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Key lTakeaways

First real-world claims analysis
comparing on-label persistence
over 24 months in pts with
active PsA initiating GUS vs
tsDMARDs, including bio-naive
and bio-experienced pts
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\]r, Subcutaneous (SC) guselkumab (GUS; fully human, dual-acting IQVIA PharMetrics® Plus database Statistical Analyses Censoring and Imputations
selective interleukin (IL)-23p19-subunit inhibitor) and oral targeted (07/14/2019 -12/31/2024) Study Design ® Baseline demographic and disease characteristics Censoring: On earliest of first off-label claim or last day of index agent . ee e
synthetic disease-modifying antirheumatic drugs (tsDMARDs; Intake period (i.e., window for index date) (12 months pre-index): supply preceding end of follow-up period if discontinuation was not observed Pts |n|t|at|ng G US demonstrated
apremilast, tofacitinib, upadacitinib) are approved for patients (pts) 07/14/2020-06/30/2024 — Balanced between the GUS and tsDMARDs separately for
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. ETIT s el . of data " - O treatmen ISscontinuation or aose moairication reiative to
regimen’ (on-label): GUS 100 mg at Week 0, Week 4, then every Start of eligibility Date of initiation of GUS availability o o0 EDA 4 labell o oge e
’ ? or start of data 7/14/2020 or tsDMARD (12/31/2024) approved labeling Not found Not found Not found
8 weeks I | — Proportion of pts determined using weighted KM curves 1st claim 28 days in medical in medical in medical than those Inltlatlng tSDMARDs
I | x | + — GUS vs tsDMARDs comparison using weighted Cox proportional claims® claims” claims” in the ove ra" bio_na'l‘ve and
Persistence on therapy is key to maintaining long-term disease hazard models Notfound  Notfound  Not found ? ?
“ . : . . : : : . : ) . .
n control in active PsA. However, real-world comparisons of \ Y A Y J ® Subgroups: 2nd + claims >0 days '"Cr;?riﬁ,al 'ncr:;?r?]'sial 'ncr;?riﬁal blo-experlenced groups
long-term on-label persistence between pts receiving GUS and Boceline period — Balancing and on-label persistence analyses for overall population
tsDMARDs are lackin 19 momthe bafors Inos. date Variable follow-up period replicated for GUS vs tsDMARD subgroups (i.e., apremilast, JAKi) Pharmacy Claims
| e e dave apart Feluation of outeomes ® Findin S Were CO“SiSte nt for
No prior IL-23p19-subunit inhibitor or Days between 28 or 30 30 or 90 g
tsDMARD use . . . ) S e 1st claim 28 days 28 days d o
o ° administration Apremilast Upadacitinib Tofacitinib days days o
Objectlve \ | o refill subgroup comparisons (GUS
Y Primary analysis Basedon 355,90  280r30 30 0r90
2nd + clai time t t - -
This study used health plan claims data to compare on-label No claims for any bDMARDs to identify bio-naive pts 2x™ 112 days 60 days 60 days 60 days R 'mﬁla?m’lex days’ days’ days® VS apremllast and vs JAKI) and
. . . v e e (minimum 12-month washout period) Sensitivity analyses
treatment perSIStence In pts Wlth PSA neWIy Inltlatlng \ } 14 ?28 days if time to next claim <42 days; 56 days if time to next claim 42-70 days; 84 days if time to next claim .t. .t I
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o .o o o o o o °Primary analysis was conducted based on 2x duration of time between administration per label. Sensitivity analyses of su were imputed to avs. e second or later claim was a pharmacy claim with davs of su > ays,
