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Long Noncoding RNA and Cervical Cancer

Li Shujuan'*, Tang Yitong®

('Xi’an Innovation College of Yan’an University, Xi’an 710100, China;
*Hubei University of Arts and Sciences, Xiangyang 441053, China)

Abstract

Long noncoding RNAs (IncRNAs) are greater than 200 nucleotides in length with non-protein

coding transcripts. LncRNAs play an important role in human carcinogenesis. They regulate the expression of

genes at the epigenetic, transcriptional and post-transcriptional levels and are associated with the occurrence,

development, invasion, metastasis and prognosis of tumors. Recent studies show that IncRNAs have been expressed

abnormally in cervical cancer, playing oncogenic or tumor suppressive activity. They may become new targets for

molecular diagnosis and gene therapy of cervical cancer. In this paper, the latest research and progress of IncRNA in

cervical cancer are reviewed.
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AR E I 2 (B S5 4, e AL T A B R N . B
SR 2 (A AL 7, IncRNAFEAS 2 T i 1< 53¢ gk
A7, ERAERNAEN IR, 2 5 REREM. X
G RE FERIHEND . N EH. RNABTHEA
B 4 S, S ALK A AR B B R, BEE
XHIncRNA[FIER AT, A LA i 8 41 H HH IncRNA
RIEACF A LR BT I, BT EAncRNA S B i) 5%
FZBERGE T AMEYRSN. AT TRY, 25
IncRNAYE B 8 s &Ik K1 A 7 B354k, IF K
HEEZEHGERD. WA FTIncRNAL & U8 ) 5%
FAHENETUERIIRARIZ W I6IT S AE .

1 LncRNARJ{ER#NHI
LncRNAfE 5DNA. RNABL & [ 5 5 4> 1

HAEH, 8 i 2 g R oy 7 AL TE 200 58 4
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Table 1 LncRNAs associated with cervical cancer
[k AR KEEm)  HEREA A FIETHH EE BTN
Abbreviations Full names Size (nt) Locations Expression References
TMPOP2 Thymopoietin pseudogene 2 1201 16q23.1 Up-expression [9]
MALAT1 Metastasis associated in lung adenocarcinoma 8 708 11q13.1 Up-expression [15-16]
transcript 1
HOTAIR HOX transcript antisense intergenic RNA 2337 12q13.13 Up-expression [19-20]
HI19 The reciprocally imprinted partner of Igf2 2322 11p15.5 Up-expression [23-25]
GASS Growth-arrest-specific 5 651 1925.1 Down-regulation [28-29]
MEG3 Maternally expressed gene 3 1506~ 14q32.2 Down-regulation [33-34]
9701
NPTN-IT1 NPTN intronic transcript 1 2271 15q24.1 Down-regulation [35,38]
TUSC8 Tumor suppressor candidate 8 1098 13ql4.11 Down-regulation [39]

B N SR IR AR R R AR B R R . HAE 2 1AL
il T LLREHS 40 R 2 (DIneRNARTVE N 7 58 A
Jii BRmiRNAZE &, 75 S JE R 30, an A B0 S
' 5% #% 3% F2(human ovarian cancer-specific transcript
2, HOST2) [ 4 #5miRNA let-7b, Jik Z/>miRNA let-7b%}
FEmRNAF 52 Wi AT 435 BT 2 BEW; (2)IncRNATT {f
NI TSR, ARSI 255 AR R R A iR
AR, T 513 AH 2% 1K 7 1 2 A AR H AR X
2% DLW 5] R 4% R 4 4R F, BnINKAT s SCAFE 2
iy RN A (antisense non-coding RNA in the INK4 locus,
ANRIL) fg3# L 45 & 2 f 4l il 544 1(polycomb
repressive complex 1, PRC1)Fl 24| & 514
2(polycomb repressive complex 2, PRC2), 5| it 4% 7 i
RASTER, M T 400 58 PR 30 8 MR e g 41
il D 2 A [ 1 22 1) (3)IneRNA ] 55 4R e (4 i &
Vil RS2 H AR X 3, 2 5 8RR G 051 1 HY
AL CEAC SRR AL A B R, M2 m Ak R 2R
1%, AMHOTAIR ALK HL 45 & B G o T A2 Tl 52 45 ) i
TEAEAFAE AR X A8, 51212 X e 2 1 Y A B
FH A AT 928 B PR 3K 15 (4)IneRNA RTE A B B
AMECRT R U, 5 AEmRNAJE A EE 45 14, 2 5 mRNA
AR BT 3, B HImRNAR ¥, BUB0EmRNARE il &
&, WIMALAT17] 2 5mRNA RS AT BT 27, K
BEFE A 18] 4E 4 FBRNA-p21(long intergenic ncRNA-p21,
lincRNA-p21)RE 5 #EmRNA L5 & M 1) o 2 01

