Figure S1. Clinical characteristics and hemodynamics in subgroups: Comparisons between patients with

pathogenic and VUS in BMPR?2 variants or pathogenic/likely pathogenic variants in other PAH related genes,

and no pathogenic variants in age at diagnosis, WHO FC, BNP level, RAP, PVRI and cardiac index (CI).

(n=62 in no variants, n=67 in BMPR2 or pathogenic/likely pathogenic variants in other PAH related genes).
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Figure S2. Kaplan-Meier survival analysis in patients with VUS BMPR2 and pathogenic BMPR2.
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