A\ K s 7t . . .
HI*@%EER @ Global Science Publishing
GSP Medical Research

B FAFAE/RRBEEGFR-TKISTHZ98Y 53
FHURIRFHEE

MM EF AR ESRIE, 24 TA%M%, Wit
DOI:10. 62836/medicine. v3i4. 1429

HIEE: ik v mpaltE (NSCLC) RATER I BB TR, TREMHGNBZ —. AR AKRT LK
B 7B % B 74 7 (EGFR-TKIs) .4k 7% TNSCLCHI 577wk, R IEHEGFR = X 4NSCLCE Z e B ik
o R, ECFR-TKIZ Zha9 K AA4k B A IS °T 8 %% F AP B m e & S AP 0 THRI B AL T #t2h, B EHrhE
FMG. MAEMFHRRGRE, ARFETUARESEZAMER GRAMNF, Ki#EF) S, hfbFER
Mg % ERGAENFRELE, AMNBRAYTFIHGAREL T A, ALRAAHETEATARASY (AR
M, R, AWM, BOREF, KiltE55) $EGFR-TKIs:4 77NSCLCH @t 25 4 F hLshl 5F 50 69 R #7 &
AE#E, RNTHT REAF W EAREFTITREF R, RA XA R S@%f R4, Ak
%NSCLCH#YEGFR-TK | st 25 5 F hLh| 8 50 44 5 % o

R HE ) mAaMJE; EGFR-TKIsAt2h; s

Research Progress on Molecular Mechanisms of Egfr-TKkis
Resistance in Non-Small Cell Lung Cancer Based on Omics

Haining Yuan

Hangzhou medicine college School of laboratory medicine and Bioengineering, Hangzhou, Zhejiang

Abstract: Advanced non-small cell lung cancer (NSCLC), the predominant histological subtype of lung cancer, ranks
among the most aggressive malignancies globally. Epidermal growth factor receptor tyrosine kinase inhibitors (EGFR-
TKIs) have fundamentally transformed therapeutic paradigms for NSCLC and emerged as the first-line standard of care for
patients harboring EGFR-activating mutations. However, long-term monotherapy with EGFR-TKI inevitably induce drug
resistance via the activation of diverse molecular mechanisms in tumor cells, which seriously affecting patient prognosis.
With the rapid evolution of omics technologies, researchers can efficiently and rapidly obtain multi-level biological
information of tumors through high-throughput detection techniques (such as gene sequencing, mass spectrometry, etc.),
which lay the foundation for the researches on tumor-related molecular mechanisms. This article systematically reviews
the latest applications and progress in the studies of EGFR-TKI resistance mechanisms in NSCLC based on different
omics (genomics, transcriptomics, epigenomics, proteomics, metabolomics, etc.). We deeply discuss the characteristics of
different omics and their advantages in studying tumor heterogeneity, identifying key resistance genes and pathways, and
provide support for future research on the resistance molecular mechanisms of EGFR-TKIs in NSCLC.
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e A2 H HT T G Bl R R SRR A
EHEME 2 —, AR TE (non-small  cell
lung carcinoma, NSCLC) i i 1= 4 210
AL, 205 Bl 1 80%-85%( 1, 2]. M HINSCLCHI
EGEIT FEREE R . FARBITE, HEEN
AR RAE, SERNIEIT . RIEIRIT ST BRI
A 28 TIRITIIR[1]. 28 AR KPR T 32 AR R 4
T BRI 75 (EGFR-TKIs) I AR B FH B 7S R
UFRIT R AR AR T RO e (0 E BT, HAT
Il R _EEESNSCLCYR YT A 201 R 3 3 R i iz A K
K754k (EGFR) . c-ros/&JE#EH1 (ROSI) . [A]
AR RS (ALK) ZF 0ok, HocH
VAT I3 J 25 o T AR I AE A TS (3]
SR, R IR YT o = AR T 24 1 7™ B e T AR IR
i AR ) 25 B PR B A 0 B0 2T AL T
RATERNI T

