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[ Abstract]  Microglia, a type of neuroglia, has a variety of functions such as phagocytosis, clearance, antigen
presentation, promotion of repairment of injury and secretion of extracellular signaling molecules, in which phagocytosis of
microglia plays a crucial role in maintaining brain tissue, remodeling synapses, clearance of several aberrant proteins such
as amyloid B in neurodegenerative diseases, and in neurodevelopment. This review briefly summarizes the phagocytic
function of microglia with underlying regulatory mechanism in neurodevelopment and neurodegenerative diseases, aiming to
provide a new thought for the therapy of neurodegenerative diseases.
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Note. During neurodevelopment, apoptotic neurons and unmatured synapses are recognized by multiple purinergic P2X/P2Y receptors in microglia

cells, which trigger activation of a series of motion-related intracellular signaling, such as PI3K, PKA, and Src.

Activated microglia move by

amoeboid-like movements and gather around the lesion, clearing cellular debris by phagocytosis. In neurodegenerative diseases, microglia activate

TLR2, TLR4, TLRY and CD36,

various receptors, including TREM2,

syn and other misfolding proteins directly or indirectly.

which then activate downstream signaling, promoting phagocytosis of AR, a-

Fig.1 Phagocytic function of microglia and underlying mechanism in neurodevelopment and neurodegenerative diseases
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