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Research progress on thrombin receptorantagonists
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Abstract: Thromboembolic disease threatened human health seriously, and the antiplatelet therapy is one of the most important
strategies. Protease-activated receptor (PAR)-1, which is activated by thrombin, represents a novel promising approach in the
treatment of atherothrombotic disease. Moreover, PAR-1 inhibition has been proved exerts little effect on physiological hemostasis,
but on pathological thrombus formation. So far, several PAR-1 antagonists such as vorapaxar, F16618, F16357, ML161, RWJ-58259,
and PZ-128 have been reported. This paper reviews the progress in the study of structure and mechanism of PAR-1 as well as the
development of Small molecular and peptides PAR-1 antagonists.
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