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[ Abstract ] Nowadays, lung cancer is the malignant tumor of the highest morbidity and mortality over the world,
and non-small cell lung cancer (NSCLC) makes up about 80%. There is a great many NSCLC patients have been in advanced
stage when diagnosed. As a result, people pay more attention to curing advanced NSCLC. The standard treatment to advanced
NSCLC is platinum-based combined chemotherapy. However, chemotherapy drugs usually have limited effects on improving
the survival of the patients. Then exploring new therapies is extremely urgent to us. Now, molecular targeted therapy has been
the most promising research area for the treatment of NSCLC with researches going deep into pathogenesis and biological
behavior of lung cancer. Epidermal growth factor receptor-tyrosine kinase inhibitors (EGFR-TKIs) have achieved a great suc-
cess in the treatment of advanced NSCLC. Their representatives are erlotinib and gefitinib. The two drugs have been widely
used to treat advanced NSCLCs worldwide, especially for the patients with EGFR activating mutations. However, after a period
of treatment (median time is 6 to 12 months), most patients will develop drug resistance to EGFR-TKIs. Intense research in
these NSCLC:s has identified two major mechanisms of resistance to TKIs: primary and acquired resistances. The research
about resistance mechanism of NSCLC to EGFR-TKIs is a hot one because of their excellent effects on improving overall and
progression-free survival. The aim of this article was to summarize the development of the resistance mechanisms.
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X UREL, SRS SZ AR TG AL G2 1 ) E e 2 R
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(ATP binding cassette, ABC) (125 S I fa Al A4 2452 ]
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