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WFZEREC R O (33L) : We focused on Akt kinase—interacting proteinl (Akil), a scaffold
protein of PI3K /PDK1/Akt, and assessed its role in EGFR mutant lung cancer. Akil
constitutively associates with mutant EGFR in lung cancer cells. Silencing of Akil
inhibited cell growth of EGFR mutant lung cancer cells and induced apoptosis of them.
Treatment with Akil siRNA dramatically inhibited growth of EGFR mutant lung cancer cells
in a xenograft model. Moreover, Akil was frequently expressed in tumor cells of EGFR mutant
lung cancer patients, including those with acquired resistance to EGFR-TKI treatment.
Our data suggest that Akil may be an ideal target for EGFR mutant lung cancer patients,
especially those with acquired EGFR-TKI resistance due to EGFR T790M gatekeeper mutation.
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