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[ 2] e A KN T4k (epidermal growth factor receptor, EGFR ) ZR7AF AR/ Nl ( non-small cell
lung cancer, NSCLC ) & ZEGFRI& 2R #1157 ( EGER tyrosine kinase inhibitors, EGFR-TKIs ) , UNi59EF e K1)
RITIE . Hh i R oy A S AR A AR 2, BRI . EGFR-TKIsI 2495 Je Z R, HRTXH G
AE4mAYRNA ( long non-coding RNA, IncRNA ) 7EEGFR-TKIsfiif 2 H (7 R A1 2 H b . AR B 7EXFIncRNAs7ENSCLC
EGFR-TKIsfiif 24 H i R ¥ 3E SR 1T 125348
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[ Abstract ] Most non-small cell lung cancer patients with active epidermal growth factor receptor (EGFR) muta-
tion will eventually acquire drug resistant to EGFR tyrosine kinase inhibitors, such as gefitinib, resulting in disease progression,
which involves a variety of complex mechanisms. Up to now, the molecular mechanisms of long non-coding RNAs mediated

EGFR-TKIs resistance remains poorly understood. This review aims to outline the current state of information on IncRNAs
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and progress on its role in EGFR-TKIs resistance in non-small cell lung cancer.
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AE/N it ( non-small cell lung cancer, NSCLC )

AWTEZ M DAEFARBIHIH (No.2017J025 ) #iH)

VEF B . 102600 b, HEHBERFERE 2 BEBE RS XN R (24
W) 5 130012 KA, MR I 12 B ok AR AR g B A 9 i 200 A A
Yt E (Fu, KBk ) GEIIER : T, E-mail: yhzhlyy@126.

com )

29 o8 i A 0 e s 491 ) 8S %, AL WA 32 1 ZH 44
AY: MRdE (lung adenocarcinoma, LAD ) FI§IR 21 M 9
( squamous cell carcinoma, SCC ) o 20044E{ENSCLCHE#H
HE K IR LA AK I F 5244 (epidermal growth factor

receptor, EGFR ) 7%, BARKZIA 10% 1 & R I

BAEM L, AR K ZH0% 1 EGFRIEAE 1) i X EGFRI¥
FFRVAIE 177 ( EGER tyrosine kinase inhibitors, EGFR-
TKIs ) WEIEEJE (erlotinib ) FIFFIERJE ( gefitinib ) A
J7 U . EGFR-TKIsI L AR KW & T NSCLCE & 1)
GRS, SRR A 7 U - E AEIRYT 101 )1 -16
MR RS RIS I PE, SBURREREE .
—SUEGFR-TKIsTH 25 (U HLHI C £ 4% W], 4c-MET

P 1 . PIK3CAZRZY . EGFR“gatekeeper”s&7E (T790M )
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BRAFZEZAL | NE-xBIGfb /NN B i i 4 AL 45, (HJ2A0 AT
K 2930% 19955 191 HLEGFR-TKIs it 24 i AL 1] 2 AN 85 28 1Y) o
Rl il SR BN, 7E SR 4 SR A D
I A=, KaEIE4AYRNA (long non-coding RNAs,
IncRNAs ) XF I 1 & A= Ak S0 HAT 58 H 1) EE 224
FH o BROR B 2 B 58 R4 13K W IncRNAs 2 5y NSCLC
W& AEPERE . I, WRAWFSEIncRNASI T RE A [ B
NSCLCHIA Y=L TFRE T st , IR ER
BT T BORAE TR R AT AR . BT ERR O A
IncRNAs, WHOTAIRP!, MEG3PB!, CCAT1MEEZENSCLC
fe g7 24 v & 4R . {HJENSCLC EGFR-TKIsifi 25 H
IncRNAsI1) FRIA B FITELE M DIRETI R SR AR AN . ASCE
45 IncRNASTENSCLC EGFR-TKIsIli 24 H A IF 5T ki .

