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[ Abstract] Acute coronary syndrome (ACS) is an emergent and intensive care disease commonly
encountered in clinical practice. With the further study on the pathophysiology of ACS, it is found that rupture
of vulnerable plaque is the core mechanism of ACS. Early reperfusion and anticoagulation treatment are
two important strategies dealing with ACS. In recent years, abundant clinical studies and evidence-based

medicine practice make efforts to this two fields, making the related guidelines updated. In this paper we
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review the advance in reperfusion and anticoagulation treatment in ACS.
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