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[ ABSTRACT ] Atherosclerosis (As) is a pathological process caused by a complex set of factors, including endothelial
dysfunction, lipid deposition in the arterial vessel wall, macrophage infiltration, smooth muscle cell dysfunction, and foam
cell formation, in which inflammatory response plays an indispensable role. ~ NOD-like receptor protein 3 (NLRP3) in-
flammasomes are transducers of inflammatory cells, and NLRP3 inflammasome activation mediates the inflammatory
response and activates downstream interleukin-18 and interleukin-1$, thereby participating in the occurrence and develop-
ment of As.  Therefore, specific inhibitors targeting NLRP3 inflammasome and downstream inflammatory factors are poten-
tial targets for current clinical drug research and are expected to be a new therapeutic measure for treating As.  In this arti-
cle, the mechanism of NLRP3 inflammasome and the relationship with As are discussed, and drugs targeting NLRP3 in-
flammasome and downstream inflammatory factors are also described.
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Figure 1. Pathogenesis and mechanism of atherosclerosis
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BUIHG , SR RN I BE D RER il 1 25 5 b Ak
ROS ( mitochondrial ROS,mtROS) RF, [R>S 4k b
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Figure 2. Mechanism of NLRP3 inflammasome activation and action
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SO I 4T 38k 5 ) I AR AR R IR R R0, 2010
AE—TJE X A PG AE As HVE R BT 25 R R,
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PR B0 PN B 0 L, 75 O 45T T JUL AR PR3 B, 7F As
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PRI I P2 4R TL-18 1 TL-18 , #7 NLRP3/1L-1 i
T S N As BEHOONIIRR AR A AE S Y
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MO WUESE B3, B A R B TR 2 e 25 Wi T i
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BB TnT ( high sensitivity TnT, hsTnT) By T AUC
BT 2 R 4H A, TR SE#E NSTEMI 8 3 v i HI4E
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T J N S 40 32 i, SEL VBT 28 SR /)M By 4 2 0
RRAR A BLE o L7859 95 v 7 g FH 2 R i PR3
COLCOT B A LIRS & AR B[R] R T 1 S H
FBE W H o R BROK AL B2 2 T ) 4 BE AR IR
SO RO A S5, 45 5 SR BOKAlmk g 32 224
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P FR XU, 8 35 AR L LoDoCo2 i3t s | B K
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4.5 NLRP3 /N> FHIHIF
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NLRP1 S5/ MA 9 B0E B w7 r e
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PR I & AE WA 4 AR v SE B Th Rk T iz iE R
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