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In this study, we established a methodology to analyze function of human epidermal
growth factor receptor (EGFR) by using yeast signal transduction as readout. EGFR is
activated by autophosphorylation following dimerization. We succeeded in restoration
of yeast signal transduction based on molecular interaction between constitutively
activated EGFR and its adapter that recognizes and binds to the phosphorylated
residue of EGFR. Our approach will provide a simple and easy tool for evaluation of
EGFR inhibitors which are potential seed compounds for anticancer drugs.
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