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GBS CAN BE SEPARATED INTO DISTINCT CLINICAL 
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A simplified scheme of the ganglioside biosynthetic pathway
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AMAN and MFS are associated with
specific and sensitive anti-ganglioside antibody profiles 

that reflect Campylobacter LOS and ganglioside mimics
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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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The Neuromuscular Junction
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The mouse hemi-diaphragm electrophysiology preparation
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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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Prevention of MAC pore formation though inhibition of C5
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Control mAb Anti-C5, eculizumab

NEUROPROTECTION BY ECULIZUMAB ALSO OCCURS IN MICE 
EXPOSED TO  ANTI-GQ1b ANTIBODY AND COMPLEMENT IN VIVO
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GBS pathogenesis: a current model based on 
ganglioside/LOS mimicry 
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