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BACKGROUND METHODS
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BSA=Body surface area; IGA=Investigator’s Global Assessment; |[-23=Interleukin-23; LTE=Long-term extension; PASI=Psoriasis Area and Severity Index; PBO=placebo; PSSI=Psoriasis Scalp Severity Index; g8w=Every 8 weeks; SSA=Scalp surface area; ss-IGA=Scalp-specific IGA; W=Week.

RESULTS

e Reduced expression of genes such as IL23A, IL12B (p40), IL23R, IL17A, IL17C, IL17F, IL19, DEFB4A, and
S100A7/8/9/11 was seen in LS samples from GUS-treated pts by W16 and maintained at W48 (Figure 5)

e Disease-driving gene sets related to Thl7 cell subsets, IL22 signaling, and inflamed keratinocytes remained
differentially elevated in W16 PASI 90 NR

e VISIBLE enrolled a diverse overall study population (Figure 2)
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DEG=differentially expressed genes.
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