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[ Abstract] Acute myocardial infarction, a severe cardiovascular disease, poses a significant threat to patients’ health and life. And
pericardial effusion complicated by acute myocardial infarction is a life-threatening serious complication. This complication has diverse causes
and complex mechanisms, involving multiple pathophysiological processes. In recent years, driven by the rapid advancements in molecular
biology , imaging technology, and other multidisciplinary fields, the medical community has made significant progress in understanding the

etiology and mechanisms underlying pericardial effusion complicated by acute myocardial infarction. This review provides a comprehensive

analysis of the primary etiology, pathogenesis,as well as diagnostic and therapeutic progress and prospects.
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