2 LncRNAS EFHiE
B ) R AR SR — AN AR 2 R R A o A,
IncRNATE & 2l 4l i b Rk HiAE T, @il 5%

W 7y 1456, S 5EKFRE R, ERERE
TR .
2.1 TMPOP2

A1 i i A il 2R (B 2 [K12(thymopoietin pseudogene
2, TMPOP2)3E fi7. T16q23.1, 4= K:1 201 nt, +& HSun
SEOVE B 30 v o R LY, IR e N Zeste ik K] 3
5% - [F] Y5 4)2(enhancer of zeste homolog 2, EZH2)H
4E4y , WOURR IncRNA-EBIC(EZH2-binding IncRNA
in cervical cancer). 1ZMF 7 &I, IncRNA-EBICTE &
FE 2H 2R R A K B R T 95 4H 44, HncRNA-
EBICHMIEZH23 3% 7K ~F ' 1 &5 A {2 2EE-45 &b 82 5
ik, 51 B0 4 A AR 2R R ) T R, R
IncRNA-EBIC/2 — 1 Ui £ IncRNA . EZH2{EV %
JiRg o Rk, JF HoRe R E A sg e . R 22 DL
Qe e A A2 ), B R PRC2IG S 4y . A ST
iE 52, —LEIncRNARE Il i FIEZH245 4 i PRC2 552 42
FI RO I R 5 Bl X A G £ )5 20 2R (T H3K27 = Ak
b, FETPTERSE S R M2, Ak, B-45 % 85 A2 —Fh
i Jgg 4 DR, AR b R e PR ) o e e R P
BAEH, IF Bl bR IR sR AL, e AR LA B
I h 22 LR R IR FRATTHEN, IncRNA-EBIC
MEZH245 & 45 E-45 & i H 2 B 5 3 1 X H3K27
=AY, B R BRI gD, R I R
B, S AR R 2R AR
2.2 MALAT1

i Ji g6 %% % A 5<% 5% K 1 (metastasis associated
in lung adenocarcinoma transcript 1, MALAT1) &,
F11q13.1, 2KS8 708 nt, 5 e 7E I /N0 it ok
W, SR MBUE AR, B2 RE T MR Z
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M, K. B8 BT EHH f A RIK R
%. MALAT1 ¥ ZAEH &L L PN 1, %
TR/ K =R & 5 55 M (serine/arginine riched protein,
SR protein), i H & A B sk R ETE AL S, S5
mRNAF AR BT 8, WA R EKFSE
FRFIE M, BIRMALAT i 58 76 il &
W, BA R SRS E . HHE . B Um R
Jil 988 FHMALAT 13 1K 7K ~F ¥ 8 7. GuoZ5 TR B,
MALAT1{E & #i CaSkiZi i B3 & i 3R, i@t 58
& RNA(short hairpin RNA, shRNA) - CaSki 4H
HiH MALAT1 Ri1A, 685 % caspase-3. caspase-8-
Bax# ik, #i|Bcl-2 Bel-xL3R ik, 147 290 44
g R AR ZERE TR N R, 4 A B R
Go/G 1] JiangE"IERF FTEMALAT 135 i i) 73
TR A B, HPVFH M I 5 B 40 R AR 30%
FIEMALAT1, HPV [ 1 1) B 35097 2% 20 I FF A260%
FIEMALATIL, TTHPV Y4 /0 1E 5 20 40 f A% 2 0]
ANFRIEMALATL ., JTERCaSkiZli il FHPV 16 E6/E7),
MALATI1RIE /0, B 75 B 30 T HP VI AN 2
JiE B E6FE7RE 5] 2 MALAT13 34 i, MALATI
Al REEHPVII 2y T HEFR . IX L0 S 4 7R, MALATI
5B S0 R A YA 0%, WA B S O A A
I7 T AR 5
2.3 HOTAIR

