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Treatment of Non-small Cell Lung Cancer
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Abstract ; Lung cancer is a common malignant tumor and the major cause of cancer death world-
wide. Long non-coding RNA  (IncRNA) is the RNA with at least 200 nucleotides in length. Evi-
dence shows that a variety of IncRNAs can promote or inhibit tumor development and progression
in the non-small cell lung cancer. Due to their fundamental role in regulating gene expression and
involvement in biological mechanisms underlying the tumorigenesis,IncRNAs are expected to be
novel tissue or blood cancer biomarkers. In this review,we focus on the roles of IncRNAs in
NSCLC,and discuss their potential clinical application as diagnostic and prognostic markers and
as therapeutic targets.
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(non-small cell lung cancer,NSCLC, £ (& 80%)Fl /)
4] Jia Jili %5 (small cell lung cancer,SCLC, 24 Y 20%)
NSCLC % Joi AL 1% 5 7 08 e {2 /s | 5 T oo A= ) 2
RE P 9 0 IR S i s S — 2H ELAT R 2 i PR AN A= ) 5
FEPE B AN [ EAR B T B A R Z M 248 |,
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ANHUBRH S W R R = 094697 25 9 (A0 DL 4R 2
filf ) & 2 B e W NSCLC F8 & AN BRARUIG R 25 S ) &
BHNR, ETEANME, E4IS RNA (non coding
RNA ,ncRNA) 7 NSCLC 297 W 5¢ h 43 i %5 5 22 A
0, 1%y T A5 NSCLC B & s LI A7 56, i HLib
S IR T AROR . AR LR F B H 1Y R A4S IncRNA
TEAR/NA R it s 1297 b B AE R B

1 LncRNA W4 S f0 4 ¥ 451

ENCODE it H i 57 i /n RS A L8 (<3%) 1)
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NEEL I TE i B 26 1 5T, T 87.3% 4 NS HE A 7E ]
W s BRI, neRNA AR A A7 R 580 25 11 J5 4
T IIRE , B 7 A PR SEAY 45 % ncRNA (housekeeping-
ncRNAs) F19# 55 -ncRNA (regulatory-ncRNAs) , R &
HARBE, P15 -ncRNA Bt — 2734 sncRNA (small
non-coding RNAs, ¥ J&<200nt ) #1 IncRNA (long non-
coding RNAs, & 200nt~100kb), B # & 6 /)
RNA (micro RNAs) . #%17/) RNA (small nucleolar
RNAs) ./IN53F T4 RNA (small interfering RNAs ) Fll
/IZ RNA(small nuclear RNAs)5 1M Ji7 & 09 & U v
AR, WAV RV IncRNA EZH 5 Flgiz
7P A (DFR A 5 2 A 356 A1 PP 0 5] 352 A AR 22 I, T
) e ncRNA; QWA 4385 174 Y Ik HE IS &
It QARG RNA 13 5% SEVE s @4B T i & 1 T
HRIRTE B neRNA ; O JE B F 148 A o AR 4 3k A
{28 IncRNA 7320 3 BT B A ] IncRNA (2 [A]
M IncRNA FlZ 3 IncRNA , LncRNAs £ 5 ZF0 4= ¥)
Dihe, X LD eSS 4 FhE I fE4 519 H8 R
SRR, AL IncRNAs 25 Z Fh 5 1 i %
EIE )i IPUR I

2 LncRNA 7 NSCLC By £ 1h &k

LncRNAs 1 i & A= o R 1 Z Tl A )2 DI E
Kt 988 45 5 IneRNA (cancer-associated IncRNAs)
AR TR B HAE 2 D RE AN 0T BIL R AR FE X 1 e ik
R R CEZ, MR —H IncRNA (tumour-
suppressor IncRNAs ) 4 ifF 58 $& ik — A~ 45 58 i & A=
A S L A 3 A LA R Ry 3R B AR A T IR 24
YLt — A0 6 LR AT 28 NSCLC HISEHY
IncRNA , I3 HAE NSCLC 297 H il R R
2.1 EJ& IncRNA

i 8 e A I e 32 22 b AR ) o o R S A O
T, TE Y L O DR A T R R DR R R T
NSCLC #y %t R JE A AN B S B 3k R A f 2 i
AR R R SRR HOE E NI o T A
PLH h P 18 G AR, A SR EED IncRNA
43 NEUE IncRNA  (onco-IncRNAs) FHlJE IncRNA
(tumour-suppressor IncRNAs ) , Jifi li 9 5% 7 AH 5 K - 1
(metastasis-associated lung adenocarcinoma transcript

