©
2019 2022

EGFR

Development of novel therapeutic and diagnostic methods for EGFR-mutated lung
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In East Asia, epidermal growth factor receptor (EGFR)-mutated lung
adenocarcinoma is particularly predominant and leading cause of lung cancer death. We identified
several proteins specifically upregulated in EGFR-mutated cells using ribosome profiling, which is a

technology to measure genome-wide changes in protein production in cell. Of note, a secretory
glycoprotein X, which is one of the upregulated proteins, contributed to the cell growth and
proliferation of EGFR-mutated cancers but not EGFR-wildtype cells. Importantly, inhibition of the
protein X using siRNA, CRISPR, and a specific blocking antibody decreases survival of cells
resistant to EGFR tyrosine kinase inhibitors (TKIs). This study suggests the potential therapeutic
advantages of targeting the protein X against EGFR-TKI resistant cells.
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