KEEKF T4 (epidermal
receptor, EGFR) & — M HHER1 (ErbB1) J&[K %
T IR 52 AR B IR W, J& T ErbB R, i I
[INSCLCUXZ#E s 2 —[4]. ANSCLCHE H 1)k
ST IR bR E, EGFRAY AR F ZALHE 4 (B
TR A TN 2948 . K2920%INSCLC & 3 4 7
EGFRBUR KA, I BALHE A&+ 191 62Kk F4b
BF21ML8S8R A RA . HUKRA ZEGFR-TKIs
REBRERRERR, £10-15%MENREE
H M iR 50% ) 450 BFNSCLC 3 b il I 22 31 ]
51 EEEGF R 25 1 38 HE OB [5] . it 24 R AR &
ZLUEGFRIIT7TOOM A K KR, iEHCTITSRK
A7, L792X. L718Q. S768IF120%H N\ RAFZE[6].
EGFRAE N B VA 7 $E 2 B R BAT) S 242 T NSCLC
BEMELEIR, ENSCLCIA YT ATk 1 — 551 5k
FEME[1]

EGFR- % 24 B2 Wl 40 1 7] (EGFR-tyrosine
kinase inhibitors, EGFR-TKIs) J& AEGFRHE &
RN S o S TIEZTE 7/ I U A o € ) B U1 N B UL
A EGFREX R BRIIG 45 MIRATP 45 & X3, #|
EGFRZALJEI B SR L, FHI NiEE 57 S

growth factor
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T 00 1) 40 P 3 B RN A7 S (4] H AT IRR b B W4t
HEFRIEITNSCLCHIZE — CGHEIEEE, JikE
Jes5) s AREEM 2 (PVRE %) (LAEREHEA
EGFREBUBR AR, T{ENE =AM BAEE Bikhe
1 -9 3t 2 JE EGFR T790M 4k & 98 7% fNSCLC
BHFET]. (HHERESEBMRFSEH, W21k
ERIEA TR, BT WRCT97SRE, &f
G724S, L718Q%F WRAZ SIL M4k K it 2, Xtk
KPR T 5 =4ACEGFR-TKIs 1l R B FH 4]
JIIRTH 252 — AN SIS 2R RS SHAIIEN
R, 2R EE B . MR e Bk, i
T S P O B BN A AR A (1 A ELAE FHBR 30 [8]. EGFR-
TKIsI 24 53 4 J& R 24 FRAG PR 25, R &
P 245 & NSCLC &35 1 X FHEGFR-TKIsVA 7 5 »
I7 RO Al Sy g i s R e A T34 H B
IR 2. MRE VR 25 AR 4k P 26, =2
f5 B A EEGFR-TKIsVRYT o HBL T M8 45, 15
FIE &R WO EMR, 3INAZERE T R
J&[6]. &4, EGFR-TKIs3KTEMEM 251 fEEGFRIK
I FIEGFRAEMR M M My 2 Lkl (9]0 Horf, B T3R
3 1 9 AR Bl 2K ] RS B ) 245 ) G v SEGFR &S &
S 25 B T EGFRIKEME A, MIEGFREE
K205 42 T790M R AL Fr 51 A2/ — . —AREE A1 24
M 259,101 EGFRIAEMMI VLN 2445 254 5 EGFR4S
B B K 55 S S 8 B S AN AR RS S I
() 20 BBk S I X 3 D i 24, GOMET 2 R 97 38 A 5 1Y)
PI3K/AKT% B4 {5 5 18 B I 30E FTKRAS S48 F 2L 1)
TIHFMAPKAE 5@ B ) R H[9,11]. &2, NSCLC
BFHAEEGFR-TKIsIRYT Ja N 25 LA L 2 %, B
R R, GRREEY Y, EHHALEEL, T
TR 1) 3 DL 55 RO, I HAA 15%~20% 1) %
T ZGHLHIANA[4]. Bk, SFIEEGFR-TKIsTi 411
ST, TR AT ECE B VR T CLA RN T s B