1,MALAT1) . %5 % 9 AH X % 5% F 2 (colon cancer-as-
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sociated transcript 2,CCAT2) HOX & A % 5 3 A
[A] RNA (HOX antisense intergenic RNA ,HOTAIR) .
AK126698 Soxt2 . DLX6-AS1 H19 SCALI1 452 8 3k
BT FA RS ML UE NSCLC HE K B AIIRZE,
2.1.1  MALATI 5 NSCLC

MALATI %55 NEAT2 (nuclear-enriched tran-
seript 2), J&— ST R/N N 8.7kb g BE AR ST Y
IncRNA, ‘B0 T 11q13.1, B2—MEEEE
Ao R RNA, MALATI fEf% 5 —28 mRNA 5 4%
DA WA B B 1 BY 45 mRINA Fi A F1E 45
FLAH M5 A Je SP G By 2 10 1, LR R Rk
FEAS 7] 41 e 25 75 0 40 i JR) B 9 BB 4 4 o G A

MALATI &5 — A8 UF 52 0] DLl 5 NSCLC #%
1 IncRNA . A BFFEIESE MALATL 5l 3 i g 1
AR B AR B AR TR R > T
FE 1Y i B 2 MALATI 7E 55 40 Ml b () 2 % 3R A &
FOAS TN B 5 5 B U, SO0l i PR R e Gk X BEF
FLUESE MALAT1 25 NSCLC ik |, H %k fE
g 5 A Sy — TR e g 2 5 LA i B T T R A

MALAT1 #3E S /& NSCLC fIiZ2Wiks i), We-
ber 55 M7E 45 > NSCLC FEA CR 52 1980 1 25 4>
A b I A AR B A1 JE I A I MALATT 235 7K, b
& MALAT1 B A AW br &9 09 & SRR AL 4 .
5 AR B, AR 05 F N FRE SR . UL,
MALATI 7] LLAE A NSCLC #AE 9112 Wit s i) . 9%
117 A7 7 T A AN AT R ahE 1) i« DBl = sk | A AT
VB 9 %5 Bh A 75 4 5 M B 93 55 1 6595 1) MALAT1 &
RACE SRR A T 35 22 5, R R AR X 7
T 5 Z 2 W0 (8

AN ,MALAT1 # iR NSCLC A9 A R il ., Tee
ARG i o MALATL 088 25 55 9 4 4 2 1 26 1
FEALRE JMID1A 375 5 40 3 B8 F14=2 28 . Schmidt 451
IE 52 MALATI 3% [ g g Bk B4 6E % B 7E o 5. 10
NSCLC 2 37 09 A= £ Tl Je 2 8, HLJm 98 Ok 52
MALATI MR IKHE/R 5 #25 . Shen 5 B R
MALATY 11 2% 35 7K - fili 95 40 A J 7 7% F8 3 e 2
FIK(P<0.001), 2= 36 97 fili 468 1 4 3% () VS AR AT 0
2.1.2 CCAT2 #= DLX6-AS1 5 NSCLC

