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Table 1
Cases of Guillain-Barré syndrome with optic neuropathy.
Time I
Ace Other neurological H(;l; :f dbz}l eren Antialvcolinid Antecedent or
8¢, Subtype deficits than ON . gy . P concomitant Treatment Outcome of ON Reference
Sex . R neurological antibodies . .
and quadriplegia .. infections
deficits
28, F AIDP  Ophthalmoplegia, 20 days ND M. pneumoniae  1st: PE = PR Only able to discern 5)
bulbar palsy, (others — ON) After PE, ON appeared. shapes and identify
respiratory failure, 2nd: steroid = PR faces (several
sensory ataxia months later)
22, M AIDP  Ophthalmoplegia, 11 days ND M. pneumoniae  1st: 2 courses of IVIg = PR Right: 20/40, 6)
bulbar palsy, (others — ON) After IVIg, ON appeared. Left: 20/30
respiratory failure, 2nd: steroid — PR (24 days later)
autonomic failure
53, M AIDP  Autonomic failure 5 days ND M. pneumoniae  PE plus steroid — PR Right: Grossly W)
(ON — others) impaired vision, Left:
full recovery
(2 months later)
69,M  AMAN Sensory ataxia 10 days ND M. pneumoniae  1st: steroid — PR for ON 20/30 8)
(ON — others) After steroid therapy, other (44 days later)
neurological deficits
appeared.
2nd: IVIg — PR
68, M AIDP  Ophthalmoplegia, Simultaneous GQ1b, CMV IVIg plus steroid — PR Finger counting 9)
bulbar palsy, GTla (6 months later)
respiratory failure
55, F AIDP Facial weakness, 42 days ND ND 1st: steroid = NE 20/25 10)
paresthesia (others = ON) 2nd: 3 courses of IVIg — (13 weeks later)
PR
49, F AIDP Bulbar palsy, Simultaneous ND EBV 1st: steroid = NE 20/125 11)
respiratory failure 2nd: IVIg — PR (35 days later)
31,M  AMAN  Bulbar palsy, Simultaneous GQ1b ND IVIg — CR Full recovery 12)
sensory ataxia (1 month later)
39, F AIDP  Hypoesthesia Simultaneous ND M. pneumoniae  1st: steroid = NE 20/30 13)
2nd: PE — PR (1 month later)
12, F AIDP  Paresthesia 16 days Gal-C M. pneumoniae  Steroid — CR Full recovery 14)
(others — ON) (10 days later)
43, F AIDP  Bulbar palsy 8 days ND ND IVIg = CR Full recovery 15)
(ON — others) (3 weeks later)
60, F ucC Ophthalmoplegia, Simultaneous GM3 CMV 1st: IVIg plus steroid = PR Right: 20/200, Present
bulbar palsy, GQ1b (serologically) 2nd: steroid = NE Left: 20/50 case
sensory ataxia, GD3 3rd: IVIg plus steroid = PR (43 days later)

autonomic failure

AIDP; acute inflammatory demyelinating polyneuropathy, AMAN; acute motor axonal neuropathy, UC; unclassified, ON; optic neuropathy, ND;
not described, CMV; cytomegalovirus, EBV; Epstein-Barr virus, IVIg; intravenous immunoglobulin therapy, PE; plasma exchange, NE; not effective,

PR; partial remission, CR; complete remission.
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Table 2 Nerve conduction study.

