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Psoriatic arthritis (PsA) is a chronic, heterogeneous, inflammatory disease affecting joints and skin, in which Assessments & Analyses

uncontrolled inflammation can lead to progressive structural joint damage'
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Results

comparative analysis use e General inflammation markers: CRP, IL-6, SAA

domains

Serum analyzed for biomarker cohort

Evaluate baseline relationships between clinical/radiographic characteristics and disease-relevant serum biomarkers, and assess
the magnitude and durability of pharmacodynamic (PD) effects of GUS treatment in APEX participants (pts)

9PBO SC W8 then Q8W through W48 administered to maintain blinding. °EE if <20% improvement from baseline in both TJC and SJC at W16. EE pts may initiate/increase dose of permitted medication up to the maximum dose, at the investigator’s discretion. °Final safety visit for those who do not enter LTE. °Final safety visit for those who enter LTE. CASPAR=CIASsification criteria for
Psoriatic ARthritis, CRP=C-reactive protein, csDMARDs=conventional synthetic disease modifying antirheumatic drugs, DAS28=Disease Activity Score 28, EE=early escape, F/U=follow-up, HAQ-DI=Health Assessment Questionnaire-Disability Index, HV=healthy volunteer, IGA=Investigator’s Global Assessment, LTE=long-term extension, NSAID=nonsteroidal anti-inflammatory drugs,
PASI=Psoriasis Area and Severity Index, PE=primary endpoint, PhGA=physician global assessment of arthritis and psoriasis, Q4W=every 4 weeks, Q8W-=every 8 weeks, R=randomization, SAA=serum amyloid A, SC=subcutaneous, SJC=swollen joint count, Th17=T helper 17, TJC=tender joint count, VAS=visual analog scale.

Baseline serum biomarker levels correlated with measures of joint disease activity, skin psoriasis, and structural
damage

Baseline demographics, disease characteristics, and W24 efficacy in the biomarker cohort were representative of

mFAS Serum levels of Th17 cytokines and inflammatory markers were elevated at baseline in pts with PsA vs HVs
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**¥p<0.001, ****0=<0.0001 and Pearson’s r=0.25. °VAS. BMx=biomarker, CRP=C-reactive protein, DAS28=Disease Activity Score 28, HAQ-DI=Health Assessment Questionnaire-Disability Index, IGA=Investigator’s Global Assessment, IL=interleukin,
PASI=Psoriasis Area and Severity Index, PhGA=Physician’s Global Assessment, SAA=serum amyloid A, SJC=swollen joint count, Th17=T helper 17, TUC=tender joint count, VAS=visual analog scale, vdH-S=van der Heijde-Sharp.

Data shown are mean (SD) unless noted otherwise. ‘Based on Kruskal-Wallis rank sum test. "Based on Pearson’s Chi-squared test. ACR=American College of Rheumatology, BMI=body mass index, CRP=C-reactive protein, GUS=guselkumab, mFAS=modified full
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