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Biomarkers Related to Sympathetic Stress in Acute Myocardial Infarction
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[ Abstract] As a common cardiovascular disease,acute myocardial infarction (AMI) has a rising incidence rate and mortality rate year

by year, which seriously endangers people’ s life and health. The clinical application of traditional cardiovascular biomarkers has greatly

promoted the diagnosis,risk stratification, treatment,,and prognosis of AMI. Finding new biomarkers and applying them to the clinical practice

of AMI is still an important research direction at present. Sympathetic stress plays an important role in AMI. This article summarizes the

research on the relationship between sympathetic stress-related biomarkers and AMI in recent years,in order to explore the feasibility of using

such biomarkers for the diagnosis,risk stratification,and prognosis of AMI.
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