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Abstract: Thrombotic disease,caused by thrombosis and thromboembolism, was also called thromboembolic disease, which is a

common frequently-occurring disease. It is seriously harmful to human health and is one of the major causes of death in modern society.

Anticoagulant drugs prevent blood clotting by influencing some impact factors in the blood coagulation process, and play an important

role in prevention and treatment of the thromboembolic disease. Biological anticoagulant drugs, for example polypeptide, which have

many advantages such as taking quickly effect but low side effects, are mostly becoming the emphasis in the study on anticoagulants. In

this paper, several anticoagulant polypeptides and biological kinds of anticoagulation drugs have been reviewed.
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Fig.2 Structures of melagatran and ximelagatran
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