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Abstract Figure 3. aTyr a-NRP2 Blocking of Ligand Binding to Expi293-hNRP2 Cells
INTRODUCTION: There is a strong body of evidence indicating that the expression of Neuropilin-2 (NRP2) is enriched in breast cancer stem cells (CSCs) and that NRP2 Antibody blocking of VEGF-C binding to Expi293-hNRP2 cells B Antibody blocking of Sema3F binding to Expi293-hNRP2 cells
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RESULTS: Flow cytometry was used to assess the specificity of the aTyr anti-NRP2 mAbs to NRP2 using A549 wild type versus NRP2 knockout clonal cells. The aTyr anti- § A N Em F\\H Em; L to Expi293-hNRP2 cells (Fig. 3B).
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To further extend the assessment of the biological activity of the anti-NRP2 antibodies, their activity was assessed in a receptor dimerization assay. Vectors encoding a split Figure 4. aTyr a-NRP2 Blocking of Ligand Induced NRP2/co-receptor Dimerization
luciferase, and a cell permeable substrate, were obtained from Promega corporation. The complete extracellular domain and transmembrane helices of NRP2, FLT4
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CONCLUSIONS: aTyr has developed and characterized a series of domain specific antibodies to NRP2. These antibodies show differential binding to specific domains of ® Minutes Minutes I P
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* Published data demonstrate that triple negative breast cancer (TNBC) is a highly aggressive subtype of breast cancer, and contains a much higher frequency of cancer stem
cells (CSCs) than other subtypes, which may be responsible for poor patient outcomes by promoting therapy resistance, metastasis, and recurrence [1, 2]. A B
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