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Characteristics of novel anticoagulants marketed in China and the development of their clinical application
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[ Abstract] Objective: To provide references for the clinical use of new anticoagulants. Methods: The characteristics of new
anticoagulants were reviewed, clinical trial results were referred, and the update antithrombotic therapy guidelines were interpreted.
Results: The effects of traditional anticoagulants (heparin, low molecular weight heparin and warfarin) are clear and reliable, but these
drugs still have their own drawbacks. In contrast, new anticoagulants have more stable pharmacokinetic properties and fewer drug-drug/
food interactions, which make them safer and more convenient. Conclusion: New anticoagulants show more advantages compared with the
traditional anticoagulants, and have brought new choices for the treatments of thromboembolic disease, atrial fibrillation and coronary heart
disease.
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