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An oncogene: long noncoding RNA RoR

HU Yu-Feng, LIU Hui, WANG Xu-Zhao, CAI Pan-Pan, ZHANG Su-Hua*
(Institute of Biophysics, School of Science, Hebei University of Technology, Tianjin 300401, China)

Abstract: Regulator of reprogramming (RoR) is a newly identified long noncoding RNA (IncRNA). Studies have
indicated that IncRNA RoR not only plays an important role in reprogramming, but also significantly affects the
development of cancer. Based on recent research progress on IncRNA RoR, we summarized its effects on the
growth, proliferation, invasion, migration and chemoresistance of the cancer cells of the liver, breast, colon,
pancreat, nasopharynx, and so on. Its negative regulatory effect on tumor suppressor gene p53 is also included.
These evidence strongly suggests that IncRNA RoR functions as an oncogenic IncRNA and may be as a cancer
therapeutic target.
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Loewer 25 " 3 T 8 g fE i A2 b (03X — 45 05, SR
BSR4, S H A4S IncRNA STSSIA3 7
P 10 5 40 i 2 BB ME AT S 1 IncRNA,  FEX) 1%
10 Ff' IncRNA 717 5 2 B8P 40 i AR AR 20 P
[ 223k B AT AN, K BILE X B 40 g P ax 10 Fh
IncRNA Rk &0 & B 5 @ikt — 25 1 i ik A oh
REMR AT, K IN IncRNA STSSIA3 & 5o £ fe Itk
A0 S R 7 I B AR, o — DN ERMEM 2
T 40 B A7 Ak AR e B B W R . [ IncRNA
ST8SIA3 7F 5 4 2 1o F# Hh 1) 2 L4 FH 1M 4w 4 A
IncRNA RoR,

IncRNA RoR £ T- A\ 2§ 18 5 4L 4 fA& 18q21.31
B b, HIEPHK A 2 591 bp, B 4 MMNETFHI %
IncRNA RoR F Z A7 T a4 A 5 2 se ik
T4, HHEEHETZ R T4 b RIAE TR
T RS T4 ) K ik & . IncRNA RoR [ 32 %
e R AT LA i L R S 2 REvE T4, 4
FER G T A AS 5 2 et T4 M D se .

2 IncRNA RoR 5 fF4mBETE

M TG A, FFA0 e B 2 2R K
JERE, (et R E U WU R, BTN
g & B R e T DU B R, iR S AR
I 2 JH 4 B e 1 28 RN #2 1¥ 5 K HES) /), IncRNA
RoR 7RSI8 T X 4 s R A2 R R e L)
VA% . Takahashi 25 " B 70 R 81, L2 EMA
WIE & TEAR AN, 7R 3% M FF 40 g9 o, IncRNA RoR
e — AN BRI B R T, A 2 T A s
FERIE,  HLAEMR 0 B i S X 38 3R A B B3 0, 1
{8 IncRNA RoR £ [A 1 2K fiE P AC e 40 B v 1%, 31X
Wi IncRNA RoR ¥ 314 5 FFJer 20 B (1403 1 1EAH G 5
HIF-Ta( {IG455E 2 B ) R AR SR B 1) O B 7 5 1A
T, BRI b R I ] PRI AR B TR A
FF AR RIA, $E e 40 B 1) s S N R
PR A I A, IR . T 4n i
{8 IncRNA RoR £ [KIYTERf5, HIF-1o F1H 5N & H
( TN 7% T S B, PDK 1) 380k & 4%, 17 BL7E
AT, XMARSTEMHE, KP IncRNA
RoR HE % 7E A% S A 58 3 ok 1 45 HIF-1o A 3L R i
S DR AR 42 HT e 40 B A AR K I B 5 B 35 A0 4 B bk
HOKf IncRNA RoR i B, & B0 g A FR 5 35 0 /),
1X K H IncRNA RoR BB 1t R f AR K o

JF 4 e LA R A 2R T b, RBaE e
IR 55 25 2 e e FH T 4 B BRI 97 I 440 e 1)

