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IncRNA fEAZ S H AR RNA
FEAE/NAREph R P B4 A

HFeg 0 RHET
(TUREE B AL 55 TR, 573 315211)

WE  KHEdEMIY RNA(long non-coding RNA, IncRNA)Z 5/ 2 M A2, HELIERE . BFAR, ImcRNA 7@ 550
RNA (microRNA, miRNA)J B jofF# B AEH . IF 5 H Ath RNA 2 F & 5 5% 4 1% P I RNA (competing endogenous RNA,
ceRNA)W IR L, S 5K IFRIETTE. IncRNA LA ceRNA 77 30 5 3E/NH a3 (non-small cell lung cancer, NSCLC)I
KRR, AR NSCLC 7 FHLERIFG 1810 B, oy NSCLC BT #- 405 180 s, A SCHE SR AUZE 1 10 30

NSCLC #5% ceRNA #HAll |, F T8 IncRNA 1E4 ceRNA 7 NSCLC Him ik K1k M iGy7 M55 7 H I7EF .

KR KRS RNA, SEHMENUR RNA, A/ NgRfioe, ey

Z849ES Q7, R3, R4

£ B 9 4 79 RNA (long non-coding RNA,
IncRNA)& — KK FETE 200 ML H R LA E AR5
RNA 4+ F, fEIE4RTS RNA 2 Fridi 7 68%01. &
#1, H17T IncRNA ARegwmtd e o, bl —BEHA
RREFER A A “8i RNA” B (HIT SR T 7T
9], IncRNA RMEREFRIENXES 5%, H
HAE RO RS, R LR R, [
I, IncRNA &R BLE A FREE Bl PRI AL I
R A NS T R AR

it S B FE T AL &R AEZ 1. AR/
JifiJ& (non-small cell lung cancer, NSCLC)t 45 i |
e . ORARMEE, 5 /NN g A B R A R ARy
RS, §HUE R AR . NSCLC £ & fjr A il
T 1K) 80%~85%, Ko & KB CabT g
W, S HEAFRMT 54%9. NSCLC FEUELIE
RN 2 — 2 R AE R — A R
2, HAig k2 Mo -rolm. BEEEY], IncRNA
Al E N 3% 4+ PE N JE RNA (competing endogenous
RNA, ceRNA) i@ iF 5 fl /N RNA (microRNA,
miRNA) AR BLAF FH 1 22 FLREAR 2 R Rk, AT
Z 5 NSCLC ik e 2. @R AN T @4
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NSCLC ' IncRNA 1E A ceRNA HIE K 5t U7
FISEIR, A B A e 6 I 7 PR PR 7 0

1 IncRNA 5 ceRNA M 4§

MIRNA s — KK RATE 22 ML ERR /24 1)
IE 4 i RNA. AC# Y miRNA 7o) J8 i 5 #8456
RNA (message RNA, mRNA) 1] 3’ uf I & 1% X
(3’ -untranslated region, 3’ UTR)_I ) miRNA % ¥
Juf4(miRNA response elements, MREs)%%5 & >R i 1%
¥ mRNA [32E0. X Fh B miRNA—>mRNA— &
5T ) B DR AR R iz 2. 7E 2007 4F
Ebert S50 & 1 AT LENH FLBY0 A i 2 3A ) miRNA
5, FRON “ miRNA # 4% ” (miRNA sponge),
Kot — PG iR R IE K, a2 R
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MREs, H 51622810 1 [ A% R R A R (microRNA pool, miRNA pool) il #1 2 Ath H - 4H [A]

FHiE miRNA $EFR. B J57E 2009 4F, Seitz 1R
A B8 B e miRNA 3k ) miRNA 5 2
RARFAERT. 2010~2011 4E[A], Poliseno S50 B
— L mRNA FIHAREE R E % H B 3'UTR & F AH
5] () miRNA [ % 76 £ (miRNA response elements,
MREs), Jf H Al DLl i 5% 4 45 A5 miRNA K717 3
FRIEKF, BEEMATIRE T 5 41% N IE RNA
i, XN EREREEEmHR, B
miRNA—mRNA i %] ceRNA—miRNA—mRNA",
XA, RNA BL MREs /6 NiE & kR H
FHACIR, PR BARATIHA MREs [ RNA %5 A48
A E N ceRNA, Jf 18 it 58 4+ 7] A miRNA Ji

MREs ff] RNA. H il &4 & 3l ) ceRNA £ 5
mRNA. 1% % [l (pseudogene). ¥4 IR RNA (circular
RNA, circRNA)F! IncRNA 2. 7E1E N ceRNA i
THRFERAZZEE RNA 0 7F, IncRNA HF
FENIEN, TE ceRNA W% ih 75 25 5 LA .

