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[ Abstract ]

world at present, with the greatest threat to residents’ life and health, while about 85% of lung cancer are non—small cell lung

Lung cancer, as one of malignant tumors, has the fastest increase of morbidity and mortality all of the

cancer. Recent studies showed that, first-line treatment involved EGFR-TKIs is obviously better than double chemotherapy
involved platinum for improving objective remission rate and lengthening progression—free survival in non—small cell lung cancer
patients with mutation of EGFR, but patients occurred acquired drug—resistance of EGFR-TKIs inevitably after using EGFR-
TKIs for a certain period, which may affect the therapeutic effect and result in progression of disease. Recent studies confirmed
that, microRNAs may affect the sensitivity to EGFR-TKIs in patients with non—-small cell lung cancer. This paper mainly
reviewed the acquired drug—resistance mechanism of EGFR-TKIs and its relation with microRNAs in patients with non—small cell
lung cancer, to provide a reference for developing the new generation of EGFR-TKIs and taking microRNAs as diagnostic and
prognostic biomarker.
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iR 2 A TR R A REE ST T A B ) H 5 AR
FAUN 18% Aidi, 2 85% Wlitsia AR/ N ( non—small
cell lung cancer, NSCLC ) (2] o BRAEKFETFZAR (epidermal
growth factor receptor, EGFR) 3t [FlJ& NSCLC {5z # W, 1 3K 5
WMz —o WG, FF1E EGFR B K 5845 (i NSCLC & # 4L
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Ht (5 36 [E) NSCLC 8 % BB 38.1% . B, EGFR &
FRAZH NSCLC 3 B BEIR T 25 W) R MR K IN 732 (AR IR
TR LM 177 (epidermal growth factor receptor—tyrosine kinase
inhibitors, EGFR-TKIs) , JL /£ 48 & % WL 2% fift % (objective
remission rate, ORR ) M fit K Jo 3k J& A= 17 1) ( progression—free
survival, PFS) J7 WAL T & X0UBAL 7O % ), (Efdi
EGFR-TKIs J& Y7 — Bt 18] 5 B # 2x t RA T 25, DA FR
ML AR AR SR R e . B, A BB EGFR-
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TKIs Wit 5L, LI &8 0 24590 % 5 ik EGFR-TKIs A9 ifi
/I RNAs (miRNAs ) & — 254K B 20~24 4> 5 55 19
Ak i Bk RNA 43, LS 550 RNA (mRNA) 193/ -
UTR 2545 1 & 70 15 55 53 5 SE TR 33k AE T . mRNA 1 A~
3’ -UTR ] L 514 2 miRNA A AER], R 1 FF miRNA A7
BER M Z 0 miRNAs, [ miRNAs M 5% 1 24E 9045 Boh 42 4=
FEAPIE L. AR, miRNAs O WEIFSES 5 I 241
&R JE, X miRNAs I FIRY7 I de 4t Tl ek, A
W EBLER T NSCLC % EGFR-TKIs 35459 M: i 24 HL 11 Kz He
5 miRNAs &R IER, M LB —18 EGFR-TKIs K f
miRNAs 1E°4 NSCLC B2 Wi i 105 2 10 24 P0dn 4 44t
2%,
1 EGFR &R Z5H15——EGFR ERE %
1.1 T790M 7% ¥ 45 it, 50%~60% H) NSCLC H & 17 1F
EGFR 3£ 20 4M 2 F 19 & FERR A7 B 790 A H 87 20 R LR 757 4
FRIT T790M 2845 '© | A I T790M Z€45 & NSCLC £8 % 5t Il
(FRAPERT 25 ML . PR T K ) FR B R B, T790M 5
g kAs , SEES IR, JEMFHLIESE —f% EGFR-TKIs 4
B e (gefitinib ) FIJLIEHEJE (erlotinib ) 5 ATP 2565
Ah, T790M ZEAR R BN T =R T CATP) MZEM Iy, M
I EGFR-TKIs 945 A I om0k 70 HATA 25 ) 18
