Single intravenous preoperative administration of the oncolytic vaccinia virus n
Pexa-Vec to prime anti-tumor immunity
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Results: Immune cell activation Results: Cytokine profile Results: Functional assays

NK cell degranulation

* PBMCs were cultured with/without tumor-specific

* Oncolytic viruses (OVs) constitute a promising modality h
cancer therapy.

*Pexa-Vec (a thymidine kinase-deactivated vaccinia virus

The cytokine / chemokine profile within patient
plasma, in response to Pexa-Vec infusion, was
investigated using 21- and 27-plex Luminex assays

Peripheral blood was collected at baseline & throughout
treatment to assess the immune response to Pexa-Vec.

expressing GM-CSF and B-galactosidase) has been shown Immunophenotyping of peripheral blood mononuclear cells (data are presented for four representative target cells to assess the NK cell cytotoxic capacity
previously to successfully target tumor tissue after (PBMCs) was performed using an extensive panel of patients) following Pexa-Vec infusion
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- However, to date, the modulating effects of OVs on patients’ representative patients). degranulation & their potential to kill tumor cells
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