Day 6 (normal range) Day 14 Day 40
Motor
Lt. Median Distal latency, ms 5.1 (<4.6) 4.5 4.0
MCV, my/s 52.0 (>49.5) 51.1 56.8
CMAP, mV 7.9 (>3.0) 5.6 5.8
F wave latency, ms 29.1 (<28.2) 30.4 27.2
Lt. Ulnar Distal latency, ms 3.7(<3.8) 3.4 3.2
MCV, m/s 67.5 (>49.9) 55.2 56.7
CMAP, mV 11.6 (>5.8) 7.3 8.6
F wave latency, ms 29.8 (<29.7) NE 26.0
Lt. Tibial Distal latency, ms 5.7 (<5.7) 5.1 7.3
MCV, m/s 39.3 (>41.6) 39.3 36.0
CMAP, mV 17.5 (>4.3) 12.8 6.2
F wave latency, ms 55.1 (<51.7) 78.0 55.7
Lt. Fibular Distal latency, ms 6.5 (<6.8) 6.3 5.4
MCV, my/s 43.1 (>42.7) 43.1 43.8
CMAP, mV 4.0 (>2.6) 4.5 25
F wave latency, ms 54.6 (<51.7) 57.3 57.3
Sensory
Lt. Median SCV, m/s NE (>47.1) NE 479
SNAP, pv NE (>7.0) NE 13.3
Lt. Ulnar SCV, m/s NE (>46.8) NE NE
SNAP, Vv NE (>6.9) NE NE
Lt. Sural SCV, m/s 38.3 (>40.7) 38.0 45.2
SNAP, pv 11.8 (>7.4) 12.6 8.4

MCYV; motor nerve conduction velocity, CMAP; compound muscle action potential, SCV; sensory nerve conduction
velocity, SNAP; sensory nerve action potential, NE; not evoked.

ABetafEm (Fig. 2) 1 GBS & 5\ ABEH L D iH 512 0.4 g/kg
REOGE 7107 v KE#HERD: (intravenous immunoglobulin
therapy; IVIg) & A7 1 A F3I =/%)L A (methylprednisolone;
mPSL 500 mg/ H) % 5 HMHEAT L7z, GG b MR
WEAETT L, 25 6 0 H IS HTEHA) 2 & Tofa 150 & DUR O 11k
T GEALAH MMT 3, s#fZffy MMT 4) ASHBL, &8 & OIKEH
BHOFHIMET CRFOBRIBNDPHEE L o7z, 2, —#b
PEFPESEIR (120~150 |1/ 43), D2 PRSI O S 58 % 32
D7z,

558 HLIRE, R4 ICHAEICEL U, B 2R 3] e
&7 ) — B PEEIR R L E IS MIGE 2 e U 7. IREREE) X
Fopty RI3FEE R o 72708, KFHROERTHEREBET
5 X)o7 HAFBMOREEIH S, 50 cm DINO LT
OHIBIDEE L T o 72 S F N L OUGEEIZZ Lo 7z, Bt

BEOPHFEFEVE16HH 25 A7 04 K79V A2 (mPSL
1,000mg/ F) % 3 0 EREIICHEM L 722 E X e o 7.

GBS & #lAifEE E A H — DFHRETH L RetEx L8 L5
UWHEIY Vg BLUPATFEA FIZSVA%RLH 17—
VHEFT L 72, 58 26 9% H 121& 100 cm O FEE T ST B A5 1)
RE& 72 1), 4543 9 K ICERI L 72810013 4A R 0.1, AR 0.4 C
Hotz. HiIiE MMT CSAIE 4, DUBIEUTALRG 5, Arfh 4
T, BT ORI A ERRE, SATERAAT AT
E & 7o 72, MERED) O 45 41 W H ISR TC b 074 B
BREE) % 380 5 £ 9 127 o 72, 45 40 5 H O s Tl
IE PR O R AR T B B A ACE T EE L 22 Y BEIE MR D
AL R R I I AL L7z (Table 2). 45 48 9 H I [AI4E
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Fig. 1 MRI on Day 15.
Axial T,-weighted images with Gd-enhancement reveal enhanced bilateral oculomotor nerves (A, arrows in the bottom panel) and
adductor nerves (B, arrowheads in the bottom panel). We don't observe Gd-enhancement of optic nerves (C) or abnormal intensity

lesions around the optic chiasm (D, arrowhead in the bottom panel).

