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[ Abstract] Pulmonary arterial hypertension (PAH) is a malignant progressive pulmonary vascular disease characterized by perivascu-
lar inflammation and pulmonary artery remodeling and is associated with various cardiovascular and respiratory diseases , with an un-
clear pathogenesis. Increasing evidence indicates that patients with PAH have a distinct composition of gut microbiota , and gut micro-
biota and its metabolites play a crucial role in the development and progression of PAH. This article reviews the role of gut microbiota
and its metabolites in the pathogenesis of PAH and introduces the research advances in emerging therapies based on gut microbiota
and its metabolites, such as fecal microbiota transplantation , probiotics, and supplementation of short—chain fatty acids.
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