2 IncRNA 1E4 ceRNA 7£ NSCLC HRIEH

WFFE R, IncRNA 1E Jyde 2 [R5 e 2L 1A,
i 5 miRNA FAH BAE R % AR R, M
I 51 NSCLC ?EHB’FEEI'Ji'”iE T, &2%. EMT.
JE TR A A, 2 NSCLC 4H i 1) it 24 7
BT R ré(@ 1).

/ miR-144
/ - miR-193a-3 ‘\
/ LR
: s 1 N
H : 5
: AL S ST .
1 i b=
= UL o Soxg PVTS 2 SLETAS N b
' TN e e o
H : &
; - miR-150 - ! Y Y
: fiR-145-% : i) miR-544a '
H - miR-101-3; miR-193b ] . !
H ! i : |
: :
miR-199a-5 IR=200b -- [ : miR-21-5 '
L HIF- o - — N LSRN |
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: miR-200b ] O ' - i
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) |
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Fig. 1 The role of IncRNA as ceRNA in NSCLC
El1 IncRNA {EJ ceRNA 7£ NSCLC #HHI1ER

2.1 5FIEHI IncRNAs

71 22 I5 1) IncRNA A ceRNA ) 5 % 6 ,
5 miRNA 454 M T i NSCLC 4 f AH 40
JEERIRIE, 78 NSCLC 4 & ¥ L RVE .
2.1.1 IncRNA UCAI

IncRNA- JR # I 5 % #H 5% J& [K 1 (urothelial
carcinoma associated 1, UCAI1)J& — Fi i & 4E W) b5
EY, FTME L. UCAL H) 5% A1S0E /8 F A
e AR OC, BEFUR I UCAL fE NSCLC 4

Hrmkik, ZHRERDHTER UCAL KRR
TSRS R R . HLE] L, UCAL @il 5%
Pk 454 miR-193a-3p 1M _E I HEEE N erb-b2 52 1A EK
% R LM 4 (erb-b2 receptor tyrosine kinase 4,
ERBB4) 1) 4% 1k SR A2 ik NSCLC 4 Jfa (v 38 4 il . [
R, R UCAL 2RIA R ] NSCLC 4HJifg ) 45
FEALLFRS, e miR-193a-3p #481E B &iE
% %)% 55 1 1(high-mobility group box 1, HMGBI1)
F 1L NI #E NSCLC 40 g 5 58 A1 iE #5119, UCAL
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£ NSCLC 28 fitg r ey FiE 2 3 I a1 W Bt miR-144,
A ET B 40 s [F YR & 3 (pre-B cell leukemia
homeobox 3, PBX3)3 ik MM {2 2 NSCLC 41 g 3
FA. LR 228, dME T, HDHI A e, DL
EWFRE Y], IncRNA UCAL i it 43 5 35 4+ 45 &
miR-193a-3p Al miR-144, # 1M i % %€ 3 K A
NSCLC K417 7.
2.1.2 IncRNA XIST

W 7032 W] IncRNA X 4 €8 1k 2R 75 45 57 3 e R
(X-inactive specific transcript, XIST)7E NSCLC
1 N80 FE R F HAE NSCLC ZH4Ufgn i 2 &%
ik, T miR-137 £E NSCLC 4 24 F 4 i b 5 A %
15, I H miR-137 2 A #F 25 H (paxillin, PXN)
3'UTR KA NSCLC 4H il 38 58 f1 12 2% 2
&, XIST @it miR-137 ¥4 AT IE [H] 875 PXN &iA
AP0, Xu ZEUTHE 5T R XIST 3@ i3 /F 4 ceRNA
W Bt miR-374a, i La A% & 4 1 (La-related
protein 1, LARP1){ A i {2k NSCLC 4 fiig 3%
V. IR AR 8. XIST 6 nl i i i #% NSCLC
) miR-367/miR-141- 45 E- & 45 & [FUEAE 2(zinc
finger E-box-binding homeobox 2, ZEB2)#l, K1t
¥ 4k 4E K B 7 B (transforming growth factor B,
TGF-B) 5 T M I B - 8] i # 1L (epithelial-
mesenchymal transition, EMT)FI4If{27%. #5509,
fm % 0& XIST 9 v] il i #1 i) miR-186-5p {2 i
NSCLC 4 ha iz 28, MslgupiEt:, Wi
BE R R g A= K00 e Ah XIST 78 A NSCLC 41
Hfl A549 F1 NCI-H1299 %2 miR-449a 4%, 5t
miR-449a X} ¥ 3t [ B ik & 48 M 98 2 (B-cell
lymphoma-2, Bel-2) B4 /EH, MIifi /£ NSCLC
Y R FE SR LR AR R, 455588, IncRNA
XIST i@ it miR-137. miR-374a. miR-367/miR-141.
miR-186-5p %5 55 A [A] B8 B K 5 4+, AT iR 4%
NSCLC WA K .
2.1.3 IncRNAs PVTI1. PVTI-5

