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BACKGROUND RESULTS
= Innate Cell Engager (ICE®) molecules are designed to enhance the activity of innate immune cells against
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Optimized Cell Killing (ROCK®) antibody platform . AFM24 .Cetuximab .Control . AFM24 . Cetuximab . Control
s AEM24 i bi ific tet lent EGFR/CD16A 1gG1-scF Fe .domam Monocyte-differentiated macrophages (MO0) from healthy donor PBMCs were co-cultured for 4 hours with CMFDA-labelled wildtype EGFR-expressing or KRAS mutant MO macrophages were co-cultured with pHRodo™-l|abelled tumor cells in the presence of 10 pg/mL AFM24 or cetuximab and
_ 1S E_a ISPECITIC, tetrava .en . gl 1-5Chv (S"enCEd) tumor cells in the presence of 10 pg/mL AFM24 or cetuximab. ADCP was assessed by flow cytometry (FACS). Shown are representative plots from 1 donor; n= 2-3. phagocytosis was assessed by live cell-imaging analysis (IncuCyte®) over 24 hours. Data shown represent 1 donor; n=2-3.
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