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. Figure 1 A: IMNN-001, comprised of a plasmid expressing the p35 and p45 subunits of hiL-12 encased in a synthetic lipopolymer delivery system
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These results, including induction of favorable ratios of CD8+/Tregs and
CD8+/CD4+ cells, - both associated with improved patient outcomes>°- as
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well as CD8+/IDO+ cells, are consistent with the translational results of the
previous Phase 1 OVATION-1 study” and with the efficacy seen in the clinic
in the OVATION-2 study?.
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(1) Siegel et al., Cancer Statistics, 2023; (2) Blanc-Durand, Front Immunol, 2023; Immune marker expression: pre- & post-treatment tissue samples were analyzed by cyclic immunofluorescence analysis (Phenocycler-fusion) for the expression of CD8, CD11c, ° .y . “‘_? . mMDSC (CD37/CD16/CD207/CD11b*/HLADR/CD14*)
’ ’ ’ ’ ’ ’ - PRI : CS (CD3-/CD207/CD68*/ HLA-A* -/CD163-
(3) Thaker et al.,Gynecol Oncol, 2025; (4) Anwer et al., Gene Ther, 2009; (5) CD44, CD4, HLA-DR, CD14, CD3, CD20, CD45, HLA-A, CD68, CD163, CD11b, CD16, Pan CK, FOXP3, PD-1 and IDO-1. The whole slide phenocycler-fusion images were analyzed using N ACe Ecgg_jcgzo_/cg%& gtﬁﬁjﬂtﬁg%g%@’)
Preston et al., PLoS One 2013; (6) Sato et al., PNAS 2005; (7) Bankhead, P. et al. Qupath Version 5.1. Cell segmentation was first processed with the StarDist package using the DAPI channel to obtain an initial segmentation of the nuclei followed by an expansion
Sci. Rep. 7, 16878 (2017); (8) Schmidt U. et al., International Conference on of these regions to define the cell bounds. Training was then performed on positive and negative cell distributions to generate marker positivity classifiers for each channel. These
Medical Image Computing and Computer-Assisted Intervention (MICCAI), classifiers were then combined into composite classifiers to determine the full phenotypic profiles of each cell. Then pixel classifiers were generated using the PAN-CK channel in Figure 3. Line graphs: Quantitative changes of the density of immune cells in 6 paired patient samples obtained from IP
Granada, Spain, September 2018; (9) Thaker et al., Clin Cancer Res 2021. order to define the tumor and stroma regions of each slide. A set of cell populations defined on a phenotypic map of co-expressions was then quantified in total, tumor, and stroma tumor/tissue blocks pre- and post-treatment with IMNN-001+N/ACT (at interval debulking surgery) from the OVATION-2
regions as well as normalized by tissue area to total cells/mm? 7%, study. Staggered columns represent the density of immune cells found in pathologist-annotated tumor and stroma

tissue on each sample (n=5-6). Numbers are normalized according to the total number of cells and area analyzed.
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