CCAT2 & — A% 5k F K/ 034kb 19 5 #
IncRNA #5869, o F 4 ik 8q24.21 38, Qiu 551
WF 5% % Bl CCAT2 7£ NSCLC 45 51 2 Jili B 9% (lung



adenocarcinoma, LAD)H i £ ik | siRNA 5 5 CCAT2
JAE AT R RSN NSCLC 4 R B AR, (H)2
FLARDCHLRIAAT 2N W B B . R, Ling 55 'C &801F
S CCAT2 fig g3 o 7% 5 K 7 54 2(transcrip-
tion factor 7-like 2, TCF7L2) & [K £ 5 %) &% 5% I 1
MYC miR-17-5p fil miR-20a # %3k, fbk CCAT2 #
FIRAAEHAY miR-17-5p il miR-20a, REGZ I & 411 il
YT RS , CCAT2 Al TCF7L.2 AZHRAE NS i 25 1458 Wit
I I, CCAT2 76 NSCLC Al i 2 3 35 A7)
IRAR R AEVE T (R ) AL AT 5 2 — 2B T

CCAT2 753k T NSCLC, & H s Ae 1Y Ak Wiz
Fr&¥ ., CCAT2 5 MALAT1 By 3 % X i 2 HAYAE
LAD #8335 , M MALATI 75 Jifi B 88 Atk b 5z 240 i
J# (squamous cell carcinoma,SCC)3 & & ik i,
CCAT2 J& —Fl il 5] LAD F1 SCC 37 24 A= 9 s ik
Y. Qiu ZFMHFSTUESE CCAT2 3 Al M BT (CEA )
AT DLHE U AR, L 45 A BE 8
NSCLC #k &5 8 . SR 1M1, CCAT2 ASREAE itk [0 45
BRI ST A YIAR B

ARRLER 2, L A5t & B — o B JE 15 Inc RN A
FKk 2 & DLX6-AS1(DLX6 antisense RNA 1), % 53¢
KR 5.8kb, i T YL A4k 7q21.3, HAE ifi i 98 41 41
AR IE H A4 W] ) iR 3R 3K (P=0.05) , flu A ] A B 5T
i R HL R IR KT 5 4 8150 A0 R TNM 43 41 %% U 4
X, R, 452 DLX6-AS1 7] 62 5 fili i 8 14 42 28 A
R, HMAEREME KEGG (Kyoto Encyclopedia of
Genesand Genomes) i # 73 #7 i 75 IncRNA DLX6-
AS1 2l i JAK/STAT {5 538 % & $54ie 37F 41 g 14 5
AR B TRE .
2.1.3 HOTAIR #= AK126698 5 NSCLC

HOTAIR J2&—FF it HOXC i PR 8 336 5% 55 1 4
4 2.2kb 19 IncRNA™, B4 T4 4k 12q13.13, /&
55—k 5 R e AR AH C I Ine RNA  HL 3 3 9]
ik i 2 & 1K 2 (polycomb repressive complex 2,
PRC2)FH G (& K T HEAR 2E 4 i b ogg 1 1 Je 8 Ik o,
HOTAIR .2 5417697 J5 19 NSCLC 21 it 25, i
HIWFFE i 7~ HOTAIR M8 3R 35 5414 LAD 4f g
B RO AE G . ZE AR AN HOTAIR 76 W40 it 25 1
A549/DDP 4l it Z2 #5518 AS49 4 & 43k, fi bR
HOTAIR 7] LATK & AS549/DDP 4 fits 2 ot i 41 i) 4 J&
P FEVRPY ,HOTAIR #8235 1] LT 8 LAD 204U

AU i HiE , HOTAIR 5 PRC(polycomb re-
press complex) F1 LSD1/CoREST/REST #H H./EH , &
Wi DNA Z5 G 8 F 8 B R 3Rk, RW AL DB
R i ge 400 5 R R WML AL AR R Sk
H:F51 2 (enhancer of zeste homolog 2,EZH2) /& £ #i
EEAMHEZ A 2 (polycomb repress complex 2,
PRC2) A% 51 22 20 U 43, H3E ik 20 2 1 3 Ak i)
BESEVEI , p21 2 —Fl DNA i) pS3 8 p53 H %
TR AT S 04 2 R S 2RO P il ) 4 1 2 HO-
TAIR ) FIEHE A . Cao 5 W5 /R il 4 siRNA i
T EZH2 FRUTTE ,p21 RIE/KFAE NSCLC 44 il 5
HBH S Th i, B HOTAIR it 5 PRC2 A1 H.AEH
AT p21 MFRiE, K, HOTAIR 75 LAD X Jii
BTN 245 110 98 ML 2 38 2o B2 ) p21 3K 375 5 41 A U
T Gy/Gy 4 JE 4= 3

