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Serum Anti-ganglioside Antibody in Inflammatory Demyelinating Neuropathies
Akinori SHIBATA

Serum anti-ganglioside antibodies in Guillain-Barré syndrome (GBS), Fisher syndrome (FS),
and chronic inflammatory demyelinating polyradiculoneuropathy (CIDP) were measured by the
enzyme-linked immunosorbent assay (ELISA), and compared with their clinical symptoms and
electrophysiological examinations. The severity of muscular weakness in the four extremities
correlated with the anti-GM 1, GD 1 a and GD ] b antibodies. Disturbances of eyeball movement
correlated with the anti-GQ 1b antibody. Electrophysiological examinations showed 14 of 17
patients with GBS to be of the demyelinating type and two were of the axonal type. Both axonal
type patients had a high anti-GM 1 antibody titer and their preceding symptom was diarrhea,
suggesting the possibility of Campylobacter jejuni infection. No significant correlation with CIDP
and anti-ganglioside antibodies was found. (Accepted on September 3, 1998) Kawasaki Igakkaishi 24
(3):123—130, 1998
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REFEMENBCERSE 8 A, HFHIOE2 A
OF#EE L7z GBS 17f7, FS 8§, CIDP 6 I
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o a—aRB4F, TAYNALT—RIEE
R 2B, T4 VAERER 1, 1 VA%
Bige 1B, oA VAPERRK 1B, Bell BifE 2 4,
TAEZE 161, 3 ba> P 7HEE 168, A
Behcet 5§ 1, Meige SEBHRE 2 Fle w7z, IE
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1. ThEhoBELFIRNDE, FRERMNX

Summary of patients

clinical symptom

electrophysiclogical
examination

; recedin sensory disturbance (eqpirator — axonal conduction
Bloe afip; 1Bex dlseasepsvmptomg weakness gisturbance %?osger%éajlt dist:.?rbanc\; demvelmahondegeneration block
1. 47 M GBS CCS ++ + - - + - -
2 24 F , +4 + - - + - -
3 62 M # “ +++ o = - + = i
4, 49 M +  diarrhea +++ = = — + = +
5 19 M cos  +++ + + + - - -
6. 57 M #  diarrhea +++ = - + + - .
7. 22 M+ CCS ot - - - + - -
8. 41 M # = ++-+ = = = + = *
9. 59 F »  diarrhea + + = = — o ==
10. 69 F # ccs +++ + — it + - -
1. 85 F # # +++ = = - S i &
12. 87 M~ ’ — + - - + — -
13. 24 M # diarrhea =+ = - = + =, +
14, 23 M * e ++ — = = = = ==
15. 73 F ” ccs +++ + = T+ + = +
6. 16 F ,, 4 *t + = = = = =
17. 23 F » diarthea  +++ I = = -+ = +
18. 40 M FS  — + + + - = = ==
19. 25 F ccs - + + . - — —
20. 12 M # = = + = #+ — .
21. 69 F - - + - - - - -
2. 23 M+ . - — + — - — e
23 57 F ¢ + + + = - = =
24 38 F 4 + + + - — + -
2. 81 M+ v - + + - = - -
2. 50 M CIDP — ++ + + - + — -
27. 55 F  + - + - - — + - +
28 60 M+ — e - - - + - -
29. 2 M - - ++ + - - + — +
3. 3 M - - + + » - = . i
3. 60 M 4 = ++ + - - + - =

CCS : common cold symptoms
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P<0.01
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Fig. 1. anti-GM1 antibody
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Fig. 4. anti-GDIb antibody
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Table 2. Summary of anti-ganglioside antibodies

GBS (n=17) FS

CIDP
demysiination 30 aion  (1=8)  (n=6)
{(n=14) (n=2)
GM1 5 2 0 0
GM2 2 0 1 1
GD1a 9 1 4 1
GD1b 10 2 1 1
GT1b 4 0 4 1
GQib 0 7 1
1BIHBL T 3.
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