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Combining PD-L1 blockade with CD28 costimulation

NI-3201 boosts T cell activation through delivery of Signal 2 Modelling predicts achievable therapeutic exposures in patients
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QSP modeling performed by 1% ARESIDUAL DYNAMICS

10 mg/kg repeated (n = 2)

Anti-CD28 arm of NI-3201 is not superagonist

Status and next steps

1. No superagonism 2. Apical binding epitope overlapping 3. Antagonistic Activity
with endogenous ligand binding site CD28 Blockade Assay

120+

Favorable scientific advice received from EU agencies validating preclinical
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Clinical GMP production in progress
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Histopathology:

No freatment-related macroscopic or microscopic = Macroscopic examinaftion on most organs

changes noted in the examined organs after = Histological examination performed on brain,

repeated intravenous administration of NI-3201 heart, kidneys, liver, lungs, mandibular lymph
nodes, mesenteric lymph nodes and spleen
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Several other TAAXCD28 kA bodies under development:
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