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Pulmonary arterial hypertension (PAH) is a severe disease that causes
occlusion in the small pulmonary arteries, leading to elevation of pulmonary arterial pressure and
eventually to right-sided heart failure. All current therapeutic drugs for PAH target vasodilation.
The PAH patients with advanced stages still have poor prognoses. Therefore, the development of a
novel therapeutic drug other than vasodilators has been awaited. Aryl hydrocarbon receptor (AHR), a
nuclear receptor/transcription factor, detoxifies xenobiotics and regulates the differentiation and
function of various cells. In this study, we demonstrated that AHR is an essential transcription
factor for the pathogenesis of PAH using several PAH model animals and human peripheral blood
mononuclear cells. Our results suggest that AHR and its downstream signal molecules are novel
therapeutic targets for PAH.
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