Evaluate pharmacodynamic and patient enrichment biomarkers for SAR444881, a first-in-class anti-ILT2 monoclonal antibody for
cancer immunotherapy
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Figure 3. In vivo anti-tumor activity of SAR444881 is associated with changes inthe TME @ Figure 6A. ILT2 is predominantly expressed on immune cells in the TME of multiple Figure 8. SAR444881 can be used in anti-PD-1 experienced patients or in combination Figure 9. First-in-human trial of SAR444881 (BND-22) is currently enrolling
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