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Development of novel therapeutic strategy for the treatment of pulmonary
hypertension by targeting thrombin receptor
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The pathological findings of the murine models of pulmonary hypertenion was
demonstated to be suppressed by treatment with an antagonist of thrombin receptor PAR1 and knockout
of PAR1 gene. In both cases, the vascular proliferative lesions and right ventricular hypertrophy
were ameliorated. Furthermore, the expression of thrombin receptor PARL in pulmonary arteries was
found to be up-regulated. The receptor upregulation is suggested to contribute to development of
pathophysiology. The present study propose a potential of thrombin receptor PAR1 antagonist to serve

as a novel therapeutic agent for the treatment of pulmonary hypertension.
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