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Fundamental research for the development of a new strategy for the treatment of
severe pulmonary hypertension by IL-6 blockade
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Pulmonary arterial hypertension (PAH) is an refractory disease designated by
the Ministry of Health, Labour and Welfare (MHLW) with a poor prognosis, and the immediate
elucidation of its cause and the development of a curative treatment are desired. In this study, we
aimed to elucidate the role of interleukin-6 (IL-6) in the pathogenesis of PAH by using a rat system
capable of generating a severe PAH model, and to elucidate the mechanism of PAH pathogenesis. IL-6
is involved 1In the pathogenesis of pulmonary hypertension not only in mild to moderate hypoxic
pulmonary hypertension models, but also in severe PH models, MCT and SuHx models.Furthermore, our
results suggest that IL-6 signaling in CD4-positive cells has a central role in the pathogenesis of

PAH. Our results indicate that IL-6 inhibition may be a novel and promising treatment for refractory
PAH.
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