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[Abstract] Percutaneous coronary intervention (PCI) technology has greatly reduce the mortality rate of patients with ST
elevation myocardial infarction (STEMI). Although oral anticoagulants (OACs) have been widely recognized in STEMI patients
with atrial fibrillation, it is still controversial whether prophylactic combination of oacs should be used in STEMI patients with
high risk of ischemia such as anterior myocardial infarction, aneurysm formation, left ventricular thrombosis, severe wall mo-
tion disorders, etc. This paper summarizes the relevant literature and summarizes the above problems in order to provide refer-
ence for clinical practice.
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