1 LncRNAsHY AR E ML F{EFAHLE

LncRNAsH K K F200 nt ( nucleotides ) , #ilt.= 5
BAEARMGEES, WS 5ZREYER, fimxY
@RI . Al RS AiEarisiE .
JERUN . IR A AR, H T E 2P % E 1Y IncRNAs i
30,0005, {HZEAUA 1% IncRNAs [ L BEBEAF 5T

LncRNAs 4 JAE S iy 78 20 10 P 19 5 5 DR Y
Z BN IncRNAsTE FAL @R, A 1@ dH5FDNA
HJLEE RS T3 M ZH 2R B i B, Wpolycomb repressive
complex PRC2fiThistone H3 lysine 9 ( H3K9 ) HILFEALNG A
FERESEIRIVE R . BEAh, IncRNAsI F B St mT LA
TR AR RS A AL GBI LT, BN IncRNASs
£ ﬁzﬁﬁj:TitEfﬁ'iﬂcis—%ﬂtrans—actingﬁjﬁ] o cis-acting
IncRNAs 3= S T ATHY e AL L 9 R Rk, T
trans-acting IncRNAs# T5 ZE A 7 A7 s N 3Rk . H T
X P IncRNAs 4 /F FH B AR i A 56 4 Bl B WY . — 26 m]
RERIBLI CUAEARZA EE 1, TR IRNA-DNA IR, Jlid
RNAZEFRGIDNA, A% 1 IncRNAs B R ad tA E%
AR AR, AT AT AR 5 AR i e s I8 . A2 ]
TN ER . UL R S ESS

JiL 5T Inc RN As T 5 #1195 B FIm RN AR £ 5E 1L
AT R O X B AR A T R . AT S —
ASHEBI 1 TN RE 2 AE N SE PN U RN As ( competing
endogenous RNAs, ceRNAs ) 45 A I BT R S
miRNAs, 1E N “miRNA sponges”{%ilt)il O RNAsAHE 5] -
X—IhRE S MR LA . Aol . ZREMESEIRZ A
ARG, MeAh, A S N B T R B HE

( open reading frames, ORFs ) HJIncRNAs EBEMS 1k BHIFE
A WS R NR I

i FIncRNAsIELRSFE, BATT AT ZEAS [R] K -3 1
ANE LI AT BE R Rah . 7EFE SRKF, IncRNAs— 7 [
AT LA e s R 1R 2 P45 6, B S RNA PIIAH
HAEHVAT R 5% o 73— )7 THIncRNAs L A /24 ceRNA
WEILNEE S, AN, IncRNAsIA A 55 57 R 1805 11
itg, 7T LA DNAJE i — B85 45 14 5 e 0 35 [R] Ay o o
TERE 57K, IncRNAsT 19 pre-mRNAs Y IEFEPE BT 4
i3 5 miRNAsH BAE FH 2 I mRNA #1% . IncRNAsA]
5 mRNAJE B AGERNA, S mRNAM RS, HAl g
Y10 BN AE G B RN AT T mRNAE S5 Th e . 76 W5t
FEVTIKF-, IncRNAsTEHIDNAR AL (52005 3+ CpG
BREAL) |, WATHEREM (P, Wiz R
1) o IncRNAsit ] 5 YL 8 BB i 55 W 28 & 45 g 6 5
I SR F R K AR A

FEMIRE 0 R R R FR T, IncRNAsBERE & FE (L #F
Vet Re = A HIVE R . #EpS3. NF«B. PI3K/AKTH—
SR A DG Y H 5 Sl T, IncRNAs AR {55 90k
AR . NG . Rk R S, A
{55 0 F R MRS S IR SO fE . pS3fEs
W N A KEMIncRNAsS H, —SInRNASHEE H
SR T pS3F B MIFE M, B UNpS3HE I & DN A 473 i)
15 FLinc-RoRF 1A, Linc-RoRJA 8l H &5 —LesF i1
pS3LE AL AT 5 pS3H A B M pS3 A 1% . NE-xBf
SRR E G RAE . T2 ME S B UIA DG, NF-«B-
HAFIncRNA ( NF-kB-interacting IncRNA, NKILA ) 7ENF-xB
55 P Y E ] . NF«B FiINKILAZ %X . NKILA
N ENE-«BE G EAER, BHIEIKKS | & () IkBHERR L,
HINE-«BIGE AL . EPI3K/AKT{E S %7, IncRNAs[H
R 36 o 1) 15 -3 B S TR B o R AR O VE R . (A
HEMJE, NE-kBEAKTHRN #F. HIL, ARTHIZEH
IncRNAsTER-FIAR 25 I NF-«B A I PE

