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Expression of IncRNA-ATB and its regulatory
mechanisms in carcinomas*

Xing-ming Jiang, Zhi-lei Su, Peng-cheng Kang, Chun-long Li, Yun-fu Cui
(Department of Hepatopancreatobiliary Surgery, the Second Affiliated Hospital of Harbin Medical
University, Harbin, Heilongjiang 150086, China)

Abstract: Long non-coding RNA (IncRNA), which has the length of more than 200 nt, is an important
member of ncRNA family. With the progression of IncRNA researches, it has been recognized that the dysregulated
IncRNAs play important regulatory roles in the occurrence and progression of many human malignant tumors. It has
been found that transforming growth factor B-activated IncRNA (IncRNA-ATB) is dysregulated in various cancers
and could regulate the malignant biological behaviors including proliferation, invasion, anti-apoptosis, metastasis
and drug-resistance. The expression and regulatory effect of IncRNA-ATB in neoplasms will be summarized in
this article.
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AWFFEUESE 57 5 R IK M IncRNA Z 5045 T P IncRNA-ATB S5 3 FB I A I IR v AR
W2 MG EA Y ET R WEEAERKE D PR
( transforming growth factor b,TGFb ) # % ) IncRNA - .
CBLF BB IncRNA-ATB) et Tom i | OnNAATE STRH RN
(1 IncRNA, 5E01 T 14 SR @k, BT IneRNA- 1.1 BRI
ATB N BRI 2 40 2 A4 . PRTFAROCITFRE AL A 1 o S I 2O R 2R A W BE SV (quantitative
TR AT A T R R R AR T A, Bl real—time polymerase chain reaction, qRT-PCR ) & £
XTI N IncRNA AR NG, FEL R NGBS SRS PREAE 00T, T IncRNA-ATB g5 5 %
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I H5 R A B AR TR RS 2 UM G . X
TSR / g S A ZU R DU | RSN I SE 50 R A P 1Y
SRR © TGFb REASHEHE IncRNA-ATB ik,
IncRNA-ATB 38 15 PN 54 165 45 % B miR—-200c 3k | 3
U SRR E- 45 A RSP & (zine finger
E-box binding homeobox 1, ZEB1 ) 335, i w4l
B kA= B RzEl i AR (epithelial-mesenchymal transition,
EMT ) 1 {2 #F e i 42 28 S5 5% %% 5 IRl IncRNA-
ATB iR 7] DL 35 1L-11 () mRNA 254, JFReis4ess
IL-11 RNA ByfaEtE, 1L-11 gt—2iad A 5y =X
BOE AR 5 5% 5 5 5 sk G+ (signal transducer and
activator of transcription 3, STAT3 ) {5551 B R AL
e OO RS G e R

16 FIRIFFR R LN -, JANG 25 " ] qRT-PCR
SEAI T 100 1 B E A SWREA G 23 < AL
THSFIER AL, FHmIIEHLN IncRNA-ATB (3£
KU IV, IncRNA-ATB 1 5% kK E 511 #%
ket . HF N ANEERS . mUICC 43390 K 2 28 % AR it PR
g o W A B UIAROG I B384 IncRNA-ATB 24
BB A AR A A K TR R A AF AT B 25 . LneRNA-
ATB (1) 575 387KV 5 [ £ 3 W s B~ B3 =2 i)
FIFH G BT 25 3 s « R ( B A% >5 em)
Hl IncRNA-ATB A4 755 26K K 1T AR N JF9es 2 A4
A A LR ST AR 2

rh 2P B EE R 1V (astragaloside IV, AS-1V )
XoF g 1 e A R e B RIVE T, AS-TV AT LU
SRR A EMT (&4, FIRILERRE ST, HBeLAR
g R 8]y 2Xoef B TR R 98 i3 40 L Y IncRNA-
ATB 553k, A, AS-IV iiid F i IncRNA-ATB %
PORAEHE IL-11/STAT3 {5 Z il PR R0, HEMTE S
JEANAR K AL PR TR I . EARSN SRS, R
FERFAILYLIMIEVE I IncRNA-ATB (1935 RE7E—
FERRPE i AS-IV X g 4 35 5% . 1248 S EMT
FAm IR
1.2 4%

