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Objective

This study aimed to describe the durability of treatment response over 24 months following achievement of 50%
improvement in the modified American College of Rheumatology response (mMACR50), and factors associated with
the response, among patients in the CorEvitas Psoriatic Arthritis (PsA)/Spondyloarthritis (SpA) Registry treated

Summary

This study evaluated durability of treatment response among PsA patients
who initiated b/tsDMARDs and achieved mACR50 after 6 (+3) months
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Conclusions

Among real-world patients with PsA who achieved mACR50 after b/tsDMARD initiation, approximately one-third
lost treatment response at 6 months, half at 12 months, and two-thirds at 18- and 24-months post-achievement.

A higher EQ-5D score and college education, denoting greater health status and educational background, were
associated with longer durability of mACR50, following the initial response.

These findings suggest that rheumatologists may consider addressing persistent patient-reported symptoms
and quality of life at achievement of treatment response to reduce the likelihood of loss of response to
advanced therapy.

Registry treatment index visit corresponds to biologic initiation study visit; study start index visit corresponds to the study visit 6 months after baseline. The study start index visit could occur
in a window of 3-9 months and was defined as the first study visit if multiple study visits occurred in the window. ?Included sociodemographic characteristics, history of comorbidities, PsA
disease characteristics, PsA activity measures, previous and current medications; *Bias analysis was conducted in the sensitivity analysis to assess the impact of exclusion; “Censor: any loss of
treatment response, last follow-up visit, or 24 months after study start index date, whichever was soonest; “Date of initiation of approved b/tsDMARDs; *Achieved mACR50 response level

2At achievement of mACR50; "CVD= cerebro-cardiovascular disease, consisting of: cardiac revascularization procedure (CABG, stent, angioplasty), ventricular arrhythmia, cardiac arrest,
myocardial infarction, acute coronary syndrome, unstable angina, other coronary artery disease, CHF (with and without hospitalization), stroke, transient ischemic attack, other CV, deep vein
thrombosis, peripheral arterial disease, pulmonary embolism, and carotid artery disease

2Percentages based on all initiators (N=189); "Median and IQR are reported using the lower bound in patients that have an interval censored time until loss of treatment response; “Includes
patient request, administrative reason, fear of future side effect, and drug administration discontinuations; ¢Includes improving compliance/tolerability, inadequate initial response, alternative
mechanism of action, and active disease

ACR50: 50% improvement in the American College of Rheumatology response; BMI: body mass index; BSA: body surface area; b/tsDMARD: biological/targeted synthetic disease-modifying antirheumatic drug; cDAPSA: Clinical Disease Activity Index for Psoriatic Arthritis; cDMARD: conventional disease-modifying antirneumatic drug; Cl: confidence interval; CRP: C-reactive protein; CVD: cerebro-cardiovascular disease;

ESR: erythrocyte sedimentation rate; EQ-5D: EuroQol-5D; HAQ-DI: Health Assessment Questionnaire Disability Index; HR: hazard ratio; i: inhibitor; IL: interleukin; IQR: interquartile range; JAK: Janus kinase inhibitor; mACR50: 50% improvement in the modified American College of Rheumatology response; MDA: minimal disease activity; NSAID: nonsteroidal anti-inflammatory drug; PRO: patient-reported outcome;

PsA: psoriatic arthritis; SD: standard deviation; SpA: spondyloarthritis; TNF: tumor necrosis factor; VAS: visual analog scale.
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