Guo IR T2 78, IncRNA 2 48 it J8g v A%
55 for. 2 Al 1 (plasmacytoma variant translocation 1,
PVT1)7E NSCLC #H&4i i, A #EAEN NSCLC
CWI RIS KA bR B . ERIE PVTL 8% T
miR-497 % NSCLC 4H ffa (1) # il 38 5 . 1= 28 FH 4 i3t
JHTAER . MREF TR, PVTL #E6 % NSCLC
Yl s R IA,  HAE N miR-199a-5p ff) ceRNA -
W P IR R bR R4S 3 T (hypoxia-inducible
factor-lae, HIF-1o) R IX FEHIHI LD RE, MM

PVTI {4 NSCLC SR VG YT TS AESE s R A 422,
Chen 2% BLUTER PVT1 AT 414 NSCLC 41 iR 7%
I UL 5 Jg 07 30 R 2 R 4 )8 B A B 9 (matrix
metalloprotein 9, MMP9) % & , 1l MMP9 %%
miR-200a 1 miR-200b ) #1 i #%. PVT1 & 2| [
ceRNA HJEH, it 45 & miR-200a A1 miR-200b
RIATT MMPY 3Rk, MM NSCLC 4 i i %%
% . IncRNA ¥ 28 M1 % »f A& 5 A1 B [ 5
(plasmacytoma variant translocation 5, PVTS5) 7E
NSCLC 4 ZVRI4 i 5 v 58 B35 18 n, 7240 i
K PVT1-5 #3838 7 18 B0 25 K miR-126a 1
BEAR A AR KR 7 B 52 S(solute carrier family 7
member 5, SLC7A5), KBk, PVTI-5 o] GE1E N
miR-126 ff] ceRNA i i 7 miR-126/SLC7AS i&
&2 3 NSCLC 4t g 3% 5 20, DL I 5% 8 IncRNA
PVT1 F PVTS @ i 5% 4 #H 5¢ miRNA i 4% AH 5C
FERFRIA, R 40 AR AL
2.1.4 IncRNA MALATI

Li ZE205F 58 R B, IncRNA 4 % AH 5% i i Jig e
B 5% & 1 (metastasis-associated lung adenocarcinoma
transcript 1, MALATI)fEf.4% NSCLC 7£ /1 /1 2
iR Hh 3 R Rk, TE R NSCLC 4 sa . 12
ZRIERh AAHEEIER. MALATIL 7E NSCLC 41
foh ik, KX miR-124 &2 F i, MALATI
FRTE miR-124 RIE, FHHMNRIUE 55 A5
¥ W% T 3 (signal transducer and activator of
transcription 3, STAT3) & miR-124 fJ#EFr. T if
MALATI 7] PLE T 358 miR-124 FIFE{K STAT3 %
K SRANH] NSCLC fk J& .
2.1.5 IncRNAs SNHG1. SNHG7. SNHGI2

IncRNA /) #% 1= RNA 75 & 3£ [H 1 (small
nucleolar RNA host gene 1, SNHG1)7E NSCLC 441
Mg b 52 B, JF HUTER SNHGL ml# i i e
4K, SNHGI H#EH miR-145-5p 454, @it 871
miR-145-5p #F 48 b i % % & B (metadherin,
MTDH) K {2 # NSCLC # £ ). SNHG1 & ] il i
I miR-101-3p MR IL M SRY AH5¢ HMG & 9
(SRY related HMG box 9, SOX9), & 1k Wnt/
B-catenin {5 5 1@ % /£ NSCLC H & 4% 80 1/ H 2.
She 29 BLAE NSCLC U 1) IncRNA /MZ
{~ RNA 15 & £ [A] 7(small nucleolar RNA host gene
7, SNHG7)5 NSCLC i i Fas i T4 i 4>+ 2
(Fas apoptosis inhibitory molecule 2, FAIM2)* IE4H
K. ATHUIAS R PR S 1) SNHG7iE Kk v LLF
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P miR-193b LA NSCLC H FAIM2 [/KF, 1k
P i Bk SNHG7 B B 2 4100 ] o8 28 K FF £ B miR-
193b R IE B INAT FAIM2 7K “F 41K . Wang 2521k
I IncRNA /M #% 1= RNA 15 & 2 [F 12 (small
nucleolar RNA host gene 12, SNHG12)7E NSCLC 4H
Ji v R IA T miR-138 KR 1A, Hfik SNHG12 411
il NSCLC 4 ff ity 384 58 R0 v FE R VR TR IR JT, 5%
MBI R E O 3 EM, M
miR-138 T I U Pk & 11X 8 2 B, AT Ui B
SNHG12 il i #1#1 miR-138 {2 #f NSCLC 4 fitd i1 4=
I AR T, DL 25 R0 IncRNA SNHG
ZF R A AE NSCLC s R ik, JF @ ik A [H
miRNA 754+ % NSCLC 41 gt 54 .
2.1.6 IncRNA NEATI

