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[Abstract] Autoimmune antibodies are roughly divided into non-nervous system autoantibodies and nervous sys-

tem autoantibodies, which play an important role in the pathogenesis of ischemic stroke (also known as cerebral infarc-

tion). It may be a potential novel target for the treatment of ischemic stroke. This article reviews the effects or mecha-

nisms of some autoimmune antibodies on ischemic stroke.
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