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METHODS

BACKGROUND

Levels of disease-driving cytokines are typically elevated in VISIBLE included participants who onon A 108 Sare _
the skin and blood of patients with psoriasis (PsO)' self-identified as non-white, across "_t:” a‘ tpi”'c'Pa“ts z GUS
all objectively measured skin tones e ey 5 GUS 100 mg at Week 0 and Week 4, then g8w to-Week 100
plagque PsO k: g , q
N
- 000 8 ﬁ
VISIBLlE, a Phasle 3b rgndomlzed, placebo (PBO)-controlled [ BSA >10%, PASI >12, IGA >3 ] _§ PBO-GUS e IL-17A, IL-17F, IL-22, BD-2
study, Is evaluating efficacy & safety of guselkumab gGUS) é GUS 100 mg at Week 16 and Week 20, then q8w to Week 100 e Measured at baseline
in participants with moderate-to-severe PsO across diverse 00O (Week 0), and at Weeks 4,
objectively measured skin tones Week 0 Week 16 Week 48 Week 112 - 12}2834}8 d 50 PBO
Primary endpoint DBL LTE . an
00O O0O0 analysis (current analysis) (ongoing) participants across both
o cohorts and up to 29 age-

These post-hoc analyses evaluated the effects of GUS on m m a§§é123?ab, ep?;,SEiLze’ 2: ;Lc::;igi e Key Inclusion Criteria: self-identification as non-white; all FST I-VI, as determined by colorimetry, were eligible and race- matched healthy
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?Efficacy analysis population included all participants correctly randomized to Cohort B (n=102).
BSA=Body surface area; DBL=Database lock; ELISA=Enzyme-linked immunosorbent assay: FST=Fitzpatrick skin type; IGA=Investigator's Global Assessment; LTE=Long term extension; PASI=Psoriasis Area and Severity Index; PSSI=Psoriasis Scalp Severity Index; g8w=Every 8 weeks; SSA=Scalp surface area; ss-IGA=Scalp-specific IGA.

RESULTS

e Serum IL-17F, IL-22, and BD-2 levels were significantly higher at baseline in VISIBLE participants vs healthy e Baseline IL-17F, IL-22, and BD-2 levels significantly correlated (p<0.05) with PASI and PSSI scores (Figure 3) e Consistent with subgroup analyses previously reported for clinical efficacy, no significant differences in
controls (Figure 1) e Relatively weaker correlations were observed between IL-17F, IL-22, and BD-2 levels and PSSI in Cohort B serum cytokine changes were noted in subgroups by BMI (Figure 6). GUS elicited similar pharmacodynamic

e Serum levels of IL-17F, BD-2, and IL-22 at baseline were relatively lower in Cohort B compared to at baseline effects for participants with low and high BMI with similar efficacy observed across low vs high BMI.
Cohort A - potentially reflective of the scalp predominant nature of the cohort with lower BSA involvement e Similarly, no significant differences in changes in serum cytokine levels were observed for subgroups based
(mean baseline BSA, 16.6% Cohort B and 26.8% Cohort A) Figure 3. Correlations between baseline serum cytokine levels and baseline disease severity in all VISIBLE on sex or psoriatic arthritis status (data not shown)

participants

Figure 6. Differential serum cytokine changes by low vs high BMI

Figure 1. Targeted serum cytokine levels at hbaseline in all VISIBLE participants and healthy controls
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