IEAM , IncRNA AK126698 EL 4 #1iE 52 5 NSCLC
B AT 2540 56 . AK126698 , H K B 4 3.826kb,
FEAE T /N2 WF9E & B AK126698 3 ik /K F 5
Wnt {5538 #% 19 & A OG, 4n NKD2 #il FZD8™,
B-catenin 8 F A ANUAT BT NSCLC g 2E ml, 1 H.
fREHERH 252 ONKD2 5 DVL 454 7T LA B-catenin
HERIR AR N R 4 P AR AS49 RBR AK126698
B S 1K NKD2 235 F{E #F B-catenin ik, I,
AK126698 figfE 1875 NSCLC & X425, HO-
TAIR F1 AK126698 ¥4 25 NSCLC 8 # X 41 1) 25
YIHEPT, L EATRE NSCLC W 7E IR T LS
2.1.4 Sox2ot 5 NSCLC

Sox2ot (Sox2 overlapping transcript) A& — #f fi; F
etk 3q26.33 1Y IncRNA , Ho 5% 5 7Kl 3.5kb,
A S 48 T bR A R, Sox2ot TE iR Y
fEADANTE R, AT A8 2 8 o B SR £k SOX2 I
OCT4 Fik/KF-5 5 il A 5L AR A K 1k
A FEPIRRAZE NSCLC 4HfiR 3 (HCC827 A1 SKMES-1),
Sox2ot FEFE E AP UFSLRERS 5] K& G/M I, 411 i
HEA S W FE A B G, Sox2o0t FRIKAKF- T &
i 3 A il 6 R 40 A g A A B R 3 O, JR TR
NSCLC i # 2 (P=0.0053) ™',
2.1.5 HI19 5 NSCLC

H19 J2& —Ff i A7 SF 18 AC W5 B 300 9 R PR H19
A IncRNA 7 FY AR 11p15.5, 7 st FRE N
2.3kb, IncRNA H19 i 7 J& i RNA 450 11 5% 5%,
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FHARINE | 5 Wk R Ak A0 P 1 45 0 A 3 B 2 4 i
JE R4 H19 A 3R s K AT 4, — 264t
2 H19 76 IR i 4L ZUR I (4245 NSCLC) H i
JiE A e AR R IR R A ZUh i gk, L HL9
O 8 W E S5 76 NSCLC 0 85% B0 1E F b & 4 ¢ B AR
FHS S 052 1 A8 R W 4 oy 2 R A 2 555 B0
& B Lo ) ok 217 5 2 (mdig) , mdig fi&
i R UK BE AR 2 26 11 H3 #1242 9 (H3K9) — H 1k,
{E A B A2 mdig #8358 L 1 H19 B 1R )5 3)
F H3K9 = H AL Jins# NSCLC 41 H19 ik K-,
AL G IneRNA H19 23k /K7 B ik k52 5
NSCLC [ # A A (0S) 2240 56
2.1.6 SCAL1 5 NSCLC

SCALI(smoke- and cancer-associated IncRNA)J&
— P LT KE N 11.2kb A9 IncRNA, 7 T4 {0 {4
5q14.3 3, AT Rz 4niE 50 9 2 H AR 25
Fefn] LUEH R B, AHSCHT SR idE R ] SCALL
RENS R Bl 1 Rz 40 M 1) G kR Ak A R A A K |
B G R 2, AT BRI JE , siRNA 5 549 SCALL ULERAT
TSI 00 R4 S 1 A L 754 7 A 87 SCALL
HABiiH NSCLC 20 Ak B B i AV E R

% T H T HE FAY IneRNAs, 353 148 22 35 70 A0 3
J& IncRNAs 41 PVT1 ANRIL fil ZXF1 B &9 4R 8 15
NSCLC & JEF%E ¥ bR FEMER] . 45 X 22 IncRNA
R AR, A RO B R B AT I IR S e R 0
1ot 2 A MR A2 B4 A L A R A Y R, 2 B
NSCLC #rift M Z iy A K M RS
2.2 #14Z IncRNA

