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Systemic microvasculature               Lung vasculature FIG S2
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Systems Biology and Pathobiology
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Pulmonary Arterial Hypertension
FIG S4
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Severe Pulmonary Hypertension FIG S5
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Pharmacogenomic GWAS FIG S6
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Proximal Stiffening Leads to High 
Pulsatility Flow in Distal Vessels

FIG S10
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Non-Pharmacological and Pharmacological Treatment Associated With Reduction 
in Arterial Stiffness FIG S11
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Intentional Exercise and 
FIG S12
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Right Ventricular Dysfunction / Failure is Largely the Result of Increased 
Afterload Which is Traditionally Considered in Terms of Pulmonary Vascular 
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FIG S14
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RV Failure Due to Elevated Afterload is the 
Proximate Cause of Death in Patients With 

PAH FIG S15
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