A, MHEERSFR R BB TR ZHEAR
(RN S e R 48 K AR A 573 40 T Bk 0 4 2
Ko NoFEHKE, “H%7 @2xt—Hoy vt
ITHRA R RMERRE, R — N ES I E
o AE[12,13]. EASHIL A 2 R —— 2L
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Y, TR AR ) R R A TR 2H T A% AR R 1
7, HHAHEARGEEERANT. 48 TF4H
MFFEE[13]. AP AR FEMR G IR H S FHx
M, EARMAY. REH% . g d s ks
() 2H %46, AR T K& T DL SRR 78 N B 17
YfE B EnE R IR AR R FHEA, FiE
AR, SHEARE [14]. ERETHZENE LR (W
NSCLC) Mt Fir, &RfhdH 5 AR i 40 n] DA
AR RE 4> T, 3 B 7T R B 4 TARid
Y. WRBURNLEE IR FIRKERIGIT . 2R,
H— R A FOMA ERAE, ANReFR o KIEHAE
P TR AR AT, M LA T A AT T e 1 S50 AL
FSEBE[14,1570 S Bk g 7= 25 96 7 i 24 1 1)
FEJE, IR RS R DX 3 2 30 AS [R] 7 25 (R 40
2 AT 9 AR A7 A7 116 200 L IV B %o 4 ) 245 R 4R 3 S S A
7, RILHAR P Z5HLHI[16]. B = E AR
IR IE, ATARHEFLE XA R G R ) 2 21 2R AE
RAUSCN AT RE, A T RN, XORRT
% H 5 FINSCLCHE 7 25 iy Z5 W 5T 255 1 Bk £
238 A8 XN e il R R A G T
Z A R, DL ) B 1 T AE B 1 AR
KB EAE IR EbREY, kR Ew s 75
PP 2 2 [8) )T R R AN G B 1) 15 5 B i [14] . X
TNSCLCIXA™ H T2 K A A1 225 B0 i e 41
S RSS2 45 ) S G R BN R0, B0 4 FHIL A
WIS IR, 17 R T A2 B 2 i 245 K 2= 15
e, 34 52 1) G B TR 15 5038 i oy R 1) B e ikt 7%
BN H REEYFE T B A s — N 2 25
RERA B FEV T, A a2 B IRERNSCLCEE
EGFR-TKISsffi £ ft 2 .

AL ARG T 2T AR 4% FEGFR-TKIs
1B ITNSCLCTi} 245 1 4> T AL B AL BIR o S F 4t
XA — R 2H 2 M OG5, o T HLAE B FUEGFR-
TKIsit 25 50 F Bl o i Rs SRR 3, fa 4 Ak
AN A g — P R, 2 R B — B
AR LLIENSCLC B H KA K. Bi%
ETHZHR, 245 Ra M5 2519 75l
i, W AH — AR W B A A5 B ) AN TR 4H 2 )
FH 2 5w
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2 BFEAFS5IEABRATEEGFR-TKIs
(RE5]

NSCLC & 2 3 D5 21 % 52 B 5 o 1 sl 25
A4, B RIAA A AR, SRR, HE R
K. A REIE AR S AE EGFR-TKISIH 24 11 5 T KL
Hh S ) B B (8] 2 IR AH 2 R R 21 S B (1)
X Bt 24 AL RN L M B ASRFAE, BB T 2 P 24 55
FHLH. S RKREGFR-TKIsHR 24 1 68 H 3 A& 1 5 [
SR IRAE, FEEGFRZEAZRINSCLCH IR Bt i 1%
FRETT, XA AU S S ) 5 R A 7 R
XFNSCLC 5 F 3 55 2 1 Ji DR AL AR A0E 40 BT 48 7 11 S
IR ZH R AE 1S (AN TR 45 B 3G UE[17] . (AR ERE,
TEX SRR 245 B H R A b, 2R ER
H2EHF AR IR T 6 58— AREGFR-TKIs;™ Ak 3Rk 43 14 i
ZIMEGFRRAL B b Z AL A1 o8, R
T A A AL S R AF FJEGFR R AL 4 X EGFR-
TKIsRI7 B 2 (18], XS R HEor, B ff
TEJ RN 25 835, R AT 58 A7 75 18 5 141 T 2 W7 52
B T 24 B R R AR e v, KA AR
WM 2. TR JTERINCBL SRAELE P2
HA7 G EGFR-TKIJE & & B i 2 (8 # 1) 4/ 27
SN FY s A, AE23N SRR ORI T S3ANE H 1)
FWAE LA F[19]. 184, AW FUE I o #rok
Ff 78 NSCLC R 35 Tiif 24 110 225 (R 4 S5 4 e FLVE TE ML,
RILCYP2D6Mk 2 FIFCGR3AY % 5 7 X EGFRH)
FIF TS 2532 72, FFAEH SR I H S bR e A
FK[20]. kPRI 2H A B By firk 98 v A4 ) 38 A% A 2 2
JIF 88 A 355 1100 2L s R 9 200 D P 5 I 3 T S
I A HR AT R AAR T, 3R EL R 4 i s TR 2H (5 S
B R T A BB RE IR IT S [21]

