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Investigation of the pathogenesis of pulmonary hypertension focused on the
impact of intestinal dysbiosis
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In this study, it was reported that gut microbiota plays a causative role
in the development of pulmonary arterial hypertension (PAH). We investigated the following two
points: (1) whether the alteration of gut microbiota in pulmonary hypertension exists and (2)
whether the alteration is a cause or a result of the development of pulmonary hypertension. First,
we collected fecal samples from PAH rats (Su/Hx) and control rats. Thereafter, 16s rRNA sequencing
was conducted. The 16s RNA analysis demonstrated the difference in the compositions of gut
microbiota between the two groups. Moreover, Su/HXx rats were treated with four antibiotics (Su/Hx +
ABx) in order to alter the gut microbiota. The Su/Hx + ABx rats had a different composition of gut
microbiota and less severe pulmonary hypertension compared to Su/Hx rats. These results suggested
that gut microbiota can be a causative factor in the development of PAH and may offer a new approach

in the prevention of PAH in the future.
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