IncRNA # & 4% ¥ 5% A& 1 (nuclear enriched
abundant transcript 1, NEAT1)Z 5 £ Mgt & & B
m#RIA, f4E NSCLC, JfH 5 NSCLC Hi#i TNM
SR WSS RS . i A AR RS 2 YA
% B fE NSCLC 48 Mg ¥, NEATL ft i 7
miR-98-5p, 1M 22 % J5 35 {25 1 ¥ 8§ 6 (mitogen-
activated protein kinase 6, MAPK6) & miR-98-5p 1]
U HE bR . NEAT1 J8 ik 75 NSCLC 41 Jg o W B
miR-98-5p 3K L iff MAPK6 £k, MIfife it NSCLC
f) kR EPY. NEATI 0] 45 4 miR-377-3p, fE
79 ceRNA JEIEH, FECLELE: N E2F ¥ 5% K+ 3
(E2F transcription factor 3, E2F3) [ 2¢ [l 18 .
NEATI1 7] fig i id miR-377-3p/E2F3 & 12 5k ¢ i
NSCLC ) & J& . NEAT1 it fig i@ i 78 4
miR-R-181a-5p (1) 5 4 1t i 47 5K L 1] miR-181a-5p
A0 ) 5 ] = IE #8682 1 2(high-mobility group box
2, HMGB2)#E i #E NSCLC 3 i /b 473y B0 2L K] 1
fy 2. You &5 P 7L R B miR-449a T AE1E N
NSCLC #fi| K 7 #E/EH , JF 52 m NSCLC 4H i
NEATI1 £ik. &3, IncRNA NEAT1 AL3E
4+ miRNA Vi TR, [RIB LA B 57 1
miRNA i75.
2.1.7 IncRNA HOXAI1-AS

Chen 2P HF 78 & Bl IncRNA HOXA11 J&
% X RNA(HOXAI11 antisense RNA, HOXA11-AS)
7E NSCLC H 2R IA /K- I8 25 i T 55 1R 424 B
HOXA11-AS FEik/KF = NSCLC & Wl 2%,
MUK HOXA11-AS fg ] 241 NSCLC 48 i 1) 12 28
fit J1. HOXA11-AS 5 zeste ZE[R o8 T~ R VE M) 2
(enhancer of zeste homolog 2, EZH2) 1 DNA H 3%

%% I 1 (DNA-methyltransferase 1, DNMT1) 4 B
1B F K e A1 38 35 3 miR-200b J3 31 [X 38 DL 30 41
NSCLC 41 ffii /7 f) miR-200b 3 ik , M ifi f& 8t
NSCLC #fiffarf EMT i J&.
2.1.8 IncRNA HOXD-ASI

Wang %5 9% Bl IncRNA HOXD #t [A #% [ X
RNAIT(HOXD cluster antisense RNA 1, HOXD-ASI)
fE NSCLC 4 23 b 4f 53 1 B, JF i i #8 m)
miR-147a {24 A= K. L4 HOXD-AS1 £k
5 NSCLC i PRIG BIHRFAE (Mg K/ B o . 2
KA AE ) 2 IE A ¢ . HOXD-ASI 7] BL A7 i 4%
miR-147a [ R IE, M) miR-147a KA 7] LLH B
HOXD-AS!1 # %+ NSCLC 4H B 5 A T ) 5 1.
2.1.9 IncRNA XLOC_ 008466

Yang Z5EPI I 5T & B IncRNA XLOC 008466
7E NSCLC &3 i H 5k EL 45 5 52 f TNM 45
K. XLOC_008466 1 w411 4 H 3 5 FH 4= 58,
B T, XLOC 008466 B 5 miR-874 45
G K K ¥ ceRNA HIE R, JF B v DL i o 45
miR-874 (1] % 1A >k {2 3k % 57 4 J& 25 1 B 2 (matrix
metalloproteinase 2, MMP2) 1 X 3% 8 & T $11 il 71
(X-linked inhibitor of apoptosis, XIAP), M 1fij 5
NSCLC UG58 . P8 T-FIfR 2.
2.1.10 IncRNA 00858

IncRNA 00858 (long intergenic non-protein
coding RNA 00858, LINC00858)7£ NSCLC 4H g
() 5 = RIS T A RIGE IS T 4T A
12%%. BEAh, LINCO0085S N ceRNA, F &5t ik
N miR-422a 45, AT 5 S R TR A O K B
4(kallikrein-related peptidase 4, KLK4)F ik, FF#
i KLK {55 1@ ¥, MIfi7E NSCLC i J& H &2 4 ¥

FLLA A I,
2.1.11 IncRNA 00319

Zhang %5 B[] B 50 & 7R IncRNA 00319 (long
intergenic  non-protein  coding RNA 00319,

