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This study was to establish the novel therapeutic strategy focused on
EGFR-binding protein LRIG1, by evaluating the anti-tumor effect of LRIG1 to EGFR-mutant lung cancer.
We established EGFR-mutant and EGFR-wild type lung cancer cell lines that stably expressed LRIGL.
Using these cell lines, we evaluated EGFR expression status and cell growth in vitro and in vivo.
LRIGL inhibited the expression of mutant EGFR and its phosphorylation, and cell growth in
EGFR-mutant lung cancer cell lines. On the other hand, LRIG1 did not affect EGFR expression or cell
growth in EGFR-wild type lung cancer cell lines.
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