A, C; arrows) and C2/3 (A, D; arrowheads). Gadolinium enhancement

is seen in the lesion at the vertebral height of C1 (T,-weighted image; TR = 600.0 ms, TE = 12.0 ms) (B; arrow). Optic nerve lesions were not

observed (T,-weighted image; TR = 3,800.0 ms, TE = 95.0 ms) (E). Only one high-intensity dot-like signal in the left insula on T,-weighted

image (TR = 3,800.0 ms, TE = 91.0 ms) (F; arrow) and two low-intensity dot-like signals in the right frontal lobe on T,*-weighted image (TR

= 818.0 ms, TE = 20.0 ms) (G; arrows), which did not seem to be demyelinating lesions, were observed in the brain.

TEMEIL-2 L 78 =ik i d Bt 2 oo (35 8l i f
WTH o7z, ZOMDIME - IR IE 2 RO ho
7o, BT CIEAMBHIKBREY, JE 110 mmH,0, Mk 2/
W (HEEK2), & 29 mg/d, 61 mg/dl & —MMRAICRE
137 <, IgG index I 0.60, 3 =) Y3EFEVEAEFHIL 31.3 pg/ml
Feiiy & FIEAFEPAN T, ) T 0 —F Ny F, B
R, ), 70 7 b 3 v AFUFEIE VTS B TH -
7o M-SR OB A L AMAE (HALA L <A A VA,
KM KIEE T ANVA, EBUA VA, A4 M2 F07 1)
A) TG & R Pk o LA 0 72, Gl MRI T
Cl L VOB HNC Gd &30 H 5 T, Mm% T
EES OIMIERZ (Fig. 1A~C), C2/3 L~V DS
(2 2013 AFIEIZ B L 72 BRIB IR ZS & 5 2 & 5155 Rl
(Fig. 1A, D) %7872, [ MRI Tl 2 Ba i i %
< (Fig. 1E), A2 1E McDonald @ % 381 AL AE S W 2k it
(2815 MRI OIEH % {ifi 72 3 IR 2 L5 7 h o 72 (Fig. 1K
G).

FRARARESE © WRPRRR % Fig. 2 IR Y. ABRBEBLICATO

A B2V AEL: (AF VT L F=var1g H, 3 HIE M
Bel) #ATL72L 25, BIGH O ICAHBEEOR AL 1/10
REEICIHA L, ¥ - BRI - SO BBIMITH KL Lz, AT
04 ROV ZAFERTHRICTL F=va rHik% 60 mg/ H
MHBMGL Tl L, F4E1LA EIGRRELZ. 12 AR
WIS TR O Gd SR RIEHI L Tz #2015
4 AR IER BRI TP L I As B LR EE 72 705 © Fe
LTwv:%%%, MRITIEH 722 itidA 5 nd, BIEEMEHREE
cibnhi, L rF=va yAREHEREEE L T5mg HE
HRFBE L 72, $TMOG FUARAi X BaE 2 & 256 5 CTHER L 7225,
2017 4E 3 HIZE L T THL P ARFEIIZA LN TV ARV,

£ =

ABNEHT AQP4 FLIR D CTHE MOG PUR A ECTH - 72
2k, RTINS 3 MERARN O /INFZE DS EALSEREAT TR 0 A
W2 M5EHE L7722 LB TH - 72, Sepulveda H 1T
MOG FUED 1T B o 7B R0 B 95 7 & 0 8 56 f



P MOG HikB O R EBR %O 161 57 : 731
2014 2015 2016
Oct Jan Mar Apr Jul Oct Mar Jul Nov
1 1 1 1 1 1 1 1 1

anti-MOG . . . _
- =) (— — 1:256 1:128 1:128 (—)

antibody titer 256 =) (=) =) =)

intravenous methylprednisolone 3 X 1 g/day
60 mg/day
prednisolone 20 mg/day
5 mg/day

150 mg/day
pregabalin [ |

1200 mg/day

acetaminophen [ 400 mg/day
400 mg/day 400 mg/day
carbamazepin
200 mg/day 200 mg/day

60 mg/day

loxoprofen sodium hydrate [ RRNRERENNNEEE 1 R RO OOOORINNNINTNININI

intermittent lancinating pain
identical to right trigeminal and occipital neuralgia

&

60 mg asingle use

pain and hypesthesia distributed in the right C2—C4 dermatome regions

;—

prickly pain which mainly occurred in the right cheek and temporomandibular joint regions

_——

Fig. 2 Clinical course.

In response to high-dose intravenous methylprednisolone treatment followed by oral prednisolone with tapered dose reduction, the intermittent

lancinating pain identical to trigeminal and occipital neuralgia immediately disappeared. Pain and hypesthesia distributed in the right C2-C4

dermatome regions significantly reduced and gradually disappeared. Prickly pain which mainly occurred in the cheek and temporomandibular

joint regions emerged in April 2015; only prickly pain remained as a sequela. Although the titer of serum anti-myelin oligodendrocyte glycoprotein
(MOG) antibody temporarily became positive again (titer 1:128 to 1:256) from October 2015 to November 2016, there have not been any

symptoms or re-appearance of the spinal cord lesions to suggest a relapse.
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Abstract

A case of recurrent myelitis associated with anti-myelin oligodendrocyte glycoprotein antibody
that developed only as localized short spinal cord lesions
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Ichiro Nakashima, M.D., Ph.D.””, Kinya Hisanaga, M.D., Ph.D." and Isao Nagano, M.D., Ph.D."
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A 65-year-old man initially developed numbness and hypesthesia in the right shoulder and brachial regions that
disappeared within several months. MRI revealed a small lesion extending to a vertebral segment in the right dorsal
region of the cervical spinal cord at the vertebral height of C2/3. About 15 months later, the intermittent lancinating pain
identical to the right trigeminal and occipital neuralgia with pain and hypesthesia distributed in the right C2-C4
dermatome regions appeared. MRI revealed a new oval lesion with gadolinium enhancement in the right dorsal region of
the cervical spinal cord at the vertebral height of C1, which was thought to involve the posterior column and lower part
of the spinal tract nucleus of the trigeminal nerve. There was no optic nerve, brain, or other spinal cord lesions that
suggested demyelination on MRI. A titer of serum anti-aquaporin-4 antibody was negative, but anti-myelin
oligodendrocyte glycoprotein (MOG) antibody was found to be positive. The symptoms were relieved by corticosteroid
treatment. Our report presents a rare case of anti-MOG antibody-positive recurrent myelitis that developed only as
localized short upper cervical spinal cord lesions, not meeting the diagnostic criteria for neuromyelitis optica spectrum
disorders.

(Rinsho Shinkeigaku (Clin Neurol) 2017;57:729-732)
Key words: anti-MOG antibody, anti-AQP4 antibody, neuromyelitis optica spectrum disorders, multiple sclerosis, trigeminal
neuralgia




