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Clinical Year in Review of Pulmonary Vascular Disease

Seong Yong Lim, MD,, PhD,
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University School of Medicine, Seoul, Korea

Pulmonary vascular disease is a category of disorders, including pulmonary hypertension, pulmonary embolism
or chronic thromboembolic pulmonary hypertension, pulmonary vasculitis, pulmonary vascular disease secondary
to chronic respiratory disease, and pulmonary vascular tumor and malformations. This article reviews the recent
advances in this wide spectrum of pulmonary vascular diseases.
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the treatment of pulmonary arterial hypertension, J] Am
Coll Cardiol 2009;54:1971-81.
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Simonneau G, et al. Pulmonary hypertension in patients
with combined pulmonary fibrosis and emphysema
syndrome, Eur Respir J 2010;35:105-11,
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