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INTRODUCTION Figure 3. CB-CAPs signatures can be identified on flaring SLE B cells

ResuLTS (CONT.)

O Con;plehmgn’i activation and consumption is a hallmark of SLE Table 1. Complement antibody panel for mass cytometry Pt #1 Pt #2 Pt #3

pathopnysiology. Antibody Label Antibody Label Antibody Label N )
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CAPs and complement receptors on human PBMCs. o0 Iy e ooy |[cs . | e I n e Ce O u n
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o Paired PBMC samples (flare and remission) were obtained from three with SLE disease activity
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