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J Figure 2. TAT003 efficacy in syngeneic mouse models. Efficacy of TATO03 treatment in the CT26,

A20 and B16 F10 models. TATO03 was administered on day 0, 3 and 7 as highlighted by the gray TATO03 combines three complementary therapeutic activities to spark an effective anti-

Figure 1: TAT003 displays biologically active anti-PD-L1 and IL-2 molecules. The shading. Efficacy was further evaluated in multi-tumor CT26 and A20 models by injecting TAT003 tumor immune response.

biological activity of anti-PD-L1 and IL-2 molecules on TAT003 was confirmed by PD-L1 coated only in the tumor located on the right flank. The presence of TATO03 particles in injected and non- . Local treat t with TAT003 ind temi d durable t th inhibiti

ELISA (n=3) and cell assay using HEK Blue IL-2 (n=3). Statistics One-way ANOVA *: P<0.05, injected tumors was investigated by qPCR the day after the last treatment. C.R. = Complete ocal treatment wi Induces systemic and durale tumor growth inhioftion.
****. P<0.0001 remission, Statistics: One way ANOVA for Tumor growth, Mantel-Cox for survival, *: P<0.05, *** « TATOO3 treatment remodels the tumor micro-environment by stimulating myeloid cells

P<0.001, ****P<0.0001. that ignite an intense T-cell-driven immune response against cancer cells.
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