2 LncRNAs5NSCLC

HHMH—2, IncRNAstH A] 534 )5 IncRN As 1R
HilncRNAs., ZENSCLCH & fUFEMALAT1 ( metastasis-
associated lung adenocarcinoma transcript 1) /. CCAT2

( colon cancer-associated transcript 2 ) . HOTAIR (HOX
. IGFBP4-1 ( insulin-like
TFPI2AS1 ( TFPI2

transcript antisense intergenic RNA )

growth factor binding protein 4-1) (1%
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FYantisense transcript) ] LINCO00152M21 BLACAT1
('bladder cancer associated transcript 1 ) [/ LINC00968!'* |
FAM83H-AS1 ( FAM83H antisense RNAL ) US55, 55 A
AK126698 . MEG3 ( maternally expressed gene 3 ) . GAS6-
AS1 ( growth-arrest-specific gene 6 antisense 1 RNA ) .
BANCR ( BRAF activated non-coding RNA ) , RP11-713B9.1
( TSLC1HYantisense transcript ) 16l GASS ( growth arrest-

specific transcript § ) 1718145
2.1 J5IncRNAs FNSCLC CCAT2/ENSCLCJLHIJELAD
HEg 2RIk, I CCAT2i 2 TCF7L24 5 1% 5k i
MYC, miR-17-5p. miR-20a#ik, HEiRwWntfS5imTE, it
HEAHMITERS . HOTAIRIE i #155PRC2 ( polycomb repressive
complex 2 ) ol F A Y AR i 2 A R g . wI2E R
TP 2 UF A HOTAIRIE 3 57 1 p2 1 38 314 {2 7F 4 g 6 1~ Fn
G /G IR, A FNSCLCHEE XM . 1inc00673
TENSCLCAH A ik FIRIF S E L5 A TNM - 1
AR AR FH ML AT fiE S 1inc006733 1 5 miR-150-5pAf]
HAEMIAEVEH T ERZ IR B4 4k ( epithelial mesenchymal
transition, EMT ) JKHEAE N ZEB1E #ENSCLCHEJfE 2,
IncRNA NEAT1 ( nuclear enriched abundant transcript 1)
TENSCLCH ZUEA 3Rk B2 ERIF 5 & A R
J& IEAR SR>3 A B miR-377-3p ( MIMAT0000730 )
SNEATUHEAE . S 4 1 75 4 X HYE2F3 ( E2F
transcription factor 3 ) #5747 21 5F I miR-377-3p [A] Y37
R, AIREEmiR-377-3p AR LR 24, NEAT 13# 1 974 15 miR-
377-3p/E2F3fIfENSCLCHF i i A #E B SEAE ] . Ik4h, Li
ERIIFSE R, IncRNA-NEAT 15 miR-181a-SpAH HAE
miR-181a-Sp MBS EHMGB2, 7ENSCLCHIncRNA-
NEAT15miR-181a-Sp3a 4P/ H FHMGB2ES . WuRe)
% PRIncRNA-NEAT 15 hsa-mir-98-SpAH H A, TMihsa-mir-
98-SpHy I EL I JEMAPK6 . il fi TIEFINEAT1/has-mir-98-5p/
MAPK6/ENSCLCHEJE H [FIFF A A 2 AEH . X IncRNA-
NEAT1RFSE 78338 T IncRNAsIFF FIRL ) 52 2 b
AKAT K2 1 IR T BERALRS
2.2 APl IncRNAs 55NSCLC  AK126698 (1 #ik K F-7E
NSCLCZHZ P R EFAR, I H-5 i /i 23 A
FL7 Axinl . [-catenin | c—myc%l]cyclin D1J/&Wnt/ p-catenin
i 3 Y EE B R o S R I AK 126698 FZD8
( Frizzled-8, —~Wnt/p-cateninf 5} 21K )
ﬁ—catenin%:zl‘jj—l:‘ﬂa, Axinl fllE-cadherin#é ik FiH, MW
43R NSCLC B M AR T 19 RIS MEG3TE 2 Fif
b rh ik T, e iR b . FENSCLCHMEG3 (K

