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GUS effects were generally consistent
across diverse subgroups of pts defined
by baseline demographics, disease
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reported here. °Predefined PsA duration subgroups categories were <1/>1 to <3/=3 years, however, <3/=3 presented due to small sample size in <1 year category. “Predefined as csDMARD use at baseline, however, MTX component presented separately
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Similar proportions of pts comprised baseline GUS treatment effect on joint disease activity was consistent across GUS effect on the more stringent ACR50 response was also Significant inhibition of structural damage progression with GUS was
characteristic subgroups across treatment arms subgroups consistent across subgroups generally consistent across baseline pt subgroups
e Pts with active and erosive PsA: median disease duration=5 years, e Aligned with primary endpoint results, GUS-treated pts had approximately 2-4 times e Aligned with overall ACR50 results, GUS-treated pts had approximately 2-6 times higher e Concordant with known risk factors, PBO-treated pts with SJC >15 & CRP =2 mg/dL
SJC=9, TJC=16, and CRP=0.8 mg/dL higher odds of achieving ACR20 response than PBO-treated pts odds of achieving ACR50 response than PBO-treated pts exhibited notably higher degrees of radiographic progression, leading to even more
robust GUS effects in these groups
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OR-=0dds ratio, PBO=placebo, PsA=psoriatic arthritis, Q4W=every 4 weeks, Q8W=every 8 weeks, SJC=swollen joint count, TJC=tender joint count, W=week. ratio, PBO=placebo, PsA=psoriatic arthritis, Q4W=every 4 weeks, Q8W=every 8 weeks, SUC=swollen joint count, TJC=tender joint count, W=week. GUS=guselkumab, LSM=least squares mean, MTX=methotrexate, PBO=placebo, PsA=psoriatic arthritis, Q4W=every 4 weeks, Q8W=every 8 weeks, SJC=swollen
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TJC (0-68) Baseline radiographic joint damage was of moderate degree and similar across treatment groups Inhibition of structural damage progression with GUS was largely consistent regardless of baseline
<10 s 557 . o radiographic features
10 to 15 24% 27% 20% 27% e PBO-treated pts with a vdH-S erosion score >6 and >4.5 erosive joints at baseline had the most radiographic progression at W24
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disruptions (N=1020). BMI=body mass index, CRP=C-reactive protein, GUS=guselkumab, MTX=methotrexate, PBO=placebo, 5 -4 3 -2 -1 0 1 2 3 4 5
PsA=psoriatic arthritis, pts=participants, Q4W=every 4 weeks, Q8W=every 8 weeks. SJC=swollen joint count, TJC=tender Favors GUS Favors PBO

Joint count. Values are median [interquartile range]. GUS=guselkumab, JSN=joint space narrowing, PBO=placebo, Q4W=every 4 weeks, Q8W-=every 8 weeks, vdH-S=van der Heijde-Sharp score, W=week.

*Interaction p-value <0.056 for erosion score GUS Q8W. Cl=confidence interval, GUS=guselkumab, JSN=joint space narrowing, LSM=least squares mean, PBO=placebo, Q4W=every 4 weeks, Q8W=every 8 weeks, vdH-S=van der Heijde-Sharp score, W=week.
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