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Relationship Between Campylobacter Jejuni Infection and Anti- Ganglioside GM; Anti-
bodies in Children with Guillain-Barre Syndrome
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Shenzhen Children’ s Hospital , Shenzhen, Guangdong 518026, China ( Email : suyan @163. com) .

Abgract :  Objective  The cause of GuillainrBarre Syndrome (@S9 is ill not clear. Some researchers thought
that it was related to infection , epecilly Campylobacter jguni (CJ) infection. Thispaper amsat studying the relationship
between CJ infection and Gangliosde GM; injury 2 asto explore the mechanismof (BS. Methods Thelevelsof CFIgG
antibody and the antibodies of gangliosde GM;-IgG and GM;- IgM were detected by enzyme-linked i mmunosorbent assay
in serum or cerebropind fluid of 31 children with GBS. Of the 31 patients, there were 23 cases of acute inflammatory
demyelinating polyradiculo- neuropathy (AIDP) and 8 cases of acute motor axonal neurgpathy (AMAN). Thirty-three
children with non 8BS neurologica diseases (N @S group) and 10 normd children were used as the control groups.
Results The serum CJ IgGlevesin both acute and recovery phasesin the AMAN group were sgnificantly higher than
those of the N@S group ( P <0.01) ; and the serum anti-CJ IgG leve in the acute phase in the AIDP group d
dgnificantly increased compared with that of the N@BSgroup ( P <0.01). The CFIgGlevesin cerebrogpind fluid in
acute phase in the AMAN and A IDP groups were higher than that of the N@BSgrouw ( P <0.01). The serum GM;-
IgM levelsin both acute and recovery phasesin the AMAN and AIDP groups were higher than those of the two control
groups ( P <0.05). The serum GM;-IgGleve was higher than that of the norma control group , but it did not differ
from that of the N@Sgroup. There were sgnificant differencesin the GM1- IgM leve in the cerebrogpina fluid between
the @8BS group and the N@BSgroup ( P <0.05). CFIlgG waspostively corrdated to GM;-1gGand GM-IgM ( R =
0.722, P = 0.05). Conclusions CJ infection may be an important cause of in the devdgpment BS. The
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immunological injury of gangliosde GM; may be related to the pathogenessof @BS.
[ Chin J Contemp Pediatr , 2003, 5(6) : 533 - 536]
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Table 1 Serum CrIgGlevesin various groups

oD
10 1.40+0.15
NGBS 33 1.45+0.14
AMAN 8 1.78+0.15°
8 1.62+0.14°
AIDP 23 1.67£0.182"°
23 1.47£0.19°
a NGBS P<0.0l;, b AMAN P
<0.01; ¢ AMAN P <0.01

2

CrlgG

Table2 CSF CrIgGlevdsin various groups (x +s)

oD
NGBS 29 0.84+0.19
AIDP 23 0.93£0.19%°
AMAN 8 1.06+0.14%
‘a N@&BS P <0.01; b AMAN P

<0.01
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Table3 GM;-IgGand GM;-IgM levesin serum and CSF in various groups (x £5s)
19G IgM 1gG IgM
10 0.357+£0.097 0.435+0.083

NGBS 20 0.465+0.131 0.453 £0.085 0.384 £0.162 0.381£0.078

aBS 31 0.483+0.1772 0.613+0.2232P 0.716+0.878 0.820 +0.949°

BS 31 0.554 +0.1932 0.684 +0.252%P

a P <0.05; b N@&BS P <0.05
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