A novel, monovalent tri-specific antibody-based molecule that simultaneously modulates PD-L1 and 4-1BB
FIUUMAS exhibits potent anti-tumoral activity in vivo
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Figure 6. Human PBMCs were stimulated with SEA to induce T cell-activation and PD-L1/4-1BB expression. .o 4
Subsequently, NM21-1480 binding a membrane-distal epitope on 4-1BB or a scMATCH3 molecule binding a . ° %' 1‘1‘_ Urelumab
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Figure 4. Effects of PD-L1 expression-levels on tumor cell-lines on potency and concentration-response curves. A) PD-L1+
cancer cells were incubated with reporter Jurkat T cells. B) PD-L1 expression-levels correlate with T cell-costimulation
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Convenient dosmg schemes by Iong Figure 10. NM21-1480 or Avelumab was administered intravenously as single dose to cynomolgus monkeys (n=3 per group). Ki-67+ CD8+

Iy / H central memory T cells (Tem, CD95+/CD28+) were measured 7 and 13 days following administration. NM21-1480 did not show any
serum half Ilfe significant expansion of memory T cells.
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NM21-1480 consists of three Acap™-stabilized antibody Fvs specific
for PD-L1, HSA and 4-1BB, respectively, fused in a single chain
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