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Abstract

With the development of precision medicine and biotechnology, EGFR mutant non-small cell lung
cancer (NSCLC) has been used in a variety of epidermal growth factor receptor (EGFR) tyrosine
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kinase inhibitors (TKIs) for clinical treatment, and the clinical application of these targeted drugs
has made the treatment effect of NSCLC more beneficial to patients, and the treatment level has
been greatly improved. However, while EGFR-TKI drugs are effective, they inevitably develop drug
resistance. Current studies have shown that there are some differences in the clinical use of three
generations of EGFR-TKI drugs, including efficacy, safety, side effects and drug resistance mechan-
isms. EGFR-TKI includes first-generation EGFR-TKI (erlotinib and gefitinib), second-generation
EGFR-TKI (afatinib and dapatinib), and third-generation EGFR-TKI (osimertinib and ametinib). In
this regard, it is important that precision medicine maximizes the benefits of patients. This article
reviews the research on EGFR gene mutation and targeted therapy for non-small cell lung cancer.
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1. 5|8

ARk, FEE TV BRI AW 0 A1 A IS B AN BTG N, 205 G5 WO B A T s ) 0 35 48
KRR FZ IO, il 2 H AT Bk 2 A B LRk R, b AR/ N0 s (NSCLC) i v £ W[ 1] [2]
[31e WFFCARIL, £ENR R 2 AN 7] 35 DR 25 1) T e ) 2503 A e ) o A e AR AR SR IR 22— o TR B A A
T(EGFR)ZE X (1 250728 A2 /N2 P Al g o DL B PR R A2 (4], EGFR A% 455 A e - BSUM R 4 B ) A
5 Z ARSI T T3 O i R R R A

2. EGFR Z&3E P E /)40 Bfa i 7 A L 51

A K NSCLC FIR IR HLEIE 7t SR NBE R 4 F-4538, 218 NSCLC kA2 ZH5E R ZHBaLEZ
Efgs g, o EGFR & H i 7t i 2 3N 2 — . REAEKKEFZIREGFR)ENM T 7 9Ok, &
28 NMNE T, BH B EBRSEHEYEVE R . BT9E R, EGFR A& AL i A4 K F(EGF). k4K
TR, T2 RS2 R s 2 R B (1 B (E 5 A5 18 42 (Ras/Raf/MAPK) . B REIEIVLE 3 W/ (1 WG B
(PI3K-AKT)%: 38 i 4% NSCLC 4H 3458 . Y8 1-[5]. EGFR £ NSCLC i & A= Ak b e 245 31
IR —BOAAT . c-ros PUREUE R T - ZHEEATRMAFROS)ENM T 6 SYEMA, GHAER, 1T 2%MH)
NSCLC ## 7] )i, ROS1 JEH HHF, X428 ROS1 A fEZ 5 NSCLC i, il ROS1 5 A AZ M itk B8 g
SERIARACL, B SRR VR IR B . 2 R AR K R 1 S A A A 350 DR 1 [R] IR SR AR R AT RE IR B /N (6] e Gk
JRIEEEFI(RET)E AL T 10 Yk, & 21 MMET, RET 254, TEK RET-FZ %k, 5|
E AR AL, HETEOE NS S iE . AR R, RET JEHE EHEAMU AT B #:E3E NSCLC K&,
AT 5 A RARFE A 77 A B RO, AR B BRI E (7] 534k, BRIS PR 250 2k X [R5 B1 (BRAF)
FEREALT 7q34 Getitk, JENMusMRT A FEER 0 BRI R T, 7R RS MAPK/ERK 15 5 Jd i it &
BAER, ARBEE8]AT AN BRAF HINEA AT 51 T8 A BB SEL, X 40 ™= 22 A ) % 208, BRAF
(35 A ] (3 R A i AR K 3G, indk NSCLC 2. sh4b, [ - b R dn i LR F(MET) e 1+ 7
Sk, AliE PIBK/AKT/mTOR ¥ Rrs/Rsf/MEK %% Fif % 2 5 NSCLC ME 44K mifE. i
A K - (HGF) /2 B 20 R B A B (c-MET) LB iR, —#H45a )5, Bl FIEE S imek, Mmfedt
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NSCLC K F& . u1 F 24 5y FEHUAFI /N7 A V) P A i () 7 1 3R M 2540[9] . U1 Cetuximab 55 F 5
FEHTAARTT 5] EGFR 447 KA EGFR FUFCAARZE & 1k 1M BE W 40 (5 5 A8, A e 4 457 1A
Ko SAMEARCHT TR, EGFR R4S 515 3 D Re 2352 i MR 40 B X 5O 1 v 97 i 52 44, ik EGFR
37 AT 3 v A U AT O BBUBFE FE o T Gefitinib A1 Er-lotinib 25 /N> T b &4~ EGFR % & BRI
FNHIF(TKIs), 7 EGFR WM IX BEACAEH, 805 5 I006 M 5 i (R 8 — SR RRI i ml 3o 1 5% 4 52
H ) ATP 45607 s KA B EGFR B RN, 18 (2 2E 40 f JE s by 5 SR T i) i
AR, B AN R 4E [ 10]

