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These particles are capable of cytosolic delivery of cGAMP and subsequent
activation of STING protein.

Figure 3: STING-NPs activate a type-Il interferon response in blood and clearance organs. C57BL/6 mice were treated with vehicle,
cGAMP (20 pg per mouse) or STING-NP (10 ug cGAMP per mouse) and euthanized at indicated timepoints. (A) Plasma mouse
interferon beta was measured by ELISA. (B) gRT-PCR was used to measure Ifnb1 transcript levels in mouse tissue.
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Optimizing the STING-NP platform for systemic therapy of metastatic cancer
Investigating drug combination synergy of STING agonists with other
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Figure 1: Determination of maximum tolerated dose for STING-NP. C57BL/6 mice were treated with Vehicle or STING-
NPs at 10 or 20 ug per mouse intravenously every 3 days for a total of 3 injections. Mice were weighed and monitored
for 10 days; the percent initial body weight (A) and survival (B) were plotted. On day 10, mice were euthanized and the
organs were formalin fixed for gross pathology. (C) H&E staining of liver and spleen images showing necrosis (A) in the
liver and apoptosis (=) in the spleen. (D) Blood chemistry of mice treated with STING-NPs at 24 hours after final
injection. P<0.05, ** P<0.01, *** p<0.001, **** P<0.0001, indicate a statistically significant difference relative to vehicle
(PBS).

Figure 5: STING-NP efficacy in melanoma and breast cancer models. (A) Schematic summary of treatment for mice with B16-

F10 tumors. (B) Average tumor volume and (C) spider plots for treated and untreated tumors. (D) Kaplan-Meier survival curves of A C k n O W I Ed g m e n tS

mice treated with indicated formulation. (E) Schematic representation of study design and treatment regimen for EO771 breast
cancer model. (F) Average tumor volume, (G) spider plots, and (H) Kaplan-Meier survival curves for mice injected intravenously
with vehicle or STING-NP. Mice were treated with indicated formulation using a total tumor volume >1500 mm?3 as endpoint This research was supported by grants from the Canadian Institute of Health Research (CIHR),

criteria. B16-F10 and E0O771 tumor volumes were compared on day 19 using a one-way ANOVA. Kaplan—Meier survival analysis Vanderbilt Ingram Cancer Center (VICC) Ambassador Discovery Grant, the Melanoma Research
(two-tailed Mantel-Cox test). Alliance, Susan G. Komen, and Stand Up To Cancer Innovative Research Grant.






