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with Guselkumab: A Bayesian Analysis of Three Phase 3, Randomized, Controlled Studies&
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Results
Three distinct trajectory groups were identified based on individual participant-level Baseline disease duration and joint activity were lowest among Early Sustained Joint 93% of Early Sustained Joint Responders achieved cDAPSA LDA/REM response with GUS
cDAPSA trajectories through 1 year of GUS Responders and highest among Continuous Joint Improvers over 1 year, with responses observed as early as Week 4
* Groups were data-driven and not predefined; they were identified from individual cDAPSA response patterns over 1 year, with * Continuous Joint Responders exhibited baseline levels that were higher than, but generally closer to, those of Early Sustained * Approximately half (44%) of Continuous Joint Responders achieved cDAPSA LDA/REM response through 1 year of GUS
labels reflecting overall mean trajectories only Joint Responders * Continuous Joint Improvers showed substantial improvements in cDAPSA through 1 year of GUS; none achieved LDA/REM
Baseline Patient Demographics and Disease EE BT SR el
Continuous Joint Characteristics Joint Responders Responders Early Sustained Joint Responders Continuous Joint Responders Continuous Joint Improvers
Improvers (N=309) (N=154) (N=309) (N=194) (N=61)
(N=61) Demographics
o o Age, years 46.9 (12.7) 47.2 (11.0) 48.8 (12.4) 47.2 (12.1) 140° . '
I"\/“\ Male* 55% 46% 41% 50%
BMI, kg/m? 28.7 (6.0) 29.5 (6.3) 29.5 (6.4) 29.0 (6.2)
Disease characteristics S 1207 l l
o PsA disease duration*, years 5.8(6.1) 7.1(6.9) 7.8 (7.5) 6.5 (6.6) NS
) CRP*, mg/dL 1.4 (2.1) 1.9 (2.5) 2.0 (2.4) 1.7 (2.3) L 100- : ~
PhGA**** (VAS 0-10) 6.3 (1.7) 6.8 (1.4) 7.2 (1.5) 6.6 (1.6) Z
cDAPSA**** 37.1(17.1) 45.6 (12.9) 75.3 (22.0) 44.1 (20.0) & 30 4 d .
. TIC**** (0-68) 15.9 (10.6) 21.0 (9.7) 40.1 (13.9) 20.3 (12.9) <
Early Sustained g SIC**** (0-66) 9.2 (6.1) 11.0 (5.2) 20.0 (12.1) 11.0 (7.4) Q
Joint Responders PtGA**** (VAS 0-10) 6.1(1.9) 6.9 (1.7) 7.8 (1.4) 6.5(1.9) c 007 1 '
(N=309) Pt Pain**** (VAS 0-10) 5.8 (2.1) 6.7 (1.7) 7.4 (1.6) 6.3 (2.0) J
Q FACIT-Fatigue**** (0-52) 31.7 (10.5) 26.3 (10.0) 26.6 (11.0)2 29.3 (10.7)b = 40 - .
Continuous Joint \ } SF-36 PCS**** (0-100) 35.1(7.7) 31.3 (6.3) 28.8 (7.2)? 33.1 (7.5)b
Responders HAQ-DI**** (0-3) 1.1(0.6) 1.5(0.5) 1.6 (0.5)a 1.3 (0.6)b
(N=194) Prior treatments
Anti-TNF 39% 42% 49% 41%
E Non bDMARD 62% 71% 69% 66% 0 4 81216202428 36 44 52 0 4 8 1216202428 36 44 5 0 4 8 1216202428 36 44 52
NSAID 58% 64% 64% 61%

Week Week Week
Nominal *p<0.05, ****p<0.0001 (see Methods). Data is presented as mean (SD) unless otherwise noted. °“N=60. °N=563. bBDMARD=biological disease-modifying antirheumatic drug, BMI=body mass index, FACIT=Functional ) o ) ) ) . .
Assessment of Chronic lllness Therapy, HAQ-DI=Health Assessment Questionnaire Disability Index, NSAID=nonsteroidal anti-inflammatory drugs, PCS=physical component score, PhAGA=physician global assessment of Mean (bold line) and 95% Cl (shaded area) for parameter values of the best fit lines from each group are shown. cDAPSA LDA/REM threshold of 13 is presented as a horizontal dashed line. Cl=confidence interval.
arthritis, SD=standard deviation, SF-36=Short From-36, TNF=tumor-necrosis factor, VAS=visual analog scale.

GUS significantly reduced cDAPSA as early as Week 4, with continuous improvement Early Sustained Joint Responders exhibited a 90% and 83% mean improvement in SJC and Early Sustained Joint Responders reported the greatest absolute reductions in PROs,
through 1 year across all three trajectory groups TJC, respectively, through 1 year of GUS representing improvements of 60% through 1 year of GUS

* Continuous Joint Improvers exhibited the greatest absolute reduction in SJC and TIJC, representing mean improvements of 67%
and 36%, respectively
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Nominal p<0.05 vs baseline at all timepoints (top panel). BL=baseline, LSM=least squares mean. Nominal p<0.05 vs baseline at all timepoints (top panels). Nominal p<0.05 vs baseline at all timepoints (top panels). PRO=patient-reported outcome.
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