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Factor XI Inhibitors
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[ Abstract] Anticoagulant drugs play a crucial role in the treatment and prevention of thromboembolic diseases, effectively controlling

thrombosis by interfering with key steps in the coagulation cascade. However, traditional anticoagulant drugs are often associated with an

increased risk of bleeding to varying degrees while reducing thrombosis. Factor XI inhibitors,a new class of anticoagulants, target coagulation

factor XI and block thrombin generation , thereby inhibiting thrombosis while having less impact on physiological hemostasis , which makes them

as one of the most promising new anticoagulants. This article reviews the pathophysiological mechanisms and the latest clinical research

progress of factor XI inhibitors, aiming to offer safer and more effective treatment options for patients with thromboembolic diseases.
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