Abstract # 288

H. Haegel?, C. Ziller-Rémy, L. Barraud, J.-Y. Bonnefoy 2, S. Cochin, V. Duong %, M. Geist, B. Grellier, R. Hallet 1, J.-B. Marchand, T. Menguy !, R. Rooke !, C. Thioudellet, C. Reymann, X. Préville

Transgene SA, lllkirch-Graffenstaden, France
Current adresses . 1Elsalys Biotech, 2Anagenesis Biotech, lllkirch-Graffenstaden, France

Treatment with TG3003

’ | yte an e decreases CD163* (M2-polarized) TAMs
Ligand-blocking mAbs 1.2SM or 2-4A5 are cytotoxic to differentiating monocyte-macrophages Immunohistochemical analysis of frozen spleen sections from CD115-KI vs wt nude mice without depleting CD163" (M1-polarized) F4/80+ TAMS
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mechanism of action and the immunomodulatory properties of
mAb TG3003.

TG3003 does not affect cell viability during monocyte differentiation

The immunomodulatory activity and an increased safety profile differentiate TG3003 from CD115

ligand-blocking mAb competitors Haegel H. et al, MABS 2013 wt: wild type WP : White Pulp  RP:Red Pulp  IC: Isotype Control -> preservation Of immunostimulatory antigen-presenting cells
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