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Background Results

While immune checkpoint blockade has revolutionized cancer care, many patients remain unresponsive Cell-tethered Deep IL-12 delivers superior efficacy

to checkpoint inhibition. Converting checkpoint-refractory tumors into checkpoint-responsive tumors is

Deep IL-12 upregulates PD-L1 expression on MDSC in the TME
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* Donor CD8* PMEL T cells express a transgenic T cell receptor (TCR) directed against PMEL-17, an epitope of
gp100, presented by MHC-I on B16-F10 melanoma cells.

* Model enables evaluation of antigen-specific T cell activity in fully immunocompetent mice

* Deep IL-12 loading on murine PMEL T cells and human multi-targeted T cells is comparable

* PMEL T cell in vitro expansion is comparable to that of human multi-targeted T cells

Figure 4. Depletion of Ly6C cells reduces the improved efficacy of Deep IL-12 Primed T cells. Ly6C depleting antibody was used
to deplete Mo-MDSCs, a Ly6Ch cell population. The Ly6C depleting antibody attenuated the enhanced tumor growth inhibition (A) A
and survival (B) induced by 5E6 Deep IL-12 Primed PMEL T cells, but not of PMEL T cells alone. v TO R Q U E



