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INTRODUCTION RESULTS AFM24-101 phase 1/2a study (NCT04259450)

In the US and EU countries, patients with EGFR-expressing tumors are being
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DLT, dose-limiting toxicity; MTD, maximal tolerated dose; RP2D, recommended phase 2a dose; MSS, microsatellite stable;
R/R, relapsed/refractory; wt, wildtype
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M-CSF-differentiated monocyte-derived macrophages (CD11b+) were co-cultured for 4 hours with CMFDA-loaded EGFR™edium HCT116 or EGFRMeh A549 tumor cells at the effector to target ratio of 5:1 with saturating In tissues

concentrations (>10 ug/mL) of AFM24, cetuximab, anti-EGFR IgG1 or Fc-enhanced anti-EGFR 1gG1. Phagocytosis was quantified as a percentage of CMFDA+ CD11b+ macrophages by flow cytometry.

CMFDA, 5-chloromethylfluorescein diacetate; KRAS, Kirsten rat sarcoma viral oncogene homolog; M-CSF, macrophage colony-stimulating factor

AFM24 is a prototypic ICE®
derived from the redirected
optimized cell killing (ROCK®) Fc domain

CONCLUSIONS

AFM24 with its unique MOA has the potential to change the treatment
paradigm for patients with various EGFR-expressing solid tumors

Adoptive transfer of NK cells in combination with AFM24 induces an AFM24 dose-dependent tumor growth regression in vivo
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