P98 5 DR i e PRI AR Bl HC 7= gl LA o] 9
() S A O J 4098 35 PR 3 7 N 2 I8 1Y) 43 F 0
B 4y v A € DR e BRI ) 9 9 B DL O F
FEIH TR B — 20 T 28 e A WL 7 DG B 20
TR T A AT R OGS B R R IR
3 (maternally expressed gene 3,MEG3) GAS6-ASI
BANCR .SPRY4-IT1 GAS5 .PANDAR %5 J& Jill % IncR-
NAs, H R A LU #E NSCLC &R &, 198X
26 InRNAs 42 T f## NSCLC 5 %% F gt B i 4> 7= W)
B4
2.2.1 MEG3 5 NSCLC

B RFIRHI 3 (maternally expressed gene 3,
MEG3)J& —Fh N JEEl FE ] T 4% (1A 14q32.3,
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ZAEIEFHLUPFRIEP MEG3 23k fit 2 o] 78 £ Fil
iz v & B, MEG3 19 2% 35 fig % 410 1 442 41 i 98 4
(3G 5E . MEG3 BB AL 45 B B2k e 2l T
b B 5 D9 i) 25 S5 PP A DX R 364k Y MEG3 ikt
KA BT NSCLC %545 Fl I (0 K A K e

BT, Lu 55 B0 58 & B #E NSCLC i B 2 41
MEG3 FRik/K-F- B B T 1E 5 220, R5 5102 i 0]
. MEG3 & IEREM MK NSCLC 40 13551 15 &
PRS2 8 T ABEL IR AR AP A A= K AN, MEG3 IE
35 RN R Ok B MEG3 % 35 & i Bk
AAFIK  BRAIE MEG3 235 0] LABEAIR pS3 & K F .
p53 S — IR Y A5 B g L I A I SR Y
p53 ZEAR WA IK - 2B 2l (i HE e ) R . B,
MEG3 7€ NSCLC 1) & J& P9y S OCHE A €5, Lu 45533
WFFE AN E 24k 18 MEG3 2 i 5 S p53 I\t &
2 b I 4041 1
222 GAS6-AS1 #= GAS5 5 NSCLC

LncRNA GAS6-AS1 [growth-arrest-specific gene
6 (GAS6) antisense RNA1], i T4 @ {k 1334, M H
XFF GAS6 [ L% 5 F ,GAS6-AST ik Bk i ML
il 1 A Bk 1) IR 5 SR M, GAS6-AST 363K R I ] LU F
NSCLC 9 & A= % J& . Han %5 i GAS6-AS1 £
NSCLC 1 2 35 /K F 85 9 55 1F % 41 210 1 [ AIG
GAS6-AS1 ik 5k A5 A G . GAS6-ASI
PR BT BE B NSCLC 1 K& A= Fn e R AE AL il
WA, A RERE S g E R GAS6e 1 G,
GAS6 /2 — Bl AxI/Sky i 2 9% ¥k il 5 e e A | J2: fe it
B B — R S AR AT R R Ax] AE Z B i
RS AR 2 WM E R A TIRE,
B BEAE & HE R 0 M 28 R A L A IR R 2R
FITHRER, GAS6 5 Axl ELAT 358 3 Al f1 . GAS6/Ax]
XoF 22 i Ji Je 1) 42 22 A A 2 A B . GAS6 41 4
JL I 7% FAAR (8 8 U0 43 1 HILTI i R B R A5, —
Tl n] BE (0 f B J2 i AP-1 IS AL 1 B 1
c-Jun/JNK Fl ATF-2/JNK K ERK1/2 & #i #9 HL il
GAS6 s SLUG ik, AJF#MK E-cadherin & ik |
75 E 25 H (vimentin ) JE U4 T 257, GAS6-
AS1 1€ GAS6 T iif#ufi , Han 48 5T 5% & B GAS6-ASI
5 GAS6 mRNA 7KV 2 5 AHSC . Ml AT 58 GAS6
mRNA 3k 7K V-5 NSCLC H 3 It R FH 2 84 14 4
Kk, KB GAS6 %A 5 ik 455 7% il TNM 431