241, (EHT AR Y RN g 2 AP A A
FEE ) SO J5 307 RAL B = 13— IR T8 e
7 (R4 %1, 2014 4F, Takahashi 25 ' & 57 % W,
A 4K K F -B (transforming growth factor-B, TGF-P)
5NBF 2R =PI 0%, B R PR TS
Y 0T 2R B E B BB B R OB, X e 4 R
TR ML AN FEL N IncRNA RoR ik P 5 4, X%
B IncRNA RoR 7 TGF-B {5 5 il % i #)Js 5 H 2 A
5 IncRNA RoR 7£ [T £ it Al e &0 it % 017 it
AhEEIR R RRIR, TR TR0 1 04k TR T R
TR B4 M BE 6 BE A5 39 N IncRNA RoR [k,
AR R A RIE T F . RRAEE eIy
Jon T 988 44 B A AR 1 32360 IncRNA RoR [ R 1A &,
1 IncRNA RoR JTER GE 8 3 0442 V6 97 175 5 1 48
JOPE TS, XEEE B IncRNA RoR 5 -4 i 11 1k 2%
PUEA O, R DU AR A 22 v 1 — A ) i
BRI FH 1 P 400 e 1R V6 7

H F3R AT W, IncRNA RoR 32 ¥ 14 I He % {2
BRI AN PR TE . A A R b BRI P,
AL, T sk, B — 80T,
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FL g A2 2t 540 L B B B DL IR e IE 2
—, MZPEEE®EAREEHEEFERMLTHE
AN P, F A Fi 4L (epithelial-to-mesenchymal
transition, EMT) J& B A WL F R gl i h B
HIEANRE MR AL, HRBRESTHEE
MRl fE B, BlCAESZ, EMT 5 b8 41 i 12 28 F0
HREVIA 2 PP, Hou 25 P W5 B, IncRNA
RoR 7EFL MM FEA A B, 72 Nk AL AL IR b
S 20 i Hh 7 e A ) IncRNA RoR A9 )3 5l EMT
27 ;5 IncRNA RoR RE % i 13 L i g 41 Hi (1 12 28 AN
1 . 2, i IncRNA RoR J{ER U w] DL i) 2L B
Jei I AE KA 36 7% . IX L2 A/ 91 K B, IncRNA RoR
f& EMT HEERHT AT, IncRNA RoR 1] BN
TRIT FLIR AR AN S B R A

78 AL B35 97 3, IncRNA RoR % HAk 2276
I7 BT 245 1 A 28 1A AR AR DTk . I TR & AT
il 71 5- &R W5 g (5-fluorouracil, 5-FU) Fl 45 42 [ /&
PLLE I R T LRI 16 9T I 254 . Chen 2 PP I
LR B E VIR IR 2, AR X 5 em i
AR IEH H . N AL N 40 R SR A T &
AT LR DL TR T, SRR - IR AL
IncRNA RoR mRNA [ 31k & B 12 i T H AR AL IE



338 AR

29%:

MR, NFEIFLMHELHE R T IncRNA RoR H) KA &
ez TN IR AU b R A, LR 40 R
MDA-MB231 1 IncRNA RoR [ EiAE & ; M5
FLRJE 4 i 2 MDA-MB231 1 5-FU FIEEAZ BE (1) 3K
FEXGM, bR RES RS B (E-cadherin, — i fifE
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WP . s RS 35 B I 2 2 DA A A i
12 28 R8 )1, X W] IncRNA RoR J& 3, i £ i 24
VPP EERRE, BRIRIE BT ER ST
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N AR . R AR B #4F% ; IncRNA RoR
AefgiEid i E S45 &8 O (zine finger E-box-
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gh W 2 5 DL 0 R A T 4 T e AN 1 i A T T A
8. Zhou Z5 PV B 9T T IncRNA RoR 7E 45 i &
(I PR 72 SCRI TS 208, 45 32 B« IncRNA RoR
(2R & 5 45 e P AL I B B % 5 4zl RNA-145
(miR-145) BA Mg Thiae, EAES AL T
FILWE N, {HITER IncRNA RoR A LAY & miR-
145 PJRIEKF,  TTH0 ) 25 W Jes A M ) 38 9 3T

228 ; HA5 3R 1& & IncRNA RoR /K& iA &
miR-145 ) &5 AH LKA & IncRNA RoR / =381k
& miR-145 KB FHHGHORZE . XEEY],
miR-145 [ A 1f] IncRNA RoR #3245 i e (1)
TiE SR AR T R CEAEH .

