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The mechanism of periostin-associated vascular remodeling progression in
pulmonary arterial hypertension.
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We hypothesized that periostin, a matricellular protein, is involved in the
pathogenesis of pulmonary hypertension (PH). Periostin increased the migratory capacity of vascular
component cells and macrophages. In PH mice induced by a vascular endothelial growth factor receptor

antagonist (Sugen5416) and hypoxia exposure (SuHx), periostin-/- mice had reduced accumulation of
PH and M2 macrophages in pulmonary arteries (PA) compared to wild type. PA remodeling was also mild
in periostin-/- mice compared to wild-type mice. In addition, expression of macrophage-associated
chemokines in lung tissue and accumulation of macrophages in the right ventricle were also reduced
in SuHx periostin-/- mice. Furthermore, serum periostin levels were significantly elevated in PH
patients compared to healthy controls, suggesting that it may be a useful prognostic biomarker.
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Periostin contribute to the development of vascular remodeling via enhanced M2 macrophage migration in pulmonary arterial

hypertension.
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