B, SRR TS B S S B AR, TEA
[MINSCLC £ # EGFR-TKISsi 24 ()97 BE A ke 31| B4
P o BEARAEBEPR 20 23 b A 4R o 38 FH R 24 43 pL
i BB A RE AR 1 5 R ) AR AT R R g
DRI ZH Hh S B RRAAE 1 AR 05 1B o A Al R B 19 49,
1 75 2 DA 24 14 43 Tl % N TS 52 R G T S DR 2
HEAR S, MM #8758 JXAENSCLC £ # EGFR-TKISsili 24
(5> F AL, A REAF 3 B E 7] 5 21 SEFR AAH ¢
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M 25 5L R D RE BT, LRI 24 8 AR AP 3k A

3 BRRAFSIFDAEIFEEGFR-TKIs
[RES

FEOPRRR EE R UL, A0 PR IR AN [ B AR A A
S RIRFL R R AR 22 e, T R A
AR PRI R IEEARIL T — e A T RERE
B RFAE A A[22] 0 e 3% 40 60, 935 51/ 40 fif B 4H 41
FTREF= A ATAERNA (Bt MidkEs, Hxd
e LU S T 5T, ol RPRNA K A [A] 72
(mRNA. microRNA. IncRNAZ:) #4747, LA
o 7 DR 3 05 1 A2 Ak, S L Ty g 52 M), HL VR 6 0 A SR
VAEEHLHI 50 23] fENSCLC H:#% EGFR-TKIsif
Fref, PR A AR B [ 25 1) R R R R R AR UK
AT RERARA, AMUENAE S A SRR R
FKiE, BZFHEIOKTRRE, ERE S8
EGFR-TKIsiR¥7 P2 A1 245 . W70 K ILAENSCLCH)
EGFR-TKIsif 2515 4 v, AMUARAE 2 035 22 e 1)
B, EAFERE 7 RIAFLncRNA, miRNASE
JEgISRNA L S AT B EAE, Hordi s ke
IE 5T 25/155[24]. Wang S.25 A\HF A & LKA RS
SRNA PCAT-1HIRIAE #HIEE B fENSCLCE & 1)
it 245 2 YIAH 5¢,  Hod i BiE PI3K/AK Tl B /1 3 i
24t FE[25]. 52 A%, miRNAS5NSCLCHIEGFR-
TKIs #2454 S AE 2 B 58 43 2 Bl . NSCLC
1 ot e B R 25 PR AR, & NSCLCH g
151 2215 I miR-64 1 [7] #2221 45980 3 10 ERKAS
SIS FHI26]. A, AMBAESEIE I miR-210
25 T EGFRZEAR Y AE /)N 2 it il e 241 ffa 5o B A5 25 Je
(R 245 1% J b R -8 ot 4 A R [27]. FENSCLC i
HREARR, BEES TS RIOLAEER, L
fF5Ek, 5w R R Y B 42 P 45 1) T8 A7
fE. fEmRNA. IncRNAFImiRNAZ %M ceRNA M
Z&, IncRNATR DLl IS H & miRNA & MG E
HNmiRNAW 7> T 4R, 445 miRNA ) #E 2L K]
[28-30]. Ebli, LINCO009737] LLifiid 5 ABCGS5 3%
P25 A hsa-miR-150-5p) 75X, FIHABCGSH#R
ik, SR 0T ABC 12 A 18 e 3 e 259 4
He, SENSCLCHEAHE. HEBFRET 4L LY
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M 245[31]. AR IHLEITE 55— T 58 A R HlincRNA
HIF1A-AS24:45 4 miR-146b-5p, i A4/ -6
(IL-6) ik, FEUMIEIL-6/STAT3 S 5 i i1 il
Ji e K5 A B JE N 243 [29] -

