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Relationship Between Inflammation Index and Acute Myocardial Infarction
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[ Abstract ] Acute myocardial infarction is a common cardiovascular disease in China, and its morbidity and mortality are increasing
year by year. Recent studies have shown that inflammatory index are involved in the development of acute myocardial infarction, which
may be an indicator for assessing the prognosis of acute myocardial infarction patients and future cardiovascular adverse events. In

this paper, the research in recent years on the relationship between inflammation index and acute myocardial infarction are reviewed to

investigate the feasibility of using inflammatory index to evaluate the prognosis of acute myocardial infarction.
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