IGUCHI %5 " YE45 159 8 5 IncRNA-ATB Rik1E
K AR BBFFE it qRT-PCR & A, 45
7R IncRNA-ATB 259 FiH#E. XF IncRNA-ATB
FIRNE O 5 I R 09 73 A 45 R iR IncRNA-ATB
1) 2 K P23k 5 TR I AR AR S I R T TR
WERZE . MARIL R S A S UM, ARG H
PRIMATHE RS 5 K W45 I FE 4 1 IncRNA-ATB 3R iA7K

R BT, HEER IneRNA-ATB 4B E B
XA R

Jii 25 1) S B T 5%t % B IncRNA-ATB 75 45 11
S RIS, I BAE A H R S i I 4 21
P IncRNA-ATB /) L JHFAFEE T &, 1] E—cad A3
KR I R L 1) R AL R DG, IncRNA-
ATB 1 E- 45 £ % 4 ( E-cadherin, E—cad ) 1 ¥
FIRIK 5 45 9 1 pN 43 A AJCC 43 3 %5 D) AH G
IncRNA-ATB #5215 2H J 3% 10 R J5 3 R A A7 FG
AEAE T A, H IneRNA-ATB 1] DA A 4% 7 9 T
Ja B Sr FIE N 2, E—cad AT LAGEBS IncRNA-ATB Xt
U VAL, BAEEZ FARIBTY 1A R B TG
M IncRNA-ATB )35 28 BT & BhAS TR R
PERSS MR A R (R / (R A 4
L), PRIMNMAKE LR R BN - @RS
JJRE 2 AN IncRNA-ATB AU A K 5, ANEMEDT
B IncRNA-ATB BEG% W M 40 i Ay 34 58 . 1288 K&
EMT"™, #5351 IncRNA-ATB AU REAS I 3545 1 9
Jiges 20 M ) (R 285 R e 0 , i TT LAl IS 5 TL-11mRNA
FHZE S R AER I RNA 2, #Em i IL-11 Ay 5R
STST70 1/ S 0 NN REASE i Bl et TSPt 2t K|
TGFb i /) IncRNA-ATB LRk, YEiH L miR-
200a/ZEB1 WHE SR RIS e s A i e B re T ™
1.3 BE

BT IncRNA-ATB 2 54 ik H R AK
E5 MR BT, IncRNA-ATB /& #k 40 ¥
FIARJGAAFEF R4 5 I H IncRNA-ATB Ay 157K
ATLME B B WU s FE R R . et AR B
+ b REAS I 15 S5 I ALY IncRNA-ATB 1 ZEB1/
CDHI B Z3EF T i miR-200c 422 1K 012 1k i 6 410
A EMT 5 414050 s A AR S v A7 (7% TGEFD
55 IncRNA-ATB 1 ZEB1 5 IncRNA-ATB []$4 2 IF 4
5, i IncRNA-ATB 5 miR-200c [i] £ 74 5 ™',
52, BT EFIANY IncRNA-ATB #id TGFb/miR-
200c/ZEB1 e i I i M & A= EMT, #E Mg om HAZ
PR

e K A, FI 7N RNA T 48 (small interfering
RNA, siRNA ) 55 4 40 U5 1 U0 8K IncRNA-ATB fE %
8 20 S o R 4 ) 3 5 D BELYS 4 R . B
XF B 9 IneRNA-ATB i 9 /5 FH AL 1 0 BIF 55 % 30
IncRNA-ATB 1] DIAE A 55 4+ 4 9 I RNA ( competing
endogenous RNA, ceRNA ) B IE4S4E miR-141-3p, iH
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FEN AR LneRNA-ATB 78R rf (9 3 ik SRV E o

it AEZRAS RNA [H Y AH B AEH (IneRNA-miRNA ), FH
W miR—141-3p 5 T i ¥ 3L K TGFb 3”7 — 3E Hll 15 X
( untranslated region, UTR ) IGES, MM SCEEXT TGFb
TR, BBV HFSECAESE TGFL AT LA
IncRNA-ATB [R5 ™, LRSI SR . H
I ' IncRNA-ATB fig 9% 38 2 miR-141-3p/TGFb 1E 2
RS RO AERE F B I Rrae kS ik