b RN TR KR, BTIRG 9 R)
LG EFANF (bulk RNA-Seq) kA K IES
FAYHIRNA-Seq 2% MG S A, {4 75 B 44 i 11 22
IR 223k B AN g i = 1l 1o B A B AR EE &, AW Al
MNP e, AT EAE. W R T A
WA HEE R 1, BT IR AR ZENSCLCHE 1]
TBITTN 2L SRt T HOR SR AF(32,33]. FRAH L 5%
I 2 — PR E B4 7K S EAT s S RNA T 1Y)
FR, HAEAS 12 2 S0 2 T ) B R R IA TS, M
T % 9) 22 e e ak FE IR L 2 03 2R 4 By S M R 5
55 240 i I RS R4 s il e 4 B 5T 17 [34] . FENSCLC
BRI 25 70 LRI BT b, g A S A P BOR
AT R PN 7 S o P DX B0 PR A ) ¥R 97 P AR O
SERFIETT AT, ANLBE % 5 T 244 G 1) e 4
A S R e RIS, I TR AN (R B R T
RE, NIERI 2L R EIR T s fe it =
YR L SRS . (AR, SR 5
5 R MM =3 AR AL RNSCLCHH P 7 7,
M B8 VR B AR R 25 AL [35]. FE MR
b, —IESHEIT RS FEAR T, A T R4
BT . ML I SR b, dE—Purs T
R 8 40 MR A S H 2 T RFE 2 EGFR-TKIsfif 24 ) 5¢
A SR ER[36].

EGFR-TKIsi#E ANSCLC &Py, i 41 i i
Tob e i B G P LA ) 2 RS, AT R ST R
G AR R . SFp 5 T R H  Fr i & 1)
JTERERE IR I LR R A w2, 7 A
KIEWERIR R, BB H FIENSCLCH 24 & 2 W
S {553 B B TR A e, AR S RS S Il
B, 9K EENSCLCHH 8 40 i 1) % T EGFR-TKIs
TBIT R I T AL B9 58 BEAil .

4 iEjiz'ﬂ%iﬁ{?éﬂﬁ'—?ﬁ E/) CHBERHEEGFR-TKIs
fif22

RV BAL 28— A A SRR 4L, @itk

i
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A5 i Y 8 R 25 4 T SO SR I Y 3 TR SRR 1R B
A H AT LI [37]. R AL AL S0 T
DNAE(DNAAM K& H ) AT 1 (DNA H EE 4L 5l
HE A O HEAT 4 5 R4 V0 N B RRAE 4
Mr, R AL (S B2 YL e 40 M 4 1 A2 i iy i
PO 2 —, 75 IR I R AR e R v R 4% B
(AR R, 3 T DLVE 9 i g8 0 985 78 1) T TIOEE R F 2R
Vit EM[13]. S8 RN EAE = HLH (WDNA
A, B ABmEe. EmMIBRNAR R
Wik, PERT L CEMD ) BRI
JE BN B, 5 R 20 A 2 R R R 4 R A i
Ji IR IO B S A G, RS o MR O AR R R R oG DA
K IR IR 7 TR 24 1 7 A RN T A, B [ X 2R LAz
R R VE T I S B [37,38] . WAL IE L I i
BRI ZRIE . HI R Ui A5 5l i 55 =R e i R 4
HIv6I7 « — T Fi 4 7~ JE 8% 1 EGFR-TKIsI 24 4L
#l: EGFRIEFAYNM A EL HHBEARES.
53 WATGF B 248 S5 il AH OC Jl 21 24 48 i 175 3 ey 0
i, SLIE R A 2 M RAEA X OBML
it 40 1) 7R AT R I AL T T E M EGFREIA, wff
fii 4] 4 B Pk 52 6P EGFR A ) 77 R U A%, AR B
I YOI B N TE N 2552 LB SR m& [39]. fEEGFRR
BRINSCLCH, 54 fImSC i AL ALl I NSUN2/
YBX1/QSOX 15/ T 1 X & JE & Je 1t o U5 1 fii
24401, BT m7GHHPE R HLEHIE METTL 1/
WDR4-SCLT1-NF- x Bl ] LLF 25 i 6% Je
Mif Z5PE[41]. AT LR B ik 2 WE AL 2H 24 BF 50 (1R IR
N ML IE A 0 1) 75 L 108 4 ph O 3% B o 1 OK B0 1)
EGFR-TKIs/if Z5 /L1 77 T e B 8 1y, oK ¥
T RNSCLCE A MR M ¥aIT I 25 mT ge i . 7E 78
53 R B AL MR A I F R, NS T8 A
FEWAAE (1) 2454 5 B [r) SRAR 24 AH 45 6 W [RI AF FH 3 o
PINSCLCIT R P& IREGFR-TKIsii 24544, It AR
NSCLCIX i E A 5 R 2H 52 2 M ) g

