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Introduction Results

Blisibimod is a potent and selective inhibitor of soluble and membrane-bound forms of BAFF (K, =1

oM, Hsu et al. 2012). It is a peptibody dimer, comprised of 4 high-affinity binding domains fused to a Durability of Blisibimod Effect on Protein:Creatinine Ratio in mITT Population and Amongst Patients with Elevated Urinary Protein at Baseline

Adverse Events in the PEARL and Open-Label Extension Studies
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The PEARL-SC study evaluated the efficacy and safety of subcutaneously-administered blisibimod on
top of standard-of-care medication in patients with moderate-to-severe, seropositive SLE (Furie et al. 25 - 25 - ® Overview (% incidence)
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« The Phase 3 clinical development program with blisibimod is currently enrolling
patients with SLE.
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