2 LncRNA-ATB 5iihiR & S iiEg

B4 B

W K A B 240 s i 93 20 R0 i 98 4 i b
IncRNA-ATB & FiH R, A K0T
IncRNA-ATB (R IEAIX T 5, I H IncRNA-ATB 1y
TR E M L ALUEESY . MR, e
R Bm AL RS B DDA DG . IEAh, FIA siRNA 17T
SRR 40 MO N IneRNA—ATB AYZE3K 5 fEfg B 440 40
L3458 5 TR (222 BHHE EMT 355 S 4 kA i =™,
Ja SRt AE H : F3RI8 IncRNA-ATB 45 4 il
SR R R A AERT I B 4G, JF H IncRNA-ATB (3%
TRIKAFRT LAAE by B 240 B s S0 3 R AR A A O ) e 7 )
Wi
2.2 BIYIBRER

T8 g 4 5 R = 2R 3K 1) IncRNA-ATB 5
95 i ) 20 22 4y 9. R PSA UK ST i B 4 0
Gleason P43, Ik [ 55 F5 I I A5 bk B0 410 25 1) A O
1 IncRNA-ATB Rk 4 835 7 J5 M JC 2 & L AE R
[ TR, RS i~ S v, R siRNA SRR T
#R IncRNA-ATB 3K 3k BE % 410 1] JofJeg 48 i 1 185 4 0 52
M 41 i RV 9 26 P 9 8635 (eyelin Efeyelin D1/p27/p21 )
IncRNA-ATB i GEAE I 42 i 12 ML 3 Je / 25 1 e
B ( phosphatidylinositol 3 kinase/protein kinase B, PI3K/
AKT ) {5538 # i BOE 75 00, PI3K/AKT 15 538 #% 1)
BGPTSR EMT marker 3£ K ZEB1 FEEFREE A 217
( zine finger protein 217, ZNF217 ) BYFER P 2 , i
F1) B9 vh s 635 1Y IneRNA-ATB 1 3o 1 318 42 40 iy
JEIE H (eyelin E/eyclin D1/p27/p21 ) Fi4f By PI3K/
AKT {553 B M) 3845 ZEB1/ZNF217 (93235, dEii
AR e A AR P A FE R EMIT fig
2.3 FERLE

Xof B B 96 7 IneRNA-ATB 15 OB 58 & PR« 5
723K IncRNA-ATB BE #5412 7F Ji% Jbk 98 ik 928 4 A ) 384 5
KT #4272 6E 11 5 IncRNA-ATB i 33 5 miRNA A 5.

2.1

VE FH K P9 T8 1 v 2 W% [ miR—126, BH T miR—126 5

T IL ) KRAS 37 —UTR 454, b iEfesms LA

B RBEREFIEILEHEFEEY (Kirsten ras oncogene
homolog, KRAS ) 31k, 1R iAM KRAS #F — L
i PIBK/AKT M1 A =4 E 1 ( mammalian target of
rapamycin, mTOR ) {518 #%, PI3K/AKT Fl mTOR {5
5T K T 9 A TR ) 8 A S AR 2R e A% DDA
Ko FIRBFTEAERSER « BT IncRNA-ATB i i
Xt miR—126/KRAS/PI3K~AKT+mTOR %l 1) i 5 S 1 it
i P B A AT R

3 LncRNA-ATB 5NN 2 % phig

3.1 dE/NHRaRTRE
WFY % I IncRNA-ATB 7E 3E /N2 Ji Jifi 98 ( non—
small cell lung cancer, NSCLC ) F*) 3 £H 22 R fed 441 it
W R BRERIR LN 8 = 2RI IncRNA-ATB
5 NSCLC (bR /N o Wk EL 25 546 4% K i b 5% 7
B, I H K IncRNA-ATB 4B E 1A 4
FEIEBUAINT I 22 . 76 L aRAFgE i 3eat [, KE %5 *" B
9% 7 38 o 5 U siRNA SR ZR P T 5 IncRNA-ATB
(IR, IR AN AR A . A0 e 3 e ST R
Rt 1332 2N B AN, 52 R 4R R A TR T
3.2 fhBRIE

