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Progression of Specific Antidotes for New Oral Anticoagulants
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[ Abstract ] Warfarin has been the only available oral anticoagulant for more than 60 years. During the past decade, several new oral
anticoagulants( NOACs) have been approved for the prophylaxis and treatment of thromboembolism and stroke prevention in patients with
non-valvular atrial fibrillation, which will be treated as a substitute for warfarin. These new agents have several advantages over warfarin in-
cluding; more predictable pharmacokinetics and pharmacodynamics, fewer food and drug interactions and a lack of need for routine coagula-
tion monitoring. Specific antidotes for NOACs may not be needed in most situations due to their short half-life, yet the absence of antidotes for
these agents may make the situation worse, especially in emergency situations such as life-threatening major bleeding or urgent surger-
y. Several potentially specific antidotes for NOACs have been developed and have shown promising in early clinical trials, evaluating their ef-
ficacy and safety. In this review, the progress made in developing specific antidotes for NOACs is summarized.
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