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Key Takeaways

In a subpopulation of DISCOVER-2 pts
with active PsA and abnormal fatigue
levels at BL:

On average, pts reported clinically
significant fatigue" at BL

Among GUS-randomized pts,
achievement of FACIT-Fatigue
endpoints at the first timepoint
assessed (W8) was associated with
significantly greater likelihood of
achieving disease control at 1y across
disease domains, including:

* Low levels of joint disease activity
(ACR50/70, DAPSA LDA)

* Improved/normalized physical
function (HAQ-DI)

* Low levels of overall disease activity
(MDA, PASDAS LDA)

Of note, regardless of the FACIT-Fatigue
endpoint assessed, nonresponse at W8

did not preclude achievement of disease
control with 1y of GUS

These results underscore the importance
of early improvement in pt-reported

outcomes, such as fatigue, on the
trajectory of long-term pt outcomes,
including achieving stringent thresholds

of response

Among pts with abnormal levels of fatigue at BL,
achievement of FACIT-Fatigue CMI at W8 of GUS

was associated with significantly higher likelihood
of achieving disease control at 1y

Clinical Response at W52 by Achievement of
FACIT-Fatigue CMI (24-point improvement) at W8
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*p=<0.05. Data presented are % and OR (95% CIl). ACR50=American College of Rheumatology 250% improvement;
ACR70=American College of Rheumatology =70% improvement; cDAPSA=Clinical Disease Activity in Psoriatic
Arthritis; CI=Confidence interval; CMI=Clinically meaningful improvement; DAPSA=Disease Activity in Psoriatic Arthritis;
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HAQ-DI=Health Assessment Questionnaire-Disability Index; LDA=Low disease activity; MDA=Minimal disease activity;

OR=0d(ds ratio; PASDAS=Psoriatic Arthritis Disease Activity Score; Pts=Patients; W=Week.

PRESENTED AT: Rheumatology Advanced Practice Providers (RhAPP) 2024; Nashville, TN, USA; September 26-28, 2024. REFERENCES: 1. Husted JA. Ann Rheum Dis. 2009;68:1553. 2. Deodhar A. Lancet. 2020;395:1115. 3. Ritchlin CT. RMD Open. 2022; 8:e002195. 4. Rahman P. Arthritis Res Ther. 2021;23:190. 5. Gladman D. Arthritis Rheumatol. 2022;74 (suppl 9). 6. Mclnnes IB. Arthritis Rheumatol. 2022;74(3):475-85. 7. Chandran V. Ann Rheum Dis. 2007;66(7):936-9. 8. Cella DJ. Cancer. 2002;94(2):528-38. 9. Cella DJ. Patient Rep

Outcomes. 2019;3(1):30. 10. Coates LC. Ann Rheum Dis. 2010;69(1):48-53. 11. Piper BF. J Nat/ Compr Canc Netw. 2010;8(8):958-66. ACKNOWLEDGEMENTS: Medical writing support was provided by Kristin L. Leppard, MS under the direction of the authors in accordance with Good Publication Practice guidelines (Ann Intern Med 2022;doi:10.7326/M22-1460). This presentation was supported by Janssen Research & Development, LLC. Layout design and reformatting for this encore presentation was provided by Sandeep Chavan and Samita

Warang of Siro Clinpharm Pvt Ltd, Thane, India. DISCLOSURES: DDG: Grant support from AbbVie, Amgen, Bristol Myers Squibb, Celgene, Eli Lilly, Janssen, Novartis, Pfizer, and UCB; consultant fees from AbbVie, Amgen, Bristol Myers Squibb, Celgene, Eli Lilly, Galapagos, Gilead, Janssen, Novartis, Pfizer, and UCB. XB: Consultant fees, grant/research support, and speakers bureau support from AbbVie, Biocad, Chugai, Eli Lilly, Janssen, Merck Sharp & Dohme, Novartis, Pfizer, Roche, and UCB. MS: Advisory boards or honoraria
from AbbVie, Eli Lilly, Janssen, Novartis, Pfizer, and UCB. Received honoraria as a speaker for Kabi and Merck. RR: Speaker and consultant for Abbvie, Janssen, Novartis, Pfizer, and UCB. ER: Employee of JSS Medical Research; paid consultant of Janssen. NJS: Former employee of Janssen Scientific Affairs, LLC, a subsidiary of Johnson & Johnson; received salary support from the Childhood Arthritis and Rheumatology Research Alliance within the past 3 years; and owns or has owned stock in AbbVie, Gilead, lovance, Johnson &
Johnson, Novo-Nordisc, and Pfizer within the past 3 years. [Current stock ownership: AbbVie, Gilead, lovance, Jazz Pharmaceuticals, Johnson & Johnson, Novavax, and Viatris]. FN: Paid consultant of Janssen. Shareholder of Johnson & Johnson. CH: Employee of Janssen Research & Development, LLC, a subsidiary of Johnson & Johnson, and may own stocks in Johnson & Johnson. KC: Employee of Janssen Scientific affairs; may own stock/stock options in Johnson & Johnson. AO: Consultant/advisory boards/undertaken clinical
trials for AbbVie, Eli Lilly, Janssen, Novartis, and Pfizer. PdJM: Research support from AbbVie, Acelyrin, Amgen, Bristol Myers Squibb, Eli Lilly, Galapagos, Gilead, Janssen, Moonlake Pharma, Novartis, Pfizer, Sun Pharma, UCB, Ventyx, and Xinthera; consultant fees from AbbVie, Aclaris, Amgen, Boehringer Ingelheim, Bristol Myers Squibb, Eli Lilly, Galapagos, Gilead, GlaxoSmithKline, Inmagene, Janssen, Novartis, Pfizer, Sun Pharma, and UCB; speaker fees from AbbVie, Amgen, Eli Lilly, Janssen, Novartis, Pfizer, Sun Pharma, and UCB.
Previously presented at ACR Convergence 2023; San Diego, CA, USA; November 10-15, 2023 and RNS 2024; Orlando, FL, USA; July 17-20, 2024.