FIBW R A AP R, AT RS2 T MEG3 L&
KNP EpS3F IR R 1 . GAS6-AS1FRIKFFHLA B T
NSCLC#FEB, R ANSCLCH i Ebrik . HALHI T G
WK FGAS6FEIN . GAS6HE:AxI/Sky)—ANHLIA ., GAS6/
AxUe: 2 Fh R 2 28 5 B T b 75 1 . BANCRTENSCLC/R
i MhEE A A b KRR 5 A e B R R 1 B AR AR
[ A 5B, AL AT BEPS JLEMT . NSCLCHJRE 4141
HlncRNA-TUGL ( taurine-upregulated gene 1) ik i ZEfF
T B 5 B A . WA s L bR o AR AR DGR
CELF1 ( CUGBP and Elav-like family member 1 ) &7 TUGI
T AEEIER . TUGT RNAE 13454 CELFS 3 T IX 1Y
PRC2 1 J# 5 CELF1&A 7ENSCLCHE R H A5 E ] -

2.3 AWEEESIER 20164F, Zequn®EBHr T A
28 K2 M it 57 440 D 2 B IncRNA FImRNA R ik 1, &
T B ZEA 3131 LncRNAs 252 P mRNAs 2 57 £ ik .
/E\:EF'anRNA TATDN1 ( Homo sapiens TatDDNase domain
containing 1 ) AJ e T Wnt/ B—catenin%ﬂPBK/Akt/ mTORfHE
53 [ 1] B-catenin Al EzrinfE IR & & . (REMFEF
RN o XaS5 BRI 2B 1 i Bt g8 41 2L A IncRN A
mRNAR KNI, kM EF R MIncRNAsIEST2,4205%
VEB 2N T 2425 55 28 i [ # W IncRNAs, 4371 E
A LOC100132354FMIL A RPLPOP2, TR B4R,
B 3K N In e RN As P TR AIE T8 A Bl T ) BH i J 96 1)
KA R SENL] . Zhang F B AGIN S5 A 1 il Bt 9is 2 2L 1)
LncRNAK A TSI M IESE 1 22 57 ik B i 2 AU LncRNA
ZXFIRABIGY . AREW], IifaH 2 LncRNA ZXF15R
INACERE TR, JFH S MRk A5 . R
NSy S

3 LncRNAs5NSCLC EGFR-TKIsT 24

LncRNAsTEH 1] 24 Py i 245 v (0 4/ FHAE — 6 i 1)
W C AT B . W 9 ) Sunitinib iy 25597 R 1Y)
sorafeniblif 2450371, A F L FEIncRNASTENSCLC
EGFR-TKIsilif 24 H (830 7
3.1 FIFAEYIE B2 9 HiincRNAs 55 NSCLC EGFR-
TKIsMf 25/ R BEE A YE B FHOR M UL R,
(2T EAONPIR R NS & S 3 TNE 3 /3
M IncRNAZR K . MaZEB)AGEO ( Gene Expression
Omnibus ) FH PR3 T3 EHRAE, 532 gefitinib
it 25 /{1 GSE34228, erlotiniblif 25 ) GSE38310, crizotinib
5 X-3761 25 ) GSE49508 . A ] Fifi J5 43 BT 13X 34~k 4
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M IncRNAZ A TE . GSE34228 184k /0 B B s 1144
IncRNAsFR LR H, HH 59 IncRNAsE L FIE, 554~
IncRNAs# ik N . GSE38310f02rHr&h M, 7EER3
AP 43 IncRNAsFRIE K, 73 A 45 IncRNAsHE
IREHAET1S27E P o A9 IncRNAsTE2 M 3 1k
A, 131 IncRNAsFKIL T /34T GSE49508 1 45 5 i
/N, TEPE-1066ft 25 F1X-3761f 25 (A H3 122208 1 43 31145 51
MncRNAs 1107 IncRNAsF A K . HH19MncRNAs
ik B 18N IncRNAsKRIL T, VE# xSk
T IncRNAsH ZEHC T _E A CASCOF T I A EWAST1
(LINC00227 ) YERMFENS:, HPearsontl X REGHA S
ZIRIRME I G B ( protein-coding genes, PCGs ) o
4RI, CASCOILFIRMIPCGs T B 5k ffthniis . &
FI-DNAFHEAER . /MARARE | SN . HI R ST RE
A K. LINC00277 LK MIPCGs £ H S 5 HE B R L1
WL EALSS . RERNE, HENCASCOMILINC00277
Al e 5 X EEPCGsHH A AT EGFR-TKIsTiH 2

