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Anticoagulant protein: anticoagulant and thrombolysis mechanism
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Abstract: Many bioactive substances were obtained from natural sources, such as Hirudin and Lumbrokinase.
These bioactive substances have anti—thrombinactivities, anti-platelet aggregativeactivities and fibrinolytic
activities. This paper reviews the anticoagulant and thrombolysis mechanism of these anticoagulant proteins.
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