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cute Guillian-Bar- re syndrome. Recent studies have shown that 1L-12 \IL-17 \IL-22 plays an important role in proinflam-

matory and IL-35 IL-37 plays important role in antiinflammatory duringthe pathogenesis of acute Guillian-Barre syn-

drome, In t- his paper,summarized the role of 1L-12 I11.-17 \1L-22 . IL-35 \IL-37 .IL-9 in the pathogenesis of acute Guil-

lian-Barre syndrome.
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