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High-dose spesolimab showed consistent efficacy in preventing GPP flares in patients, over 48 weeks, irrespective of IL36RN mutation status, the presence or absence of plaque PsO at baseline, or BMI category
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To analyze the effect of high-dose spesolimab vs placebo on the prevention of GPP flares, over 48 weeks, in prespecified
subgroups from the Effisayil 2 trial

Table 1. Primary endpoint: Time to GPP flare, up to Week 48, by prespec

Figure 2. Primary endpoint: Time to GPP flare, up to Week 48, by prespecified subgroups
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 |n Effisayil 2, high-dose spesolimab showed superiority vs placebo in preventing GPP flares over 48 weeks e i iy

Adjusted risk difference (95% CI)*

Probability of an event is estimated by the Kaplan—-Meier approach.

* |n this subgroup analysis, spesolimab showed consistent efficacy in preventing GPP flares, over 48 weeks, regardless
of IL36RN mutation status, the presence or absence of plaque PsO at baseline, or BMI category

*Adjusted risk difference is calculated by the Mantel-Haenszel type weighted average of risk difference intfroduced by Greenland and Robins, and 95% Cl is calculated based on the variance
estimator infroduced by Sato.

Independent of IL36RN mutation status or baseline comorbid plaque PsO status,

* The main limitation of this analysis is the low patient number within each subgroup
e The findings were generally consistent across most prespecified subgroups for the primary and key secondary endpoints

The risk difference consistently favored high-dose spesolimab vs placebo
for reducing the occurrence of 21 GPP flare in all prespecified subgroups

the probability of patients experiencing a GPP flare over 48 weeks was reduced with high-dose
spesolimab vs placebo, with a greater effect observed in patients with an IL36RN mutation
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