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Table 1 Clinical manifestations in the recurred cases.
Case Age Disease Preceding infection Clinical symptoms Treatment Outcome
1 36 FS unknown E/A unknown FGO
63 FS/GBS - E/A/R IVIg/mPSL FG3
2 28 FS unknown E mPSL FG1
30 FS/GBS + E/M/R IVIg/mPSL FG1
39 FS/GBS + E/AM IVIg/mPSL FG1
40 FS/GBS + E/A/M IVIg/mPSL FG1
3 51 FS - E/A Vit B12 FG1
63 FS - E IVIg FG1
4 37 FS + E/A IVIg FG1
45 FS - E/A/S IVIg FG1

Abbreviations: A: ataxia, E: eye movement disorder, M: muscle weakness, R: respiratory impairment S: sensory disturbance,
FG: functional grade, IVIg: intravenous immunoglobulin, mPSL: methylprednisolone pulse.

GBS: Guillain-Barré syndrome, FS: Fisher syndrome.
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Table 2 Serum anti-ganglioside antibodies in the recurred cases.
Anti-ganglioside antibodies
Case Age
GM1 GM2 GM1b GDla GD1b GD3 GQ1b GT1b GTla
1 36 not done
63 IgM IgG IeG IeG IsG
2 28 not done
30 IgM/IgG IgM/IgG
39 IgM/IgG IgG IgG IgG IgG IgsG
40 IgM/1gG IgG IgG IgG
3 51 IgM 1gM/1gG 1eM/IgG
63 IgM IgG IgG
4 37 IgG IgG
45 IgM IgG IgG IgG IgG
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WL, b ASEEYRRE A R E 2 & TAT RO AEFTHIIC
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Abstract

Clinical analyses of recurrence in Guillain-Barré syndrome and Fisher syndrome

Shuichiro Neshige, M.D.", Takeshi Yoshimoto, M.D.", Shinichi Takeshima, M.D.", Takahiro Himeno, M.D.",
Yutaka Shimoe, M.D.”, Kazuhiro Takamatsu, M.D."” and Masaru Kuriyama, M.D., Ph.D.”

YDepartment of Neurology, Brain Attack Center Ota Memorial Hospital

Recurrence of Guillain-Barré syndrome (GBS) and Fisher syndrome (FS) is uncommon. We retrospectively studied
the cases of 93 consecutive patients with GBS and FS who were admitted to our hospital between January 2000 and
March 2013. We analyzed the clinical features of and anti- glycolipid antibodies in patients who experienced recurrence.
Of the 93 patients, 53, 37, and 3 had GBS, FS, and overlapping GBS and FS, respectively. There were 6 recurrences in
4 patients, all of whom were women; their onset age ranged from 26 to 51 years, and the average time to recurrence
ranged from 9 months to 25 years. The recurrence rate of FS was 10.8%. On the recurrence, 2 patients showed FS
(5.4%) and 2 patients showed overlap of GBS and FS (5.4%). All patients with recurrence showed good prognosis and
increased anti-GQ1b glycolipid antibody levels both at the initial episode and at recurrence. Immunological examinations,
including those for detecting changes in anti-glycolipid antibodies, are important for clarifying the pathomechanism of
recurrence in GBS and FS.

(Clin Neurol 2014;54:577-580)
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