Therapeutic potential of CAN-3110 in Ras-Raf pathway altered melanoma
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CAN-3110 mechanism of action Development of an engineered murine melanoma model for assessment of CAN-3110
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not alter nestin expression nor affect tumor growth rate in vivo (Fig. 8). B16-F10-Nectin1-hi cells were likewise permissive to infection
with a GFP-expressing CAN-3110 analog (Fig. ?) and supported viral replication-mediated cytotoxicity in vitro (Fig. 10).
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