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Glucocorticoid-sparing maintenance of disease control in patients with systemic lupus erythematosus:
48-week results from a phase 3 trial of dapirolizumab pegol
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BICLA: BILAG-based Composite Lupus Assessment; BILAG: British Isles Lupus Assessment Group; CI: confidence interval; CMH: Cochran Mantel Haenszel; DZP: dapirolizumab pegol; Fab": antigen-binding fragment; iv: intravenous; MI-MAR: multiple imputation-missing at random; NRI: non-responder imputation; OLE: open label extension; PBO: placebo; PEG: polyethylene glycol; Q4W: every 4 weeks;
SD: standard deviation; SFU: safety follow-up; SLE: systemic lupus erythematosus; SLEDAI-2K: SLE Disease Activity Index-2K; SOC: standard of care; SRI-4: SLE Responder Index-4
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