5% EGFR-TKIs VA Y7 Hi 2 75 £7 45 T790M 5 A 1) fit 8 41 it i
KI, TT90M ZEAEETT IAFAEF EGFR-TKIs J&J7HT, WAL
F EGFR P 301 ) ph it 24 240 A & Js ifi Al
12 C797S 287F  EGFR L[ 20 4h T4 5 59748 C797S 24
~ 4t EGFR-TKIs % % VL1 EGFR R #ifit 25 WLl 00, 45 =
{8 EGFR-TKIs it 5 EGFR 797- PR @RI M 45 &1 &
VEBUMRAER, 5 C797S RAE (797- P B ik vk 3wk 22 4 R
BUR) ATREAR Fhah A fE 1, INIMTFEAIE EGFR-TKIs A7 AR
IR 20 0 RS, BRI PEEJE (osimertinib ) A,
C797S FEAR A A S HA S =A% EGFR-TKIs Ti2h, U sissje
(‘olmutinib ) (i . rociletinib (2] FAFLEEE (nazartinib) "7
CHABON % 21 S 14557 rociletinib JGY7 0 43 91 fili 555 1 3% %
B, AL LB (O 2%) BE 5 T790M X (78R [A) 254 3 (K]
1) KA €797S RAER K, % HBIEAR T 452 WP e iGIT
F i SR 3 (229%~40% ) . PIOTROWSKA %5 ') BF5¢ 30,
12 fil#5% rociletinib Y& Y7 MR B # JC— 0 & 2E CT97S 2848,
BLHH C797S 2878 5 rociletinib M 25 LA SC A T REYERS N, 1
WIFHEEM], BPGE JE F rociletinib BT 25 LI 7T BEAEAE—
2% 5. PIOTROWSKA % "' 454 Guardant Health 304 FE 43 #7
T 614 C797S 2875 i il s FB & AR A, Horp SR ( oy
84% ) B/ —F 5 C797S RARILAFMT25#LH ({24 ECFR
Prs 20 4] (5 48%) . MET 474 10 %1 ( /5 16% ) . BRAF
V60OE 3 1] ( 15 5% ) . PIK3CA K259 (5 15% ) ) ; A,
C797S AT LIAEA R D i AT Z2 i, PRI, C797S R4
EAEI T 25 B S 2 ot 8 28 1 T EGFR 3k X 28 A5 it 245 11
STk, NIEDERST 25 V') $EAT A SMIFFEIESS, F7AE C797S
HT790M Sz 30 ZEAE (A8 A [l S0 3L 8 ) 9 b X 45 =48
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EGFR-TKIs BATMH 51, (AXT5E—1 EGFR-TKIs BE A5 =48
EGFR-TKIs JAJ7 UK.
1.3 HAhZ U EGFR &£48 % WL EGFR %€ 72 % BT & EGFR
AN 10%~18%, FF i 20 4B T4 A, 52878 S7681 .,
G719X K& 1.861Q 4L A%, (1) 20 #h & F 9l A2 fod Wiy 5
UL EGFR 28748, /T NSCLC B3 B 1.5%~2.5%, 29
EGFR 3t 28745 (1 10% (1%-~17%) "', 5% W1 20 41 &
FHA R A LEAA VI69_D770insASV . D770_N771insNPG .
D770_N771insSVD., H773_V774insH # A763_Y764insFQEA,
H B A763_Y764insFQEA 41, K Z %k 20 &) 1 F 4 A 58 25 4
AN 5 EGFR-TKIs it 256 X, (2) HL4li 20 4b 7 i 28748
S7681 25,5 EGFR JERZATHY 1%, JEUCH UL 20 4B T548,
HOEH AR T A5 P, YANG %' X LUX-Lung 2.
LUX-Lung 3 &% LUX-Lung 6 73 #7 & B, 8 il ff: S7681 %8 7% 1)
i g5 S5 3 X BTV 2R JE (afatinib ) A W, (HHH 7 il =
G (5 H1 L AF GTI9X 548, 2 il 3 /7 L858R = 4% ) .
(3) 18 MR T 5574 G719X [ EGFR & 24511 39%~4%,
G719X ZE748 X EGFR-TKIs HUz% 1 1Y 52 Mz {1k T T790M 28 it
KA, PR AT RERR N G i AL C B S BRI S
AT 5 AR R ML &, 5 T790M A8 MLk, 18
SN T IS R F AL PRS B (6.3 AL 1114 H ) 7
(4) 21 HME T 55878 1.861Q 2 /5 EGFR 287511 2%, 1.861Q
SAFA] FEEE—X EGFR-TKIs it 25, {HXF4E =18 EGFR-TKIs
WA e . BVEE e UER.
2 EGFR JE4R B 2551 1
2.1 S SR S
2.1.1 METEH P8 BEEOFE R, EREZRITN
NSCLC M #% Hh MET % K 9 38 % {0 i 2%~4% "', FEAF7E
EGFR 3 X 58748 () EGFR-TKIs 3 1514 i 25 Jili i 18 & vh MET
B 5 5%~22% """ . ENGELMAN % ") fF 5y 0,
FEXT 5 AR T8 BURR ) Jii i A L R HCC827 h, MET R 41
TR AR B AR K I F3Z2 4k 3 (ERBB3) 16 1 i PI3K/
Akt S8, X7 AR e A A T 26 . NANJO %5 12
PEAT ARSI SE SR F WY, MET #0057 a0 5 e B2 J8. ( crizotinib )
Al PL4R E H1975 (EGFR-L858R/T790M %€ 4% ) Al HCC827ER