2 TEAH G PR S 85025 5 W] GAS6-AST IAE
Al Az GAS6 1A, AHIC 4 HL i I B 5 22 3k —
5T GAS6-AST T 5 NSCLC #H¢ , Hi il 2 i 1
BB SR NSCLC /B # MV 721297 841 Rl
JEREAL IR . Han 555 W5 18 AR 1 R 2248 it 4y
Mrif @78 GAS6-AST & NSCLC i #  AE 77 101 i o
ST

5 GAS6-AS1 #H1L ,IncRNA GAS5(growth-arrest
specific transcript 5)E £ 8% & ML 7E NSCLC 41 4L 4%
AR AT AR 8 41 2 b B 5 R 1E(P<0.05), 5 B g 1 /NN
TNM 4334 5 (P<0.05)), B T Y ik 1q25.1, %%
T KN 0.65kb, GASS Jg&— Filt vk 78 ST (1 fif g
TR, A A K BEL T N 40 A R T B KR R A
GASS5 i L AL 45 12 4 8 F M4t 10 & C/D
snoRNAs FIN & T, GAS5 i id p53 i%5 DNA il
J L A2 LR T & HEIL DI RE, M mTOR {5 5
S 58 AR AN A K E
2.2.3 SPRY4-IT1 5 NSCLC

SPRY4-IT1 (sprouty4-intron1 ) fiz ¥ & # T & &
R LT Y @A 5¢31.3 (SPRY4 3£ P 7E X ),
P & A T R e A, SPRY4 K 2 ith 2 Jie
AR ETR & 5 B SR I 32 (42 3 1) 22 4 0
A 8 H ¥ B (mitogen activated protein kinase , MAPK)
5 5l %, FIWHFSE B8 SPRY4 mRNA 78 NSCLC
20 0 Z WA WK 63k, SPRY4 shRNA i[5 5 2 40 it 4=
K ANEGE . SPRY4 1£ NSCLC 41 s £ s Y F 80T
R Ml A A K B . B2, X Se B R E B SPRY4 7E
i 00561 7 T A5 A SRR L BRLE , SPRY4-IT1 1]
fig i i 5 MAPK 38 #% 3 22 40 040 (0 A1 5 52 i
MAPK {55538 #% , &1 Raf1 B-Raf MEK1/2 il TESK 1%,
I, Sun SEUUBFSY R BT EZH2 R B
SEADH], 30 SPRY4-IT1 78 NSCLC 4 fits 1 & A 0
WAL VTR, [EAEREME , RNA T4 EZH2 Vigk)5 ,
SPRY4-1T1 2 3k ¥ 25 9 5 3 1 37 JF 78 NSCLC 2 g
REEYL | JOIRTE 20 R R i = A AR BB AR I e 8
PRATEZMPUEAEN . WP E WAL B SPRY4-
IT1 F3k F MM NSCLC B H B B AR, HAh,
W37 E-cadherin A1 vimentin #2358 F K7 8] 78
A (EMT),SPRY4-IT1 AJGEJE Y5 NSCLC 41 g i)
REMEERRE T, SR, 8 SPRY4-IT1 Fil EMT Z
[F] 5% ATyt i — 2L A SE

2.2.4 BANCR #= PANDAR 5 NSCLC

BANCR (BRAF activated non-coding RNA){E
Jifr g 410 ) IncRNA RE % 15 40 M 3% 5, 3 ok BHL 1k 40
i A R R ) 200 B AR A AT T ggE ) R 2R
BL TR AR 9q21.12, %% sk K2R 0.69kb, 5 &
BT 2R {0 2R A0 L, LA BANCR #: iR i = 5
NSCLC % J& , I3, Sun 5“2 248 BANCR 7
NSCLC 41 2 rh 335 7K P 45 0 4 43Ik ,BANCR 5
I8 5 B DA OE . BANCR RK %Rk &
HHAE IR S RIR B E AW . Sun FHEFE
R 78 BANCR A Ml 4 fu A= 7 T AR 22,
%% BANCR 15 GBI 1 20 I 32 B R R 28 .