M2, BRUWBREERFOLENSCLCEH
EGFR-TKIsHY 25 Hh & #% 1 EE/EH, i DNA
HEEAL . 2R B S e 6 S A A R AL A 5
5T I B R R RS B DU, S EGFR-TKIsHE
FYAJTNSCLCHIIT 38, BT RMAAH A, FATAT
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PLUIRHUNSCLC &35 72 18 FH EGFR-TKIs AT $E [7] V647
TEFE R AL A OG5 B IR L 4G & B R R A
FRAE, IEFAEMREMZ (WEGFR-TKIs) F1ZRM
AL AL AN SR YT -

5 EARAFSIFARABEEGFR-TKIs
[RE5]

EAMAEGIR W EEARE, LAIhhe
AT, B8 AR S5 A DI RE BT 7S A B T
] B A i fE AR R EOR B SR T CWINSCLCHE [7) 245 i
29 oLl mEARAR —MAEY. —RAH
B — /N M ) B R 2 BT R A I A T, MY
AN TR SR MRSHA R, VAR
WA PR AE R ) B A 4 [42]. B A T4 AL
EASUE VST SN VI R T A = P OE S
fE, WRFEARKSEN. RIEKTF. BEE B
RE EARSEM RS FZEMEER, Bx
E A S A A S A R [43]. B A2k
WM (i minIy) RAEZL, XHRH)
TR R 5 i 245 75 0 () 7D 22 S i 24 4 DG 2E AR
WAL T K YE[44). HEEUE A R4 T
B S T 305 e R 24 S 245 14 A D% )9 A AR M bR
Y, B EREARAE TR RERERTER
EA . ZREARMEEEN L, 28R
JHIRE R R R, R IR 25 W6 T T 2 R L
il DGR [45]. — Mk, B AR B AL A R ER
CFtit, B FIKEARSE) AU AT LT 8 1 1)
SR, SRBUKIESREANERT, W] LA H 5
IR PE S B IR AE . TR AL 2 EAZ AR W f & LI
EAEM T Nz —, SRR LB A mT LAY
EARME, & ARG N 2k DL 4 18] B
1B, Z5MMEHE. /30 P8 TS G 3, @it
W T 5 S U R M AENSCLC I EGFR-TKIs
I I R R4S B EAE I [46]. Zhen  Wang®s Al
IR B B A SRR 5 AR R A LA R Y2
I 3 Z 5NSCLCX A B Bt 25 WPTK 78 H, JF
FH AT 8 A i 20 2 AR HE PTK 7 /A BAE R
NDRG1, IFESZfENSCLCHH Y HPTK7-NDRG 1%}
B B JE T 25 10 A [44] . b Ak, BRAE AL
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ST B I 28 FH 1O R A IR T 3R AT 1 T 3R 1R S &
B, R U 9 R AN AR e 7 S T RE B S AL
#[47]. b, ZDHHC11/ 5 AXLEAAEBEL AT i
IR A B R R Y, B REGFR R A UNSCLC
BHEP RGBT 251 [48]. SR EAH,
B A 2E T LA 22 R IA I mRNAZ 5 H 11
MEARRREAN. B&EENERD, HHER
RAE T B R AL S WO AB G, 52 T i R 4 e i AT
No AERNE AR A OE AR 28 (MS)
CUR N LA [RI R AR 1) 2 [ 53R X Rk 7K1 J
B R AP EE TR, wit—5% ek
NSCLCHE [ i 2 (1) ¢ 515 5 18 #% % 0 4y TR A
S5 i, A R S i A0 1) ) 2 10 A T 24
1A A& [16,43]