(blo-nalve) and blologlc-experlenced (blo-experlenced), through GUS=quselkumab, IL-23p19=interleukin-23 p19 subunit, PsA=psoriatic arthritis, tsDMARD=targeted synthetic were cé’nduc{ed based on 1x duration of time between administration per label as well 53 a fixed disconfinz\llation)'/ d];ys%l])‘/)s/upp/y Weﬁei}n’?le‘jdotg go c;];;/; For phcilrmgoty c/éims, if daysp gf suppg/ v/vere eqf//;/d tCJ)/ 28fdaﬁsl,)/fv/o /iq(?agtc{tion
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The GUS and tsDMARD cohorts, respectively, included Weighted baseline demographic and clinical Pts treated with GUS vs tsDMARDs were significantly (1.86x) more likely to remain GUS was associated with significantly higher on-label persistence vs apremilast
924 and 1,750 pts overall, 185 and 796 bio-naive pts, and characteristics were similar between the GUS and persistent with on-label treatment through 24 months and vs JAKi at each assessed time point (3, 12, 18, and 24 months)
739 and 954 bio-experienced pts tsDMARD cohorts
e Proportion of pts with on-label persistence at 24 months: GUS (41.6%) vs tsDMARD (22.7% On-label persistence through 24 months in weighted GUS and tsDMARD subgroups®™¢ — Primar
p p p p g g group y
All GUS All tsDMARDs e Balancing was achieved for all comparisons (i.e., GUS vs tsDMARD e Median time to discontinuation: GUS (15.9 months) vs tsDMARD (7.2 months) analysis (2x duration)
No5.426 Net1388 In b'O"ja'Ve, GUS vs tSDMARD in bio-experienced, GUS vs e Trends were consistent in other comparisons: GUS vs tsDMARD in bio-naive, GUS vs tsDMARD in
apremilast, and GUS vs JAKI) bio-experienced, GUS vs apremilast, GUS vs JAKIi, and sensitivity analyses 3 months 12 months 18 months 24 months

Primary KM Analysis (2x Duration) of On-Label Persistence in Weighted GUS and tsDMARD Cohorts™

Weighted Baseline Demographics and Clinical GUS tsDMARD 100 - GUS vs Apremilast — Overall
212 months of continuous health plan For P = = At 24 months: ;
m eligibility beforeltll:elilndex date m Characteristics (N=924) (N=1,750) S 50 HR (95% c:lg = (164; 2.11) KM Persistence, % (95% CI)
Demographics % '
s 60 -
¢ ¢ i + = - GUS (N=924 88.7 (82.9;92.6 55.0 (48.1; 614 46.0 (38.0; 53.7 39.4 (29.6; 48.9
f-;?:dia:;]ndex date (years), Mean+SD . . 507] 503 +12.0 [506] z h 5 ( ) ( ) ( ) ( ) ( )
22 diagnosc.as for P.sA 230 days apart during m ."3 I
’ the baseline period or on the index date Female 591 591 § 20 - Apremilast (N=1,198) 70.3 (65.5; 74.6) 35.6 (29.5; 41.7) 24.4 (17.4; 32.1) 21.3 (13.7; 30.0)
¢ ¢ Insurance type at index date B
0 3 6 9 12 15 18 21 24
Preferred provider organization 45.8 45.8 Pts at risk Months since index agent initiation HR (95% CI)* 2.83 (2.23; 3.60)* 1.99 (1.72; 2.30)* 1.99 (1.74; 2.29)* 1.94 (1.69; 2.22)*
218 years old at the index date m Health maintenance organization 39.0 39.3 tsDMigg 1%35‘:3 ;‘;‘; f;gi §§$ 127371 11;; 11??; 1%11
0 0 —— GUS —— tsDMARD GUS vs JAKi - Overall
,"\,ﬁ\ Otherb 15.2 14.9 “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 = 66 days for tsDMARD). KM Persistence. % (9 5% C|)
¢ ¢ . °Pts with dose changes inconsistent with the FDA-approved dosing were censored as of the first dose change. °A weighted Cox proportional hazards model was used to compare on-label ’
Year of index date persistence between cohorts. Cl=confidence interval, FDA=Food and Drug Administration, GUS=guselkumab, HR=hazard ratio, JAKi=Janus kinase inhibitor, KM=Kaplan-Meier, pts=patients,
Only 1 claim for drug of interest on index date tsDMARDs=targeted synthetic disease-modifying antirheumatic drugs.
m and no claim for any IL-23p19-subunit inhibitorsm 2020 64 64 GUS (N=924) 88.5(827;92.4)  541(46.8; 60.8) 477 (39.4; 55.5) 41.9 (32.0; 51.5)
or tsDMARDs during continuous eligibility o R o oo o .
