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Hypothesis: We hypothesized that HER2-driven tumors maintain EGFR in an active S S | exhibiting sufficient EGFR expression. In contrast, cell lines with minimal expression of EGFR were less
conformation and therefor are sensitive to ACS-EGFR CAR T cell killing. § | 3 l sensitive to the cytotoxic effect of the CAR T mediated cytotoxicity, supporting target specificity.
0 0 |
. . _ _ . 0.1 4 10 100 1000 10000 0.1 1 10 100 1000 10000
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