XiT 85 1 Jili iR gegs 56 % 65 9] it BRE ARG - %) I AR
FEAR AT qRT-PCR & 5 A )5 & 3L« s 2L 4L
IncRNA-ATB [R5 B & T X R E 202, Mg i
F LS N Y IncRNA-ATB Y 22 A R AR 5 T 1E & 323K
MR E SRR S MIEFEA T IncRNA-ATB )
TR RIEMSE, I HE R RIEKFEE TNM 4
1L R RN Btk B A R B DA G Y, Bk,
XF IncRNA-ATB FiA 7KV 5 B G R BRI / Z 4
RASET, BRI R S LTS REA N IncRNA-
ATB 257K 0] LA T80 12 W 5 HA0s: = T
FEpLIR ™

4 LncRNA-ATB 5 H i phig

B RE

SE G WF Y45 S B R 7 B N Y IncRNA-ATB 2
iEERIs, HHSRR K5 Er Enneking i )
I 7% N 2 R VIR G, R 2635 IncRNA-ATB &Ik
F AR TC K AT RN 22 By B AR A A . e
Ah, B P HE LY T IneRNA-ATB [FRE N |8 5%

41
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ik, Jf HARBGEXT IR A S e AR TIX 4, [RIE
LA B 1 R S e UM . AR S A KT S B A
7% : IncRNA-ATB i iF ceRNA #HL #l ¥ % miR-200s,
TEAELE G miR-200s, BHBT miR—-200s 5 T JiEHE p
ZEB1/ZEB2 3’ —UTR 454, T LiERIAN ZEB1/
ZEB2 REMSAR IR 4 ML i 15 9 . 1B B S AL g
It H R 42 N IncRNA-ATB/miR-200s/ZEB1-2 [8]
FIRBYIARL 5 K135 miR-200s AT LLEE RSN FIA
A ]S P AIG Ine RNA—ATB X8 P92 iy 40 e A i S A
FH ™', #eAh, TGFb AT LAYE S IncRNA-ATB #4855
KR miR-30a XJ T % i EMT marker %[5l ZEB1
Fl E—cad ) ¥ 4% (IncRNA-ATB/miR-30a/ZEB1+E-
cad ), IncRNA-ATB ifliid [ ZEB1/E-cad Wi £k
SR P MR AR s Re T
42 MRE

AH b T TE 5 2E 2 8 i e o 4 L, e S URE R
ZHLHPRE NN IncRNA-ATB g FiHZ R, IF
H #3235 IncRNA-ATB F8 35 14995 38 43 % o 5 1 4% K
A AF T TA) T R R A S 240 S 36 R A B S5 g
T IncRNA-ATB 355, B I8 I Jed 240 Jt ) 34 3
T S5HBAREIHR TRE, R RDE 9 AR K R
g, R, BFFEA L P : IncRNA-ATB 3 i P IR

o P LT -5 TR AR PE ) miR-200a 255, 2L

miR-200a 2k 2% T i HARSEA TCFD2 I iEs, &
PR B0 ML TCFD2 WY K- 3k 5 MM &
ik miR-200a HEMS I H IncRNA-ATB Xt i 5783 fif e 40
MGV AT AR EEVE R 5 28 b, BBUR b s R
iKY IncRNA-ATB 38 3 X miR-200a/TGFb2 il () 3 45
AR IR R A 2 A TR T
4.3 FLBRE

HER?2 FEH: L9 % Hh 228k Bt 245 trastuzumab
resistant, TR ) FIWFFEH A BR « T 24 2 6 g ZH 41
TR FLARIE A 400N IncRNA-ATB AYZE A K5,
1 R3K IncRNA-ATB RERS AL HE TR 41T 25 5 12 5%
ety fEBhAZUE & S5 IRAM S0 (At 2 5 40 i
SEHY ), TR FLARHE H IncRNA-ATB i i ceRNA 25 &
miR-200c € | ZEB1 Fl ZNF127 351k, m2IAM
ZEB1/ZNF127 RS {12 ik L A Jir 8 4 g A& 4= EMT #11
X 1 Z2 B ST i 25
4.4 FLIKBIRERE

X 64 I FL IR FURARIE (papillary thyroid cancer,
PTC) HEUEA R HEA T2 f Al - AR T X0 7 1F 21

41, PTC MR H LN IncRNA-ATB 25334 FIH#E X ;
IEH, AR 9056, 38 2 i G ok AR M R
IncRNA-ATB Ji5 Re 8 W] KA1 PTC b 4 A iy 14 58 5
TRERE ). X T A B Y de A U 25 SR AT Bs S
5B B RBAE AT /30T SR | 55 3R3A 1) IneRNA-
ATB 59 R/ NS 25578 S ARG 5 3233 TAE
M2 43 HT 20 : IncRNA-ATB 357K 7] LI T %F
PTC ifgg 4l 40 / 1E 5 LV 1 Gk 568 1 PTC
BHE AT ™,
45 HEBSEIE

