Early initiation of oral selexipag for pulmonary arterial hypertension (PAH):
real-world evidence from the EXPOSURE/EXTRACT studies
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- Timely initiation of combination treatment in patients with - As of July 2023, 154 (16%) patients initiated selexipag 100 1 PGS oo | Later initiators
pulmonary arterial hypertension (PAH) is associated with <6 months from PAH diagnosis (earlier initiators) and A N=822
better long-term survival rates and outcomes.3 822 (84%) initiated selexipag >6 months from PAH 50 B Systemic hypertension B Diabetes mellitus Patients who discontinued selexipag, n (%) 49 (32) 349 (42) 750 . 160 discontinued selexipag
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GRIPHON (NCTO1106014) and TRITON (NCT02558231) EXPOSURE and 146 from EXTRACT. Ut 0 22) A
have associated early initiation of selexipag (within s 0] Missing 0 1(<1) hosoitalization
<6 months of diagnosis) with improved long-term patient Table 1. Patient characteristics at baseline 2 Patients with an adverse event*, n (%) 63 (41) 390 (47) 81 73 P
outcomes 67 % Most frequent adverse events', n (%) . V.S .
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initiation on clinical outcomes of PAH in real-world Age, median (Q1, Q3), years 58 (42, 70) 60 (46, 70) 129 12%
Settings are needed. 10 +o gy 9% 9% *The following frequently known adverse reactions associated with the mode of action of selexipag
Female, n (%) 106 (69) 596 (73) (headache, diarrhea, jaw pain, nausea, myalgia, vomiting, pain in.extremity, flushing, arthralgia) were only '
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and Outcomes Of patients Wlth PAH based on tlmlng Of PAH CHD, (/0) 8 (5) 15 (14) cardiac shunts in the case report form. BMI: body mass index.

“CHD, n (% 100
selexipag initiation relative to time from PAH diagnosis: Other*, n (%) 14(9) 40 (5) 81
Table 2. Selexipag titration and dosing .
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© e e.e o
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] . Discontinued 1(7) 57 (7) o hemodynamics.
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. . . . 5% shown at 12 an months. Patients with a hospitalization ongoing at baseline were excluded from _ 1l
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selexipag initiation (baseline): Median {Q1, Q3), Wood Units 100 (6.7,14.0) 8EN™ Table 3. Treatment patterns at baseline IR EOTTEEE M 0 eI T SeleXIPag was generally consistent between
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- Patients were observed during the selexipag exposure Median (Q1, Q3), mmHg 10(7,12) 10 (7,13) Selexipag 5 (3) 14 (2) N=154 N=822
period: from baseline to date of last available information, Mixed venous oxygen saturation, n 117 364 Exposure duration, median (Q1, Q3), months 12.8 (4.1, 28.4) 13.0 (41, 29.0) There was a trend for a lower rate of
lexipag discontinuation (>7 d ithout selexi >65%, n (%) | 48 (41) 222 (61) Pouble combination therapy, n (%) 250 oo hospitalization for earlier initiators compared to
Selexipag discontinuation ( ays without selexipag St - s ERA + selexipag 13 (8) 42 (5) Patients hospitalized, n (%) 38 (25) 253 (31) th P t t Iat P
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a Poisson regression adjusted for selected covariates at Median (Q1, Q3), % 52 (35, 74) 46 (30, 65) ERA + PDES + selexipag 1078(27)0) oL ((76?) years (95% Cl) ’ .
. e ege 4o + sGC stimulator + selexipa .
SeleX|pag Initiation. Pericardial effusion’, n 154 820 Other triple combination ther:piges* 0 3 (<) All-cause hospitalization 19.5 (13.3, 274) 25.3 (22.0,29.0)
. ] Yes, n (%) 30 (19) 98 (12) PAH-related hospitalization 10.0 (6.3, 15.2) 15.2 (13.0, 17.7) ]
— Covariates included: age, sex, country, World Health ’ >3 PAH therapies, n (%) 5 (3) 31(4) o : These contemporary real-world findings
. . . . . L. ] . All-cause hospitalization — Earlier vs Later . . . .
Organization functional class, 6-minute walk distance, MEEITTIEEEN L, ™6, TN 0 () 152 8022 T . @) initiators 0.69 (0.45,1.04) complement existing clinical data and support the
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PAH etiology, time since diagnosis, N-terminal pro-brain e 37125 16120 Incidence rate ratio (95% CI)? benefit of early selexipag initiation in optimizing
natriuretic peptide, mean right atrial pressure, cardiac - All-cause deaths, n (%) 16 (10) 100 (12) long-term patient outcomes.
. . . . . *Patients that did not have time from diagnosis information available were assigned to the later initiators *Other double combination: PGI, + selexipag (Earlier: n=0; Later: n=3), sGC stimulator + selexipag (Earlier: .
IndeX, mixed venous Oxygen satu ratlon, perlcardlal group. TIncludes patients with drug- and toxin-induced PAH, PAH associated with portal hypertension, n=1; Later: n=3); Other triple combination: ERA + PGl, + selexipag (Earlier: n=0; Later: n=1), PDE5i + PGl, + Mogtallty rate, per 100-person years
. . . . HIV infection or schistosomiasis, or pulmonary veno-occlusive disease and/or pulmonary capillary selexipag (Earlier: n=0; Later: n=2). fIncludes patients with therapies that have missing start and end dates (95% Cl)
eﬂ:US|On, renal im pall‘ment, PAH-SpeCIﬁC treatment hemangiomatosis. *Per physician judgment. 84-strata risk scores calculated for patients who had data and those for whom it cannot be determined if some treatments are prior or current. ERA: endothelin All-cause death 6.7 (3.9,10.9) 8.2 (6.7,10.0)
. . . e q°n available for BNP/NT-proBNP and WHO FC and/or 6MWD"2, YPerformed within 12 months prior to or at receptor antagonist; PAH: pulmonary arterial hypertension; PDESi: phosphodiesterase 5 inhibitor; PGl,: _
regimen, and medical hIStory of comorbidities/ baseline. **Assessed within 3 months prior to or at baseline. prostacyclin and its analogs; sGC: soluble guanylate cyclase. Falnsicse Gl A 0 () <89 ({50 )
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