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Abstract: Acute myocardial infarction (AMI) is a common acute and critical disease, which seriously affects human life and health.
Studying the influencing factors of AMI has far-reaching significance for predicting prognosis and optimizing treatment. AMI mostly
has the pathological basis of coronary atherosclerosis, and the study has found that inflammatory cells play a role in the formation,
rupture and thrombosis of atherosclerotic plaques, causing AMI throughout the process. Neutrophil-to-lymphocyte ratio (NLR)
and platelet-to-lymphocyte ratio (PLR) are closely related to the severity and prognosis of AMI, and elevated NLR and PLR have
been confirmed to be independent risk factors affecting the prognosis of AMI patients. This paper reviews the relationship between
neutrophils, monocytes, lymphocytes, platelets and AMI, and the relationship between NLR, PLR and the prognosis of AMI patients,

aiming to provide scientific evidence for early judgment of the prognosis of AMI patients.
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