S WA A A A 2016 4F 12 H 55 24 B2 12 3 ARk : htp: //www. syxnf. net

)
5
{ﬁ
i

ENARafhEEEREERE FZERIR S
MEFI AN R E G AROARER

Lk AL AR

[(BE] AKAKETRBEABREFH T (EGFR TKIs) ZH4H A LA KB T 24k (EGFR) AE XL
EomppAifE (NSCLC) BEM—XET M2 —, ATARXEKRBEZEARY, B o L5 AEMNG M, HA
EGFR TKIs, EGFR TKIs A&7 . 988 57 RARALS 77 A 2 i NSCLC % % EGFR TKls @} 25 9 # , A& X3t NSCLC
% EGFR TKI @t 24 AU & HL 0697 7 LAt Rt R 4742348

[EgR] &, E)mmen; FOBABRBEE; W, GRFTE

[FESHEE) R730.26 [ THEARIRAS] A DOI: 10.3969/]. issn. 1008 —5971. 2016. 12. 001

Bikr, AF. BN E B E AR A KB T R B R BRI A AT LR R LS T AR R
[J]. oAb fe’sgmde &, 2016, 24 (12). 1 -4.

FENG W H, DU X M. Progress on resistance mechanism and treatment protocols of epidermal growth factor receptor

[ www. syxnf. net |
tyrosine kinase inhibitor in patients with non — small cell lung cancer [J]. Practical Journal of Cardiac Cerebral Pneumal and

Vascular Disease, 2016, 24 (12).: 1 -4.

Progress on Resistance Mechanism and Treatment Protocols of Epidermal Growth Factor Receptor Tyrosine Kinase
Inhibitor in Patients with Non — small Cell Lung Cancer
Beichen Hospital, Tianjin 300400, China

Corresponding author; DU Xue - ming, Department of Oncology, Beichen Hospital, Tianjin 300400, China; E-mail.

FENG Wei — hong, DU Xue — ming. Department of Oncology,

duxueming_1973@ sohu. com
[ Abstract]

drugs for non — small cell lung cancer patients with gene mutation of epidermal growth factor receptor ( EGFR), can effectively

Epidermal growth factor receptor tyrosine kinase inhibitor ( EGFR TKIs) is one of first — line treatment

lengthen the overall survival, but some patients may exist drug resistance problems. New type EGFR TKls, combination therapy

of EGFR TKls, immunotherapy and individualized treatment are helpful to solve the drug resistance problems. This paper reviewed

related papers about progress on resistance mechanism and treatment protocols of EGFR TKls in patients with NSCLC.
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