(EGFR [ 19 b 7Bt 2 fo-Met §7 18 ) 40 g 28 %5F A A 6
EGFR-TKIs ({npTyLE e ) Mfusitt. cou 4 ' prse sk,
7%~39% [T 24 i i % MET L[4 191 T790M 225277
CHABON %5 "' fFgy 6], MET B:[H 414 n] e 5 W7 5 g
rociletinib FRAFPETH 2519 NSCLC # 3 hIksh AR B K IR T52
K2 (ERBB2) ¥ B8 EGFR C797S 24837
2.1.2 HER2 ¥4}, 287%  HER2 J& ERBB % 51, Hy
YIS T JC EGFR T790M 225 [Y NSCLC f# % EGFR-TKIs
BRI PR 25, EGFR-TKIs RAFPEMY 245 5 b HER2 ¥4 %
2915 13% ") . PLANCHARD % " #F58 K ¥, T790M 2875 &
FXT R PTR R 1T 25 5 HER2 971845 5¢, 878 HER2 i &
5 T4 =48 EGFR-TKIs HITHZ5HLH . TAKEZAWA 45 2 J5¢
RI, FERIEEFRHITIEO T, RA/NTHE RNA (siRNAs)
4 HER2 w] BH 7% JC EGFR T790M %€ 7% ) PC-9, HCC827 .
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H3255 4il il 2345, CHUANG %5 " BRI R, 1%~2% (¥ fili
Ji i fBE A7 AE HER2 LRI AR, 1Z BB AR 5 W T4
P I R R R, HLAE 20 4TI A YVMA (p.A775
G776insYVMA ) J5 528 PI3K—-Akt Fl MEK-ERK " i BRI .
2.1.3 a4 K AT Chepatocyte growth factor, HGF ) iF
Fik  MET 5HE A HGF 256806 N iF PIBK-Akt {554l &
EGFR-TKIs JETT 38 SRAF MR 25 19 55 — ALl s bbAh, HGF ik m]
EIHEE MET §788 177 % i EGFR Flgk EGFR-TKIs SR
MET £ Z 1fii 3¢ EGFR-TKIs $k73 k125 >
214 BEBERENAEKFET 12 (IGF-1R) MG RS E
FAKE T (IGF) {558 # h Ak (SR | IGF-1,
IGF-2) | &Mk (g 5 R Z &, IGF-1R., IGF-2R ) FI B
BEREARKKE TS AEA (insulin-like growth factor binding
proteins, IGFBPs) 3 & 73 41 i, IGF-1R ¥k /& EGFR %k
PG EGFR K 248 1 i 20 i 22 % 355 AR B Je = A ARk
ifit 25 (4 55— FP AL . 24 IGF-1R BRSBTS 5, WA 5 F i
PI3K-Akt-mTOR i@ % 1 RAS-RAF-MEK-ERK/MAPK 18 [ i#4
W, BRSSO A SR T Y IGF-1R A+ %
(19175 E 525 EGFR-TKIs 2419 FHBE, CORTOT 4
G R BT AFSE R, LAY IGF-1R #5305 EGFR %& [ 5878
NSCLC 4Ly PI3K-Akt S B M35 7 )2 (dacomitinib )
PAFHENH 25, 4278 IGF-1R 3435 5 EGFR-TKIs JRAFMEH 2545 56
B IGF-1R 4P, 1GFBP3 25T EGFR-TKIs (kA5 T2y,
YAMAOKA 45 PV BF 52 %1, 75 PC-9 40 & ' IGFBP3 /K F
RREER T OIGE AEWITE M, HETTEOE IGF-1R, SB0LE
S
2.1.5 AXL & AXL J& — F 52 4% B 520 B2 I B8 (receptor
tyrosine kinase, RTK) , H&3i5k5 EGFR-TKIs UnJEi% e
RVEH 254 5. ZHANG % 2 BFF %8, 35 ] EGFR-TKIs
it 25 NSCLC & h 7 41 (5 20% ) 7778 AXL & £k, Hp
2 1 453 EGFR T790M 7% ; 1E rociletinib M 251 H1975 4
JfLZR O 3] AXL 0S8 H A B - [ BTEAL (epithelial-
mesenchymal transition, EMT ) , i AXL 3% vl 9k 2 40
X rociletinib FHUEIE. KIM %8 1 HFFEI0K, EGFR-TKIs fit
2L AT AR 5 AXL RNA B8 F B R A 6, M5t an
AXL 28785 AXL ¥4 ) T, BT, AXL AR EEDSET,
FAE FLA AXL T (00 22 0 2 B 57 (S49076, R E
( cabozantinib ) , ASLAN002, MGCD265, MGCD516) K fd
35 NSCLC 75 4 ) Z2 RS2 v AXL DRI BGB324 ),
2.1.6 %] 4E 40 it A= K 52 4R 1 (fibroblast growth factor
receptor 1, FGFR1) ¥"3% FGFR1 J&—Fh 5 41 Jd 3G 58 A OC 1Y
B4t A RTK. PE40E, Wik 40 i i 3% b FGFR1 9734 &
207 19%, 2 4% BBV B JR i 25 NSCLC B 3 1778 Jay bk
FGFR1 438 % ¥ SfiliAf L, Btk 40 i FOFR1 5
FIRHH I KIM % Y SRS A B, FGFR1
B2 TRREEE . WP ARG, £ PC-9 4l (B
LRI 2G ) Fil HCC4006 ZifE ( BPYER Rt 25 ) 1, FGFRI
PR FCR2 %, HLx ST 24 20 i 22 %) FGFR 41 il 77 4
PD173074 ., BPi#s)E (axitinib ) . BGJ398 K.

