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Figure 1: Cytotoxicity Effects of VSV Treatment

® Qur research advances a novel treatment for this disease Ruxolitinib.
using the Vesicular Stomatitis Virus (VSV). e With the addition of Ruxolitinib, our treatment approach was effective
® [or our oncolytic virus (OV) approach, we integrate one of 150 HS766T mm \/SV-GEP 0 against resistant PDAC cell lines with the effectiveness increasing with
three different transgenes into our VSV treatment: Decorin, B B Increased MOI and Ruxolitinib concentration.
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® Preclinical trials have shown that Ruxolitinib, a Janus Kinase
(JAK) 1/2 inhibitor, can reverse some viral resistance in PDAC
cell lines improving overall VSV treatment effectiveness.

® \We leveraged these findings and extended our PDAC cell line
studies to now include human organoids.

Figure 7: PDO Viability with VSV-GFP + Ruxolitinib
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® We now plan to expand our studies to include a larger number of
patient-derived organoids.
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® Evaluate cytotoxicity in human PDAC organoid and cell lines § AT T I = Rurolinb 25 Z 150- L op o = Rwalinb 25 ® This study demonstrated that VSV treatment bioengineered
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