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EGFR-TKI resistance and epigenetic alterations in lung cancer treatment
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Patients with EGFR-activating mutations who initially respond to
EGFR-tyrosine kinase inhibitors (EGFR-TKIs) eventually acquire drug resistance, which is a critical
problem in the treatment of patients with advanced lung cancer. In this study, we clarified the
relation between epigenetic alteration and EGFR-TKI resistance. We found that the micro RNA-200 and
LIN28B axis, known as an oncogenic stem-cell factor, plays an important role in the cell viability
of acquired EGFR-TKI resistance cells.
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