S R 2 Sk BTGB B N B LR g 2 —, B
AR ERFARMBCTER, SRR AL 227 v
(PP A SR R R T I R IR B2, L 4 B
WEFLR B, M IERHEL, S 2H 219 IncRNA
RoR (1315 B & i ; IncRNA RoR 5 £ & 1) 14
B RS FIYH T B A OC 5 IncRNA RoR i #11i]
LR p53 WIS 5 18 B AR S R 1AL 2897 ok
H o A . IX 48K B, IncRNA RoR 7£ £
MR E R R EEEEEM, A RBONIATT
B TR g P

5 IncRNA RoR5#EEEpS3

g BE R p53 214 KI5 N8 e A
FRMIFER 2 — B, F s i i — AN b R R B
TEMMIEH p53 BEDH R AR TRAZ I JLE N 50%, 2 M8
B LIS AR 2 o AR, 1 B DR A e AR AR AT
R R A EE R K. Y DNA RAERBGE, P53
B0 AT DL S B MR AR A B . 4B T, R
HIA B E . 4 ps3 HRRT G, BT
MM RN, KT MBAK. HTH
DNA & E WM WEIEH, B Nm AR . X P53 78
S P )2 R AT A R R 4 X T R A PR LE R 1
AFIES R B R E I, P53 KPR S 1R e
AR, T P53 Rk BT ma s g i B, 84
MsETs. TRk, HEmAE DY R 2 K
MDM2 (murine double minute 2 ) t4#5 A E3 12 K i%E
ey, $ AN P53 S M — N EE AR T,
MDM2 5 P53 & H S A5t R, 728 H i K-F
Xf P53 A A AT R A £ BT T R,
IncRNA RoR RE7ERN KX P53 1M P & kAT
EEE

IncRNA RoR 7E P53 {5 ‘5 i #% H e MR 1«
—J5TH, IncRNA RoR AW 1l P53 ) ik K 5
F3—7J71, IncRNA RoR (1) 7 552 3 P53 4l
2010 4, Loewer 25 " ¥ ¥k & BL{# IncRNA RoR ¥t
B AE 06 10 440 RLI (— P DNA Hi45 155 3 7)) &
T p53 BRRIE Fi, XKW IncRNA RoR 2 5
P53 4% M 4. 2013 4F, Zhang 25 P75 H i+ B AL
FERSrHT 77 VELE IncRNA RoR K24 1 kb (R3] 1
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JEHIH S 4 /> p53 R el (p53 response elements,
PS53REs), H.r p53RE-1 fEIX 4 A& o 72 i
57— . % IncRNA RoR X Bt Ky 1 kb (3L A
B AR AT RO R AN R I, P53 XS
IncRNA RoR [ 15 & A= 75 % 5 K ~F,  H p53RE-1
X} IncRNA RoR % s JE 5 OCkd,  FEPRLE v 70 dr ik
— DN P53 BIH 5 pS3RE-1 KAEMEAEN, B3l
IncRNA RoR #4355, ZEE XSG 458K, IncRNA
RoR %% P53 .

SR BE A% 2 1 1 (the heterogeneous nuclear
ribonucleoprotein I, hnRNP I) /& —“ RNA £5& 5 H,
T ZAE mRNA B P) R #/E Y. hnRNP 17641
Mg B R, 4K 5 haRNP I /E40 %,
R — /NGRSy A5 40 o Joa e 28 i o v 8 R A 1)
hnRNP I (p-hnRNP 1) 7] L5 p53 mRNA 5' 3t £ 45
DX 3 & AR R EL 1 L DT R s B (]
Zhang % " WL R, 4R T p-hnRNP T HAENS
5 IncRNA RoR KA BEAFEAH . iXFf, IncRNA RoR
i E# S p-hoRNP I RAEAMHBAEH, ML T
p-hnRNP I 5 p53 mRNA UM HAEH, #£—EfRE
30 T p53 mRNA [

Zx b Frik, DNA $if BHEAR 2 P53 Rk
FHYMA hnRNP T RERR 4L, P53 ik & 13 hnfe
% {2 2F IncRNA RoR %% 5%, 141 IncRNA RoR
MG M AZ BN GH RS, 5 B ALY p-hnRNP 1 AH 2%
&, MIMAIH p5S3 mRNA #5% . IXFf IncRNA RoR
AIUPS3 JERL 1 H T s st el s, kel 1R
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EVE IR, B2 5 T AR TR MEKE .
dif A, RS R BE S BRI Ak
NS PR R B R, RS M
REPIREERERRAE. KRB A E B0,
IncRNA RoR 14— i &I 1K JE 40 15 RNA,
XERFIE . FLARIE . &5 i R G A S S5 9 R 119 % 2E
RIE R UL R iR T B b e s (e
HHEH, [FRE e EIT B %5 haRNP 1 & 44 H
YER, MM TE mRNA 7K P55 #0156 (K p53 k47 41
4%, A A, IncRNA RoR J& — U@ K 1.
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