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« Expression of IFN pathway genes in whole blood was also significantly reduced as early as
week 1 compared with baseline in the afimetoran arm (AGSVAES = 1.57, P < 0.0001) and
the placebo arm (AGSVA ES = 0.56, P < 0.01), and maintained for 16 weeks of treatment
and at least 4 weeks post-treatment (up to week 20; data not shown)

Figure 5. Heat map of mean percentage change from baseline in
cytokine secretion for unstimulated, TLR7-stimulated, and
TLR8-stimulated whole blood samples from afimetoran and placebo
groups over 20 weeks

Statistical analysis

« Statistical analyses were performed to pool and compare data from 13 patients and
13 age-, ethnicity-, and gender-matched HVs

» Treatment responses were evaluated longitudinally in each treatment arm

» The dataset was analyzed using a linear regression model (limma package in R)

Disease profile impact and pharmacodynamics

» The disease profile is defined by the comparison between patient and HV samples at
baseline. The change in disease profile, assessed by the change in GSVA ES over time,
showed the rapid impact of afimetoran treatment (week 1), which was sustained
throughout the treatment period (up to week 16), and maintained up to 4 weeks

Introduction

» Cutaneous lupus erythematosus (CLE) is a chronic inflammatory skin condition that
occurs in isolation or with systemic lupus erythematosus (SLE)
 With the lack of approved treatments for CLE,' there is an unmet need for new, safe,
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