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Investigation of Non-Vitamin K Antagonist Oral Anticoagulants for
Treatment of Ventricular Mural Thrombus
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[ Abstract] Ventricular mural thrombus is most common in the left ventricle and often occurs after myocardial infarction. Although there
are no clear guidelines recommending the choice of anticoagulant for patients with ventricular mural thrombus, warfarin is still commonly used
in clinical practice. However, due to the limitations of warfarin, patients’ compliance is often poor. Non-vitamin K antagonist oral anticoagulants
(NOACs) have been attempted as an alternative drug for the treatment of ventricular mural thrombus because of its rapid onset of action ,fewer
interaction with food and medications, more stable anticoagulation activity and the no need of frequent laboratory monitoring. So far, there is no
large randomized controlled trial on the therapeutic effect of NOACs on ventricular mural thrombus. This article reviews the efficacy and safety
of NOACs in the treatment of ventricular mural thrombus. Studies and guidelines at home and abroad show that the complete regression rate of
thrombus is high and the incidence of thromboembolism or bleeding complications is low after treatment with NOACs. Therefore, NOACs
(including Xa factor inhibitors and direct thrombin inhibitors) may be a good choice for the treatment of ventricular mural thrombus, providing
clinicians with alternative anticoagulation therapy for individual patients, especially those who are not suitable for warfarin anticoagulation , thus
shortening the length of hospital stay,reducing complications,and improving life satisfaction.
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