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Background

@ Psoriatic arthritis (PsA) is a chronic, heterogeneous, inflammatory disease that affects the joints and skin"?
Q¢ Guselkumab (GUS), a fully human interleukin (IL)-23p19-subunit inhibitor, demonstrated efficacy in significantly improving PsA signs and
]r symptoms with 2 dosing regimens: 100 mg every 4 weeks (Q4W) or 100 mg at Week (W)0, W4, then Q8W (Food and Drug Administration-
approved on-label dosing regimen?), in the pivotal Phase 3 DISCOVER-1&2 studies*®

- GUS isindicated to treat moderate-to-severe plaque psoriasis (PsO), active PsA, and moderately-to-severely active Crohn’s disease and
ulcerative colitis®

Post hoc analyses of the phase 3, randomized, placebo (PBO)-controlled DISCOVER-1 study, suggested that participants (pts) who were

=-| inadequate responders (IR [inadequate efficacy/intolerance]) to a tumor necrosis factor inhibitor (TNFi) may derive incremental benefit
from the more frequent Q4W dosing regimen, particularly for achieving stringent response outcomes such as 250%/70% improvement in
the ACR response criteria (ACR50/70) and minimal disease activity (MDA)*®

Objective

Y Report findings through W24 of SOLSTICE, an ongoing, phase 3b, randomized, double-blind, PBO-controlled study designed to further
assess GUS Q4W and Q8W efficacy and safety in a dedicated pt population with active PsA who were IR to 1prior TNFi

Methods

Inclusion Criteria

v Age =18 years

¥ Active PsA (=23 SJC; 23 TJC; CRP =0.3 mg/dL); CASPAR criteria met
¥ Inadequate response and/or intolerance to 1prior TNFi therapy
¥ Active (=1 PsO plaque =2 cm and/or nail PsO) or history of PsO

Primary Endpoint (multiplicity controlled)
v" ACR20 response at W24

Major Secondary Endpoints (multiplicity controlled)

v IGA 0/1Response (IGA 0 or 1and =2-grade reduction from BL) at W24
v PASI90 at W24

¥ MDA at W24

Major Secondary Endpoints (weakly controlled)?
¥v' ACR20 at W16
v' ACR50 at W24
v' ACRT70 at W24

Other Secondary Endpoints
v IGA O at W24
v PASI100 at W24
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Current Analysis

e Efficacy analysis set: All randomized pts; 1pt was randomized to 2 treatment groups simultaneously and was excluded from all analyses
o Safety analysis set: All pts who received =1 administration of any study intervention;1 pt was randomized to 2 treatment groups simultaneously and was excluded from all analyses
e After applying treatment failure rules (no change from BL or nonresponder), data impacted by ND/MD were imputed using MI; other missing data were imputed using NRI

“Weakly controlled endpoints were not part of the sequential testing procedures but prespecified to be tested upon achieving statistical significance of the strongly controlled primary endpoints (ACR20 response at W24); p-values are not considered nominal, *Randomization was stratified by BL use of csDMARDs. “Total number randomized=453, the full analysis set of 451 excludes 1pt who was double randomized. “Crossover. *Final
safety F/U at Wii2 is 12W after final study agent administration. ACR20=220% in American College of Rheumatology response criterio, BL=baseline, CASPAR=CIASsification ériteria for Psoriatic ARthritis, CRP=C-reactive protein, synthetic di i i drug. DBL=database lock, EE=early escape, P, i Global of psoriasis, MD=Major Disruption
(Ukraine and neighboring countries/territories beginning 24 February 2022), MDA=Minimal Disease Activity, Mi=multiple imputation, ND=Natural Disaster (COVID-19 site access restricti tation, PASI in Psoriasis Area and Severity Index, PE=primary endpoint, R=randomization, SC=subcutaneous, SJC=swollen joint count, TJC=tender joint count.

->90% or 100% ir

Results

Treatment completion rates were comparable across both

BL demographics and disease characteristics were well

Adalimumab was the most common prior TNFi; ~80% of pts

Significantly greater proportions of pts in both GUS groups vs

Greater proportions of GUS- vs PBO-treated pts achieved

Key Takeaways

In the SOLSTICE TNFi-IR PsA
population, GUS demonstrated superior
efficacy vs PBO for improving signs

and symptoms of peripheral arthritis
and skin PsO, including achievement of
almost clear or clear skin.

At W24, significantly greater
proportions of pts achieved an ACR20
response in both GUS Q4W and Q8W
groups vs PBO, with separation from
PBO observed as early as W4

Consistent treatment effect through
W24 was observed with both GUS
dosing regimens vs PBO with no new
safety signals identified through W24

Significantly greater proportions of pts achieved MDA at W24

GUS treatment groups balanced among treatment groups discontinued their prior TNFi due to inadequate response PBO.achieved ACR20/50/70 responses at W24 almost clear or clear skin at W24 in both GUS dosing regimens vs PBO
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(arthritis), D s global (arthritis), deviation, SF-36 PCS=36-item Short-Form Health Survey Physical Component Summary, AE=adverse event, MACE=Major adverse event i death, nonfatal ial infarction, and nonfatal stroke), SAE=Serious adverse event, VTE=Venous

VAS=Visual analog scale.

2510 mg/day

weakly controlled; all other p-values are nominal.

equivalent. MTX= 1y drugs. sAmong participants with 3% BSA affected by PsO and 22 IGA at BL.

thromboembolism events.
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