Neuropilin-2 iIs Expressed on Immune Cells Present in the Tumor Microenvironment, and May Contribute to
the Suppression of Immune Regulation leading to Progression and Metastasis of Cancer
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Neuropilin-2 (NRP2) is a single transmembrane pleiotropic receptor, known to utilize VEGF receptors and plexins for signal transduction. NRP2 has Fig 8. In vitro NRP-2 Expression on Primary Human Immune Cells
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