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[ ABSTRACT] Atherosclerosis is the primary cause of cardiovascular and cerebrovascular diseases.  Anti-inflammatory
therapies hold great promise in cardiovascular prevention and several novel anti-inflammatory drugs have reached clinical
development stage.  In recent years, the study found that defective inflammation resolution is also important in deciphering
the complex process of atherosclerosis progression.  Here, this article summarizes the critical aspects of defective inflam-
mation resolution and its influence on Atherosclerosis plaque formation, deeply discusses the efferocytosis of apoptotic mac-
rophages and how it may go awry in advanced atheroma. In addition, this article combines with the mechanism of defec-
tive inflammation resolution, discusses the intervention of Traditional Chinese Medicine in inflammation resolution potential
targets, in order to seek both anti-inflammatory and pro-inflammatory resolution atherosclerosis drugs and provide scientific

and theoretical basis.
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1 \R5 As

RACAE As KA K P BA BB, BIAEC
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reactive protein, CRP) 558 C 2 i 2 1 ( high sensi-
tivity CRP,hs-CRP) 7 Fl# 13 %tk 4 ¥ ( myeloperoxi-
dase,MPO) "™ | CRP {776 T 1Y As BEHe 1 H &
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68 200 J ) X R 1 5 B, 3 T LA CRP R 3 1
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Table 1. Anti-inflammatory strategies for cardiovascular tr-

eatment
2% PR PR BE R IR STk
MLN1202 CCR2 s pEHTiAR 2 1 [9]
(B & ETA sPLA2 315 34 [10]
A7 Hh Lp-PLA2 413 2 1 [11]
ISl FLAP 41151 2 1 [12]
Fa] i 7 5-LO il 5 2 11 [13]
AR T IL-1 B yo LIk 2 [14]
FH S ey 0 1 34 [15]
Py EE 1L-6 i) [16]
BT ik A 2 TNF-o #4151 [17]
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Figure 1. Effect of apoptosis and efferocytosis in early and

advanced atherosclerosis
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J& 2357 Wh—SE 53, AN 1l % A AR AR ( lysophosphati-
dylcholine , LPC) EEEE 1 MR (' sphingosine 1-phos-
phate ,S1P) F#{L[FF CX3(fractalkine ,CX,CL1) &,
VRS 5 W i a2 A > o 7 W 4 150
B85 VR T A0 M A TR 52 AR i R 8t 22 2R ( phosphati-
dylserine ,PS) . R T-175- 5 70 F1SCRABE R 1) 35 16 7T fiE
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9%, FAEFABLHI T RE S5 F X 520K (LXR) #1 TLR4 {5
ST OGO LR AT R R I 40 A
BEYL AT DL 2 B 1 SR (reactive oxygen species,
ROS) , ifii ROS AT AT ZE4E 1, FLALH] Al e i
7 12/15 g & A B (12/15-lipoxygenase, 12/15-
L) P BEAh, UEABEL N M1/M2 40 £
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Ji988 TR ALK - (tumor necrosis factor, TNF) | [ 2l g
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