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Introduction

In Vivo STING Activation and Efficacy in Immunogenic Flank Tumor Model

The stimulator of interferon genes (STING) pathway is a promising immuno-oncology target. Despite
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(A) Schematic of subcutaneous MC38-OVA tumor inoculation, treatment schedule, and study endpoint to quantify diABZI-SS-DMA-Cy5 and diABZI-DMA-Cy5 organ biodistribution and cellular uptake
in the TME compared to PBS control. (B) Representative VIS images of excised tissue 24 hours following systemic administration. (C) Percentage of Cy5 fluorescence in each tissue after adjusting for

organ-specific autofluorescence (n = 5 to 6). (D) Average radiant efficiency of Cy5 in each tissue (n = 5 to 6). (E) Percentage of Cy5* cells by subtype out of all Cy5* cells in tumor (n = 5 to 6). (F)
Percentage of Cy5* cells within given subtype in tumor (n = 5 to 6). (G) Mean fluorescence intensity (MFI) of Cy5 in Cy5* subtype (n = 5 to 6).
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