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The role of pS3-related IncRNA in tumorigenesis and progression
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Abstract: Wild-type p53 gene is a tumor suppressor gene. As a major regulator of gene expression, p53 can directly or indirectly regu-
late many protein-coding genes and noncoding RNAs, including microRNA (miRNA) and long-chain noncoding RNA (long noncoding
RNA, IncRNA ). LncRNA plays an important role in the regulation of different cellular processes, such as stem cell pluripotency, de-
velopment, cell growth and apoptosis, and cancer metastasis. Many studies have shown that some IncRNAs can act as oncogenes or
tumor suppressor genes involved in the pS3 tumor suppressor regulatory network pathway. Therefore, this short review will focus on the
role of p53-related IncRNA in tumorigenesis and progression .
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1.1 RWBEEAKFE  FWEAL I GEJE IncRNA
B R B I — M EHE I IIRE , ¥ N e € o A4 A
AR B L IneRNA ] 55 22 Fh e (2 [ {6 4 il A1
AR T R A G £ S5 RA R, VT A o AR DG A
st i, 2R I H A Ak (PRC2) S
— P RREE RS T, pHZH AR ) - R N-FP LG RS i
(enhancer of zeste homolog 2, EZH2) . Z i1 [ (sup-
pressor of zeste 12, SUZ12) F1R/N R )2 K E H H
(embryonic ectoderm development, EED ) 2H ji%;, n] {8
R H3 iz iR-27 1) = 34k (H3K27me3 ) ,
N9 L PR e a5 o A WIF 58 328 W A AE /) 48 i il 3
(Non-small cell lung cancer, NSCLC) 2 21+ PRC ¥
DAL 3 EZH2 357K 7 5 IncRNA SPRY4 P
B TR A (SPRY4-ITL ) ik /K P 2 170AH 5C, I id
3ot G £ 5 e % UL TE ( Chromatin Immunoprecipitation,
ChIP) X8 2 ] EZH2 153 5 SPRY4-ITI 3 3 F X
(192 ~362bp) Z545 FF 4T H3IK27me3 &1 , AT
A SPRYA-ITI [k ) p300 JE— Rl 4 A
HIEH CWEE R, 7T 15 S 240 8 1 S WAL IF I ik g
0BRSS MR SE R 5% 2 B E-box Z5 45T
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TR G 0 4 b, s ZEBL e 5% 5 i o T RE sk
553 W], ZEB1-AS1 Xf 8 R (1) e 38 58 A e i # A H]
e T ZEBI 3% 4k, |98 ZEB1 % ZEB1-AS1 £
R R R | E Y, 91H 2 AL TF H19/
IGF2 JE[AI L Y IneRNA, 7745 T I FL3h #y v, Ven-
nin SERfE T FLARE AL 9T H 44 A FR SRR
S AN M BOR BE 1 01 78 2 Ak A RN R TR R T
91H R il i a5 & 8 i e i B 4% 1] IX. (imprint-
ing control region,ICR) 1 H19 J3 3+ _b B 347 25
AT HI19/1GF2 ECHEH E 323k
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48 5F RNA 454 8 11 TLS KM 4% 8 1 CBP Al
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it ChIP 55— D T c-Myc iE 5 CCTA1 J535)
TIX EHESS G, KW c-Myc 7545 7 9 20 i3 vh BB B0
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A & 09 55 U] il ZEB22 3 (] 45 3] %
P Liu 26 7R 45 g 9% b E B T IncRNA
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AR miR-211 & 25 s I e, i — 22k
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pri-miR-211 B pre-miR-211 JGE2 M, % B 10c285194
ARES 5 TSR
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— 86 IncRNA W p53 % s A I 15 2L 15
) —FR 43, M HLAL R 5 pS3 A H SO i w5 1Y
I LA T8 40 S B R4 i B2 )50 . K5 pS3
NAHICH) IncRNA #4743 2, & L AT AE pS3 2%
HE SR RN PR T . AN, E pS3 W
724 “JH Y F7 9 IncRNA {1 $5 MALATI, MEG3,
p53-eRNA FI Wrap53 Z§; 1fij lincRNA-p21, PANDA,
HI19 Fl 10c285194 A5 JU| 75 4 “ &4 N #% 7 5 FR IR (10 /2,
IncRNA ROR 7% p53 i@t th At [a] A 44255 “ L o~ il
P TR, RO LBE AT LB pS3 i Az
pS3 [ L ATAE AR D% K B IncRNA 78 5
RE RS S g PR RNA (competing en-
dogenous RNAs, ceRNAs)” e P 5 miRNA
TR — A~ AH B A ) 7 B 15t 26 i, 0 1oc285194 il
miR-211, line-MD1 1 miR-133, HULC il miR-372
4 Zhang Z5'*)5F B T IncRNA ANRIL #8381 5
PRC2 %5 & 3 W 15 15 U1 Bk miR-99a/miR-449a, MM
P4 mTOR F1 CDK6/E2F1 & 4%, Hinl e 40 S 3
INK4 JE PR iz SCAE 4y RNA (ANRIL) A5 1) 4
MR . AR, 78 H it i ANRIL 30380
miR-449a Bk E2F1 ik, i E2F1 X e fie it
ANRIL 235, i B Bl — A 1E K057 [ 8%, 4k 252 12 i0F
S EE ] 6 s R
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3 p53 XK IncRNA 5 A K phyE

