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Novel signaling of FasL through Met ZAP-70 appears at lamellipodia before protrusion

FasL can hijack the Met signal pathway to confer cells with an invasive phenotype. The
activation of Met by FasL deletion mutants without intracellular domains represents a new
paradigm for FasL signal transduction. This novel signaling mechanism explains the observation
that high-grade FasL-positive tumors show elevated metastasis potential in a Fas-independent

pathway. Vet
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Tenascin-C prevents lamellipodia formation of T cells

Migration-permissive ECM, such as fibronectin, engages the integrin a/b of T cells to activate

ERK resulting in elevated actin polymerization and amoeba-like moving. This process will Fibroblast infiltration into tumor stroma
facilitate T cell infiltration into the tumor area. Tenascin-C secreted by glioblastoma to tumor

stroma interferes the interaction of ECM and integrin that would blunt T cell migration.
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Tumor cell

stimulation of the B integrin signal of T cells by contact with tumor cells may trigger a novel
protective signaling through the PI3K/Akt pathway of T cells against Fas-mediated apoptosis. Done by [if52s, #rF5E, 2013
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