onstrates an induction of Thl type immune response following intratumoral administration
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Induction of systemic anti-tumor CD8+ T cell response

Patient FI1-14 with malignant pleural mesothelioma (MPM)
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Figure 1. Purified CD8+ cells were pre-sensitized V3 fraal;nﬁ}\tgtion fraWﬁon
with peptide-pulsed, irradiated autologous PBMCs 479% reduction in total tumor burden g
depleted of CD4 and CD8 T cells and tested on day ; Figure 3. ONCOS-102 induced cytotoxic T cell mediated apoptosis of tumor cells in the last-line chemorefractory MPM patient as demonstrated by IPA. Other activated

(PET) between 6 and 7.5 months

10 by IFN-gamma ELISPOT assay for recognition of
autologous antigen-presenting cells.

signaling pathways included: Leukocyte extravasation, Leukocyte adhesion and diapedesis, Crosstalk between Dendritic Cells and Natural killer cells, and Antigen presentation.
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