2.2 FUEE T R S

22.1 RAS-RAF-MEK-MAPK i #% 5 & ¥ 3% MAPK il j& &
VRO 5 g R 2 [ OG5 2R 1 A9 RAS (KRAS. NRAS I
HRAS) . RAF (ARAF, BRAF Fl CRAF) [ MEK1/2 345 5¢,
KRAS %878 §J"1# J BRAF, NRAS. MEKI %8 28 9 iA g 245 =
R EGFR-TKIs ( QI TGEJE ) HARHEMZ5HIHLE "> 7' . KRAS
A ALHE G12S, GI2A, GI2D, Q61H, G12D K AL46T ™ 7!
EBERLEIN %5 1 JEAT A1 AT 5045 5 R, NRAS 24541
5 NRAS 4% SL5878 (i E63K 5875 ) Fl NRAS £ DB,
H NSCLC Tif 2520 225 MEK #0750 01 7] 35822 ( selumetinib )
B4 EGFR-TKIs 3897 AU, HO % ' Bfss 20, Tt 25400
Z Xt BRAF M FESSIEJE (encorafenib ) SR PGE R BESIA
JPRCHUES, BRAF V60O 28 7% 52 W P 5 J& AR A5 M it 245 1% 7] fig
BLEL. 1AM, PLANCHARD 25 10 JEA709 T HAIG PR IR 50 45 5L 6
7N, BEAESESZIGIT MR 321697 BRAF VO0OE €2 #1k:
NSCLC BE BRI X BRAF 15715 MEK #0794 %
T $232 1) 2 A

2.2.2  PI3K-Akt-mTOR 38 #5515 . PIK3CA €48 F1 PTEN
B PI3K-Akt—-mTOR 38 B AL VR A A 4G | B E R 4 il i
SRR R AR T EEAE . YIP RS RI, 509%-~70% 1
EGFR-TKIs K151 25 NSCLC B4 77 7E PI3K-Akt—-mTOR il
6 SO S WAL Ak 35k . JACOBSEN 45 2 BF5EiiESE
PI3K-Akt-mTOR 3 i #% 23 5 30 EGFR-TKIs 3815 1 fiif 24 ;
UEAh, Akt ISR A EGFR Pl R0 6 £/ EGFR 3%
PRI 245 1Y) NSCLC. Tt 24585 28 (14 fit g £ 4 B R il AR PRASA0 il
FOXO1/3A RymEmR 1k