LINCO00319) 7E fiti Jit 8 25 23 F0 40 Ja o 28 3K 38 Jn
LINC00319 Wy 5 RiL 5w B 5 WE ARG
7%, H LINCO00319 [T BR BE % 1 il 1t Ji Jess &40 e 2
£, LINCO00319 i# it 15 miR-450b-5p/EZH2 15 5
I % R AR 0t R 0 FE . kb LINCO00319 1F = 3%
(1) NSCLC 4ii g 32 ik = TR B 4, i Rk
LINC00319 ® 4 Ji NSCLC 41 My i) 18 & ,
LINC00319 g 15 miR-32 fUZRIA, HIE M
miR-32 $E 3L K 1) 8 1 /K, BLHE Aurora W A
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(Aurora kinase A, AURKA). SOX9 I TWIST #H%
5 [ 1(Twist-related protein 1, TWISTI), MM fE
HE NSCLC 4 i 38 5 A1 2819
2.1.12 IncRNA MIAT

IncRNA 0> L 1 B8 #H 5% ¥ 5% A& (myocardial
infarction associated transcript, MIAT), # ¥J 4% #f
E R UNUESE IR IE R, SRR HS S T RE
BEJE A B R i FEH. MIAT 7E NSCLC 44 %Kik
i, MIAT RIS T AR E- S48 & RE
HE 1(zinc finger E-box-binding homeobox 1, ZEBI1)
f) 26 5 IF L 3 NSCLC 40 iR 2. ‘Al &k I
MIAT @ i #1il] miR-150 [H] 428 4% ZEB1 %Kik,
A i8S HEAR BAEH, X7 5 5y
Al ZEB1 3£ 5 MIAT AHEAE . K, MIAT
A LL# T miR-150/ZEB1 & &9 ZEB1 ik H{2
T NSCLCH Jfd (1) 24 o 42 78141
2.2 {EFRIEA IncRNAs

IncRNA 38 0] DU Ay #00es Jik [R] 56 4 i 45 5 (i e
PE miRNA, 3k 55 % H 40 e 30 5 R IR, M
im0 NSCLC k4.
2.2.1 IncRNA TINCR

Liu W 7R R, LR S IncRNA
(terminal differentiation-induced IncRNA, TINCR){E
NSCLC H 241 g i ik K ik, 1 miR-544a £
NSCLC A4 Kkt B3 =Kk, 3% I& TINCR
0] NSCLC 40 fa fry 3 A 112 28, miR-544a nf LAY
# TINCR 415 1 NSCLC 4 i (1) o 384 58 Al bt 12 28
YEH, TINCR {E4 ceRNA ##] miR-544a |- iff 1
#03E [Al F-Box Al WD40 % 1 7 (F-Box and WD40
domain protein 7, FBXW7), #x Z#ifill NSCLC 4f
f 3 FE R 25
2.2.2 IncRNA GAS5

Mei Z5BIHF S L B, IncRNA A= K 30 1) 4 5
P ¥ % A 5 (growth arrest-specific transcript 5,
GASS)FRIE T 5 3 NSCLC 4 i A& K 45 i A2
AT, H GASS 7E NSCLC A Zif4n e
W, IF5 miR-23a Fi&XE MK, miR-23a )it E
KR ETHBR T GASS iR IE P55 1) NSCLC 4 i i
WEFEFIZ 22 40H]. X UL GASS [t ki i 78 44
Ah A4 Y #0H1] miR-23a SR 41 #1) NSCLC ) 8 &
42, 9 NSCLC B#F IR 1E V0 IT HHE .
2.3 LFrHEXAY IncRNAs

ISR, 7E NSCLC iz Wi fiya o7 J7 T L4 HL
13 TAD A, A7 FTST & NSCLC 697 1Y 3 22

F-Bt, 1H NSCLC 77 [ H W, i) 258 A2 Jeh 28 . N 72 1)
FUFRAGPE M 25 0 i R B, Rk, i i 24 1 1
TE 3 FHLEI T I & e NSCLC #7697 45 11
WARGARIT M E X EE, AN, miRNA
J& NSCLC 7677 i 2 (1) 5 22 15 [F 74, IncRNA
Al T 35 4 PE4E A miRNA, M % 46 NSCLC i
AR ST 5 T R NSCLC 41 A i 24 14 J%
JHUSHT B A e,
2.3.1 IncRNA MALATI