fEid £ JLAE R, P Z ST SE T IncRNA
Fe Y EURE B T . T pS3 TRIEIE KA
FA Jask # vp () B B4k, — 28 IneRNA 7E p53 i42
H IR K IS REAE T 2 78 LR 2B 1 A2 e
A FEAL
3.1 IncRNA 5flifE il 35255 /N 20 i i g
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R B S H s AR T E BN L Shi 257 1
UARIE T IncRNA GASS 1 NSCLC 1 % 4 & S rh 2
IR HAE RS o e ik il nl i 3 S A M R T A
AR BEA , FE R PR AT DL e A K, O HLOE R
WEWT T GAS5 7E NSCLC Hvifi i) p53 AR v ik 45
I pS3 AT PR R AR 1T A 45 IR M I T, S hr 3k
GASS il b i 5 e 4% @ 2 B pS3 0T L s A
T E2F1 (R385, SR 5 W N P PR #E L I p21 13
ik, Zhang %) %3 IncRNA TUG1 #£ NSCLC Y
FIRIW W T WA, IF g s 1 H KRBl
p33 ¥, Hit— 20 FI 0 R MR 45 (luciferase ) 5
B AN G {0 5t 4 % PUUE (ChIP) {5 R W] pS3 2 5
TUGL JA3hFIX pS3 S yo AR F.AE T, #F 1 75 5
HR 5%, WMTHIESE T TUGH 2 pS3 1Y B4k s 1)
3.2 IncRNA 5858 B SHE Mg e
L, A UM NS B 1) 1 — e DL o 7 Fls JLAR
H, Yang e300 30) FH S I 9% % 5 i PCR( Quantitative
Real-time PCR, QRT-PCR) . i = 40 it K ( Flow Cy-
tometry , FCM ) FI RNA 4 %% UL ¥€ ( RNA immunopre-
cipitation, RIP) ZESCH ARTEN] 1 7E 5 % 4 M FH 20
21 IncRNA HI19 7K S 3F 5, S5 H19 2%
ABIT AGS 15 ¥ 4 i 3% 58 1 /T4 RNA (Small
interfering RNA | siRNA ) F4f H19 J5 25| {2 40 i 4
T2 AT 2R I B T H19 e pS3 #iE P
[ LRSI ] pS3 HE ALK BAX (&R HK . 45
Jo 9t 2 — b i 4 T AL GE B A IR . Thorenoor
VTR L B K A H R T B R AR X
RNAI (zinc finger antisense 1,ZFAS1) {31k i &5
TAEIE RS B 336, UIER ZFAST il i fH
Tiir 20 AL JRL 3] G DI ek 2 45 4 s 240 14 5 R0 HL 4
JH R O P s s BT 5256 (pull-down assay ) 1 RTP
O3 AT W S A P AR B ( Cyclin-dependent
kinase 1,CDK1) 5 ZFAS1 #H EAEH ;@AY {ER
0yHT, B ZFAST GEA ] miR-590-3p, HAE AT
CDKI ;24 ZFASI {18k, CDK1 /K- A3 5820, i 240 ffd
JAAE 1 B1 (cyclin B1) 2598/ ; ZFAST PUER{H15 25

