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[Abstract |

nutrient uptake, and this process is called metabolic reprogramming of immune cells. Microglia is one of the important immune cells in

Immune cells support the metabolic needs of immune activation by changing the activity of metabolic enzymes and

the brain, and it expresses most of the genes of energy substrate metabolism pathway. More and more studies have confirmed that the
metabolism of microglia is highly flexible, and the regulation of metabolism can affect the immune function of microglia, and even affect

the development and prognosis in neuroinflammatory diseases. This review focused on the metabolic characteristics of microglia in

different environments, and discussed the effect and mechanism of microglia metabolic reprogramming on its immune function.
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A= 5 LPS RE B A4 D A/ I J5 240 8 B s 2K
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ST AR A 27 ), WP e R L R e A1 79 /NI T
240 LR AR M , T2 SO 19 i /HAK 1 210/ PKM2 1E J2
TRAE PR , A2 AR S A Bk DX A0 % 53, N T AD AR
Hh /N 3T A L8 SR E BN o HIK2 S Al T i 3
Hh ) O B B g, B9F 5 B ] HK2 {55 5 20
I 5 441 A PN i 2 1 B DT T e s B, DA A & g
IR A48, TRGHLHR T P B8 ATP 7K AR /N5 BT
YA E AR UL AR, HK2 1 W 304354 7 4
¥ -6~ B TR AR SR - 6 - AR IR 1] 3 o A R IO kA2 T
NADPH /K-S0 /N T AR A s D RE ™
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VIV BT A LA A JE] FEI R FR IR R v e 8 DG Fi 707
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