3. BT

FARIEBIT A7 LLJBOT /2 H AT NSCLC VY7 = E 3, 1 e il s (dE 101, 11 &
o T W), MR R RIS 7%, ARILFAR T HGRTT o« (HRHR 3 B2 ik Ok J 25 P 3,
LRFARNZ[11]. BEHFARVRIT WG, SHCEBEBAIT . TR 2 EE, T2
NSCLC FrifEiay7 B B B i oy, N R W AR G BT B8 2 [R) o SR e & — e T FEME 5
BFES TNV RE CZ 2 — e E, WAy T i 2 72 5 02 PR . KA R NSCLC, JLH 2
ZAEM ] NSCLC BEH L T TR, A —E 4. HAl, %F NSCLC HILy7 B4 5 24 Rk & 17
PR, oo T2 NSCLC 8%, EIkmA T, faiEdeiss 3 AR 25 A 2y
WITE . RIS G B 5 M 28 TR NSCLC &%, AEWTHRIF My 208), i HAAE
mzat[12].

PUEASON SRR E k)7 & NSCLC HIRIT I ER, B REG/HF%—, B iRy 8 oty
METT R, FEHEIRIT . YT 2 NSCLC 2iayr Az —, S¥RRIT I — e hhr, Sk 4 &
PR R0 R AR B R

B 23R, R T VRIS R, SR T BRI O, R AR AR /N e
Wk T A, SEEYARYTRAE NSCLC PR 7 7iF 78 i Bt B th ey s, S5E MBI T AL, R
JTREEI XA S NSCLC AHRIIAE G, AT Rk BRPEiayT, Kty 29908 ok vl st T g ver, 42
AT R . R A KR T 2 AR B R R B ) FI(EGFR-TKI)%; EGFR N BUR R B E R TEK
Hle AR IR % . H AT 2 =48 EGFR-TKIs it R f# F . —4% EGFR-TKI (JEi% & B fHEIEE JB), 15 EGFR
ZWIRAFHMNE T 19 B TAFBAMNE T 21L858R, AR #] NSCLC £ 1 42 PFS A LAk E] 9.2 4
H~131 4 H, BB EFR ST B2 8K . — X EGFR-TKI (B # Je filik 5o % Je ) — X EGFR-TKI J7 4
SfE, AL PFS HHA 11.0 M H~147 N H, BARFARAERBIEIEIN. =/ EGFR-TKI (%4 & g
fREFJE)—LiA)T EGFR £ #5835 NSCLC HIRF 745 R R =48 EGFR-TKI % —48 EGFR-TKI 24
TUFIE R RSB AL 2 4, AL PRS iE 3 17.8 M HA~20.8 N A, >3 FRIT MR R SR AEZ N
11%~25% [13]. $R1M0, & — BB (R AR a6 N H 12 N H)IEIT I, Kl % 24 EGFR-TKIs
FEART 24, L ZATL ) 32 B S R M 2 R SRAT PR 245

4. THEHLE]

NSCLC Wit 25l H 5 Awsh, — Pl BN 2, — MR RG24 . i & 1 24 = 48 1 I A8
F EGFR-TKI Bl =AM 24, 29 60% NSCLC 3 B 2508 TKI B AR 2. H AT 78 A 0L 2516
2R, EEPNHIA: HAERF(KRAS. BRAF )R, EGFR MNZRAE, {55 @K MHE, &0
Rl RS2 AR B e A8 55 o T 3R A9 VT 24 2 $8 K B FHAEIRYT 6 M H~12 MA NS KA . BRI
EGFR-TKI 4GP 25U R 3 25 BUR JLANJ7 . EGFR IR sRAE, MET ZEH 1. EGFR %
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AR F R 2 Bl DU [ NSCLCI [ /)N i it (small cell lung cancer, SCLC)ZLZR 2564545, Horh
EGFR T790M 248 fll MET 2[4 14 J& NSCLC 3% EGFR-TKI RGP 24 1) 3= ZALHI[14], HAh T 2 it
ZGHLHE A R 7

5. RE

EGFR-TKI FIIGRN ], 58k 7T E2 8%, HEZREFUENAE, BRSSPI T —
{50, EGFR-TKI L [HVAST 5 G0IRTT (R ELEL, EFE et ARE R L B s>
HAF RIS, CRCONE EGFR K3 NSCLC B KA RGAYT T-Br. [RIN BE 2 Mok B 24 4 2 -
IR E AR — D E SR il E M TT S, SEEASHEIR T — R BAWE NIRRT R B 2
A B AT ARSI (K0T AN 259077 ROF4R 980T 7 I T 5 hn 5 ), IX % A B TR A AT T4 EGFR-TKI
i 25 LA (AN B PR 2R S, TG L 1) 250 B3R T BORAF 2t — P 3R 1, IF e SE 47 it #F EGFR-TKI
KGRI G SIEFEII, BATE R LA 2 251 A 8 R F#AIC EGFR-TKI M 251 & A2, T4 i 25

BE W R EIRIGIT A .,

&E ik

(11 Z&%. /Ui i # EGFR K 28 AR K Hot A= A7 AR 82 [D: [ 254608 50). T M T ERIK
2 2015.

