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ABBREVIATIONS: SAVE, synthetic attenuated viral engineering; s.q., subcutaneous; I.p., intraperitoneal; IFNy, interferon-y; TIW, 3x/week; BIW, 2x/week; PFU, plague-forming units; TIL, tumor-infiltrating leukocytes; DCs, dendritic cells; TME, tumor microenvironment.




