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Interaction between epidermal growth factor receptor with dok1 by yeast two-hybr id method
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[ABSTRACT] Obijective To study the interaction betw een epidermal grow th factor receptor (EGFR) w ith dow nstrean of
kinases (dok1) and to search for the possible intracellular substratesor regulatory proteinsof EGFR, = as to degply under-
stand themechanisn sof receptor dow nstream signal transduction M ethods The EGFR* (intracellular part of EGFR) was
fused toL exA asaDNA -binding domain protein, w hile dok1, dok1PTB and dok1APTB (dok1w ithout PTB) w ere regpective-
ly fused to B42AD as an activation domain protein Co-transformantsw ere tested by fgalactosidase activity analysis, leucine
medium grow th analysis and co-immunoprecipitation assay. Results Dokl and dok1PTB interacted with EGFR in yeast,
w hile dok1APTB did not Conclusion: It isfirstly confimed that EGFR can interact w ith dok1, and the interaction may be
mediated by PTB domain of dok1l
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