75 5 R M IncRNAs ] LU by ¥ 4% EGFR-TKIsfii 25
I BEERE R, Cheng® )3T T EGFR-TKIsHUR Y PCOF
i 25 B PCO/ R I8 20 J FIncRNAZE TR, R - # 2)
H:A4722,587 M ncRNAs 117,479 mRNAs % ik, H
1,731 ncRNAsH12,349 > mRNAsTEPC/RAN it Hh ik |
¥, 2,936 IncRNAsH11,307 " mRNAsFEPCY/RAN il H %
KT A 699 KL R 5 Y s A T K. GO4y
LT I w2 N e w1 UK AW BRI |

MINAL 5y . AL G5, TR A 3 260 57 R
HHRGKE .« WM LR 1454 % . Pathway

SIMTEERRW], BRI AR W RRNAZ .
fitiIA . spliceosomeSF 19555 5 i . T A MG sk A F- 8L
WD TR IR . AEAE DU R IR | legionellosis5517
AR T I o X N T B R T G A S
FETEBGFR-TKIsMY 25 Fp A 5 5 SR . AR FifS R IR T-
qPCRTILIRIIE T 4MncRNAs ( H19, BC200, MALATI ,

HOTAIR ) (35, LUIEM]IX2IncRNAsH] fE/E NEGFR-
TKIs{R YT A TERE Ao X iy 58 e 1 AR 2
JE7R o B FIIncRNAs H] LAY 5 &R 0w 1 28 11 4 B 55 D] 9 3%
k. VE# & B _E R 1 1IncRNA-BC087858 T — A~ 5 J#iE
R IEAH A FOX % 53¢ [ F R L A FOXC1 ( forkhead box
protein C1) B FOXC1 W] LA & 41| E-cadherin ik 175
SEMT, (et R MiRZe. FOXCIRYA B AT LIFE
EGF/ERK ( epidermal growth factor/extracellular signal-related
kinase ) {5 5 il MU ) K AR HEIIBCO878 58 W] fiE

i I EMT#EEGFR-TKIsTi 25 H &K #/EH o L H WlincRNA-
RP11-15H7.2{ FCITED2/i, 1M CITED2j&— > 5¥hE
ARG SR -, R RE ST 245 AH DG R,
IncRNA-RP11-15H7.2t8 7] REAE EGFR-TKIsfiif 2 H1 & 44 4F
Mo
LncRNAsH TRNAM BT | FaE . BmFER,

DR I 2 11 4 A RN A s Fllinc RN As (19 3 2 15 230 ] DA Sz ke
IncRNAsHJ I AE . XueS5 2] H GEO B K 5 GSE49644
%uGSEém89*’3LTBﬂiFﬂﬁ1”’5|§’JlncRNAs mRNAsHE %

RTREVE M 2% . AT Y850 AT T mRNAMIIncRNAFR

ik, Jﬁ%ﬁﬁ%ﬁ%ﬁﬁ%ﬁﬁm/\lnc}mzxsﬁl%|
mRNAs, H 10 IncRNAsHI49 M mRNAsFE L R, 2
MncRNAsFIS4 1 mRNAsFR A I, Goéj\ﬁﬁ/%i_%%i
FIR M mRNAs 32295 I — 26 55 9 R AH O 1 {5 538 i
WNPI3K-Akt. pS3. VEGE. Hippoififif. Fik/iras
LA 32 IncRNAsHIS 1 mRNAsH HHT5, Hh
HECHAE A £ COL1IAL, COL27A1., BMPR2%, 1
HHHE M T X EIncRNAsHImRNAs 5 fifi i B & il )5
B SEME, K7 mRNAsHI8 N IncRNAs 5 # ) 4E
AL, 2% IncRNA-mRNA 5 i 25 i3 BE A 56 . Hop
IncRNA ( NR_028502.1/NR_028505.1 ) -MIR22HG
( MIR22 host gene ) 591 mRNAsHLF 5, T RELET 24
o R EIRHCVE T, 15 Il e R85 G 4l R TS A O o
IncRNA ( NR _030725.1/NR_030726.1 ) -RCC1 ( regulator of
chromosome condensation 1 ) 511" "mRNAs3LZR ik, AJHE
PRHFTN 2, 5l B AR 25 A G . XA 2
ZAAE T A HEPRIncRN As FIr HA i oA D) BB 4n e o i &
I RE TR microRNATTER AT EMES:

