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Drug discovery in Alzheimer's Disease by targeting microglia polarization
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Laboratory of Aging Neuroscience and Neuropharmacology, China Pharmaceutical University, Nanjing, Jiangsu

[ Abstract] With the aging of society, the number of patients with Alzheimer's disease (AD) is rapidly
increasing. AD is a degenerative disease of the central nervous system, often accompanied by progressive cognitive
dysfunction. Microglia are activated and exert crucial function during the pathogenesis of AD. Activated microglial
cells are polarized into distinct M1 or M2 phenotype, each play pro-inflammatory or anti-inflammatory function
respectively. This review summarizes the feature and function of microglia and introduces the strategies of targeting

microglia polarization to intervene AD.
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