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OBJECTIVE/METHODS

Evaluate efficacy, safety, and impact of GUS treatment on patient-reported PsO symptoms and HRQoL in Cohort A through 2 years Through Year 2, VISIBLE Cohort A study results showed:

CONCLUSIONS

p g . T T : e ~70% of all GUS-treated participants achieved clear/almost clear skin
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RESULTS

. | | | GUS-Treated Participant Who Achieved IGA O and PASI 100 (Complete Skin Clearance) at Week 16
e Significantly greater IGA O/1, IGA O, PASI 90, and PASI 100 response rates were achieved in the GUS-randomized vs PBO group at Week 16. Response rates

were generally sustained or improved through Week 100 for both the GUS and PBO—>GUS groups (non-responder imputation [NRI]).

e GUS treatment provided significantly greater improvements in patient-reported outcomes (PSSD itch, PsAID-12, SDIEQ, and DLQI) vs PBO at Week 16. Improvements

were sustained/improved for the GUS-randomized and PBO—->GUS groups through Week 100.

e Mean percent improvements in BSA and PASI increased over time and were maintained at >90% with continued GUS treatment through Week 100
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