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Abstract

Introduction: It has been proposed that the presence of inflamed tumor phenotypes, characterized by
the presence of infiltrating lymphocytes and the expression of specific chemokines and cytokines, can
predict response to immunotherapy and result in better patient outcomes [1, 2]. We hypothesized that
pelareorep, an immuno-oncolytic virus (IOV), may elicit predictive proinflammatory gene signatures in
select cancer cell lines permissive to viral infection.
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further investigation, particularly in combination with other immunotherapies. after infection, relative to baseline control. False Discovery Rate < 0.05.
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Figure 3. Cell viability assessment
following pelareorep infection in HCC,
CRC, and NSCLC cell lines at 0 (non-
infected control), 6, 12, 18 hours post-
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Pelareorep differentially promotes the expression of innate and
adaptive immunity related genes in HCC, CRC, NSCLC cell lines

Table 3. Activation of gene signatures that predict response to immuno-
therapies, 18 hours post-infection, relative to non-infected cells. Genes
expressed in PBMCs are excluded. ns, p > 0.05; * p < 0.05; ** p < 0.01;
**p<0.001; **** p <0.0001.
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predict response to CBI [2, 4]. In select cancer cell lines, we examined If
pelareorep could promote gene expression signatures that are associated
with both an inflamed tumor phenotype and predictive of response to CBIs.

Figure 4. Changes in gene expression following pelareorep treatment, in
iInnate and adaptive immunomodulatory genes, 18 hours post-infection.