K EL IR 1 IneRNA-ATB 7] LAE A ceRNA, i i3
T PR 4E A miR-200c, 38 il miR-200c 5 i # 4
T KRAS 3° -UTR 454, {2 2 K KRAS 1Y
FEIRK, SR P AR A0 R G A 5 AR DR
IncRNA-ATB HE % BH o 410 il A3k 298 Raji 40 M A9 38
B, BELA BB Z2 40 M ps AN RN e 61 /1, A S
i e 240 B AR R T Y A SR R 2 2R e g A
L IncRNA-ATB b 58 LR, JF HmRikm
IncRNA-ATB 5 = SRR A B P b . TR b . ik
[ 45 6 F% N = #0958 FIGO (international federation of
gynecology and obstetrics ) 73 A% UIAH . LAk, &
IncRNA-ATB ik B # SR AP L 22 5 25
EAS R T R : IneRNA-ATB 3635 K1) D
VB Ry By 20 b R R A A7 A ) DA B A R R 1A A
STIERS R
4.6 LncRNA-ATB IR E{REIX

i qRT-PCR X 150 151 [ A g A8 25 114 e 2 21
UK IO I 5 2 2 L K e 200 B 0 I A b R 4
IncRNA-ATB KB HATE AT, 4558 /s 7 Ao
Jifyed 2 RN 4L IncRNA-ATB h Rk, If
HHZFAAOT SRS . WARI0 SR I K 55
WAL, KK IncRNA-ATB 4 534 AR A 77
FHXTH 22 (B2 R 77317 (IneRNA-ATB 3Rik
K5 BETSIED ), KFREN IncRNA-ATB 1] )
R R FB B AN R TS sz I R 28 7 A
qRT-PCR & Al , & IAEFLIREE T IncRNA-ATB 2
S TR, TS BT IncRNA-ATB £ik1
R 25 AR —3 ™, B YR SN EMEDTER IncRNA-
ATB £ikJ5, RefEssm 7L IR 40 i i 3 iE 5 1R 5%
AE 1 L EMT marker 558 ZEB1 F1 ZNF17 3K ;
E— 25 B WF 57 45 42 7R IncRNA-ATB J2i8 1 ceRNA
B 454 miR-200c >k 56 B F iR I8 24 F, i 40 i)
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LMW, AE . TncRNA-ATB 78R b il 2k s e R IE

miR-200c 315 fE 18 101 5% T I IncRNA-ATB X i I
MR 2L HEVE T ™', IneRNA-ATB 75 K/ ik
g v S S H L R R A T RE A A T IR 1Y) 22 o
PELEDAT R SR, TN AN LRI Y IneRNA-
ATB B TARFRE RSO, X 0T e e [ i 5=
JtE S H A B RAEA G, HEARBY PRGN L L) A
IR R ACE B I A T T e Se ik — 2B R A
5%

5 LRE5REE

Bl WS IASBIZR A, RS IncRNA Y 5% %
Ik BOLREEE I EZE AL R, AT DA 7E A MOEE
Jivdi St % R R P IneRNA $7538 1 4% 0 T B A0 £ €21
K EEIE RS RNA-ATB & 5 -8 & 8152 TGFb UG 1
IncRNA, WFFEIESE IncRNA-ATB BEG LIRS 2 0%
A PR, FEAE AR R th R BT LRk
ik, (R R ZREE A 2R T R, TR R £
iR R A PENLE] 5 JF H IncRNA-ATB AR5 3R
TRIKF-5 e fy o B A B ARAE L B BB TS 25 )
. BUABFGAUSUE IR Y IncRNA-ATB ZIREf#HT
HIRILR BB, AR EE N IncRNA-ATB Fif 2 B i) 53
i RERIRKE L RS TH Y IncRNA-ATB 4%
PURIIRZ, ARSI — 098, MUSHEE I
PIARWHRA, W23 Z A7 I N IncRNA-ATB Jir
ARG, IR LRSI R I B AR
it 55 T AU A
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