JE 9 BE F PIBKCA & PI3K A fEALE 5L, PIK3CA 28453
w55 il g P A EGFR Fl KRAS 828 4E 47, PIK3CA 2675 &
S TG S S, AR TR U Ak, (R B RE A0 At 3 g A
. BRAEWIIEERM, 5% nH:32 5% — M EGFR-TKIs 677 1Y
NSCLC % R A3 PE i 25 55 PIK3CA 7484 5%, H PIK3CA %
75 55 T790M ZE sl 447 1Y . CHABON 45 2 ff gy %], A
PI3KCA 275 5 H A AL ] T BUW rociletinib i 2578 5, 43 fi
rociletinib M 25 & 5 01 (5 12% ) ZBLHFD PIK3CA LK
275 (E545K Fl E542K )

PTEN X} PI3K-Akt-mTOR 3@ Bk G A5 1A, Hodik
AL B B RS AN T, AT Ak FT EGFR PR
TS EGFR K 2828 i X I i Br e i 25, 7 AR 8 Je
24 PC-9 2N ZH, PTEN (K155 Akt BRI A e
23 i 5RM A
23.1 EMT EMT J& LA I {2 3% 2k Fl a0 8 @i o BRI i —
PR R, REERBON LR AR L T 4y
38 T 4 M N 4 S . EMT 3005 55 NSCLC % EGFR-
TKIs 3515 HE it 2545 3. BUONATO %5 1 ST 1AM E R
B, EMT 78 X3 B35 Je it 25 4 HCC827 4ijif & A1 HCC4006 4f
M Z PR IR, HAl EGFR R %78 () NSCLC 4 75k
e R U A, HR FH MEK 01 1 70 7 26 5 J2 1Ak 24 41 i
Al DLW EMT 3508 40 o % EGFR #1051 R U8, 4278 MEK 1)
il 770 AT REA Bh T 42 EMT F 200 EGFR-TKIs FRAS VL1 24 .
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MAHMOOD % ') 5f 57 % 1, EGFR FI EMT )G 85 (1356 ik 44
IS MR HUE AR RA X, $28 EMT Al/E R e HE bR 9
232 /NAIMEEEAL EGFR 3 B 28725 1 il i g i /)N 240 e il o
(SCLC ) #6428 21N 5 WL 1Y EGFR-TKIs fiif 25811 ,
HAE 39%~14% 1) EGFR-TKIs FRAG 1 i 25 58 2 16 A6 P il 4G
F L LEE 45 N F LN AL R0 T 21 I EGFR
FE R 8 AE 1Y NSCLC #54k >k SCLC W3, L HFEAH EGFR %
A8 i) EGFR-TKIs 7157k ffit 25 NSCLC 1 SCLC % HA7 I [A]
MISERERIE, HIEk 22 54 EGFR-TKIs JRY 7T C £ AE, @
JFULER Rb Fl p53 1 SCLC &1k Mt B i mh 8 WL, Hak At
BRAE NSCLC FHARY Befi n URg 51, $7R PPAS Il B i) Rb 1
pS3UIRZS (4 Rb 28748 A p53 B ) AT Hi EGFR-TKIs it 24
JE ¥ SCLC ¥k, L1477 BRge W1, TR JETH 245 SCLC
ALY NSCLC B35 RIRTE4E p53. PTEN 1 PIK3CA 2845,
3 miRNAs 5 EGFR-TKIs fit 25148y % &
3.1 miRNAs 5 EMT ) 5¢ & ZHONG % ' WF 5% 45 3
7%, miRNA-30c Fl miRNA-544a 1 22 3k o F 4 E- 45 %54
F1 I 1 U 7B 42 3 EMT, KITAMURA 25 77 B 5% %
., miRNA-134, miRNA-487b M miRNA-23a A fit # EMT,
5 SRR A0 M T AR R 2, i LA miRNA AT
il EMT, @A KT B1 (TGF-B1) 75 NSCLC
X AERR R TR 25, KIM 45 BFgE 2 B, #0 miRNA-1246
1 miRNA-1290 A] [ [k NSCLC & & EMT 45 & 9 19 3 ik
YAMASHITA % U #F 5% & 3, miRNA-221 Fl miRNA-222 ji
if TRPS1 L ZEB2 (EMT i3 3EH ) i & #EBURAIEH,
I ] miRNA-221 Fl miRNA-222 A B {Ik NSCLC 41 jifl {7 22
AE A7, LEE % 52 BR3¢ & B0, miRNA—147 3 28 875 40 i 5 22
FEEE I TCF- B 175509 EMT, i3 in CDH1 Fik
BEAR ZEB1 223K MK 2 41 % EGFR-TKIs B98USNE; 1b4h,
CRIPTO1 #3515 EGFR JEPH 28245 /) NSCLC BB % L&
JeTH 2y, iR miRNA-205 Al i #F CRIPTO1 i &3k, ¥
SRC A1 ZEB1, #Fififedk EMT. GAROFALO %5 "5 W5t % 51,
PKC- & . SRC il Dicer AL G Akt MifE i L8 et 2y,
i miRNA-103 £ miRNA-203 #] #l ] Akt 235, W8/ A Bidn
YIT A R A0 A AR ek, AT R o AR JE T
2, FORB TR, miRNA-181b-5p VE Ky — il 64 Syss 3t
, ALEEIEAY TGF-B 1 M-S EMT, miRNA-92a i i #5
NSCLC 1y PI3K-Akt-mTOR 3@ 41155 EMT 5
32 miRNAs 5 MET /) 56 & GAROFALO % ' #f 5% &
B, miRNA-30b fil miRNA-30c R] fi¢ #F EGFR Fll MET " 1%,
dl Ay T, {2UE NSCLC gt AR e it 25 whsh,
miRNA-221 Fl miRNA-222 %k H. A5 I 8 EMT 7€ 4k, & 7]
{2 #F EGFR Al MET & 1%, 40 i 9% = i ¥ 3% Bl F (apoptotic
protease activating factor—1, APAF-1 ), A& ¥E NSCLC B & %
AR R 2, #2780 miRNA-221, miRNA-222, miRNA-
30c T MET #1550 0T LAV NSCLC B3 %) 5 AR JE it 24
ACUNZO %5 PV BF 5% % 3, miRNA-27a A 3@ i1 T 4 Sprouty2
Mi$2 5 MET F1 EGFR R [ 3R1k, E a4 M4t 15 MET 1
EGFR, ZHEN % ™7 B 9% % i, miRNA-200a 0] il 3 K 3
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EGFR 1 MET T %0 5 BT 25, ZHOU 45 8 Bk
miRNA-34a £ 5 {E R R T 25 40 2 ( HCC827 F1 PC-9 4l R )

