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Immune mediated neuropathy is heterogenous group of neuropathies caused by immune mediated injury to peripheral nerves, in-
cludes Guillain-Barré syndrome, chronic inflammatory demyelinating polyneuropathy and multi-focal motor neuropathy. A number of
recent studies have revealed the pathophysiology and used it for diagnosis and treatment. It is generally known to have a good ther-
apeutic response, but not always. Therefore, it is important to understand the pathophysiology and to find new therapeutic targets

and options through further research.
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Table 1. Autoantibodies and clinical subtypes of immune-mediated neuropathies

Disease Subgroup or phenotype Antigen Antibody isotype  Clinical significance
Acute motor axonal neuropathy  Pure motor GM1, GM1b, GD1a and lgG Guide to GBS subtype
GalNac-GD1a
Acute motor and sensory axonal ~ Motor and sensory GM1 and GD1a lgG
neuropathy
Miller Fisher syndrome Ataxia, Ophthalmoplegia and GQ1b and GT1a lgG
areflexia
Pharyngeal-cervical-brachial Oropharyngeal, facial, and neck and  GT1a, GQ1b and GD1a lgG
variant shoulder muscle weakness
Multifocal motor neuropathy Motor GM1 and complex GM1:GalC IgM Diagnostic guide
Anti-MAG neuropathy Sensory and ataxia MAG IgM Diagnostic guide
CANOMAD and CANDA Sensory and ataxia GD3, GD1b, GT1b and GQ1b IgM Diagnostic guide
Chronic inflammatory Aggressive onset and initial axonal  Contactin 1 lgG4 Poor response to IVIG
demyelinating polyneuropathy  involvement
Tremor, ataxia and distal motor NF155 lgG4 Poor response to IVIG
involvement
Subacute onset, sensory and NF186 and NF140 lgG4 Good response to IVIG

conduction block

and steroids

CANDA, chronic ataxia neuropathy with disialosyl antibodies; CANOMAD, chronic ataxic neuropathy with ophthalmoplegia, monoclonal proteins, cold
agglutinins and disialosyl antibodies; GBS, Guillain-Barré syndrome; Ig, immunoglobulin; IVIG, intravenous immunoglobulin; MAG, myelin-associated

glycoprotein; NF, neurofascin.
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