EL 98 4 i & o pS3 Fil DNA & & i PARP ( poly
ADP-ribose polymerase ) 24 I 2 3 0, M i 45 H %
AR R Tl 2. MR R BEWE R T ZFASL
L p33 MMty i i 2 5 B A b (H2 R
A B R L]

3.3 IncRNA 58FE & M e 2 3% [ feci W
A g 22— FE M SE T U b 5 26 2 o,
TESIT P AT il , AR A T 1 98 . 2012 4F
Du 25 BF 58 % 2R 4 %5 55 X 4K 1 (hepatitis B
virus X protein, HBX) jifl i 5 FRBE AR 1 R0 T 45 &
i H (cAMP-response element binding protein, CREB)
AHEAE AT CREB AR5 26+ 1Y 5% SR s 1, X FE
JF9eE = B R A IneRNA (Highly Up-regulated in
Liver Cancer, HULC) J& 2l ¥~ 52 2| [a] 452 1% £ D117 H
PRI s A AT, 1 HULC 52 363k SCn] 41 ][] — 2
R B 3T iR 4 R p18 JF B TR M, i K
p18 7E mRNA FIEK 1 Bk - i, 1 4 i )19 40
S5 . 5 A DR UITE DNA 50515 SR,
pl18 BiFE T I R BN A LA, il ik 5 ATM/ATR &
FEAE RS A SE K p53. pS3 B I AE M T N A
HBX 455 M E &1k, FHBGR7 pS3 H H ML o itk
AAAEAZ R AR A2 B, Bl pS3 A 1 IE H R B
IREFAR B S IE . BEAh, Zhe 261 RSB T AE
JFFSE 2 037 223K IncRNA MEG3 5 [R l1 fig f 2%
TR 2SS FE T S T, Gl RIP RNA $i7 R 5
BB E AL UE ] Tl MEG3 5 p33 1) DNA %5
B SR B T S BRI AR T AR AR, i 3R
ik MEG3 A 2 pS3 25 0y 5 0 I 30 H A sk il
PE AT AR 2 A Ktk i — 2542 Hh Rk, pS3 il
MEG3 558 i —F ik & ¥y LARG 53 pS3 iy et
It HARYE MEG3 791 S 25 1 (1) e #eHf Ab & W) 5 5
P E R EEI SR 5 MEG3 i 85, pS3 I 1A 10 40
e DL IR

3.4 IncRNA 52 E8KAME BEEIIHA
AN R WS A SE R ST R N AR
[, I 90% fY £ R 0 2 A R 40 g 98 (esoph-
Lv %[44] pan
¥YL'7 pcDNA-MEG3 Y TE-13 £ 48 Ji 41 il b & 30
FRAHIE A 2 (murine double minute 2, MDM2) §4 T
PaA pS3 LA S AR LA p21 1 BAX Y235 F i, i
M%at— R 5 L8 F W MEG3 155 p53 IG Ll fig 2
F T MDM2 [T, uESE T MEG3 7£ ESCC Hid i
JAHE pS3 TS AL I A g — B L A, ik i — 20
DNA-Z5 FUHEAL il 77 (5-aza-CdR) AR HE ESCC A &,
33T MEG3 kK 2 Him, & MEG3 ()~

ageal squamous cell cancer, ESCC ),
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JHJEH DNA HILLFT S0 . BRILZ AN, i A 5T
HAE 48 XF N2 ESCC A& T A b3 2H U A vp
RT-qPCR A6 i fjfr 96 AL 22 35 IncRNA 3K 7K - B} &
BL,LET i 5 ESCC 40 i A= 4 BH w5 Al 1=, Ho7E
ESCCZH 2 vh 3R 3K T o, 1 % 4% LET J5 i % 4= Al
ESCCARffI i) pS3 Fik /K F- &34, %8 LET il
I ESCC 4nffar pS3 i 2 FEARE LR B
3.5 IncRNA 528 500 &5 % 0 5 &0
W IR 22 15 Gong 251 i I EWE 15 (MTT) |
TSI AR (FCM) K 1 7 520 93 HNE2 41 jfg
115 ik IncRNA LOC401317, % ¥ H: fig B & 3 i
HNE2 2013458 , 5f H5- S 40 E T Go/G1 JHEH
T, E— 2 A A BB AR TR S A I T A ) o9
YER, AT 38 A A luciferase S5 45 R 5 7R
LOC401317 3 i 4B Ho s 8+ X3 p53 255 48
% pS3 ELIEWHE. AL, Chak 17K I T 7E BR
R A 1 0 i Ak B G ST i CO66-1 41 g v
p33 M R e PE, MEL R TE Co66-1 4i A it ik
IncRNA MEG3 AR {45 B+ P p53 & AR,
JUEHRE I P PE MDM2 B335, i T8 UiE W
T MEG3 A] il & A 5 A4 AL pS3 1) C666-1 4 it
MDM2 ()74 #ED MEG3 7] fig i i p53-MDM2-Slug
TR AP ] MR (R B

