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Atherosclerosis (As) is a kind of chronic inflammatory disease, which characterized by the deposition of

lipid in vessel wall. Chronic inflammation of vascular wall induced by As factors plays an important role in the pathophysi-

ological process of the disease. The reprogramming of energy metabolism of monocytes/macrophages is closely related to

the occurrence and development of As.  Warburg effect is an important way of cell energy metabolism. This effect may be

involved in some pathological processes of As, such as vascular smooth muscle proliferation, endothelial cell dysfunction,

and inflammation. This article reviews the Warburg effect of the vascular wall in As.
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R P A AR 3 AR T2 B T R IR R AL B R
A5 TS 5 A B8 9 AR 40 it S AL B R AL i 12 52 B
A R PL Warburg U0 A, TLR4 444 22k 41
LR B AE AT AR A PR A SR . P
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3 MEEHNURRMEREMEME(T H#EHME)
#J Warburg 3Rz

PR BN IR A AR I, 2 e e S 5 4 L Y



CN 43-1262/R " [E s fikalifb 44 it 2018 4F55 26 55 5 # 539

RE A =X R AR 09 S i TR Ak b A e Oy
Warburg &0, T 9k UL 20 2 A 52 20k 1 e 928 I o
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L EUIRZS R T 4 gl , PI3K il 13 GLUTI
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PR R R AN B Th17 4HAE , BLAh, HIF-1a 47
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L, 0 S R T 4R S i TLR1 A TLR2
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A (T N NN W AN 5 R S N1 2
e
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ML T 40001k
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growth factor, PDGF) H. A5 %S VSMC 3458 A9 1E H .
22 PDGF Kb B 1% VSMC., 7 2508 0 A1) FH 2% B dod 14
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AOEHIXTEAR . 72 As B I FEBE B H | miR-134
(7K B 380, Warburg R0 SC 5 i HK2 \LDHA |
PKM2 1 mRNA 7K I ZFEAIL, BER A&, i 3R
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OO SR RPIRAS T B s R AR 4, L ROR
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Z IR R W AN, A Rt — 2 B, WA
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