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Acute motor axonal neuropathy as a different disease entity of 
acute inflammatory demyelinating polyneuropathy

Acute motor axonal neuropathy (AMAN) is an immune-mediated polyneuropathy which has different and peculiar immunopathophysio-
logic mechanisms from those of classic Guillaine Barre syndrome (GBS) known as acute inflammatory demyelinating poly-
neuroradiculopathy (AIDP). Since the first case report of axonal GBS in 1986 and the investigation of Chinese paralytic syndrome 
children in 1991, AMAN has been known as an axonal variant of GBS which is associated with anti-ganglioside antibody and pre-
vious Campylobacter Jejuni infection. Molecular mimicry of human gangliosides by Campylobacter jejuni lipooligosaccharide and an-
tibody-dependent immue response in the nodal area of peripheral nerve followed by complement activation are the main mecha-
nisms of AMAN. AMAN has also different clinical features compared with AIDP. AMAN exhibits generally pure motor neuropathy 
with less frequent involvement of cranial and autonomic nerves. Deep tendon reflexes are generally preserved or even exaggerated 
in AMAN. Clinical progression and time to nadir in AMAN are faster and earlier than those in AIDP. Recovery from AMAN generally 
takes longer time and less complete compared with AIDP. Recently, a major advance in the knowledge of the pathophysiology of 
AMAN has been progressed and an issue in the diagnosis of AMAN has been debated. I would like to present the update of the 
AMAN and the demand of new diagnostic criteria of AMAN. 
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