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cort , - e GUS (N=739) 88.8 (82.4;93.0) 53.5 (46.2;60.2) 46.7 (38.5; 54.4) 41.6 (32.2; 50.7) — Differences in route of administration may limit the direct comparability of treatment persistence
91st GUS or tsDMARD claim during intake period (7/14/2020-6/30/2024). °The tsDMARD cohort was defined as pts with an index claim for a tsDMARD (i.e., apremilast, upadacitinib, orticosteroids 9 ) tsDMARD (N=954) 71.7 (66.6; 76.3) 34.7 (28.3; 41.2) 24.6 (16.5; 33.9) 20.8 (11.6; 31.9) aACross c Oh Ort S
or tofacitinib). “Other specific conditions include atopic dermatitis, inflammatory bowel disease, uveitis, hidradenitis suppurativa, ankylosing spondylitis, other inflammatory arthritides Data are % unless otherwise noted. °Propensity score using.overlap weighting. ®Includes point-of-service, consumer directed health care, indemnity/traditional, and unknown plan type. HR (95% CI)¢ 264 (2.02; 345)* 1.87 (1.59; 2.19)* 191 (1.64; 2.22)* 1.89 (1.63; 2.19)*
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. : T iy ) : . : ; ; ) €., : €., ; €., p<0. ased on the chi-square test. °Primary analysis: discontinuation was defined as a gap in treatment of > twice the duration of days of supply for a claim (ie., 2 x 56 = 112 days for GUS or 2 x 28 = 56 days for tsDMARD). *Pts —_

claims jor any other bDMARD prior to the initiation of GUS or a tsDMARD. *Bio-experienced pts are deﬁnei)’ as those with at least one medical or pharmacy c/a/_m for any other secukinumab, ixekizumab and IV secukinumab). ¢Includes methotrexate, sulfasalazine, leflunomide, hydroxychloroquine, azathioprine, cyclosporine, and mycophenolate. bBDMARD=biologic with dose changes inconsistent with the FDA-approved dosing were censored as of the first dose change. Overlap weights were used to obtain a balanced sample. Weights were estimated using a multivariable logistic regression Treatment effeCtlveneSS d nd reasons for d |SCOnt| nu atlon COUId nOt be assessed usi ng Cla Ims data
bDMARD_q’ur/ng the period of continuous ° igibility prior to the /n/t/at/oiv of GUS or a t.SPMARL_)' bDMARD=biolog /c_d/sease—mod/fy ing antirheumatic drug, GUS=guselkumab, disease-modifying antirheumatic drug, esDMARD=conventional synthetic disease-modifying antirheumatic drug, GUS=guselkumab, IL=Interleukin, IV=Intravenous, JAKi=Janus kinase inhibitor, model. Baseline covariates included several demographic and clinical characteristics. °A weighted Cox proportional hazards model was used to compare on-label persistence between cohorts. Cl=confidence interval, FDA=Food and
IL-23p19=interleukin-23 p19 subunit, JAKI=Janus kinase inhibitor, PsA=psoriatic arthritis, pts=patients, tsDMARD=targeted synthetic disease-modifying antirheumatic arug. PsA=psoriatic arthritis, Quan-CCIl=Quan Charlson Comorbidity Index, SD=standard deviation, SC=Subcutaneous, tsDMARD=targeted synthetic disease-modifying antirheumatic drug. Drug Administration, GUS=guselkumab, HR=hazard ratio, KM=Kaplan-Meier, pts=patients, tsDMARD=targeted synthetic disease-modifying antirheumatic drug.
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