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[ Abstract ] Interleukin-3 (IL-33) is a member of IL-1 cytokine family newly discovered in recent years. After being discovered as a
specific functional ligand of suppressor of tumorigenicity 2 (ST2), IL-33 provides a new idea for the study of 11.-33/ST2 system. IL-33

binding to transmembrane ST2 can maintain Th1/Th2 balance and has atherosclerotic protective effect. Studies have shown that soluble ST2
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(sST2) has diagnostic and prognostic value in myocardial infarction and heart failure, but the effect of IL-33 is inhibited by sST2. Genetic

variants of 1L-33/ST2 increase the risk of coronary heart disease. IL-33/ST2 system is not only a promising new cardiovascular biomarker,

but also a potential target for the treatment of coronary heart disease and heart failure.
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