Sibeprenlimab in patients with IgA nephropathy: a Phase 2 trial
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Executive summary

Immunoglobulin A nephropathy (IgAN) is the most
common cause of primary glomerulonephritis
worldwide'?

Evidence suggests a key role for A PRoliferation-
Inducing Ligand (APRIL) in IgAN pathogenesis®*®

Data are reported from a Phase 2 study of
sibeprenlimab — an antibody that binds and I I
blocks APRIL i

Sibeprenlimab treatment resulted in significant reductions in
proteinuria, stabilization of estimated glomerular filtration rate
(eGFR), and robust suppression of serum APRIL
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