7] 5% S A = R s S35 R [AJRNA(HOX transcript
antisense intergenic RNA, HOTAIR) /&2 T 12q13.13,
K2 337 nt, & HAG A HENEH P InecRNA.
HOTAIREBE K 7> S MAEH, ¥ 52 & HPRC2AN
LSD1/CoREST/RESTH5 & 3| 4L {1 51 5 5 A7 s, i 54
)57 4H B HH3K27 = H FE 4k B H3K 4me2 25 HH Bk 4k,
T R 2 e 9 A G ik DR k12, (i gk ik JRE 4 e 3
Wi, ¥R 1R 2% . HOTAIRTE £ Fh g oh 23 /K F
Fhim, R B R R A R, HSBE TG
KEZFYY, Kim&FHRIE, HOTAIRTE B 25 4
ZRBKTFRE T RSHR, HaRE5HEd
R RGN REVIMEK. @ FRHOTAIR, & 5
HMOIGTE . T KRR AR IR T R HALE B
FAUESCHOTAIR A G i F i b 7 8] 76 5 5% A R o
JE AR iR A BT 1 . R AH G VEGF . MMP-9
FERRIE, (RS B4 i 2268 /1. 534, Huang
PO IE, HOTAIRTE & 20 24H 235 i R 15 5 FIGO
. W R, B RUR IR E RS

VA ¢, HHOTAIRFK A KV =, A7 9, Tl
JaZE. B HRE ZAN Z K 2K Cox Bl 4 4 M R B,
HOTAIR W] E A Tl 5 2508 58 3 S A7 36 38 I S o
IR
2.4 H19

H19& i F R M B id 2 Bl 2 —, A T
11p15.5, K2 322 nt, BEF5ANFMNEFHAN N & T,
e EBA SRR RS . HIOM iR 5 s AR K
[X-¥-2(insulin-like growth factor 2, IGF2)#E: [ £ J& T
— AR EDICHE, HIOBEE B AE A FE K Rk, TTIGF2
ACYR LA AL R R R IA, EATTHI R 5 2 A TH19%:
U 2 7 B AL X (differentially methylated
region, DMR), Bl E[Jic 4% [X (imprinting control
region, ICR){ 5. HI97E IE % B N 4 23tk /D> & 5%
BN FRIK, BAE 22 i g b A A7 AE R FE AN [R] 1) 5
WRIL, ZH5MIEM KR M AR,
Feigenberg @ WF 50 1 1 5 2l I {7 N 98 483 (cervical
intraepithelial neoplasias 3, CIN3). & il J& & H 4]
MRk FHIOR I B I, KB =440 bk A E — A4
SPHTE, 106 CIN3FEA o] R, B 30w 4 24
BE 4, i BHH 193 3 2 B 20 20 Jf 20 M 37 A0 1) B 3
R, 5 E IR RER BRI T2 MERK
AT e B R ER 1 B R 2R BIOBUAE A DR R IA
Ko Douc-RasyZF> il 1291 5 2 24H 21 HIGF2
FIHI9EICARTS, R ILS8Y% ) & £ (¥ AF (L IX W
FE DR IR B R 2R B B E . Kim &P R I, 7E
32451 5 25 AL 2 h 39% A7 AEIGF2 ENE Bk 2%, 30.5% 47
FEHI9EMCHR K. KUk, B 0 i)k A mT e S5 HI9
IGF2 ¥ E[IC SRR B 1 ENEA 5K
2.5 GASS5S