[2] Feng, K.C., Guo, Y.L., Dai, H.R., ef al. (2016) Chimeric Antigen Receptor-Modified T Cells for the Immunotherapy of
Patients with EGFR-Expressing Advanced Relapsed/Refractory Non-Small Cell Lung Cancer. Science China Life
Sciences, 59, 468-479. https://doi.org/10.1007/s11427-016-5023-8

[3] MBEEF, EEE KA, % miRNA-126 X A549 40 RIH65E . iT82 . 228 % EGFR/AKT/mTOR 15 5 1
ST, EDR AR HE AR AR, 2016, 32(3): 458-463.

[4] Shi, Y.K., Au, J.S., Thongprasert, S., et al. (2014) A Prospective, Molecular Epidemiology Study of EGFR Mutations
in Asian Patients with Advanced Non-Small-Cell Lung Cancer of Adenocarcinoma Histology (PIONEER). Journal of
Thoracic Oncology, 9, 154-162. https://doi.org/10.1097/JTO.0000000000000033

[5] M5, M, 2%k, 5. EGFR-TKIs —#£kiAY7 EGFR BURRAL IE/ N M fits B3 TS A (], 38 =R
4R, 2016, 38(7): 761-765.

[6] HilR=, A8, ¥4, piaiER ALK, ROS1. RET 783/ $E 15 va T A 7ot B (0], E BRIP4 &, 2016,
36(11): 865-870.

[7]  BlHee, FHwiR. FE/NgH it S #E) RET. EGFR @A 3 R e 7 gk B ()], sER RS 4 &, 2020, 36(15):
2161-2166.

[8] R, VM, Saky5, & dE/Ndu il B og 2123+ EGFR. K-Ras Fl BRAF %5 [K 2845 [ 43T #LAG JU
ST, MRINCEE 2R K, 2015, 27(4): 16-19.

[9] XU#EE. EGFR-TKIs fif%j NSCLC 4tk i 37 K it 5 WL AP 885 [D]: [ 25 06rie ], dbat: bt iigi
J93 58 IR B LB, 2016.

[10] e, PRIEAL. BGFR 3 [H 2845 546/ N M i (NSCLOE FVA ST IF FUE ()], RAEE:, 2018, 3(4): 196-198.
https://doi.org/10.19368/j.cnki.2096-1782.2018.04.196

[11] X%, Z=fise. JE/NUMeE RS B T it st )], KERZE, 2022, 7(11): 141-144.

[12] A14F, Hk, B, 5 o MR Va7 503N A0 f it B3 BT s S WU RN = i [0]. B Bk
Z::&, 2019, 39(23): 1761-1765.

[13] P EIGRME %2 (CSCO), /M ifafitiE % FER S, fiMEAN TEEHMERE N2, = EGFR-TKI 7E
EGFR 878 NSCLC 597 7 R & R LR (2022 4ER/R) [J]. A B e 24 &, 2022, 25(9): 627-641.
https://doi.org/10.3779/1.issn.1009-3419.2022.101.47

[14] XEEE, FEH, #5, 55 EGFR-TKI 7£ /)N Mo it v i 25 BL ) 0B se st R (3], b [ it 2% 25, 2013(10):
535-540. https://doi.org/10.3779/j.issn.1009-3419.2013.10.07

DOI: 10.12677/acm.2023.13112581 18385 I IR = =23t e


https://doi.org/10.12677/acm.2023.13112581
https://doi.org/10.1007/s11427-016-5023-8
https://doi.org/10.1097/JTO.0000000000000033
https://doi.org/10.19368/j.cnki.2096-1782.2018.04.196
https://doi.org/10.3779/j.issn.1009-3419.2022.101.47
https://doi.org/10.3779/j.issn.1009-3419.2013.10.07

	EGFR突变性非小细胞肺癌靶向治疗的研究进展
	摘  要
	关键词
	Advances in Targeted Therapy for EGFR Mutated Non-Small Cell Lung Cancer
	Abstract
	Keywords
	1. 引言
	2. EGFR突变性非小细胞肺癌发病机制
	3. 治疗现状
	4. 耐药机制
	5. 展望
	参考文献