6 fLisHF S MARAAFEZEEGFR-TKIs
miZ5

ARUFZH 22 0 A= A AR P A R LR S A A e
1T RGPV AL — T B 4R, HAhan TR F AR
RIBFAARR, & RS  E ZEH A 7 [49]. AR
W2 FE RIS & (<1.5kDa) WM
. SRR, . AR K. JEFARER
& RS TRERPEN T OREd RS SEr
WA (B255%) 2R, AL e |
S R AR B R T R AR I — R A 50
FERPIRIRIE T2 A, AT 5 2 38 A A W 4 2 T A4 ) e g
S0 7= A A T S R 20 P 2 2 S AR,
FHooE A B RE S MR OE (0 AU = g AR g b, B
i g 38 5 o T AL [S 1] AR 2H 2 3 Bl i A
PRy RN SE T AAAEARFFEA MR . PEAKFIR
TS R R A RS I 2 S AR SRS SR B R
¥ U5 5 10 B A A L AR M2 W 5 70U AR s A 1
Hr{t[50,52]. FEEGFR-TKIsZEAMNEIEN T, s 4
HLA T3 R AR () IR A 5 e AR A L A, A
SR A RIS R, A7 BRI . AR T e g
FEL, bR 4 AR PR AU S O IR B LR, AR
M. R B R AW SE R , EAR E g
FEHE FCAENSCLC H % EGFR-TKIsI 24§11 ) 23 ¥ b
RAEZEBEERIER[S3]. &F, HEIN- LB
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10f & RN A FIN4- £, Bk B 4217 >R F2 e PRI B el
AR R I E A4, NS s HYgmFE AR
AR . IR B4R S EGFR-TKISIN 245 2> T AL [54]
E S B TR AU AH G T 24 LA PRI FE ARG LD, ok
H 22 [ (1) — Dt 723 i 8 AR 2, fKFENSCLC
B H EGFR-TKIsiif 24 838 AU R A (14 1f 2R AR 1513
PIXT, R IR . BRI R = R
17K AR AR S 1T DL X 43 SRV 245 S5 [55] A%
B, TR 4 2 M EGFR-TKIsI 2 (1) i
Fio AT XINSCLCACH 5 P B MR, 7T DLIZ
P V8 7 1 o0 B AR I B EORE AT, MR R A
Pk, N v RRAE VAT TR 25 BRI T 0 R

7 Hith4AF 53E/HBRAhEEGFR-TKIs
(RE5]

HE AWK RME TIRZHR G, W
UL B, SR PSR A
22, ONE— P FANSCLCHIEGFR-TKIs#E [A] ¥4
T AR KN 245 53 AL B 7 2R Al . A B R
RIECMNEHSITEL, §EEZHZHTI
3, a4 AT SR 2 Fh B A S K 4 A s ) E A
PIE [ 15]. [FIRF,  FRAH 20 57 25 6 23 (B) 40 2
FoAR, A LLR AT RAE o AR RE, R4
F 48 7 g S e R IR SR B A AR A, A B T
TEVE RETE BRI 25 e R IR RIS [ 16]. BRibZ Ak, XFF
0 /I 200 it e M LUK BORE ARSI S, EATCT
AR A, RE L ARHE U EGFREE ] 1) R
A, NHAE KGN TR, A
B TE RIS I 715561 28 T HoAth 21 2 AR S it Z5 ML |
IRFFT, BT HE LMY AT AR FERNER, &
IR FEFIIGIE -

8 ZAF5IE/MMAAEPEEGFR-TKIs
[RE5]

NSCLCHJEGFR-TKIs# [m] 76 97 i 24 /& 2 [H 2
S EMRE, A —H R R AR XA SR T
TR T 2300 . R 2 H 5 o W B R B )
BOFERA, A, RWBEA . BEERAMR
U S 2H S A, B SO IR A B A () s 2
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[ R R BR AL SR SR IR, $Z EGFR-TKIST 24 1) £ /2 2%
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