™ D iIng EGFR si I ith BRET bi A | h dy RTK '
. ‘ﬁsenS,\" ecrypting signhaling wit iosensors: A novel approach to study mutations o
d the effects of inhibit THERAPEUT
Abstract number: #3160 an e errects or INNIPITOors
° ° ° E 3 ° ° ° °
Session: Innovative Assay Technologies 1 1 1 2 2 * : :
: y630 g Florence Gross*', Guilhem Dugast®, Arturo D. Mancini-, Stephan Schann?, Xavier Leroy Presenter information: Florence Gross
Poster number: 4 . . . . . . : :
!Domain Therapeutics NA Inc., Montréal, Canada / 2Domain Therapeutics, Strasbourg-llikirch, France fgross@domaintherapeutics.com
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RTK mutations may alter receptor activity or prevent drug binding. Gefitinib in A431 cells — recruitment of Grb2 and Akt (PI3K-R1d1) at the plasma membrane
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