776 Chinese Journal of Clinical Medicine, 2019, Vol. 26, No. 5 FEIGRE2 2019410 H 5 264% 5

DOI.:10. 12025/j. issn. 1008-6358. 2019. 20190777 * fl% ii *

B E T3 0 3R 3R /)N 40 A e 92 i 245 471 ) B A 33 i

%gt%lﬂ’ :%\ émz.;;x

1. b EHGRER AR, BiE 201203
2. RWgE{EREEBE, i 201318

3. higrpEEgiRaE, i 201203

[HE]  H AT W5 0 0 3R SO0 S8 A a4 BR A& S 1 8 07 T 512 I 35 Sy P e 0T ALY i A R RIS 2 R
SR R A MR YT . W FE A K IR T2 K (epidermal growth factor receptor, EGFR) % 24 iz 84 it 41 1 57 (tyrosine kinase
inhibitors, TKIs) i . B ZF 5 T FF EGFR 228 19 0 i 91 /N 40 i Bifi %8 (non-small cell lung cancer, NSCLC) 3 19 I R IT
R, B H T2 10 K Az NSCLC B BUR AR A% . A 300 EGFR 52748 1y NSCLC 45 %) TKIs Tif 245 1§ i F 58 #F J A — 25
TR LA S i PR PR FOBT 00 A D SR 2 AR A

CXRERA]  AE/NA NI 5 2 5 A A TR 5 T 0 TR AR 410 11 90 5 98 78 5 Tif 24

[FESES] R734.2 [xXmtrBmE] A

Research progress of drug resistance mechanism for non-small cell lung cancer patients with epidermal growth

factor receptor mutations

SHI Chun-zi'*, HUANG Gang”*"
1. Graduate School of Shanghai University of Traditional Chinese Medicine, Shanghai 201203, China
2. Shanghai University of Medicine & Health Sciences, Shanghai 201318, China
3. Shanghai University of Traditional Chinese Medicine, Shanghai 201203, China

[ Abstract] At present, the morbidity and mortality of lung cancer still rank first among all kinds of cancers in the
world. Lung cancer diagnosis is often in the intermediate and terminal stage, and its radiotherapy and chemotherapy are not
effective, with high postoperative recurrence and metastasis rate. Targeted therapies, such as epidermal growth factor receptor
(EGFR)-tyrosine kinase inhibitors (TKIs), have significantly improved clinical outcomes of patients with advanced non-small
cell lung cancer (NSCLC) complicated with EGFR mutation. However, the prognosis is still poor due to the occurrence of drug
resistance, This article reviews the research progress of TKIs resistance mechanism in NSCLC patients with EGFR mutation,
so as to provide reference for clinical exploration of new treatment strategies.
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