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Overview Viruses constructed & used In the study Virus treatment increases CD8 T cell levels & PDL1 expression in tumors
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» The ablility of GALV-GP R- to enhance cell killing & immunogenic cell death were

assessed
_ _ _ _ _ _ (A) Plague morphology of tumor cell lines infected with Virus 12 (GFP) or Virus 10 (GFP & GALV-GP R-) (B) Cell killing effects of Virus 12 & Virus 10 assessed by crystal violet staining
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