Safety of Guselkumab in Participants With Active Psoriatic Arthritis: Pooled Results From %
Four Phase 3, Randomized, Placebo-Controlled Trials
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Results
Baseline demographics and disease characteristics were well balanced among treatment groups Frequencies of AEs and SAEs through W24 were similar across treatment groups ZZ'Z t::gg:;;g{l :(;:IOI‘IS, MACE, malignancies, or deaths occurred, and the number of pts/100 PY was similar across
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PsA disease duration, years 6.8 (6.6) 70 (7.0) 6.8 (6.9) 6.9 (6.9) Opportunistic Infections Active TB
% Pts with any baseline medication therapy for PsA, n (%) 804 (884) 697 (86.7) 793 (86.7) 1490 (86.7) Deaths 0'5 0'5 O 0'2
csDMARDs 604 (664) 526 (654) 612 (66.9) 1138 (66.2) Pts/100 PY Pts/100 PY Pts/100 PY Pts/100 PY
MTX 533 (58.6) 459 (571) 515 (566.3) 974 (56.7)
E Oral Corticosteroids 161 (17.7) 126 (15.7) 151 (16.5) 277 (161)
NSAIDs 539 (5 93) 474 (5 90) 511 (5 58) 985 (578) ?Only aggregate safety data are reported to maintain the blind in the ongoing SOLSTICE study as specified in the protocol. The following AEs occurred across the 4 pooled studies: serious infections (pneumonia, n=3; COVID-19, n=3; acute hepatitis B, n=1;
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Data presented as mean (standard deviation) unless otherwise noted. csDMARDs=conventional synthetic disease-modifying antirheumatic drugs, GUS=guselkumab, MTX=methotrexate, NSAIDs=nonsteroidal anti-inflammatory drugs, PBO=placebo, malignancies (basal cell carcinoma, n=1; melanoma, n=1; myeloma, n=T1; prostate cancer, n=1; renal cancer, n=2); and deaths (cardiac failure, n=1; COVID-19, n=1; myocardial infarction, n=1; pneumonia, n=1). AE=adverse event, COVID-19=Coronavirus disease 2019,
PsA=psoriatic arthritis, pts=participants, Q4W=every 4 weeks, Q8W=every 8 weeks. GUS=guselkumab, PBO=placebo, Q4W=every 4 weeks, Q8W=every 8 week, TB=tuberculosis. GUS=guselkumab, MACE=major adverse cardiovascular event, PBO=placebo, pts=participants, PY=patient year, Q4W=every 4 weeks, Q8W=every 8 weeks.
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