
At Week 48, GUS-randomized participants with high/low BSA 
achieved comparable high rates of scalp clearance: mean percent 
improvement from baseline in PSSI, 96.5%/90.1%, respectively 
(Figure 1)

Figure 1. Mean percent improvement from baseline in PSSI 
score through Week 48

At Week 48, GUS-randomized participants with high/low BSA 
achieved comparable high rates of scalp clearance: mean percent 
improvement from baseline in SSA 96.1%/91.2%, respectively 
(Figure 2)

Figure 2. Mean percent improvement from baseline in SSA score 
through Week 48

Absent/minimal scalp disease assessed via ss-IGA 0/1 was 
achieved by 93.0%/73.1% of GUS-randomized participants with 
high/low baseline BSA, respectively at Week 48 (Figure 3)

Figure 3. Proportion of participants achieving complete/almost 
complete scalp clearance through Week 48
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BACKGROUND
Levels of disease-driving cytokines are typically elevated in 
the skin and blood of patients with psoriasis (PsO)1

VISIBLE, a Phase 3b randomized, placebo (PBO)-controlled 
study, is evaluating efficacy & safety of guselkumab (GUS) 
in participants with moderate-to-severe PsO across diverse 
objectively measured skin tones

These post-hoc analyses evaluated the effects of GUS on 
targeted serum cytokines (interleukin [IL]-17A, IL-17F, IL-22, 
β-Defensin [BD]-2)

aEfficacy 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; q8w=Every 8 weeks; SSA=Scalp surface area; ss-IGA=Scalp-specific IGA. 
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VISIBLE included participants who 
self-identi�ed as non-white, across
all objectively measured skin tones

GUS 100 mg at Week 16 and Week 20, then q8w to Week 100Weeks 0, 4, 12

GUS
GUS 100 mg at Week 0 and Week 4, then q8w to Week 100

• Key Inclusion Criteria: self-identi�cation as non-white; all FST I-VI, as determined by colorimetry, were eligible
• Serum cytokines were measured by ELISA

• IL-17A, IL-17F, IL-22, BD-2
• Measured at baseline 

(Week 0), and at Weeks 4, 
16, and 48

• 151 GUS and 50 PBO 
participants across both 
cohorts and up to 29 age- 
and race- matched healthy 
controls
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 ● Serum IL-17F, IL-22, and BD-2 levels were significantly higher at baseline in VISIBLE participants vs healthy 
controls (Figure 1)

 ● Serum levels of IL-17F, BD-2, and IL-22 at baseline were relatively lower in Cohort B compared to  
Cohort A – potentially reflective of the scalp predominant nature of the cohort with lower BSA involvement 
(mean baseline BSA, 16.6% Cohort B and 26.8% Cohort A)

Figure 1. Targeted serum cytokine levels at baseline in all VISIBLE participants and healthy controls  
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Linear model was used for pair-wise comparisons between healthy controls, Cohort A and Cohort B with * and *** denoting p<0.05 and p<0.0001, respectively; ⁕ denotes p<0.05 for Cohort A vs. Cohort B.

Significant reductions in serum IL-17F, IL-22, and BD-2 levels were observed through Week 48 in the GUS 
group and after Week 16 in the PBO→GUS group (Figure 2)

Figure 2. Changes from baseline in targeted serum cytokines levels through Week 48 
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 ● Baseline IL-17F, IL-22, and BD-2 levels significantly correlated (p<0.05) with PASI and PSSI scores (Figure 3)
 ● Relatively weaker correlations were observed between IL-17F, IL-22, and BD-2 levels and PSSI in Cohort B 
at baseline

Figure 3. Correlations between baseline serum cytokine levels and baseline disease severity in all VISIBLE 
participants 
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At Weeks 16 and 48, greater reduction in BD-2 levels from baseline were observed in Week 16 PASI 90 and PSSI 90 
responders vs non-responders in Cohort A and B participants, respectively (Figure 4)

Figure 4. Change from baseline in BD-2 levels in PASI/PSSI 90 responders vs non-responders through Week 48 
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Linear mixed effect model accounts for treatment x time interaction, baseline serum protein levels, and subject random effect. Values are plotted as mean with error bars representing model-based 95% confidence interval.  
*p<0.05; **p<0.01; ***p<0.001; denote significance differences from baseline. ⁕ denotes significant difference between response vs. no response.

Low PsO BSA at baseline in Cohort B was associated with significantly less reduction in IL-17F and BD-2 
levels at Week 16 and Week 48 (Figure 5)

Figure 5. Serum cytokine levels by low vs high BSA through Week 48 for Cohort B 
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These data, in this diverse population, suggest that for PsO involving distinct presentations, such as 
predominant scalp disease with low BSA, there may be differences in underlying cytokine signaling pathways

 ● Consistent with subgroup analyses previously reported for clinical efficacy, no significant differences in 
serum cytokine changes were noted in subgroups by BMI (Figure 6). GUS elicited similar pharmacodynamic 
effects for participants with low and high BMI with similar efficacy observed across low vs high BMI.

 ● Similarly, no significant differences in changes in serum cytokine levels were observed for subgroups based 
on sex or psoriatic arthritis status (data not shown)

Figure 6. Differential serum cytokine changes by low vs high BMI
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VISIBLE is a first-of-its-kind study intentionally designed to evaluate 
the safety and efficacy of GUS in moderate-to-severe PsO across 
diverse objectively measured skin tones

VISIBLE participants treated with GUS showed early and sustained 
reductions in serum cytokine levels through Week 48; GUS-mediated 
improvement by clinical assessment of disease severity was 
associated with reductions in serum cytokine levels

GUS treatment induced a robust cytokine pharmacodynamic 
response in Cohorts A and B, highlighted by significantly reduced 
serum levels of IL-17F, IL-22, and BD-2

Additional studies may inform our understanding of similarities and 
differences in PsO pathogenesis or signaling pathways in patients 
with PsO, across all skin tones

CONCLUSIONS

Scan the QR code for the full 
digital poster
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