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Epithelial-mesenchymal transition-related long non-coding RNA and gastric cancer
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[Abstract] Gastric cancer is one of the main malignancies threatening human health, and its occurrence involves

multistep and multigene interactions. Epithelial-mesenchymal transition (EMT) is a biological process in which epithelial

cells transform to mesenchymal phenotypic cells through specific procedures. Studies have shown that long non-coding RNAs

(IncRNAs) can promote or inhibit EMT by binding to target proteins and competing microRNAs as competitive endogenous

RNAs, and some specific EMT-related IncRNAs are deeply involved in the invasion and metastasis of gastric cancer. In this

review, we summarized the recent mechanisms of EMT-related IncRNAs in the regulating the invasion and metastasis of

gastric cancer.

[Key words] epithelial-mesenchymal transition; long non-coding RNA; stomach neoplasms; neoplasm invasiveness;

neoplasm metastasis

IR S I N DA e ) F A 2 —,
B SEEE R 6 7, LR 2 (1, o
W3 15 6 AR E B IS AR 22, Hh 4 RS il A At
DR e R b e B, PSRRI, b R Il o
1t ( epithelial-mesenchymal transition, EMT ) 7E/if
ARSI R P R EEAEN] . EMT &A1Y
Rb TR, RZFEFFRLRE IR, XU TR
PESE T, EI AR b ] BT A B AR SCAR R O B
(vimentin) . N-#5%# 1 (N-cadherin ) 53Kk
I, bR EY -85 8 A ( E-cadherin )
FR TP, KaEIESiS RNA (long non-coding
RNA, IncRNA) 7B ML . KRt
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RAEE B R, A D Y E- 4
R AR 15 A B 0% AR 1 BT Y A e - A - BB e
M (Twistl ) . E &45 G848 8HE N (ZEBI,
ZEB2) . Snail %% (Snail, Slug) % EMT i
SR TR EMT Y, AR SCE LG8
MBFSE R SCHR, 45385 EMT AH5C IncRNA 765
T AR R 3 HLE, BRI XS EMT
PEERLAIA TR

1 LncRNA A

LncRNA Jg§ F ARFEHNAMWEE Z =Y, H
RNA K5 200~100 000 nto BEAEIAH IncRNA 1%
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AHEARHMSIIRE, HiEL RNA (IEAS 554 e BMT b2, Mmdnddl Bz, #n

P Fa, {H 2016 4F Nelson 25 FFEIESE IncRNA
] DA G A A= BN R, 12 0 BKRT S A v I o UL
T /N B G ATP gl . H g AZEEEH h
BEBIAEAY IncRNA 524 25 000 M, H H A A H]
1% B IncRNA HAIIREME . LncRNA EZ LU
T 4 M2 5RFEREEDT (1) £
&% KF. LncRNA J@ 5 DNA | s @5E
F . 208 B G B S A 45 6 i 2 5 AR
ESERKFMTY . (2) #5%KF . LncRNA #]
DL 5 Y 8 5 o 99 B0 S T A R e 408 T PR R
KL P SEE I 4G RNA 256 &E A
WG FURR Eh X RNA REHE TG
(3) ¥R KF . LncRNA AT LA i 4% 59 47
M AEfE i/ RNA ( small non-messenger RNA,
snmRNA ) . ¥ mRNA RiRMATAEB5Y] . 855
mRNA Fikh=F AR e M52 5 I NS S 57K
. (4) 5K RNA (microRNA, miRNA ) JE
WG E PR RNA ( competitive endogenous RNA,
ceRNA ) ML, Ll FJral, —28 IncRNA
ARSI E R EMT, Wik, 55 EMT
FHOCHY IncRNA A AR B RS E IR

2 EMT #83 IncRNA 5 5%&

2.1 HOX #:F kL RNA (HOX transcript antisense
RNA, HOTAIR) HOTAIR & F ALk
12q13.13 X, k[ HOX HHNFHEN T HOXC H
R /e Xk, HOTAIR 255 1 MESL A
YEFI IncRNA"", Endo 45" F S 98t e
PCR AR KB B w414 HOTAIR 3R K7KF-W]
B TSRS B HOTAIR &5k BIEAIT
] 1) J 9 A4 A 53 0 T A B B R DK A I I v, 4
W RTEA HOTAIR ik b 0 g 4 i i) 4 B
JH38 A% I 6 R (%) e g 50t P 15 R/ NI B
KF XL . Xu 451% Bl HOTAIR 75 B 4141

eIk W LR, H AR KT s i bk 2 &5 4
I ARG, R Ge it 45 R 4R HOTAIR
FIkKV 5B E ARG AR EAHCHE; 10
HOTAIR ik 5 a] LA/ 8 8 FURIRE o 46 J 2 1
fitf ( matrix metallopeptidase, MMP ) -9, MMP-1
fyFk, [RIET LU E-ESE MRS E AN 1
( zonula occludens 1, ZO-1) FHFAMEIL, W

HOTAIR 1|8/ —FZ5 EMT (280081571
UUER HOTAIR (1) 'S 40 AGS %5 4% Snail 15,
PRy EMT LKA, 4278 HOTAIR Al fig/id
1t Snail B EEIE EMT. B4k Liu S0 HF58 th %
PLTCIE RIS SR RSN B R 40, 78 HOTAIR
FIR TG IR A R R 2B R RS e 1 1 2T
K, JFH EMT 2 &AW, JRPZ HOTAIR Af
DL i 7] miRNA U1 miR-34a, #7% HGF/C-Met/
Snail {55l H L EMT.

