Dapirolizumab Pegol Demonstrated Significant Improvement in Systemic Lupus Erythematosus Disease Activity:
Efficacy and Safety Results of a Phase 3 Trial
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aPL: antiphospholipid antibody; anti-dsDNA: anti-double stranded DNA; BICLA: BILAG-based Combined Lupus Assessment; BILAG: British Isles Lupus Assessment Group; C3: complement C3; C4: complement C4; CI: confidence interval; CMH: Cochran-Mantel Haenszel; DZP: dapirolizumab pegol; EULAR: European League Against Rheumatism; Fab’: antigen-binding fragment; IU: international unit; iv: intravenous; LAC: lupus anticoagulant; LLDAS: Lupus Low Disease Activity State; LLN: lower limit of normal; LS: least square; MedDRA: Medical Dictionary for Regulatory Activities; MI-MAR: multiple imputation assuming missing at random; MMRM: mixed model for repeated measurements; 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; TEAE: treatment-emergent adverse event; ULN: upper limit of normal.
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