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Abstract:

Research advances in microglial glucose metabolic reprogramming in central nervous system diseases

Serving as cerebral macrophages, microglial cells are meticulously regulated by the microenvironment of
the central nervous system. In response to various environmental and cellular stresses, microglial cells are rapidly activated
and exhibit either pro-inflammatory or anti-inflammatory phenotypes to maintain brain tissue homeostasis, and during this
process, significant changes are observed in glucose metabolism of microglial cells. Aerobic glycolysis is the primary
energy source for pro-inflammatory microglial cells, while oxidative phosphorylation is the energy source for anti-
inflammatory microglial cells. This article systematically elaborates on glucose metabolism and glucose metabolic
reprogramming pathways in microglial cells, as well as their role in central nervous system diseases. In addition, this

article also discusses the potential of targeting glucose metabolic reprogramming in microglial cells for the treatment of
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related diseases.
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