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[ Abstract ]

gressive deterioration of cognitive function, significantly jeopardizing the health of the global aged population. Despite extensive re-

Alzheimer disease (AD) is a neurodegenerative disorder of the central nervous system, chiefly marked by a pro-

search on classical pathological mechanisms like AR deposition and abnormal tau protein phosphorylation, recent evidence suggests that
the metabolic reprogramming of microglia—innate immune cells in the brain plays a fundamental regulatory role in the onset and ad-
vancement of AD. The dysregulation of microglial metabolic pathways, encompassing glucose, lipid, and amino acid metabolism, not
only facilitates the dynamic shift between pro-inflammatory and anti-inflammatory phenotypes but also significantly influences the patho-
logical progression of AD by modulating neuroinflammation, phagocytic activity, and intercellular signaling networks. This review care-
fully examines the role of microglial metabolic reprogramming in the etiology of AD, with the objective of offering novel theoretical tar-
gets for precise prevention and therapy of the condition.
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g sl (M2) M M1 BUE R FENR Z 88 (Lipopo-
lysaccharide, LPS) . + 3 &-vy ( Interferon gama,
IFN-y) 50BN Ak, 43 4l e %-18 (In-
terleukin 13, IL-18). A% 3K FE X F-a ( Tumor
necrosis factor o, TNF-a) . FHAMISZE-6 (Interleu-
kin-6, IL-6) SFfE R 7, BERKR & B2 Wik M 4
(Reactive oxygen species, ROS) Fl—% L& ( Ni-
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Igfl . ApoE, Myole 55 Bt [A 2y RE4E, [6] B 38L&
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B GLUTL ., GLUT4 33k B, Wl EF A% OCHE RS HK
PFK ., PKM2 i PE 58, FLIR S AR P BUR T
TR % 1) BORTpRH BRE R R A, EIC D R b
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R4 E S . 4k, TREM2 2k 2542 3 AR J&
NI R AN ) S R BG , JFINER AR Y tau 2R
FA g B g s 0

TREM?2 X /NI 5T 2 JH %) 481 265 1 R g T £ Qi 34
KIERERZERWAEA., 2 m, #Eid FDG-PET A
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&, RUIH oo RIRR S BT SRR E Y
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PRE ST T R E S EAE Y ApoE L7 e2 €3
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ApoE4/4 A~ bt B A AR AR Bl A Bk = 4b
PEPERE I S, ApoE4 /NI JHT 4 i Y 55 2 H- il
“ERAY LD JRE RGN, A R A S
A WO S PR AR M FE SIRES , HARSRBL N 1L-
IB. TNF-a, IL-6, iNOS 52 REHRIFEFZ T,
#Z P F «B (Nuclear factor kappa B , NF-kB ) p65
ALy />, R E 3 CX3C #7324k 1
(CX3C chemokine receptor 1, CX3CR1 ) “FFas4H
FKE ALY L ApoE 5 AR 25 8] B4 AH B4R FH
SN AD pOHERR , WFIREoR, HFD RS T g hn
APP/E4 /NN AR BELR ¥ &L, TMi7E APP/E3 /)
BUFiZ AR Ak JC W & 22 S SR A B g R BR,
PEITIRE AT BN E E3 FAD /NEL AR B, T E4
FAD /|~ B0 & B — a2 A 5 10 A 1z 44 A5 2
HCHOPE? L A, ApoE4 I AT I /)N B 5T 4 i b
B NLRP3 #PE/MA, 555 NF-«B {5 53 i S 2
R A WERERG, TERL AR -RAE” GRS &%
SEALIT S HTas SRR B, ApoE4 /NS S5t 24 At 52 B 1
475 S K F 1o (Hypoxia-inducible factor 1 alpha,
HIF-la) 38583k, TCA 24t BH I8 il 1 om 55 50
ARMHRRAE

2.3.3 TREM2-ApoE % TREM2-ApoE % [5] 4
/N BT A AR RS AR WS R, TREM2 i
R23HIGS ApoEd AbHRF /NI AN AT AR Y HEHLAE
F1, 1 ApoE3 AbHRIN RT3 i AR HE /NI 4 1) AR
BRSOt AR FUEEIEIERR . LIS
X, BRI A ApoE FFKIKZ TREM2 {55
P, TE APP/E4 LA h TREM2 SR 7] i 25 T 4
ApoE mRNA 7K1 i WFFEIN N, ApoE4 i S
1Y tau 2 FIAH G P SR 17 M AR W 7 TREM2 k2%
So RIS KA, B P A R S ng B AL ] P AT RE
AFAE T AR AR ST A 300 . TREM2-ApoE il 38 % 1A
Ay INIE JB A0 L P B 1] 9 FEPE MGnD 38 B § A
MO SOCEERN 2, P28 B 0T BE A B TR 2 RS
DIfe'™ . #RIT, HETET TREM2 2754 ApoE4 %%
L AL S5 A AT A i, AT i — B IR R I+
GINAESEAT T EIN

2.3.4 mTOR mTOR J&—Fp 2 & R/ 75 & R TR 1
VA, AR SR 20 I SR L AR e RS BN S
MOCHERE B AR A, TE g p AR 1 . R, B0
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