The HER2xHER3 bi-specific antibody Zenocutuzumab is effective at blocking growth of tumors
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obtained from Dr. John Minna (UT Texas Southwestern)) were immortalized using overexpression of TERT, CDK4 C n OW e g l I l e n
and dominant negative p53. The resulting cell line (HBEC-DNP53) was transduced with NRG7 fusion cDNAs. Figure 2. A: Cells were treated with Zeno for the indicated time periods and protein expression was determined by Western blotting.
** Human pancreatic ductal epithelial cells were immortalized by ectopic expression of viral E6/E7 proteins. The B: Y'Chromium-release assay was performed to evaluate ADCC-dependent activity of Zeno in comparison to trastuzumab. IgG — nonspecific IgG This study was partially funded by grants from Merus and Cycle for Survival. In vivo studies with OV-

resulting cell line (H6C7, obtained from Kerafast (NY)) was transduced with NRG1 fusions. antibody. 10-0050 and ST3204 PDX models were performed by WuXi AppTec and XenoSTART, respectively.