2.2 LncRNA-H19 Eg3EH HI9 i F Ay
fk 11p15.5 Xk, FH4ai%H IncRNA-H19 25 1
AW RIS IR OCHY IncRNA . HI19 TERIGTE i
BH) iz kik, AR JE R 25 20 2k 20
P TS R AR BT, H19 T LLEE B LA TR
PEM, LneRNA-H19 7EffaE & A i R b A A
MUEPE, W A A Rl 2 b AR GR
A I VS i e LR 42U H R AR
A, TR H19 JEFAMNE iR g
4% 1 4~ miRNA 4>+, Bl miR-675, Bt HI9
(3 F IR BEIG IR miR-675 BYFEkAK T, HET T M
E-#526 M, g™, WA m ot £ A
BT IncRNA-H19 AT U 21 42 2 240 it 34 5 S
HRREA, RHY miR-141 ROHEIHERXR,
Al PLidad ] miR-141 M HARILR ZEB1 Fikifi
feik EMT,

2.3 #EHEMHAEKEF B (transforming growth factor
B, TGF-B) FHtyK4t3E % # RNA (IncRNA
activated by TGF-B, IncRNA-ATB) LncRNA-ATB
AT A 14 Sk, 25 1 DBHESCRES
TGF-B #4758 IncRNA, #3847 TGF-B se4rik4h
£ miR-200 K- LR HAEILN ZEBI Fl ZEB2 Hefig
P EMT. Saito Z2" 45 T AR B #2041 IncRNA-
ATB. miR-200b, miR-200c. ZEBI kK-,
KI IncRNA-ATB Kb/ T, JF Hilid -
14 TGF-B/miR-200s/ZEB {2 vt B e 4n i R 22 fni%
¥ Z7F RIS R IncRNA-ATB J&— 57
AT R, AT AR R — T 0 A W bm s ) W
PR . S IncRNA-ATB 7] LIAE K ceRNA F 345
4 miR-141-3p, EPEINIHIH T TGF-B AHCHE
FERSEE, ISZHINT TGF-B Fk /K Frids, &
25t miR-141-3p/TGF-B 1F B FREE A 4
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BRsm ik,

24 HMmIEARFEEHFTF 2 (colon cancer-associated
transcript 2, CCAT2) CCAT2 &N T Ay s
A 8q24 IX4a, 1 Ling Z™F 2013 4E 1 IkAIH,

9% & BUHAE 4 i 8 i ik, nTRIE R
Wnt 3 % B4 T U 35 RO 0 45 M oA A i ) 44 5
5% . Wang 55T KB CCAT2 FikK 5
BRI RN . IR AR TNM 38456,

ULBR CCAT2 mJ LA R I 5 s 20 ML B AR 28

W58 & B, CCAT2 iifiid FiH E-#5%h 4 %
ik K BR ZEB2 ., R AR AT N-EG R H ARk
HEERAIM & 4. EMT; CCAT2 5 zeste B3R
FI]JE4Y 2 (enhancer of zeste homolog 2, EZH2)

HH B A 5 DR LG 3R -0 285 8 1 R A i g 41 o] A1
F[E]JEY) 2 (large tumor suppressor homolog 2,

LATS2) Fik. #5535 CCAT2 7F B fd i
HIIEERIFSS T B,

2.5 Linc00261 Linc00261 i T A YL fa ik
20p11.21 Xk, Yu ZEPISE & B 1inc00261 15 i
MLV FR b Rk, i HAREIE 1inc00261
(1) 5 5 BB B TS A R 2% . 3 AN & B Slug
J& 1inc00261 ) RNA 2558, 1inc00261 A LLiE
W FEAL Slug MR E M T Slug &ik, 0]
VI Ao B 5 S A 3B ( glycogen synthase
kinase 3B, GSK3PB) Hl Slug = [a] (kA E 1L vt
Slug MM, MAME EMT JEFE, Z2M e it
JEPY S PR RFRA TE T LA E I 1inc00261 #Y
TR HEEE, dERREEEEEEN
e

2.6 LEIGC Han %™ 2014 4E48 T —FoE
HEAL TS E TN IncRNA, JREHGH
A LEIGC, Ahfi1i i i Rk FUTER LEIGC W5
Hxr B AR . e, BBz m, I
LEIGC Wi ik nf LI B i 40 M iy G 58, 30461
BRI EMT, JfR40m B A X S-SR mene
( 5-fluorouracil, 5-FU ) FYBUEAS:; TmUTER LEIGC
JE MBI 45 58 . 7% LEIGC ] BEAE N g
TR e B 0 ke Nk S rp i 2 R

2.7 R4 EMT 8% IncRNA BRTLLE 6 fhl
B EMT iR M LA IncRNA AF, T4FERA —
46 IncRNA #EFHZL4E 5 B EMT o B4 %
YIBKZR, LA 1inc00152, SPRY4 W& FHe A

( SPRY4 intronic transcript 1, SPRY4-IT1) .
PEFGLER [ U 578 1 ( zine finger antisense 1,
ZFAS1 ) 2P g b T LAaE oo 45 b A2 8 45
JiE % EMT.

3 N £

EMT J&—MNEZR0 . 2@, e
Ry T EEAA, HEAE T BSR4
(N7 T O A X (= = W <27 1 i 2 N e
B, EEARER, HWPIETAH EMT 2
AT 55, H Fischer 250" % BILLE 3L 8 il
FE RS /N RS o LU /NS A3 bR 4l i & A= EMIT,
M EL SRSk E 2 AE EMT g 40 i 4 A% .
LncRNA 7] LUE M SHEAZEA . fEA ceRNA 3¢
4+ miRNA 5575 200 45 X 46 A2 i sl il EMT
. Wi, W58 EMT #1356 IncRNA 78 B i 7
2. MR ERANLE], SHRBIE X EMT
BRI AW, X B R TR K AR TR

AR
[Z % X #f]
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