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Research Progress of Serum Cyr61 and Coronary Heart Disease
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Abstract

Serum SaluSinf and Cyr61, as two new markers of myocardial injury, play an important biological role in vivo, which can promote
the proliferation of vascular endothelial cells, promote the formation of atherosclerosis, and promote inflammatory response. Recent
studies have shown that serum Salusin § and Cyr61 are closely related to the occurrence of coronary heart disease. Coronary heart
disease is common in middle-aged and elderly people, the number of patients is large, and the number of patients is increasing year
by year, and the age is gradually getting younger. When acute myocardial infarction occurs, the mortality rate is high. Therefore,
early identification of coronary heart disease and the existence of suspected coronary heart disease, understanding the pathogenesis
of coronary heart disease, is helpful for patients to formulate more comprehensive and targeted treatment. This paper reviews the
research progress of serum Salusin 8, Cyr61 and coronary heart disease, aiming to provide a new thinking direction for the early
diagnosis of coronary heart disease, the formulation of treatment plans, and the prediction of related adverse outcomes.
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