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Results
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study of GUS, a dual-acting selective

IL-23i for PsA, the Q4W & Q8W regimens

demonstrated.:

v Significantly higher ACR20 response rates

vs PBO

v Significantly lower rates of radiographic
progression (A GUS vs PBO =-0.80)

v" Consistent effects on erosion & JSN scores

v" Higher proportion of pts with no

progression of structural damage vs PBO

v" Higher rates of ACR50, ACR70, PASI 90 &
greater improvement in physical function

vs PBO; Similar AE profile for GUS and
PBO; No new GUS safety signal

GUS is the only selective IL-23i to

demonstrate significant inhibition of

structural damage progression

Higher skin clearance rates and greater improvement in physical function with GUS vs PBO
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GUS AE profile through W24 was similar to PBO

Safety Through W24

Mean weeks of follow up
Pts with =1:
AE
SAE
AE leading to study agent d/c
Infection
Serious infection
Active tuberculosis
Opportunistic infection
Venous thromboembolism event
Anaphylactic or serum sickness reaction
Clinically important hepatic disorder®

Safety analysis set. AEs are coded using MedDRA Version 27.0. Data are n (%) unless otherwise noted. “Clinically important hepatic disorders were prespecified as AE
terms within the Medical Dictionary for Regulatory Activities category of Drug-Related Hepatic Disorders that met the criteria for an SAE or led to study agent d/c.

GUS Q4W

N=280

24.0

23.9 23.8
165 (42.5%) 144 (37.3%)
12 (31%) 10 (2.6%)
6 (1.5%) 1(0.3%)
91 (23.5%) 81 (21.0%)
5 (1.3%) 1(0.3%)
0 0
0 0
1(0.3%) 1(0.3%)
0 0
0 0

p<0.001

GUS Q8W (N=365) [ PBO (N=372)

“Italicized p-values are nominal. "Among pts who had =3% BSA psoriatic involvement and an IGA score of =2 (mild) at BL. PASI 90 response: 290% improvement from
baseline in PASI score. ‘HAQ-DI score is the average of the computed categories scores (dressing, arising, eating, walking, hygiene, gripping and daily living). Lower

N=386

AE=adverse event, d/c=discontinuation, IBD=inflammatory bowel disease, MACE=major adverse cardiovascular event, SAE=serious AE.

v

e Study remains blinded through W48

unvaccinated elderly pt
e No new-onset IBD

e 2 pts with malignancy (prostate, renal); 1 MACE (myocardial infarction); 1 COVID-19 death in






