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Research progress on bosentan in treating patients with pulmonary arterial hypertension
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[ Abstract] Pulmonary arterial hypertension (PAH) is a life-threatening disease which may cause right heart dysfunction and even death.
As the first developed and clinically applied endothelin receptor antagonist, Bosentan has been widely used in patients with PAH. Monotherapy of
bosentan may have short-time benefits associated with improved functional capacity and hemodynamic parameters in idiopathic PAH patients and
patients with PAH secondary to connective tissue diseases (CTD) or congenital heart diseases (CHD). Long-time benefits of survival have been
observed in all of the above-mentioned patients except CHD-PAH. In addition, the efficacy is not clear in patients with chronic thromboembolic
pulmonary hypertension (CTEPH) at present. Furthermore, initial combination therapy of bosentan and other categories of targeted drugs may
have better outcomes than monotherapy in PAH patients with World Health Organization (WHO) functional class Il =1V , yet there is a lack of

evidence in patients with WHO functional class 11 —1I .
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