. 542 . s Tl 53497 2019 4E 6 45 32 34 6 #] J Cancer Control Treat,Jun. 2019, Vol.32,No. 6

JE/hdBRaftfE EGFR-TK EZ H R T g R TEHRE

RETR ZE,BE NELS TR
830011 48 AR5, Hral B RHIC A% B HoRT S b oRs AR (GBS 25 K XU 8Y ) 5 510000 M, TWRAEH A
BER iR =Rk (e

[HE] HATE &P 594 Fif % Bz A= K K244 ( epidermal growth factor receptor, EGFR) 287525 B, Hodr 95% DA 1) R 7R 1EAE
T 1 S PRV A A IR SE TR Y 18 ~ 21 SR b FEERAE T, Dell9 (19 SAME T iR R AE ) 5 L8S8R (21 SAM 1 R
5) ALy 1 84. 60% , BNy EGFR-TK USRS . HARZEAAFE: GTI9X (18 54h B F 552748 ) , E7T09X (18 541 b F 45 58
25) ,Dell8 (18 S AME TR ) , Ins19 (19 S AN B T4l AZRAZ) , Ins20 (20 4B THi AZEAE ), 1861Q(21 ZAHME T~ AR
) SE ARG IS, 2y 5 BRAZTE A 12. 10% o AE/NAH T (non-small cell lung cancer,NSCLC) EGFR £ 28 #U4E 28 it 5818
XFANIR] EGFR-TKIs 3597 #Y 52 22 AR K, BRIt , 1% EGFR 28 M58 A8 X B 7] ¥E 97 1 S Xfﬁfjlféélﬂlﬁiﬁm NSCLC &3
MR BA H R Lo A3 NSCLC &4 EGFR 4R MU AR (28 AU K B Xof 1 28 58738 (488 [ Y 7 it R R A 3034t , LAy i IR
TR MES %,

[R$EIA]  REARKE T2 REAKE 72 R RRBEHN R R BN g ises

[hE4SZES] R734.2; R730.231; R730.5 [ XHtRERE] A doi;10. 3969/]. issn. 1674-0904. 2019. 06. 013

5| 32483 : Zhao YF, Li XQ, Liu CL. Clinical research advances in uncommon EGFR-TK mutation in non-small cell lung cancer[ J]. J Cancer Control
Treat, 2019, 32(6) :542-546. [ A= &, 220838 XIER . A/NEMENE EGFR-TK IR 2 MU ARG PRIVFFEHE LI ], Mo BB 51677 ,2019, 32
(6) :542-546. ]

Clinical Research Advances in Uncommon EGFR-TK Mutation in Non-Small

Cell Lung Cancer

Zhao Yunfei, Li Xiaoqin, Liu Chunling

Department of Medical Oncology, Cancer Hospital Affiliated to Xinjiang Medical University, Urumgi 830011, Xin-
Jiang Uygur Autonomous Region, China( Zhao Yunfei, Liu Chunling) ; Second Department of Oncology Medicine,
Second People’ s Hospital of Guangdong Province, Guangzhou 510000, China( Li Xiaogin)

Corresponding author: Liu Chunling, E-mail: liudeyouxiangb6@ sina. com

This study was supported by Science and Technology Project in Urumqi (NO. Y161310003).

[ Abstract] At present, there are 594 types of epidermal growth factor receptor (EGFR) mutations, of which more than 95% exist in
exon 18-21 of the gene encoding tyrosine kinase (TK) domain. The mutations of Dell9 and L.858R account for 84.60% of the total
mutations and are considered to be EGFR-TK sensitive mutations. Other mutations include G719X, E709X, Dell8, Insl19, Ins20,
[861Q, etc. which are uncommon mutations, accounting for 12. 10% of the total mutations. The response of uncommon EGFR muta-
tions in non-small cell lung cancer (NSCLC) to EGFR-TKIs treatment varies greatly. Therefore, it is of great significance to under-
stand the response of uncommon EGFR mutations to targeted therapies for NSCLC patients with uncommon mutations. In order to pro-
vide experience for clinical treatment, the types of uncommon EGFR mutations and targeted therapies aiming to those mutations were
reviewed in this paper.
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