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Abstract: Lung cancer is the most common malignancy and the leading cause of cancer-related
death worldwide. Non-small cell lung cancer (NSCLC)is the main type of lung cancer. In recent
years,the treatment of NSCLC has made important breakthroughs,from traditional surgery,
chemotherapy and radiotherapy to an era of molecular-targeted therapy and immunotherapy. The
epidermal growth factor tyrosine kinase inhibitor (EGFR-TKI)as the molecular-targeted therapy of
NSCLC was well studied and has been widely used in EGFR mutation patients. The first genera-
tion EGFR-TKIs has been recommended as the first-line treatment for advanced NSCLC patients
with EGFR mutations. There is no significant difference in clinical efficacy among different first
generation EGFR-TKI drugs,while the incidence of side effects of erlotinib is relatively lower. The
efficacy of the second generation EGFR-TKI is not less than the first generation EGFR-TKI,and it
is effective for NSCLC patients with uncommon EGFR mutations. The third generation EGFR-TKIs
are particularly effective for patients harboring activating EGFR mutations including T790M muta-
tion,and for NSCLC patients with brain metastases. The combination of EGFR-TKIs with
chemotherapy , radiotherapy ,immunotherapy or anti-tumor vascular therapy has achieved promising
results, it would be a new option and direction for NSCLC patients.

Key words:non-small cell lung cancer;molecular targeted therapy ;epidermal growth factor tyro-
sine kinase inhibitor ;the mode of EGFR-TKI combination with other anti-cancer treatment
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TACT2™* TALENT 4 A Y [l 31 Bl AL %) BT 5% 2% 30
MM FEVEZS Y 5 EGFR-TKIs [a] 25 B4 9 R W 30 i
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il T By F 3k 19, TATTON T 9 8F 73 () 497 2 45
7R ,AZD9291 B4 durvalumab(MEDI4736)7E EGFR
T790M %242 1) NSCLC &% ' 67%%k4% ORR, i A&
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