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D Effect of the presence or absence of genetic mutations on spesolimab efficacy in patients
with generalized pustular psoriasis (GPP)
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Spesolimab achieved rapid and sustained pustular and skin clearance in patients with and without an IL36RN
mutation; the safety profile for spesolimab was also similar regardless of mutation status

PURPOSE RESULTS

To explore whether patients with or without an IL36RN mutation, or any

genetic muToTion.(ILCSéRN,CARDM,orAPIS3),hod the same freatment Baseline demographics and clinical ¢
effect with spesolimalb versus placebo.
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C O N C I_ U S I O N S : Hospitalised for current flare, n (%) 12 (37.5) 7 (50.0) 8 (28.6) 11 (61.1)

- - Data for each subgroup include both freatment ams.
Of 53 patients enrolled, 46 had genotyping data available. Of the 14 patients with an IL36RN mutation, 10 had a homozygous mutation and 4 had a heterozygous mutation.

Two patients in the spesolimab am and one patient in the placebo arm received other medication for GPP within the first week. Missing values or any use of other medication for GPP within the first week of the frial were regarded as non-response for
the analysis of these endpoints. Seven patients did not have genotyping data available and were excluded from the analysis.
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*Severe AEs were defined as those with a Rheumatology Common Toxicity Criteria (RCTC) grade 3 or4. tCommon AEs were those

mutationalstatus for IL36RN, CARD 14, and AP 1S3
occurring in 215% of patients in any subgroup. Withregard to serious adverse events, of the patients with no IL36RN mutation, 1 patient
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placebo, OL spesolimab was received by 14 patients at Day 8 due to persistent flare symptoms and by 2 patients after Day 8 due to a new flare. Two patientsin the spesolimab arm and one patient in the placebo arm received other medication for GPP within the first week.
iNn patients by the presence or absence of an IL36RN mutation

« As analyses for any mutation (IL36RN, CARD 14, or AP133) only included . , : :
4 additional patients, we present data for the IL36RN mutation Patients treated with spesolimab had sustained pustular clearance and clear/almost clear skin over 12 weeks, regardless of IL36RN mutation status; A similar proportion of patients in each subgroup and treatment arm

el _ . . . . . . . . . reported AEs; the most commonly reported AEs were
subgroup only; similar results were observed for the any mutation following treatment with OL spesolimab at Day 8, similar treatment effects were observed in patients in the placebo arm, regardless of IL36RN mutation status et e e EEE e

subgroup analysis
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