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INNOVATIVE BREAST CANCER RESEARCH
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In addition to the upregulation of genes involved in the IFN-gamma
signaling pathway, in the whole tumor samples obtained from patients in
C1 and C2, many genes of the TIS pathway were also upregulated at D3
compared to baseline, several of which are graphed below.

Pelareorep selectively infects cancer cells leading to tumor cell
lysis. The virus also mediates anti-tumor immunity by activating
both innate and adaptive immune responses. We hypothesize
that pelareorep-mediated immune responses and its effect on
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o Changes in the T cell populations including decreases in clonal T cell diversity, which was associated

with increased CelTIL scores and TILs at surgery CONCLUSION

o Decreased expression of markers of T cell exhaustion (CD39, LAG3, and TIM-3) in the blood Here we show gene expression and pathway analyses comparing baseline to day 3 in tumor samples from AWARE-1 patients (Cohorts 1 and 2). These results demonstrate that pela
mediates priming of the TME. Pela appears to prime the tumor for response to checkpoint blockade therapy by activating the IFN-gamma signaling pathway as well as by activating several
genes in the TIS pathway. Together with previously reported AWARE-1 results, these data illustrate pela’s ability to induce an inflamed tumor phenotype and may explain the ability of atezo
to enhance the intratumoral inflammatory effects of pela. In summary, the AWARE-1 results support pela’s immune-based mechanism of action and suggest that combining pela with atezo

1 Here we present additional gene expression and pathway analyses from AWARE-1 in order to elucidate may improve clinical outcomes in BC patients.
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1 Together these results demonstrated that pela, alone or in combination with atezo, modified the
Inflammatory state of the TME and that these pela effects were enhanced by the addition of atezo.
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