before index date 2021 25.8 25.8 GUS was associated with significantly higher on-label persistence than tsDMARDs at
¢ ¢ 2022 2838 28.8 all assessed time points (3, 12, 18, and 24 months), overall and in both biologic-naive JAKi (N=552) 75.2(68.4;807)  410(33.3;485)  30.6(21.2;406) 252 (14.2;37.8)
No claim for other conditions for which 2023 264 264 and biologic-experienced pts)
GUS DMARD d =
| cusortsovaros e sporoved or 2024 126 126 HR (95% Cl) 209 (159,275  152(128;181)* 158 (134,186 157 (134;185)"
o ° ° ° ° ,b’ °
¢ ¢ Characteristics On-label perSIStence through 24 months In Welghted GUS and tSDMARD COhortsa ¢ = Prlmal'y *n<0.0017 based 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
H H GUS or 2 x 28 = 56 days for tsDMARD). "Pts with d h ] istent with the FDA- d dosi d f the first d h . “Overl ight d to obtai
Months between latest observed PsA anaIySIS (2X duratlon) a ba/c?/gce)(; sample. Vl/ae);;hl?sr Wsere estimate; L‘/A;Iing aorsneul(;‘ivcg;?aebslénlzgzsstlisc li,eiqrvt‘e/lssion ivodel.aggsfgﬁe cg\fg;?atméir;gillzgyesej:rgl der?)ogiap/?izeaf;dagl%eical Zigfgc?;i/{gticz.M‘j/e\rj/gisgiteg Coioxam
No claim for a bDMARD agent diagnosis and index date, Mean + SD 11+15 [05] 11+106 [05] prop.o_rtiona/ hqzards_ mpdel was gsed to compare on—label;_)ersistence betwefen pohorts. lecqnfidenpe intervg/, FDA=Food and Drug Administration, GUS=guselkumab, HR=hazard ratio,
m other than GUS on the index date - [median] 3 months 12 months 18 months 24 months JAKi=Janus kinase inhibitor, KM=Kaplan-Meier, tsDMARD=targeted synthetic disease-modifying antirheumatic drug.
Ineligible Ineligible Quan-CCl, Mean * SD [median] 0.8 +14 [0.0] 0.8 +1.5[0.0] GUS vs tsDMARDs - Overall e ey Lo
________________ & L KM Persistence, % (95% Cl) Strengths and limitations
Q Comorbidities
GUS cohort o GUS (N=924) 89.2 (83.5; 93.0) 56.1 (49.7; 62.0) 47.8 (40.5; 54.8) 41.6 (32.9; 50.1)
N=924 tsDMARDSs cohort Hyperlipidemia 416 416 e Strengths
N=1,750 » tsDMARD (N=1,750) 72.6 (68.6; 76.1) 37.3 (32.2; 42.3) 26.4 (20.4; 32.8) 227 (16.0; 30.2)
1198 apremilast Osteoarthritis 34.0 34.0
552 JAKi % Diabetes 90.9 18.9 HR (95% CI)* 2.65 (210; 3.35)* 1.88 (1.64; 2.16)* 1.90 (1.67; 217)* 1.86 (1.64; 2.11)* — PsA pts were identified using a case finding algorithm validated in US claims data®
Bio-naive® N=185 v GUS vs tsDMARDs - Bio-naive .
T ! Peripheral vascular disease 4.0 4.2 KM Persistence, % (95% Cl) — A long follow-up window allowed robust assessment of both short-term and long-term
- ersistence outcomes
Psoriasis 80.6 80.6 GUS (N=185) 91.0 (73.5; 97.2) 65.6 (51.5; 76.5) 53.9 (38.0; 67.4) 431 (22.1; 62.6) P
B7i¢2,_7na-|-ved ,\!779:6 Smoking 16.2 13.9 tsDMARD (N=796) 73.8 (67.4; 79.) 43.6 (35.5; 51.4) 28.5 (18.9; 38.8) 25.5 (15.5; 36.8) - Basellng characteristics for the GUS and tsDMARD cohorts were balanced across all
apremilas N, . comparisons
e Vedicdtion tse HR (95% CI)° 3.08 (1.81; 5.25)* 2.21(1.61; 3.03)* 218 (163;2.92)*  2.04 (1.54; 2.69)* P
N=954 471 ilast bDMARDs* 64.3 64.3 — Bio- i e er ae
283 jKlr(eiml as GUS vs ’stMARcI)Ds EIO experienced e Limitations
+ csDMARDs® 34.3 34.3 KM Persistence, % (95/0 Cl)
Corticosteroids 705 720 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) — Claims data do not ensure treatments are taken as prescribed
Ist GUS or tsDMARD claim during intake period (7/14/2020-6/30/2024). "The tsDMARD cohort was defined as pts with an index - . . . . . . . . . . . oo
claim for a tsDMARD (i.e.,laprgr;)ilaslt, upadaclitinib, or tofacitinib). °“Other specific conditions include atopic dermatitis, inflammatory Data are % unless otherwise noted. °Propensity score using overlap weighting. *Includes point-of-service, consumer directed tsDMARD (N'954) 1.7 (66.6, 76-3) 34.7 (28.3, 41.2) 24.6 (16.5, 33.5) 20.8 (11.6, 31.9) — lefe rences in route Of adm|n|Strat|0n may I|m|t the dll‘eCt Comparablhty Of treatment
bowel disease, uveitis, hidradenitis suppurativa, ankylosing spondylitis, other inflammatory arthritides (ie., gout, calcium pyrophosphate health care, indemnity/traditional, and unknown plan type. “During 12 months before index date. “Includes tumor necrosis factor .
