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Background Methods

APEX Study Design

Among pts receiving GUS every 4 weeks
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Current Analyses

Evaluate the relationship between clinical response status and structural damage progression at W24 o Pt-Reported Pain <15 mm on VAS

among GUS-randomized pts in APEX

ACR20/50/70=->20%/=50%/>70% improvement in the American College of Rheumatology criteria, CASPAR=CIASsification criteria for Psoriatic Arthritis, cDAPSA=clinical Disease Activity Index for Psoriatic Arthritis, CRP=C-reactive protein, csDMARDs=conventional synthetic disease modifying antirheumatic drugs, DAPSA=Disease Activity Index for Psoriatic Arthritis, flu=follow-up, GUS=guselkumab, HAQ-DI=Health Assessment Questionnaire-Disability Index, LDA=low disease activity, LSM=least squares mean, MD=major disruption (Ukraine/
Russia Crisis), MDA=minimal disease activity, MI=multiple imputation, ND=natural disaster (COVID-19 site access restrictions), NSAIDs=nonsteroidal anti-inflammatory drug, PBO=placebo, PsA=psoriatic arthritis, PsO=psoriasis, Pts=participants, Q4W=every 4 weeks, Q8W=every 8 weeks, R=randomization, REM=remission, SJC=swollen joint count, TJC=tender joint count, VAS=visual analog scale, vdH-S=van der Heijde-Sharp, W=week.

Results

Baseline characteristics were well balanced across treatment At W24, GUS-randomized pts who achieved response in joint efficacy measures had At W24, GUS-randomized pts who achieved low or minimal disease activity by composite At Week 24, GUS-randomized pts who achieved normalized physical function and
groups numerically lower levels of structural damage progression indices had numerically lower levels of structural damage progression minimal pain had numerically lower levels of structural damage progression
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Index, JSN=joint space narrowing, LEI=Leeds Enthesitis Index, PBO=placebo, PsA=psoriatic arthritis, Pts=participants, Q4W=every 4 weeks, Q8W=every 8 weeks, SD=standard
deviation, SJC=swollen joint count, TJC=tender joint count, VAS=visual analog scale, vdH-S=van der Heijde-Sharp. ACR20/50/70=>20%/=50%/=r0% improvement in the American College of Rheumatology criteria, LSM=least squares mean, PsA=psoriatic arthritis, Q4W=every 4 weeks, Q8W=every 8 weeks, vdH-S=van der Heijde-Sharp, W=week. cDAPSA-=clinical Disease Activity Index for Psoriatic Arthritis, DAPSA=Disease Activity Index for Psoriatic Arthritis, LDA=low disease activity, LSM=least squares mean, MDA=minimal disease activity, PsA=psoriatic arthritis, %Among pts who had HAQ-DI score >0.5 at baseline. YAmong pts who had pt-reported pain VAS >15 at baseline. HAQ-DI=Health Assessment Questionnaire-Disability Index, LSM=least squares mean, PsA=psoriatic arthritis,
Q4W=every 4 weeks, Q8W=every 8 weeks, vdH-S=van der Heijde-Sharp, W=week. Pts=participants, @4W=every 4 weeks, Q8W=every 8 weeks, VAS=visual analog scale, vdH-S=van der Heijde-Sharp, W=week.
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