Day 15 Day 25 Day 40
Transfer
hospital

| [VIg |
mPSL mPSL mPSL
500 mg 1000 mg 500 mg '

Visual
disturbance

Ophthalmoplegia

Bulbar palsy el
i —

mRS 5
HFG 4 3
Fig. 2 Clinical course.
On admission, her visual acuity was finger counting. After the first course of IVIg and high-dose steroid therapy, her neurological
symptoms gradually improved, but the moderate-severity visual disturbance remained. Administration of additional high-dose steroid
therapy did not produce response. Another course of IVIg and high-dose steroid therapy improved her visual acuity to 20/200 in the
right eye, and 20/50 in the left eye. IVIg; intravenous immunoglobulin therapy, mPSL; methylprednisolone, mRS; modified Rankin

Scale, HFG; Hughes Functional Grade.
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fifg, AL & MMT 5 % Ci# L, Romberg i LBk
Thotz. BITRSIT TERKR ABIC TN EET LD
DD, EFELIFIAT L T

z =
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Lk o> & 512 GBS (AR & BiAE 9 2 JE B o JplE, H
JPAX KRB CTH Y, A% & 12 $i5H) (Table 1) OEFK
g x DU IR L7z

F RSN, 12 Bd 9 61 (75%) A% acute inflam-
matory demyelinating polyneuropathy (AIDP) T& -7z, Wi
A GBS T AIDP 1d 22~46% '~ & &, HMHEEE SRRk 6]
Tt AIDP OHEEDE . RBIDHHEEIL Ho & D EAR Wk
49 T3 AIDP OREHER 72 S o 7270%, SEBEEEE
RO % F26D 72 W 1A 5 acute motor axonal neuropathy <°
Z ORFHETH 5 nodopathy®” DA HEMEIZINEE 2 S
5. 3512, FIEENDZD D O MRAR O B A HE %
SN %, AIDP OREMHUE I RN E 7273, Schwann Al Iz O Hi
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BEORREATE 2 256, LN T O fke % 1 5 LB 1,
Schwann HiE % & < AR TLEIMMOERPUR AE S 5.
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EOERTIWETH 722 05, PLGQIb HUEEEIZL S
AR E Cld 7 <, BRI P20 S i K 7% & 5
TRIICEREL R LW RESE D H D
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GBS &1k TD M. pneumoniae &G DHFFE XA ¢ 270 HAlix
BEERAEBI T L WA D 5. —T7, RBITIL M. pneumoniae
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LEZ BN {7 AV ADIATIEY: % 760 72 RS 1617
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R B TIE, ABI% & 561 9 ) THUFHE I 213 GBS
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Abstract

Guillain-Barré syndrome with refractory optic neuropathy

Yosuke Takeuchi, M.D."””, Yuichiro Inatomi, M.D."”, Makoto Nakajima, M.D.” and Toshiro Yonehara, M.D."

PDepartment of Neurology, Saiseikai Kumamoto Hospital
“Department of Neurology, National Hospital Organization Kumamotominami National Hospital
¥Department of Neurology, Graduate School of Medical Sciences, Kumamoto University

A 60-year-old woman with a 3-day history of ataxic gait, blurred vision, and upper extremity paresthesia was
admitted to our hospital. She presented with severe visual disturbances (finger counting), ophthalmoplegia, neck
weakness, and sensory ataxia. Serum anti-GQ1b antibody, anti-GM3 antibody, and anti-GD3 antibody were strongly
positive, which might contribute to the pathogenesis. Since we suspected Guillain-Barré syndrome (GBS), intravenous
immunoglobulin therapy (IVIg) and high-dose steroid therapy were administered; however, improvements in her visual
acuity were minimal. Additional IVIg and high-dose steroid therapy resulted in limited visual acuity improvements.
Therapeutic strategies for patients with GBS and refractory optic neuropathy remain controversial.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:652-658)
Key words: Guillain-Barré syndrome, optic neuropathy, anti-GQ1b antibody, intravenous immunoglobulin therapy




