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Fragment Crystallizable (Fc)-Free Certolizumab Pegol is not Bound by Rheumatoid Factors, while Fc

Containing Biological DMARDs Are, Driving Immune Complex Formation and Cellular Clearance Susanna R. Bidgood," Sophie Hopkin,! Kathryn R. Malpas,’ David M. Kallenberg,! Jacqueline
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Summary Figure 1 Monoclonal RF IgMs bind Fc-containing bDMARDSs in vitro but not CZP Figure 4 ADA, but not CZP, is bound by RFs in RA patient sera
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® Sera from RA patients were designated “low RF” (<70 IU/mL) or “high RF”
(>200 IU/mL). Sera with low RF and high RF levels were able to bind ADA by
ELISA, but not CZP (Figure 4A).

® Sera with low RF levels formed fewer, smaller complexes with ADA compared
to serum with high RF levels. High RF sera were able to form large protein
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ABT: abatacept; ADA: adalimumab; bDMARD: biologic disease-modifying anti-rheumatic drug; CZ: certolizumab; CZP: certolizumab pegol; DLS: dynamic light scattering; ELISA: enzyme-linked immunosorbent assay; ETN: etanercept; Fc: fragment crystallizable; GLM: golimumab; hlgG: human immunoglobulin G; IFX: infliximab; IgG: immunoglobulin G; IgM: immunoglobulin M; IU: international units; min: minutes; mL: milliliters; nm: nanometers;
RA: rheumatoid arthritis; RF: rheumatoid factor; RU: resonance units; SD: standard deviation; SPR: surface plasmon resonance; TCZ: tocilizumab; TNF-a:: tumor necrosis factor-a; pg: micrograms; RTX: rituximab.
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