dihydrate crystal deposition disease, non-radiographic spondyloarthritis, post-infectious and reactive arthritis), other spondylopathies, inhibitors (i.e., adalimumab, etanercept, certolizumab pegol, intravenous [IV] golimumab, SC golimumab, infliximab, adalimumab HR (95% C|)d 2.64 (2.02; 3.45)* 1.87 (1.59; 2.19)* 1.91 (1.64; 2.22)* 1.89 (1.63; 2.19)* perSIStence dCross COhOI‘tS
relapsing polychondritis, rheumatoid arthritis, systemic connective tissue disorders, or unclassified connective tissue disease. [biosimilars], etanercept [biosimilars], and infliximab [biosimilars]), anti-IL-12/23 (i.e., ustekinumab), anti-cytotoxic T-lymphocyte
“Bio-naive pt defined as th ith dical h laims fi ther bODMARD prior to the initiation of GUS tigen-4 (i.e., abat t), and anti-IL-17 (ie., SC Ki b, ixeki, b and IV Ki b). ¢Includ thot te, sulfasalazine, *n<0.0017 based 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 _ : : : : :
a gD,ﬁ,X;g fB?fexf)e,;/?enggd pizealrﬁélde}’;gengealetZOZ;PW;ZTLC;CI,\;OCSC;IZSG ;reii,/?é/a? oreigharmacy cll);;r?vrfoor an(j/lglt/grlzglowARD d(z/rring /ael}llf/%i,;nidel,eher:xjcC/?//;roC;J:ine?gzlathioplr?ne, Cyfjocsupg;svrg,aang( ivjizrggenz,/?ate. ;giélelf?LanlZio/ogiz lcjv’if;a,::-mgc;j‘;%ge aiiirzzznggi GUS or 2 x 28 = 56 days }or lflsDMARD). "Plts M%l“h do);el chc:nges /{ngonlsistzvnt Withl the FDA—apprIoved dosing were Zvelnsored aus ofl the firstydose cuhanée. COverkIJp Ml/eight); were used i) obtain Treatment effeCtlveneSS and reasons for dlSCOhtIn uatlon COUId nOt be assessed USIng
the period of continuous eligibility prior to the initiation of GUS or a tsDMARD. bDMARD=biologic disease-modifying antirheumatic drug, Cl=confidence interval, csDMARD=conventional synthetic disease-modifying antirheumatic drug, GUS=guselkumab, a balanced sample. Weights were estimated using a multivariable logistic regression model. Baseline covariates included several demographic and clinical characteristics. A weighted Cox Claim S data
drug, GUS=guselkumab, IL-23p19=interleukin-23 p19 subunit, JAKi=Janus kinase inhibitor, PsA=psoriatic arthritis, pts=patients, JAKi=Jdanus kinase inhibitor, KM=Kaplan-Meier, Quan-CCI=Quan Charlson Comorbidity Index, SC=subcutaneous, SD=standard proportional hazards model was used to compare on-label persistence between cohorts. Cl=confidence interval, FDA=Food and Drug Administration, GUS=guselkumab, HR=hazard ratio,

tsDMARD-=targeted synthetic disease-modifying antirheumatic drug. deviation, tsDMARD=targeted synthetic disease-modifying antirheumatic drug. KM-=Kaplan-Meier, pts=patients, tsDMARDs=targeted synthetic disease-modifying antirheumatic drugs.
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