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Fig. 1

Clinical course.

The patient was not able to stand independently at admission to our hospital. After the completion of seven plasma

exchanges (PE), he got to be able to walk independently. In nerve conduction studies, compound muscle action
potentials (CMAPs) of left median nerve (L. median) had dramatically improved since day 61, but CMAPs of left tibial
nerve (L. tibial) were still below the normal value 20 years after the onset. The titer of serum IgG anti-GM1 antibodies

gradually decreased, but did not become negative 20 years later.
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Table 1 Results of nerve conduction study.
After the onset
7 days 15 days 61 days 1 year 2 years 20 years
DL (< 3.7ms) 4.0 4.0 4.1 3.8 3.2 3.5
CMAP amplitude
Motor (> 79mV) 8.3 3.0 4.1 7.6 11 10
MCYV (> 51m/s) 49 49 48 52 54 56
L. Median
DL (< 2.5 ms) 3.2 2.9 3.0 NE NE 2.7
SNAP amplitude
Sensory (> 9.8 V) 52 44 34 NE NE 28
SCV (> 52m/s) 55 59 58 NE NE 56
DL (< 4.6 ms) 8.0 7.7 6.8 7.7 4.3 5.1
- CMAP amplitude
L. Tibial Motor (> 10.5mV) 3.4 <0.1 0.2 0.2 0.9 3.0
MCV (> 41 m/s) 47 43 40 40 41 41
DL (ms) 2.8 2.4 24 NE NE 34
SNAP amplitude
L. Sural Sensory (> 2.70V) 19 16 16 NE NE 21
SCV (> 44 m/s) 48 51 54 NE NE 44

Sural nerve was estimated by antidromic stimulation on 7, 15, 61 days after the onset, and by orthodromic stimulation at 20 years after the
onset. Normal values of CMAPs, SNAPs, MCV, SCV, and distal motor latency are noted in parentheses. L: left, DL: distal latency, CMAP:
compound muscle action potential, MCV: motor nerve conduction velocity, SNAP: sensory nerve action potential, SCV: sensory nerve

conduction velocity, NE: not examined.
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Abstract

Twenty-year follow-up study of antiglycolipid antibodies and electrophysiological findings
in a 36-year-old patient with an axonal variant of Guillain-Barré syndrome

Naohiro Sakamoto, M.D."”, Masato Kadoya, M.D.”, Akiko Kadoya, M.D.",
Keiko Kamakura, M.D., Ph.D.”, Katsunori Ikewaki, M.D., Ph.D." and Kenichi Kaida, M.D., Ph.D.”

YDepartment of Neurology, Anti-aging and Vascular medicine, Division of Internal Medicine, National Defense Medical College

We describe a twenty-year follow-up study of antiglycolipid antibodies and electrophysiological results in a 36-year-
old man with Campylobacter jejuni-associated Guillain-Barré syndrome (GBS). The patient had a high titer of IgG
antibodies to GM1 and GA1l 20 years ago. Plasma exchange resulted in full recovery from a bedridden status to
independent walking in three weeks, except for residual mild weakness of the bilateral extensor hallucis longus muscles
and atrophy of the plantar muscles. Twenty years later, he is unable to run at full pace due to neurological sequelae, and
IgG antibodies to GM1 and GA1 were still slightly positive. This case suggests that marked improvement in the acute
phase does not necessarily guarantee a subsequent good quality of life (QOL). Optional treatment such as complement
inhibitors in the acute phase may be required to achieve better QOL in subsets of patients with GBS.

(Rinsho Shinkeigaku (Clin Neurol) 2018;58:509-512)
Key words: Guillain-Barré syndrome, long-term prognosis, antiglycolipid antibody, axonal type, quality of life




