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Placebo: 6MWD 1.5%, SAE 29.8%
Bosentan: 6MWD 92.5%, SAE 46.0%
Ambrisentan: 6MWD 78.8%, SAE 79.8%
Macitentan: 6MWD 32.5%, SAE 57.8%

3 Sitaxsentan has been withdrawn from the market

Placebo: 6MWD 1.5%, all-cause discontination 16.5%
Bosentan: 6MWD 92.5%, all-cause discontinuation 63.5%
Ambrisentan: 6MWD 78.8%, all-cause discontinuation 78.8%
Macitentan: 6MWD 32.5%, all-cause discontinuation 30.3%

Adapted from Duo-ji MM, et al. Int J Cardiol 2017;234:90-8
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SUCRA, surface under cumulative ranking curve; ERA, endothellin receptor antagonists; 6MWD, 6-minuite walking distance; SAE, serious adverse event; PAH, pulmonary arterial hypertension; AMB, ambrisentan
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