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A. Growth inhibition of JC-HERS tumors by intratumoral TAVO plasmid administration. Murine

JC-HERS3 cells were subcutaneously implanted to the flank of HER3 transgenic mice with BALB/c Pt. 7 ol ot 5. Daud A, et al. J Clin Oncol. 2008;26:5896-5903. _

background. When the tumor size reached 6-7 mm in diameter, mice were randomized into two RS 6. Telli ML, Wapnir I, Devitt B, et al. San Antonio Breast Cancer Symposium 2019. Abstract P3-09-04.

groups (day 0) and received intratumoral injections of plasmid followed by in vivo electroporation SESE— R e 0@0“ ¢

on days 0, 4, and 7. Tumor sizes were measured every other day and shown by Mean + SEM o11b ©

(TAVO group: 8 mice, control group: 7 mice). B. Survival curves of JC-HERS3 tumor-bearing mice. . _ Abbreviations:

C. Flow Cytometric Analysis of tumor-infiltrating leukocytes in JC-HER3 tumors. JC-HER3 Flow cytometric analysis at cycle 1 day 1 (C1D1), cycle 1 .day 8 (C1 D8)., or end of study (EOS) A. Baseline breast nodule (treated), scalp metastases (untreated) and lung metastases BC, breast cancer; EOS, end of study; ICB, immune checkpoint blockade; IHC, immunohistochemistry; IL-12, interleukin-12; IT, intratumoral;
tumor-bearing mice (n:? for each group) underwent interventions described in A, and the tumors was performed on PBMCs. Representative flow plots for indicated patients and summary data for (untreated) B. After 1 cycle of TAVO and 3 months of IV nivolumab therapy mAB, monoclonal antibody; MDSC, myeloid derived suppressor cells; PD-1, programmed cell death receptor 1; PD-L1, programmed cell death
were harvested on day 14. *P < 0.05 A. SLECS (CD3+CD8+KLRG1 +CD1 27-) or B. PMN-MDSC (CD45+Lin-HLA-CD1 5*CD11 b+). e ' ligand 1; PMBC, peripheral blood mononuclear cells; S, screening; TAVO, tavokinogene teleplasmid; TNBC, triple-negative breast cancer.
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