FRA AR B & B, miRNA-34a i3 3 1538 i #0 5) MET ifij 1) i

2R R AR B TS, LUO %5 7 4347 MET I miRNA—
449a T A ML P, miRNA-449a flE321K(%) NSCLC 414 MET
3k, miRNA-449a =351 NSCLC U2 MET Lk,
ACUNZO % ' Bff5% miRNA—130a 7E R RAEH T -1
FER (tumor necrosis factor—related apoptosis inducing ligand
TRAIL) TG R PSRBT EZ I, i3 FRKIER miRNA-130a
AL AL PG MET KM NSCLC 4IAH TRAIL i 25
3.3 miRNAs 5 PTEN (% KITAMURA % ') SEf7 11440
WL, miRNA-134 Fl miRNA-487b BRI S EMT 4b, &
Al LA R M) MAGI2, $0 EGFR-TKIs ZRAG R 24, i
miRNA-134 Fl miRNA-487b F]3:E{ NSCLC 4 PTEN f2E
PR . BT miRNA-155 $E [ 4080 B 715 554 S
F 1 (suppressor of cytokine signaling 1, SOCS1) &, Jf
IR Akt R PTEN & #0014 B k&
B, miRNA-21 i Rl s Ak, ERK Al PTEN &
TS NSCLC Xf EGFR-TKIs ( In#AE% 8 ) 2y, Ieuk
NSCLC 4l 45 .
4 INEEREZE

EGFR-TKIs 3 15 14 it 24 #L i i &2 2% P 25 NSCLC 8 %
K EGFR-TKIs Ja 7 K #k ik, Hui 2 & 4% 5 = EGFR-
TKIs H] T NSCLC J 3% —ZI697 A iesfi e . 5 DUt EGFR-
TKIs (U1 EAI001 Al EAI045) IEAERF &, Ho5 76 28 s
( cetuximab ) A N FHAF 57 B 78 20 B A/ B 260 v J ol
AR miRNAs 3 35 057K [FME 538 #5172 5 EGFR-TKIs
PARMEM 25, Hoh il EGFR-TKIs i 25 F15% § EGFR-TKIs
fit 25 9 miRNAs fff NSCLC & & K 1 ] EGFR-TKIs & J7 i
JTTHE, {H miRNAs 5 EGFR-TKIs 375V 24 i B 6 & i
KoeeMW], AfrE—LHRER
5% K
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