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Microglia: a rebirth hot spot in Alzheimer's disease
CHEN Yan-ting, CUI Li-li* (Guangdong Key Laboratory of Age-Related Cardiac and Cerebral Diseases, Guangdong Medical
University; Department of Neurology, Affiliated Hospital of Guangdong Medical University, Zhanjiang 524001, China)

Abstract: Alzheimer's disease (AD) is a common neurodegenerative disease that occurs most frequently in middle-aged
and elderly people, with more than 50 million people in the world. With the increase of global aging, AD increasingly becomes
a major health problem, but effective treatments are absent. In recent years, neuroinflammation has become an interesting
topic in AD research field, of which microglia cells are pivotal. Microglia cells, as the main immunocytes of the central
nervous system, maintain its homeostasis, but defective microglia may lead to severe neurotoxicity in neurodegenerative
diseases. Recently, since the failure of AB-targeted drugs in AD and novel understanding of microglia function, microglia cells
may gradually be the potential targets for AD therapies. This paper will describe the progress on microglia function and its role
in AD pathogenesis and treatment, so as to clarify the relationship between microglia and pathomechanism of AD, as well as
the potential target of microglia for AD.
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