3.6 IncRNA 5O ME IR E, 6
A0S 18 e e s oy e DL, IR /D o A des IR
i SCRLBER 20 g R B 22 UL, HOX %% 53t )2 L RNA
(HOTAIR) J&: & i & 2158bp 1 IncRNA, 1E K 4> F
SR B AR ) 41 2R B 2 5 ) PRC2 Al LSDI,
SR Je I R 2 2R 1 H3K27 H 3Lk H3K4 J: i
Sk H A Y o BRS04 3 R U0 R Ok AR O g E B
R Liu 2550 1 O s SRR 20 o vh 2k B ik
HOTAIR RE i U T 558 41 i Tca8113 (134 58, 8 1
SEI 2 PCR s 78 2 32 L AL AL R (9 8y 5
LRSS Y Tea8113 4 g v, HOTAIR, p21 Fil p33 (1)
mRNA ik L, RS, i pS3 ik il £ 3%
L2155 A9 HOTAIR |3, & 1] DNA #4515 S8
HOTAIR AT fig 5 p53 56, Zhou % & 5
TEH 1SRG AR LU, 76 10 s 695 DR 40 i 9 4 40 b A7 A
LR AH G IR 958 A D6 54 s AR 1 (metastasis associated
lung adenocarcinoma transcript 1, MALAT1 ) [ i &
ST O & )2 BT A I R b R e Sl 5
MALATI I 2] N-55%6 85 R IE & 1 25K 115
ST ESFEAMEL, WA, RRPFFREANE K
LT IncRNA UCAL  TUGL 7E [ s i bR 248 i 9 rh &5
A Ek, G ELEE RS A TNM 2 A1 56

3.7 IncRNA 5HABhE Bk 7 iR, & A
W R A —SE R R BT . i, Xu 255 52
IR WILE UL18-MG 1 US7-MG A Ji& 5t Jd 41l fif 2 rp
it Fek HOTTIP i 3 240 I 7 T 540 okl 4 e A= K 3
i F ¥ BRE ( Brain and Reproductive organ-Ex-
pressed ) & 5 RGN pS3 A MM Cyclin A 5
CDK2 #E Rk 53 A W8 5250 FH 28 5 B 3 v
UESE 778 B e g th IncRNA loc572558 (1) 48 [ |- 4
TECAKT MDM2 (BRI F T B AT pS3 (9 BER
AAE RGN, T BE 482 pS3 {5 5 i vh B B 2
FURPY S R, Bk i 2 (9 BIF 5% #RIIE 52 IncRNA 75
ANE IR Y pS3 iAR iR B T IR BIVEH
4 RE

B s R - pS3 i A O Es s . LAk
ADHEFEERR B IncRNA 2 5 198 /Y g 58 JH
FnAnM R, A% R A BRI R . D3 oh, RRATIE &
L, — R B i g v m] BB [R) i A AN [A] Y IncRNA
KA B VBN 5 —F IncRNA /9 59 Wil g 5
Zo PR 2 U AR O, ), A i 95 | LB | B R
T B3 IbE e TF R L 45 W B8 29 IncRNA MALATL f
S RIK

AR, MR X IncRNA 5T 475 9% b T2
BB, RRFATT ZE TR A T f# pS3 AH K
IncRNATE g v & A8 S () BARAILR , DL R ander i
THAREME IncRNA W FH T llm AR, LA KPP Ak HAE S A=)
P a5 BRI 15O
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