WuZE I HT T 5% gefitinibi 25 [ HCC827-8-1HIZEAR

HAIHCC827 A IncRNAZ 1K1, KA 1,476 M IncRNAs
(7034~ 3, 7734~ F 18 ) F11,026 7 mRNAs ( 5167~ 1
WL SR ) FiBKM, KA mRNAs 2171 57 7
WAL A M A Z AR LS 55, W R BIKEGG pathways
FEEBMDPUE R UHRIE . Rk O LR %
£ Ko YEH BT AT 51IncRNAsHEF K A mRNAs Tl il %
BRI IncRNAsIIVERT . 45 R F B X 2IncRNAs F Z7E
R, CEERR A T IRIRACH . N-RWEY & S F ik
B RAE . X WE5E A 45 R IR A9 EGFR-TKIs
R 25 ML TR Z 5 R, VEE EA ) lncRNA-TF
(‘transcription factors ) MZ& T, ik T4 SCHEIEIA .
E2F4. E2F1. uSF1, TFAP2C. ‘EA1A] REXEEGFR-TKIsilH
A R SAE N, (HARYRELGE
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3.2 LIS IncRNASTENSCLC EGFR-TKIsIE 25 H (94
Y241 11438 B IncRNAs 5 NSCLCTi 25 R BF5T 2 58 £ T
FASEAL T 25 TR 25032840450 47 KelncRNAsTEEGFR-TKIs
i 245 Hh VR T ISR 4GE i AN 2 D

LncRNA-UCA1 (urothelial cancer-associated 1) 54
FROPRT: . HE5H . ARSI Z5AHOC0 . Cheng®F B lffi 5 1
NSCLCH'IncRNA UCA17EEGFR-TKIs$ A3 M 25 v i 1
Fo 8553, gefitinibifif 25 PCO/RAH 19754 il i) 35
IKUCAL. AHI ) gefitinib JRAFEMT 25 FINSCLCH % UCAL
mRNARIL W EWGhIE S B E A RBUSMG, #—
A 14 53 B & BRI A JC PR AUAETE T A T790M 5 78 1Y
NSCLCH o VEH #E— il AR N AP SIS0 UE 13X —
K. Western blotFI R 2HAv S ug 25 2B, UCAlH
pEGFR, pAKT. pERK. pmTORZFIAIEMISE, TIERUCAL
FIXFEMTAHE I E-cadherin 2 1A 58 , vimentin., Snail |
N-cadherin# A 55. H, UCA1W il i3 15 fLAKT/
mTORFIERKGH 1% FIEMTHE # gefitinibif 24

EL 1B IncRNA BC0878587E gefitinibifif 24 INSCLCHH
Murp Ikl PanfE W RGN T AN [FINSCLCAH fi FTEGFR-
TKIsit 24 4 it 983 41 21 1 IncRNA BC087858FF1k, K FL
#1715 IncRNA BC087858[NSCLCHR# il 2% . (HAF1:
B, BRI AR DG 3 R AR AE T790M R A B
PERINSCLCH# . K4hsiRNA-BC087858%5 L fitfif i s
T790M5E 7% BAME I NSCLCI 24 4 Jifd % gefitinib AT M4 £
PRI T AR . MLIRIBFFE 25 SRR, BC087858HE
%ML PR Snail MZEB1R AL EMT, WABHE S LM
pEGFR. pAKT. pERK#ik{E{LPI3K/AKTFIMEK/ERK(H
S, M SFEGFR-TKIsH 24