WF 70 & B NSCLC H:# IncRNA MALATI #=7K
- 235 5 % (cisplatin, DDP)IF 25 M1 8 A 17 R LA
5. B BT MALATI 5 miR-101-3p Bi#%45
A > MALATI @ i § £ miR-101-3p - i F
NSCLC 41l iy DDP U MEE in. 4k, miR-101-3p
i 5 mRNA [ 3"UTR 45 &1 T I 56 FE 20 i 1
M%7 1(myeloid cell leukemia 1, MCL1) ]2 iE M
P B MALAT1/miR-101-3p/MCL1 {5 5 £ & &
NSCLC i 24 i L fih . MALATI1 & 0] /E N
ceRNA it Wnt {551 &%, #id7E DDP fif %
NSCLC 4Hffrrh i miR-101 3 _F i SOX9 ik,
SOX9 ] L5 MALATI K Ja 81 45 & LLisis HL %
3%, MALATI1. miR-101 fil SOX9 JE sk — /> e it Al
¥, M5k NSCLC 41 %t DDP HI4by7 i 25 7%, X
fh MALAT1-miR-101-SOX9 [ ¥ 7E NSCLC 4 iy
X} DDP Wtk hitk ke EEAEAH, FEH T DAEN
PR VAT TR TE FEAREY.
2.3.2 IncRNA MEG3

IncRNA £} R £ iX 2 [K] 3 (maternally expressed
gene 3, MEG3)id &A1 5% | NSCLC 41 fig ¥ DDP
UM, MEG3 1 H#: 5 miR-21-5p AH EAE FH FE40
HilH R IE, miR-21-5p & F Bk T MEG3 X} DDP
M Z3PEIE . SRY #H 2% HMG % 7(SRY related
HMG box 7, SOXT7)# i x& 4 miR-21-5p ) EL#%4E
Fr, MEG3 #id#4] miR-21-5p IF [ 4% SOX7 )
Fik. b, T EiF SOX7, Wik MEG3 mifikfE
DDP #i% NSCLC 4 g+ 75 5 i (i 34 5 AN b o T4
., MEG3 i i 8 % miR-21-5p/SOX7 #li i 3
NSCLC 41 g (19 I £ B & %, #8578k MEG3 & 5
NSCLC 4H i 24 P4 & J& 1) 53 F- B .
2.3.3 IncRNA GAS5

Cao %578 % W, 7F NSCLC H#  IncRNA
A K ) 45 5 1 5 (growth arrest-specific 5, GASS)
FIK KR, GASS @it 4% PTEN 2= 5
NSCLC 4l g %t DDP 4k 2 SO (1) 8 755, itk 4,



2018; 45 (11)

BEE, %: IncRNA {EATHIERIR RNA 7E3E/ )R REAHE & A91E R

- 1131 -

GASS "] L5 PTEN 3% 4+ 45 & miR-21, Jf iF 5
GASS5 1 miR-21 2 [A] ) AH H.AF F 2 @ it PTEN &
£ YT NSCLC %t DDP b 2= BUs M pr b F 11, $2
i GAS5/miR-21/PTEN 5 Wi 3 T DDP i 47 1)
NSCLC B 8 Bl . 55 4 GASS #£ NSCLC
SHAURIZN i ) RIS TEFR S SO, R MR R IA AR g iy 3R
15, miR-135 M\ RIEA ALK, 1 H GASS it
F A miR-135b T B 2 it feboig & Ak, SR i
> B VE T R R 1 5 NSCLC 41 A 1) U fai ek
PE. WL M, GASS AT LLE #:H M miR-135b Jf
B R Ak, 3 — 28 U B GASS i i ) i
NSCLC 40 7 /] miR-135b 23k Rl g 2 4= 9F
S AR T R A,
2.3.4 IncRNA PVTI

PVT1 5 NSCLC 41 4R+ miR-195 ik 2 fiAH
K, 5 NSCLC B&F W5 A RA K. £ NSCLC 4f
More, 485N S PVT1 A miR-195 )30 S
B . PVTI @K B miR-195 i R IA 48 5% T
NSCLC s fodtt, PVT1 H# 5 miR-195 A H.
ER AT HERIA. PVTI @i Bt miR-195 1 5%
T NSCLC 4H Jfa 1) Js0 S8 U 59, S NSCLC #2 /&
JRT B ARAE T R BRI R R

JEEAE NSCLC HsUiby7 B 4> FALEI B R
KERIE, H IncRNA Fi-F [ 25§11 FE B80T
PP ENLHI S AR SB. BT IncRNA £
5 NSCLC 40 fafiif 25 By pL il -+ 4r =2 2%, B A 240
IncRNA FJSZm 259 7h k. 3 n 259435t . 20 P o
TSH, JFAE N ceRNA 5 24 AH 5% 3 8 5k 520
NSCLC 2 o (i 24 15559, 1X % B IncRNA AMY A]
VBRI R 2 W R TS (1 A= bs &4, 16 J& NSCLC
S0 M 25 PR A N 2 R E B R 01 . [FIIF,  IncRNA
% 5 0% DNA 15 f A& 2 W 4%, 75 5
NSCLC J8UJ7 5 Thi [FIRE R FE BB e . Ak,
IncRNA 7 5 A6 77 7 F3 388 72 3k A 400 o) 99 b £ €20,
IncRNA AN AT DA 3 24 47 B g 14 0 38 5 50T 7 3 45
U, 1T LI T DA 24 4 SRR DTG 7 AR T 2
PERIR 59 0T HE S BURE . [, IncRNA ZE IR IR
A BB 2R S, B A RIA R
IT ARG B8 71 S AR R VR T R