BANCR il NSCLC {2 & % % 73 ¥ L i ok
A mBESY, FIREV & I B (8] 5 % 4k (epithelial-me-
senchymal transition, EMT), EMT F % #f ik j& N-
cadherin 1 Vimentin 5% % i5k & E-cadherin £k F
PSR AR EMT £ Z24% 4 BANCR ik 6k 6B
% [ 4K E-cadherin 3%, %5 N-cadherin ., Vimentin
FEL 5t 43 J& 25 11 (matrix metalloproteases , MMPs)#&
ik, MMPs £ 2 54 it #8072 , = W] EMT AJ g2
BANCR 4 %7 NSCLC % 28 #l %% #% 19 — Fh AL il .
BANCR # ik F 85 NSCLC % s R B K
B4 ST s I e R e e A A I ) AR DG A
I, BANCR 5 &35 % g (1) TNM 43 191 B A %
A (B ., A % 8% NSCLC R i E 2B
5% e B LI AN 20 F i A2 X T /i NSCLC & 4= & R
B4 T A )2 2 ¢ 2 BANCR 5T #2 i —Fh T fi#
NSCLC By AR HLER A A, A B T IncRNA £ &
RITHERE,

i, Han A BABF5Y IncRNA PANDAR (promoter
of CDKNI1A antisense DNA damage-activated RNA)7E
NSCLC Hr iy g s ke VE T, & RAE — A% 140 1)
NSCLC & 1REA s PANDAR 235 7K - i 35 B A
PANDAR %35 5 g K/ (P<0.001) Fl B TNM 43
1 (P<0.002) A5, b, PANDAR B AF 40 37 Y
0S Wi )5 I % (P=0.015)', PANDAR F S %K
NSCLC 4 g A FE F 19 5 F HLRIAT A 58 423 4
HEDIE—ERE E5 Bel-2 kK F AL,

3 HitERE

it i 4 Bk R 23 R AL T 38 i v 1 0 M T
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WL W98 F AR IR NSCLC 1Y & w ML ; SR 10, AH 52
HLHI AR TERE IRIT DRI 7 . LncRNAs B £ 4 IF
SEAE Z2 R0 iR () B B AR v i LA A, H
i, IncRNAs BV £ 58 NSCLC 19 & 9 HILEE AR I
R WS ST B2 5 . LncRNAs #8439 80U IncRNAs
14098 IncRNAs, JC i J& B0 IncRNAs = #ill 9%
IncRNAs, HRHREHS 5HUEE, & NSCLC
W TS T A AR A SO EIR T S,
AN, IncRNAs X} 7843 A 11 NSCLC it 25 WL thJ 2= 56
HYY . LncRNAs WVE Al B WS S f5 5 5% 2l %
XSG B T R A B OCH B AE T, ARSI
A T LA R 0 & AR R R . AR X IR A
LA T U I RAH DG TR 45 2R

LncRNAs 7£ /g 5% £ ik 51 & 7 X T IncRNA
FEH S5 R Qe AR S I, AnSE YT | Bk A gE
A RO 22 (TR ZR I B2 AR/ IncRNA 58
AL AENE R IncRNA 4544, 52 ma H 30 19 98 45 2
fi, DI, B B S0 IncRNAs 28 28 HL il 7 5 0k — 4
MIWFSE . LncRNAs 7EE W HOR FIBE 7 | HAT H 2
LA B AR LI R N TS 7 2 K i WF 55 A4 AT L S
B, 8 22 07 T B0 B Z8IE 52 IncRNAs J2: 22 F 8 5 37
P42 W RS A AE AR A BOR TR AL, A,
IncRNAs i 7] 1E Ry A6 57 245 W SR B 5000 A5 35 400
LncRNAs J& NSCLC 297 i 2% At =ik —2
WHIE 28 RAFFERG , I R A IR T 25 AR At
— R

SEH .
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