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OBJECTIVE

Characterize proteomic cargo and examine the role of EVs in head and neck cancer (HNSCC) pathogenesis and tumor microenvironment.
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Figure 1: EVs in HNSCC carry a specific signature of proteins Figure 3: GSEA analysis of patients who demonstrated high
enriched in hemostasis and coagulation factors. abundance of dysregulated proteins in HNSCC EVs.
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Figure 2: Coagulation pathways active in HNSCC patients and HNSCC Figure 4: Increase in HNSCC EV enriched proteins associated with
EVs induce Thrombin-antithrombin complex and platelet activation. lower survival in HNSCC.
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