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Abstract : Tongue cancer is a highly malignant tumor with strong invasion and early lymph node metastasis.
Epithelial-mesenchymal transformation(EMT) is a fundamental process in embryonic development and plays
a key role in the migration and invasion of tumor cells. Long non-coding RNA(IncRNA) is a kind of non-
coding RNA involved in various biological processes. Some IncRNAs are abnormally expressed in the de-
velopment and progression of malignant tumors,and participate in the regulation of tumor cell EMT through
various pathways. In this article,the recent progress on the regulatory role of IncRNA in the EMT process
of tongue cancer cells is reviewed.
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proteinase with thrombospondin motif 9, ADAMTS9) 2
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22, BLAh i miR-124 FRiK A I 251155 UCAL UL
BRXT EMT A998 5 35058

H19 2 AEEFEZME IncRNA Z—, 0]l
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Zhang 55 P — AR W], 5 VT E UM L
W40 H19 3Rik L, H 5 WHO 200 k2
SR MG AN B BB AR OC . iZWF 9 R W] H19 Kk
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ROIE RS A= 28, FEHL 51, 38 i StarBase 3.0 B4
JFEHED miR-124-3p 5 KCNQ1OT1 2 [] A RE 77 75 45
AL, I I8 S XU 3R R K S B0 A USRI
SR UESE, ULER KCNQ1OT1 #f R i miR-124-3p K
EEEAE S TRIM14 (3K, 10 T TRIM14 3%
Ik (A RE AT LA i R i 24 1 T g 40 ML CAL27
SCCY My f7 1% % M5 T8 =222 EMT, Kt
KCNQIOT1 A i i 5 0 miR-124-3p Ay ¥ fa) &
TRIM14 B335 0815 5 B 40 ) EMT K H BV
ST, TGS BN A T e U R 24 R R 12
W AR T T BB TR Y R
2.3 LncRNA i# i Wnt/B-catenin 1§ S 18 B = NF-
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AT JE N, Wnt/B-catenin {5 5 38 [ 78 6 41 L (4
W Sk EMT o R #EEZAER] . 4 Wnt FK 5 5
[ Z AR 455 B, Wnt {55 )8 811, B-catenin 7£ 4 Jfd 12
RAE JE A B-catenin/TCF/LEF %% 5 52 & 1K | 7 1 i
% Wnt #8235 3 EMT e, 8Ok £ i 0F 5
W] IncRNA A3 53 Wnt/B-catenin {55 5 10 % 5 9
ML EMT,

Jiti 965 5 A2 AH 3¢ 5 SR A 1 (metastasis-associated
lung adenocarcinoma transcript 1, MALATI1) fii T- A
Yo i 11q13, HRRZ W 3L ps3 4%, Bl
A WFFEUESE MALATL 5 7 9 40 i i 98 72 & EMT AH
5% , Liang Z5SIF F qPCR 434 75 895 1R 41 it 47 4 41
MALATI B3Rk, SR J5 I BORL A G 1 77 v 300 i) 5%
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1 MALATL 2635, [R]B 20 M7 5 96 40 i 9 52 7% 12
22 WTAT N K EMT SCHERR (T 36 45 R R WA
IR A0 M g 4 2  MALATI i3 3238 5 ik B 45 5%
FEAH G AEHLHN T7 T, ZAE B B 5 {8 Wnt/B-catenin
15 5 30 % 2 S 1 79 DKK1 & 30, U128k MALATI %
A i 2 ME 1A E-cadherin %35, T ## Vimentin &
Y% B-catenin YR IA , 1f Fi5 MALATL WIE B
AHIZ, WA DKKT B4R FH AT 308 %% MALATIL 3 383K 0F
EMT A Wnt/B-catenin {55538 % 5% M , AR 4l 52 5 25
eI MALATI I J2& 3 3 94 5 Wnt/B-catenin 15 5 8
A S AN EMT SER2 0 % Az, 1 2 208 5 98 40
JfL (RS M AR 2855

