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GBS CAN BE SEPARATED INTO DISTINCT CLINICAL
SUBTYPES BY VARIOUS CLINICAL,
ELCTROPHYSIOLOGICAL AND LABORATORY
FEATURES
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A Molecular identity between LOS and ganglioside



A simplified scheme of the ganglioside biosynthetic pathway
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Examples of GB@associated C. jejuni LOS structures
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Anti-GD1a IgG antibodies are highly associated with the
axonal form of post-Campylobacter GBS (AMAN) in rural China
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IMMUNOPATHOGENESIS OF AMAN

Hopkiris group
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Antibody bound Axonal and Wallerian
to nodal axolemma degeneration
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The Neuromuscular Junction




GD3s KO VARREN

Anti-GDla mADb




The mouse hemi-diaphragm electrophysiology preparation
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MEPP FREQUENCIES RISE AT GD3s-/-
(HIGH GD1a) ENDPLATES
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Anti-GQ1b/LOS antibody has no LTx-like effect
under C6 deficiency conditions (i.e. no MAC)
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Calpain-mediated
cytoskeleton disintegration

Calcium-mediated
mitochondrial dysfunction



COMPLEMENT AS A THERAPEUTIC TARGET

C3 convertase

)

C5 convertase

_ O

C4 Cc2
Complement components
\/ and regulators

Crry

ST e
Y
T e
T el



The NEW ENGLAND JOURMNAL of MEDICINE

H EMGL | MED 35512 www.NEJM.ORS SEPTEMEBER 21, 2006

ORIGINAL ARTICLE

The Complement Inhibitor Eculizumab
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Prevention of MAC pore formation though inhibition of C5
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NEUROPROTECTION BY ECULIZUMAB ALSO OCCURS IN MICE
EXPOSED TO ANTI-GQ1b ANTIBODY AND COMPLEMENT IN VIVO

Control mAb Anti-Cb5, eculizumab




GBS pathogenesis: a current model based on
ganglioside/LOS mimicry
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	GBS pathogenesis: a current model based on ganglioside/LOS mimicry 
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