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Abstract: Inflammasomes are molecular platforms built around several proteins, composed of intracellular pattern—recognition
receptors, the adaptor apoptosis—associated speck—like protein containing a caspase recruitment domain (ASC) and caspase—1. The
inflammasome was believed as the cellular machinery triggering the maturation of proinflammatory cytokines such as interleukin—13
(IL-1B) to engage innate immune defenses. Several types of inflammasomes have been identified, and among them NLRP3 inflam-
masome is currently the most fully characterized inflammasome. Recent studies showed that a variety of cardiovascular risk factors,
including dyslipidemia, hypertension and kidney disease, hyperhomocysteinemia, obesity, diabetes and metabolic syndrome, can
activate NLRP3 inflammasomes, process the maturation of proinflammatory cytokines IL-1 and IL-18, and promote atherosclerosis.

The activation of NLRP3 inflammasomes was also associated with decreased stability of atherosclerotic plaque. These studies suggested
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an important role of NLRP3 inflammasomes in the pathogenesis of cardiovascular disease. Targeting NLRP3 inflammasome at the

stage of its assembling or activation may be a novel strategy for prevention and treatment of cardiovascular disease.
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Hey i il PESL A [ 8 0E)™ A2 K H ROS, 1T ROS A L
18 NLRP3 &K 35, & NLRP3 55 /IMAT I 196
SR . Zhang 55 Je Gl Hey BRI ' IE 2 40
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REA7AE NLPR3 RAE/IMA TG AL 5 17 JE P11 2 OB PR
s R E R R T BB LT NLPR3 FTIL-18 (1)
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