WLEh & 127 4EAH G 1 1-J2 L RNAT (actin fil-
ament-associated protein 1-antisense RNA1,AFAP1-
AS1) JZM AFAPT % f% B PR 85 9 iz L DNA % £t
Az iR 00 TE 22 PO IR A A Rk bR e
Wang % “HLEE T 103 X 7 IR 40 it Ji 41 20 S A X
V7 (A9 55 4 2 AFAF1-AST 19 #6515 00, 3 TTER
i35 40 ML h AFAP1-AST 383k, i OWER AFAPI-
AST X 7 6 9 20 I AE R N R A AR 28 B T
EMT )28 A6 16 &L . B 98 45 R & W1 & % o 41 21 rp
AFAP1-AS1 Fik B E MM, H AFAPL-ASI &%
KR E B AT 808 ShRNA A F: 19 AFAP1-AS1
FIRUUBRIE S T & B A0 ML G 5 1R 28R D) JTE 4
FHLHIBE ST, S 45 SR R UIER AFAPI-AST /9%
ik o] 4 ] Wnt/B-catenin {55 % il B 1 p-AKT p-
GSK3B J B-catenin &KV KTk, [6 B0 EMT
e HE A (SLUG,SNAILL, VIM,CADN,ZEB1,ZEB2,
SMAD2 Fl TWIST1) 3R 3k | AT 7E AR P9 A1k 55 7 6
T A0 ML A= 28 MO RS R T . ST 40T T IncRNA
AFAP1-AS1 77 9 4 2100 3k S A 75 98 40 i EMT
R R EE R AEH, #8757 IncRNA AFAP1-
AS1 il 2 Wnt/B-catenin {5 5 38 % W 7 & 9 41
EMT, i M52 e 75 9 40 B A= 24T 8

2006 4, Ishii 55 78 P17 4 5E B 4 51 49 By
R 12q12.1 R0 8 SRR I fa kX, BB 14
5D U SEAFTE D) L R Y IncRNA, I 45 R0 WL
FEAE % 5k A (myocardial infarction association tran-
seript, MIAT) , IR i TAF 5% 2 B MIAT 5 JiFsa |
B LIRS SRR R R R R
Ko Zhong ZERI P E 7t PCR BRI 1116
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1) g 2 R i S AL 40 I TP MIAT 1 2% 551
B, FHHT T E AN R MIAT 223k 1928 4k 5 40 i
EMT Je 7 28 (0 B M F e 46 SR 3R ], 5 98 55 4 41
FHEG, g 220 h MIAT 23k KT8, B 5 i i
IR B E MR IEA DG, T R A 2 Rl T M-
AT KV S50 ik L 235 2 B 0 0 i B 8 AL 2% 00 9
A, HAAE 45532 W MIAT /& 3Rk 3R & 98
BHETEA R, WLAh , RIMIF 5T 2 B MIAT 3 5 #05
Wnt/B-catenin 15 538 45 EMT dr& ¥ £k 5
9 A0 A A 4R 2R ST AT

T£ IncRNA XJ & %6 4 e EMT 8 h % & iy &
B AR 7 30 % B Wnt/B-catenin 7, LA B % B
IncRNA i iz NF-«B {55 53 6 U 45 % 9 20 ML i EMT
PEFE, NKILA J&—4~5 NF-«B A5 /EH ) IncRNA
(NF-kappaB interacting IncRNA ,NKILA ), NKILA
FEIK F3h 32 NF-kB A, HIEHE 5 1B Y BERR 1L A7
S, A IKK 5 5 09 1B #5216 F1 NF-xB 7% 1k .
Huang %5 % 8l NKILA 7 H A2 2B T, 5
FLARF2 3K 5 Mg 3 78 17 i FR A TR AN A OG Ut
Hb, WFFRERB] NKILA 0] IkBa B85 {6 F1 NF-xB
R TG B 300 2 T R 40 S EMUT A | DT 400 1 5 98 40
iR ZBIE RS B A T, X 2 S L B NKILA 2 H Aif
M0 UL B IneRNA 22—, 26 8 R & A 77
$93 % LI PR R R OV AE VR YT A

3 B 2

VLA K IncRNA 78 i 8 45 8k 14 BF 5% 45 3] 1 ke
T T, VI E AH Y IncRNA 3 i3 2 Fh il
Tl IR AN (] R 24 78 ) R o Ine RNA 5 i 83 448
il EMT f) 5% 2 76 3 472k B 0T 52 o 9 34 3 48 7 | 78
TR o, B2 IncRNA #IE 52 AT {2 195 40 i
EMT (&1 MALAT1 AFAP1-AS1 %5 ) |t 77 7F /b &8 43
IncRNA #1461 %5 40 g EMT #F#& (401 NKILA) , 5 48 7%
TR B TS R T R AN R 2R B SR T4 B
A B FEAE AT TR 24 1) 5 968 40 B R v & BB Y IncR-
NA (CILAT) W 877 5 46 20 i A A7 fgosep: )

U Z 5058 W IncRNA 7] 1F 4 75 93 H8 3 7l
Jei VF AL B T R 4 AR B R R T R AR A H
IncRNA X % 8 4 e EMT 1 A 89 B AR B A+ 43
BB, 22 800 5% B 2 Rl S IR N S 50 KRR e T
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