3 IncRNA £ ceRNA XIE1EHA = %
E3-A0

IR ceRNA B &R 18T e 5% Jm T 2K,
IR T AR A S Th e 2 M &R, (2

IncRNA £y ceRNA KIEAEH %2 3| 22 PR = 5200 .
Lean, 20PN H miRNA 2745, ceRNA FE ik 15
5 75 B A2 5E 1) miRNA /K, 1 A% &4 g m
miRNA 7Pl 248, 745, miRNA K4 KT
BRIThfE, T %% MREs 24k, &5 % RNA %
T U B & & ¥ (RNA induced silencing complex,
RISC). FUnsE /i i SC H 42 & 1) IncRNA GASS MY
A 55 4 P 45 4 miR-21 4% PTEN K&k, i H
miR-21 7] 8 i i RNA F # i& 42 8 7 IncRNA
GASS H & &iE. W2 it IncRNA GASS 5
miR-21 A fE AT RISC #, B J57E AGO2 PLiEH
JEHL RNA, 5 IgG A ELAS I 2 W 5 12 4 & £ )
miR-21. IncRNA GASS5 1 PTEN, X% H#] miR-21.
IncRNA GAS5 F1 PTEN ] fig 77 7£ T AH [7] /) RISC
25, SR IncRNA 7E RISC A & i) & 4%
ceRNA EHIEA . AT ceRNA I 14 1)°F
MrmlRe sz 2 M &R . EL i ceRNA A1 miRNA
[RRE XS = B A4 &2 AL S . MREs %R DL 3
fih ceRNA HIAH FAF FH AR &7~ 6 ceRNA 3G A 52
Wi, I H.24 miRNA 1 ceRNA [ = B 5230 [\ 45 /K
PR, ceRNA WML B EIRAS . [AIH) Argonaute
BB E B 0] BE B2 A ceRNA V& 1. BE Ak,
ceRNA ZH {1 76 Y 41 fg (1) 2 1o 1 v 3d i 3L 6 1
miRNA MG, SATIRERE, RNA 456 HE
HAIE S 5 4 MREs >R FHAS miRNA #5255,
Bl I ok 3d I 1) $E AR 5 miRNA {233 miRNA #1
WeiG, RIENITRES S ceRNA 45 K 5 1 i
PEBE R, 5 9% IncRNA {EA ceRNA K AFEAEH
T ER R TAFIE B HA 2

4 B ]

IncRNA 1F N A% RNA FE EH R, )~
2S5 NRZ AL IIRE, TERAE 55 2 Fhg i o
R T EEKEEEN. H ceRNA PIZ I H L,
BT —FE 9> T 5, IncRNA 38 3 41 5]
f) MREs W fff miRNA, PFEK miRNA X 5 b 2
DAL PR P 508, AT 3R 55 NSCLC IR AER B . B
T NSCLC, filfi % 19 /1N 41 Jfd Jif 9 (small cell lung
cancer, SCLC), 7 ¥ & Miidi 1) 20% e 45, #H L
NSCLC HoBMREEE &, FEHEZ. IncRNA 1A
ceRNA 1] 25 SCLC Wik A K&, Ul IncRNA
Tt %y ¥ & A (HOXA transcript at the distal tip,
HOTTIP)7E SCLC H ik, HEAS SCLC B3
I IR 23 W F0 AR A7 i) IA) 8 45 9% . IncRNA
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HOTTIP i it 45 & miR-574-5p F 78 [ H 78 it g o
f) 300 1) 3 BE 1 S B ceRNA HIEH, H EF T
miRNA-574-5p [ #I3E [F] zeste FiE K36 5 1 [F] Y54 1
(enhancer of zeste homolog 1, EZH1)fJ3Rik, MM
% 5 SCLC KK HL#HI®. IncRNA 1E ceRNA 7E
NSCLC 1 SCLC HHIfEH WL S 1.

B ceRNA IR A HS T —Eidt g, (=
SR A TR LI UERY B, R = R Y E M IR
. IR AR AR KT IS, — AR
M) miRNA B35 PE. ceRNA =F JiF 1948 4k 06 4 432 30
miRNA 1) H A5 3B GEHI ] miRNA ¥E4%, B H Az
MR /N B ceRNA BA 1 5% A1 7 55 8 o 15 DL 41
K43 v 2F B 0 PE miRNA % ceRNA 3% 4+ /R
KO, AN, ceRNA FIBFFUHAZ/E — S X .

