Tumor cell-induced platelet aggregation is independent of tumor invasiveness as
observed from both cell lines and primary tumors
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Background - Platelets & Metastasis

1. Platelets play a key role in the metastatic dissemination of tumor cells, by binding and Fig. 3: Less Invasive colorectal cells show more platelet binding Fig. 4. TNBC platelet activation follows a lag phase (B & D), suggesting an indirect pathway
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#All patient samples were Tumor Review Board and Ethics Committee approved




