Oncolytic virus encoding CD47 blockade induces durable tumor regressions in murine models of lung cancer
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RESULTS: OV-CDA47 is well-tolerated, significantly delays tumor growth, and
eradicates tumors in some CMT and LLC tumor-bearing mice

RESULTS: OV-CDA47 infects and kills cancer cells, increases immunogenicity, and

Background: CD47 is promising therapeutic target in NSCLC
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