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Research progress of microglia in ischemic stroke

Bing  Liu
cerebral ischemic injury is a complex pathophysiological process involved in many mechanisms, in which 

inflammatory response is the main link to induce ischemic injury, and the inflammatory mediators in ischemic brain tissue increase 

the functions of neurons, vascular endothelial cells, peripheral cells and so on. The M2 phenotype can accelerate the clearance of necrotic 
tissue and the repair of normal tissue through the enhancement of its phagocytic function. Therefore, by regulating the activation of M1/ 
M2 microglia, harmful effects and / or protective effects can be minimized. Regulating the balance between the damage and repair of 
microglia after polarization is regarded as an important therapeutic target of brain protection, which provides a new idea for the treatment 

drug development after cerebral ischemia.
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