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enhances STING pathway activation and sensitizes THP1 cells and PBMCs to STING
trafficking to the Golgi agonists therapy

_ _ STING activation in response to cGAMP binding results in increased STING, TBK and IRF3 ST317 sensitizes THP1 cells to cGAMP. The combination reduced the EC.. and/or increased : - - . -
STING is a transmembrane protein found at the phosphorylation, which is dependent on translocation of STING from the ER to Golgi. e : 50 The ST317 single agent treatment groups exhibited significant anti-tumor activity compared to

delivered |V triggers tumor growth inhibition as
single agent in an immuno-competent model
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e . Cell Penetrating Cell viability data for the combination at 20hr is included for comparison of cGAMP effect.
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