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Introduction

Systemic lupus erythematosus (SLE), a severe multiorgan autoimmune
disease, involves dysfunction of multiple immune system components.

Results (cont’d)

Figure 1. Gene module differences over time and between
SLEDAI R and NR at baseline

Results (cont’d)

Figure 3. Analysis of type | IFN gene signature (IFNGS) and
SLEDAI responders
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Results (cont’d)

Figure 6. Reduction of urine CD163 levels following zetomipzomib
treatment in 2 LN patients
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