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Research advances of EGFR-TKI in non-small cell lung cancer and therapeutic

strategy after drug resistance
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Abstract: Lung cancer is one of the most lethal cancers in the world. Of them, non-small cell lung cancer (NSCLC) accounts for more

than 85% of the total population in China. Almost 2/3 of NSCLC patients are in advanced stage at the time of diagnosis, and medical

treatment is the primary/main options for patients with advanced NSCLC. Recently, with the emergence of molecular therapy of

epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-TKI), the treatment of NSCLC has achieved remarkable

progression. However, the problem of EGFR-TKI resistance is also coming. This review will summarize the treatment progress of

EGFR-TKI in patients with NSCLC and the therapeutic strategies after drug resistance, so as to provide reference for clinical selection

of patients with individualized treatment.
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