Je, AUHE R E AR R MR ], NN RIEIERIR
Hoid g, TIEBAE N HE ST ceRNA 1EH .
Ho, B HB®BW TAEAZ, KZH
miRNA-mRNA Tl 3% 1 3'UTR J¥41, BfA—%
B PR. 2R, ceRNA R UEHI B KA AT g2 T
fREEARPERT ceRNA W Z8 (A& BN A ]
S S S5 %, H ceRNA &% () A P-4 ] g
Wy THE R R 4. 78 NSCLC ik KR IFE7E %2 57
KI5 IncRNAs, A HE i~ ceRNA {E 5 NSCLC
2 W A= ks EX I BA AT RERCN IR IT )
B A, N NSCLC W Ilm PRIZ V6 T RE T 38 1 8
ceRNA W 451 Jy 578 NSCLC 1 F2 ) & 2 Bl
FEALH AT

Table 1 The competitive endogenous IncRNAs in NSCLC and SCLC
%1 NSCLC # SCLC #HIZ S AR IncRNAs

FikKF LncRNAs ceRNAs miRNA #47 1EH 2% R
Rk UCAL ERBB4 miR-193a-3p A 33t 4 4 [14]
HMGBI miR-193a-3p {2 R 1 AT S [15]
PBX3 miR-144 fR AN B AR 2%, SR [8]
XIST PXN miR-137 A2 33 24 o 4 5 15 2% [16]
LARPI miR-374a Rt AN IG A . TR S [17]
ZEB2 miR-367/miR-141 {RE A f2 280 EMT [18]
miR-186-5p TR MG RN AZ 2%, T [19]
Bcl-2 miR-449a {341 1 HE AN AR 2% [20]
PVTI miR-497 AR T0E 4 M 38 A2 22 R T [21]
HIF-1a miR-199a-5p AR AR A T A [22]
MMP9 miR-200a/miR-200b fe 4 % % [23]
miR-195 1 R A L ) U U [54]
PVT5 SLC7AS5 miR-126a A2 3 24 it 84 [24]
MALATI STAT3 miR-124 (R 58 . TR SR [25]
MCL1 miR-101-3p IR 5540 ST DDP ALY TR 25 1 [49]
SOX9 miR-101-3p VRIS AT DDP (AT i 24 1 [50]
SNHG1 MTDH miR-145-5p (R Mg 58 . TR SR [26]
SOX9 miR-101-3p % £k Wnt/B-catenin 15 5 B #% [27]
SNHG7 FAIM2 miR-193b TR MG TE . FE R AN T [28]
SNHGI12 miR-138 fiigdiiliors - W el [29]
NEATI MAPK6 miR-98-5p i3t NSCLC kA K e [31]
E2F3 miR-377-3p CEXATIEL PN [32]
HMGB2 miR-181a-5p R 1Y AR 2% [30]
miR-449a fek R AR K [33]
HOTTIP EZH1 miR-574-5p dfiseiditlioRs WA oY ] [60]
HOXA11-AS EZH2/DNMT1 miR-200b {3t EMT [34]
HOXD-AS1 miR-147a AT 3 24 L 8 B A0 00 i R T [35]
XLOC_008466 MMP2/XIAP miR-874 TR MGG . 2 2R T [36]
LINC00858 KLK4 miR-422a fRHEAH e RS R 2% [37]
LINC00319 EZH2 miR-450b-5p T3t A0 i 2B K HL5 s M 5% [38]
AURKA/SOX9/TWIST1 miR-32 R E . 228 F0 EMT [39]
MIAT ZEB1 miR-150 k4 2 2% [41]
K&E TINCR FBXW7 miR-544a 01 20 B8 A 12 % [42]
GAS5 miR-23a T4 p G AR 2%, i A [43]
PTEN miR-21-5p R A1 X DDP [ [52]
miR-135b AT R AR S R TR BUR [53]
MEG3 SOX7 miR-21-5p R A1 X DDP [ [51]
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The Role of IncRNA as Competitive Endogenous RNA
in Non-Small Cell Lung Cancers’

PAN Jin-Chang, MENG Xiao-Dan, GONG Zhao-Hui"
(Institute of Biochemistry and Molecular Biology, Medical School of Ningbo University, Ningbo 315211, China)

Abstract Long non-coding RNA (IncRNA) is involved in various physiological and pathological processes of
tumors. Studies have shown that IncRNAs can participate in gene expression regulation by interacting with
microRNA (miRNA) response elements (MREs) and forming a competitive endogenous RNA (ceRNA) regulatory
network with other RNA molecules. The IncRNA plays an important role in non-small cell lung cancer (NSCLC)
development via ceRNA function. It provides valuable insights into the molecular mechanism of NSCLC and novel
targets for precision medicine of NSCLC. This review is based on our previous discovery of lung cancer-related
ceRNAs and focuses on the role of IncRNA by acting as highly/lowly expressed and therapeutic ceRNAs in
NSCLC.
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