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Figure 2. Study designs Figure 6. PASI 75 response at Week 16: PSO-1 and PSO-2 pooled analysis - efficacy of deucravacitinib

vs placebo and apremilast in post hoc subgroups

Efficacy

e In the overall populations, significantly greater proportions of patients receiving deucravacitinib vs placebo and vs
apremilast achieved PASI 75 and sPGA 0/1 responses at Week 16 in each study (Figure 3)°
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once daily.

Week 16:
- Disease severity by PASI, sPGA, and BSA

Resu ltS — Disease duration

- Age of disease onset (Figure 4 and Figure 5)

Missing data were imputed with nonresponder imputation.
PASI 75, >75% reduction from baseline in Psoriasis Area and Severity Index.

Figure 7. sPGA 0/1 response at Week 16: PSO-1 and PSO-2 pooled analysis - efficacy of deucravacitinib
vs placebo and apremilast in post hoc subgroups
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e Analysis of pooled data from PSO-1 and PSO-2 demonstrated favorable efficacy for deucravacitinib against placebo
and apremilast across most post hoc subgroups with additional strata (Figure 6 and Figure 7)

2Age at disease onset and disease duration were not reported for 1 patient in the placebo arm of PSO-2.
BSA, body surface area; PASI, Psoriasis Area and Severity Index; sPGA, static Physician’s Global Assessment.
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