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Motor nerve conduction study
Day 3 Day 33 Day 3 Day 33 Day 3 Day 33
Distal latency (ms) 6.0 4.6 5.3 3.9 5.0 4.1
Amplitude (mV) 0.33 1.3 0.3 2.2 2.2 6.4
Conduction velocity (m/s) 41 49 50 53 51 40
i Median Ulnar Sural
Sensory nerve conduction study
Day 3 Day 33 Day 3 Day 33 Day 3 Day 33
Amplitude (uV) 2.8 4.6 24 8.2 1.6 6.7
Conduction velocity (m/s) 35 40 39 45 38 47
Fig. 1 Nerve conduction study results.

(A) Right ulnar compound muscle action potentials (CMAP) obtained on Day 3 were shown. CMAP amplitudes were markedly

decreased. (B) Decreased CMAP amplitudes were improved one month after treatment with intravenous immunoglobulin

(IVIg). (C) Motor and sensory nerve conduction measurements on Day 3 and Day 33 were shown.
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Fig. 2 Clinical course.
The patient presented with progressive bulbar palsy after admission.
Although she was treated with intravenous immunoglobulin (IVIg)
from Day 4, she required mechanical ventilation due to acute respi-
ratory failure. While bulbar palsy prolonged, quadriparesis gradually
improved after second IVIg course.
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Abstract

An elderly case of Guillain-Barré syndrome with anti-GT1b antibodies

Masato Kinboshi, M.D., Ph.D.”, Yuko Morimoto, M.D.", Takeshi Yoshida, M.D.?,
Daisuke Kuzume, M.D." and Masahiro Yamasaki, M.D."”

YDepartment of Neurology, Chikamori Hospital
“Department of Rheumatology, Chikamori Hospital

An 85-year-old Japanese female was admitted with sudden onset of quadriparesis with areflexia. Preceding infection
was not present. IgG anti-GT1b antibodies were prominently positive in serum. Nerve conduction study results
suggested Guillain-Barré syndrome (GBS) classified as acute motor sensory axonal neuropathy (AMSAN). While
intravenous immunoglobulin (IVIg) was started, bulbar palsy and respiratory failure progressed and the condition
deteriorated. Although mechanical ventilation was required, second IVIg course led to gradual improvement of
quadriparesis and bulbar palsy. In the present case with elderly-onset disease, the levels of anti-GT1b antibodies were
elevated, which is relatively rare in GBS. It was suggested that anti-GT1b antibodies may be related to the development
of axonal GBS with bulbar palsy.

(Rinsho Shinkeigaku (Clin Neurol) 2019;59:600-603)
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