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BACKGROUND

VISIBLE is an ongoing Phase 3b study evaluating the efficacy and safety of guselkumab (GUS) in participants with
moderate-to-severe plaque psoriasis (PsO) across all skin tones

RESULTS

At baseline, 29.8% (61/205) of VISIBLE Cohort A and B participants had PsA GUS treatment provided meaningful improvements across all PsAID-12 domains

e Mean baseline data reflect moderate impact of PsA on health and extensive skin and scalp disease Figure 5. Improvements in PsAID-12 Component Scores From Baseline to Week 16 Among GUS-Treated Participants

Figure 8. Participant Who Achieved IGA 0/1 and PASI 90 at Week 16

Cohort A enrolled participants with predominantly moderate-to-severe plague PsO, and Cohort B enrolled participants
with predominantly moderate-to-severe scalp PsO

@ MCII = reduction of >3.0 points

At Week 16, 72% and 60% of GUS-treated participants with PsA at screening achieved the co-primary endpoints of
IGA 0/1 and PASI 90, respectively, and >40% had complete skin clearance vs O in the PBO group
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Figure 6. Achievement of Skin Efficacy Endpoints at Week 16 Among Participants With PsA at Screening and Baseline

plaque PsO i | 7/
: - IGA >2 and BSA >3%
[ BSA 210%, PASI 212, IGA 23 ] Week 0 Week 16 Week 48 Week 112 ly 154 071 (cearminima Figure 3. Mean PsAID-12 Score at Baseline and Week 16 = =
rimary endpoint . ] . .
A B * p ry endp : IGA O (clear) 10 Co-primary endpoints _of Major secondar_y endpoints
ohort B: 108 participants S PASI 90 PBO GUS clear/almost clear skin of complete skin clearance
with moderate-to-severe PsA was identified by: iﬂ\ PASI 100 o A =-0.8 A = =-3.5*
. _ - - - Ll - - - m n n n
scalp PsO ] T e e G e D @il | | s 8 < 100 Figure 9. Participant Who Achieved IGA O and PASI 100 (Complete Clearance) at Week 16
o OR Mean % improvement from baseline 6.6 o
SSA >30%, PSSI >12, ss-1GA >3, . . 7y ~
) PEST score >3 at screening in BSA and PASI N N
and >1 plaque outside of the scalp — 6 5.9 £ 80 .
- J J Y Q' g 72.3
*Cohort B efficacy analyses were performed for 102 participants who were correctly randomized. BSA=Body surface area; |GA=Investigator’s Global Assessment: MCIlI=Minimal clinically important improvement: PASI 90/PASI 100= >90% ﬁ 4 § 60 99.6*
or 100% improvement in Psoriasis Area and Severity Index; PASS=Patient Acceptable Symptom Score; PBO=Flacebo; PsAID-12=Psoriatic Arthritis Impact of Disease-12: PSSI=Psoriasis Scalp Severity Index; SSA=Scalp surface area; o 'g
ss-1GA=Scalp-specific IGA; W=Week. C 2.4 o 42.6**
© : 40.4**
q, 2 - ‘B .
=
c
O
0 £ 20
Baseline Week 16 Baseline Week 16 Q
CONCLUSIONS =14 n=12 =6 =40 2 . 0 0 0
*nominal p<0.001 vs PBO. A=Least squares (LS) mean difference between baseline and Week 16 among participants with data at both timepoints. LS mean differences and p-values are based on an analysis of covariance model, with treatment IGA 0/1 PASI 90 IGA O PASI 100
group, baseline PsAID-12 score, and FST (I-1ll or IV-VI) as covariates; all p-values are nominal as this is a post hoc analysis. Participants who met treatment failure rules (discontinued study agent due to lack of efficacy, had worsening psoriasis, or
initiated a prohibited psoriasis treatment prior to Week 16) were assigned a change from baseline=0. Missing data were not imputed. PBO (n=14) B GUS (n=47)

*nominal p<0.001 vs placebo. **nominal p<0.01 vs placebo. p-values are based on Fisher’s exact test: all p-values are nominal as this is a post hoc analysis. Participants meeting treatment failure criteria or with missing data were considered nonresponders.

At baseline, the majority of VISIBLE study participants with PsA had PsAID-12 scores
above the PASS threshold, indicating the need for improved PsA control across all
skin tones

At Week 16, nearly 60% of GUS-treated participants with baseline PsAID-12 scores of >3.95 and >3.0, respectively,
achieved PASS and MCII

At Week 16, mean percent improvements from baseline in BSA and PASI were 84.8% and 86.9%, respectively,
for GUS-treated participants with PsA at screening

Figure 4. Achievement of PsAID-12 Response Thresholds at Week 16
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**nominal p<0.01 vs PBO. p-values are based on Fisher’s exact test: all p-values are nominal as this is a post hoc analysis. Participants meeting treatment failure criteria or with missing data were considered nonresponders. Achievement of PASS
(PsAID-12 <3.95) was assessed for participants with PsAID-12 scores >3.95 at baseline. Achievement of MCII (reduction of >3 points) was assessed for participants with PsAID-12 scores >3.0 at baseline.
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