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ABSTRACT: Gillan - barre syndrome is immune-mediated peripheral neuropathy itself, whose the main pathological changes is the
peripheral nerve tissue small blood vessels lymphocytes, macrophages infiltration, and the nerve fibers demyelination, severe cases can be
secondary to the axon damage. Gillan - barre syndrome is due to the vulnerable groups of pathogenic bacteria infection and the body
produce antibodies against pathogens antigen components, the ganglioside antibodies to human body cross immune reaction.At the same
time under the synergy of many kinds of cytokines, affect nerve conduction function, resulting in different levels of myelin

depigmentation, severe cases can lead to axonal degeneration. Jejunum bending bacteria is one of the most common pathogenic bacteria,

in this paper, the gillan - the barre syndrome and relationship of jejunum bending bacteria infection were reviewed.
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