Wang %5 4150 H7 T X gefitinib i 2 [ P CO-RAH il 155
A IncRNAZ KIS Z A 1 22 53 . 25 R EKHIPVTL,
H19, MIR31HG., BOK-ASI, CBR3-ASI. LincRNA-p212%
SRk, JLHJEPVT1, MIR31HG. LincRNA-p217Efif 24
NP 22 FEL #5YesiRNA-MIR31HGFPCO-RAH i X}
gefitinib A USRI IL o AN T3 5 2 38 - 4 e 9
Bﬂ?ﬁ??’fGOEﬂ/Gl,ﬂ;ﬁ o Western blot%5 3£, MIR31HGHE 1
i Ep-EGFR, p-PI3K. p-AKT. p-Mdm-27iki%{LEGFR/
PI3K/AKT{F 538 I 1 gefitinibifif 25 7 & #EVE

Q/I\E,%HE/:JLHCRNA, GASS (growth arrest—specific
transcript § ) HEHE FEM 2 2L FIRBEAR, IF 5K
IR IR . IRk . BRI TNMA IAH DG . Dong S s
A 1 F K GASSHENS 31 AS49Z1 i X gefitinibii 2, X &
SR F i # K GASSflip-EGFR, p-ERK, p-Akt, p-IGE-

IR (insulin-like growth factor 1 receptor ) IR TR
AHHGE B — A5 RR AR AR P S R 1 AR S S
MR, XX TR BAELNRSEL. Al
1AB—IncRNA SNHG12 ( small nucleolar RNA host gene
12) TENSCLCZ AT 2 b R FEAE T . VE# K BLSNHG12
TENSCLCHH L & A LH A b i %35 . UIEKSNHG12
A 3 A E T NS CLC A Y X cisplatin
paclitaxel . gefitinib ROt 2l . E—E TR, SNHGI12
UiEkE T I miR-181af il MAPK I FIMAP2K1R3E, T3
MAPK/Slugifl B#E ] o %W FE A I 22 AbFE TR P 52
AL T SNHG12 % cisplatiniG 7 AT VE M . S ITWu
L1204 3 gefitinib i} 24 411 i HH LINC00635-001 7 ik . Ui
FRLINC00635-001 315 X il 24 [ HCC827-8- 141 ifd ™ A= 5
i, {HRIncRNATER Flgefitinibih FELEA BRFIVET, 7T
T AR AR S Tt 245 241 X6} gefitinib A RECERAME:

B3R X% IncRNAsTEEGFR-TKIsiif 24 o 1/ F A58 41
1B 2R 0 16 22 526 15 IncRNAs I #4  IncRNA -5 mRNAE,
M I RB WS WG BF 0B Bkt AT, T2l
K 1) S 5 e e AL A 5 iR 0B I LA U o 3 AT D A
B THEARSRAFAMERE Z A8, IncRNASIAELR 1T g
() Z AP S ARSR ISk T E R IBEAEL . Spongei
2 & IncRNAs A I 22 8007 20, 3 il At 2 52
55 B AT 25 ) B IncRNAs I VE FBIL],  (HJE ceRN AT D0
IRAE XTI A miRNAFIInc RN A F|— 5 £ B I 4 58 K A7AE
FHo R 75230 33 Northern blotAIFISHEE: 82 B1F BH AT T 2%
() miRNAFIIncRNA 5 B MK A, X TCEE iR
ZAFEBE I IncRNASHE IR . 7350, KREHIIIncRNASHS 7>
AT, I IncRNAsT5E PR AR (1 3808 1 R4 A4 3L
FEMERA T, XMTEHITRNA pull down . TG
N2 X B ) IR S 0 . MRS Bl AR WA B AR
KA, IncRNASAHOC I SIE A RS o3, 1
X IncRNAs TN 45 5t 2 BNy, M o] DAEARR 1Y
WS RIS 7]

4 EFESRE

16 H TG RIGYT P NSCLC EGFR-TKIsTH 25475 &7
B RO R, PR SY EGFR-TKIsHYIN 245 #L 1]
FHAMA TR 250 F BB X EE . JESSRNAMN K
BN SEEGFR-TKIs Y TR 25 8241 17 0 S B% ,  [m] s 58
MR A B 5T 2% T 2 AL 75 4% BB . IncRNAsE R
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