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The multiple roles played by microglia

LI Hui-Quan*, CHEN Cong, LOU Hui-Fang, DUAN Shu-Min
(School of Medicine, Zhejiang University, Hangzhou 310058, China)

Abstract: Microglia are the macrophages in the brain and are the only subset of immune cells in the brain
parenchyma. Previous studies about microglia have been mainly focusing on their protection of the brain from
pathogen invasions and their protective or toxic roles in the degenerative diseases. In contrast to the abundant
knowledge of their pathological roles, little is known about the physiological functions of microglia. Interestingly,
recent studies have revealed that microglia play key roles in both the developmental and the mature healthy brains.
During the neural development, microglia regulate neurogenesis as well as neuronal death and play key roles in
synapse pruning. In the mature healthy brains, microglia detect and regulate neuronal activities. In this review, we
will focus on the most recent discoveries of microglial functions in the healthy brain.
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