Improved response by co-targeting EGFR/ZEGFRvIII and c-Src
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Fig. 3: A) Wound healing assay showing HN5 cell migration (gefitinib concentration:
0,025uM). Cells were left untreated or pre-treated with gefitinib and/or AZD0530 two A A i
hours prior to EGF treatment. B) Percent wound closure (+EGF). C) Percent wound * AZDO530 is a potent Inhlbltor Of
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