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Abstract: On the behalf of molecule targeted drugs, epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKI) can

prolong the progression free survival and improve life quality of non-small-cell lung cancer patients, yet the drug-resisitance and

treatment after can not be ignored. State the mechanism of EGFR-TKI and acquired drug-resistance, provide treatment opinions for

rapid progress, slow progress and local advancement, meanwhile achieving the target of reversing drug-resistance and strengthening

curative effect.
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