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BACKGROUND A: IMNN-001 Formulation and Delivery  B:IL-12 MoA OVATION-2 trial and results of selected endpoints
IMNNOO1 treatment induced IL-12, IFN-y and TNF-a
locally
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 Herein, we present OVATION-2 translational data on the changes induced by the local Figure 1 A-B. IMNN-001, comprised of a plasmid expressing the p35 and p45 subunits of hIL-12 encased in a synthetic With no CR or higher incidence of immune events in the experimental arm T
administration of IL-12 and its downstream effectors in the TME from paired samples (pre- lipopolymer delivery system composed of a polyethylenimine (PE) backbone covalently linked to polyethylene glycol (PEG)
and post-treatment) from patients treated with IMNN-001 and N/ACT and cholesterol, is delivered intraperitoneally in the clinic. The expression of hlL-12 by cells in the tumor microenvironment  Figure 2. Left: OVATION-2 schema, biological sampling for translational research and relevant safety. Right
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