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Abstract

Many studies have shown that the immune response plays an important role in post-ischemic
brain injury. Lymphocytes and innate immunity participate in the process of post-ischemic brain
injury, and these immune cells are activated through the release of immune factors, which are in-
volved in ischemic injury and ischemia-reperfusion injury. If we find relevant products of these
immune cells and interfere its expression in the brain after ischemia, the cerebral ischemia and
ischemia-reperfusion injury can be reduced in varying degrees. Research on the effects of immune
system on brain injury has made progress. In this paper, the progress of the effects of immune
system on brain damage in recent years will be presented.
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