A K BH ¥ R 57 3 S A 5(growth-arrest-specific 5,
GASS5)ENLT1925.1, 42K651 nt, & —Fh I “FH1H”
YEH IncRNA . FE 1 51 B de 9 55 2 P g o
GASSHIK L 3 N R, i e vey Rk R0 il i e
2 B 3G 5 I A B O T, R R GASSH A N —
Fob R S R 7. GASSEAT BE J2 5T iR B o
I SRALR e S 44, i a ik ASEADLRE B o W R B e A
KRG EWE KR SR IDNASE & 25 #438, BH 1EHE
J T 3R S A 5 0 R B R A e A A AR A, AL
[ELIEAE a0 & YN Sy et i) IR e ke
PEIEINEE . CaoSEPI0 70 K B, 5 3 41 21 H GASS
FIk KK 9 55 2H 2R LU R RO, T BRI )
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GASS5S5FIGOZr ¥ IR Atk L 45 5 2 % V) A
. FKaplan-MeieriZ 0} £ 2 58 3 Fil j5 64T 70 4T,
RIGASSmRIEA B H SR m TRERY, £
353 AT IE SEGASSIR /K - R IA TR 5 3 38 1
AR . Ak, it siRNAHIHI GASS A Al 1
PRI . R R RE. XU R E N, GASSHAT{E
N B SR R T IV TR BE A, AR RIS B R TR R
TEE BTG A RIED Fhr .
2.6 MEG3

A BE 2 1A 2 [F 3(maternally expressed gene
3, MEG3) & 1 F14q32.2, 75 1E & 1 AR LR I8,
SR IMEG32E R 2% J8 3 7 X H B 4K J B A
(A DMR F 24k 55 5 350 2 B i b 008 TR T L J ok
SR 00321 TR 4E 200 A 498 R I A R, SOMEG3 K
FEAME LRGP . Qin&EBV R L, MEG31E 5 3R if
Jo ZH 2R Hp o P SR, AELAE R 2H 2R 3R B R kb
1 FIAMEG3HE i N\ 28 B 250 41 i HeLaF1C33A
TEAR AN KRN B, @ MEG3 Al i 3t 4 4k K 4T ()
B A RHCCO43 5 . 3 — P F 7T % 1, MEG3
ik FTA 2218 UG/ MGH B JE 145 s e A L
A W7 KB, MEG3fE 5P53. MR IR . E3i2
FOE A RBEMDM2 UL K 40 i A= K 3 4 B 7 15(growth
differentiation factor-15, GDF15)4H H.AF ], 7£ 401
B b R AR FRY . MEG3RE R IIMDM2 K IL, I
/P53 R ALBE MR, TR0 ik BB INPS3 5 GDF15 )5 3)
T2 G R BEGDF 154 5%, AT # ] Jib J6 4 i 384 56,
A E T,
2.7 NPTN-IT1

NPTNZE A P % 5% A T(NPTN intronic transcript
1, NPTN-IT1)5E 7 T-15q24.1, 4= K2 271 nt, /& 4]
AE JFF 40 1 1 P e v UL PR — ol L A 490 e AL 1k
(17381 24 IncRN AP [RI7E Jied 2Rk, U FRIncRNA-
LET(IncRNA-low expression in tumor). A &5
th, IncRNA-LETH 7E IH &9 . ¥ 55 41 21 b 1
PR RIS, Jiang %5 P%@ 1F qRT-PCRE A 73 1
9420 B 20 4H ZAFN AR 3 i 55 41 ZIncRNA-LETR 1A
M2 50, RS AR IE 5 AR b, 5 S 2 21
IncRNA-LET/K- VBB R #2543 HTIncRNA-
LETH &8 1 R0 B SRR R . TS Z MK &,
K BlIncRNA-LETZ i F ] SFIGO% . & #iR
TR B B itk UL 8 e % 46 i R B 2 SRR AR D A A A7
RIF AR R FE WM. 45 F R W, IncRNA-LET

MRS S g8 RAENEE S 7. HLHIT T
1IE SEP IncRNA-LET1 R 1A 52 B 4 5§ 10 4 &
M 2% 4L B3 (histone deacetylase 3, HDAC3)f) i
2, HDAC3 3@ i #1 fill 4 25 A £ WAk AE F A 5 4%
IncRNA-LET /& 3} ¥ [X, F 1 [ IncRNA-LETZ i&,
M e % BB 7908 1 i A € 1, 51 B i 5 A
¥ -la(hypoxia inducible factor-1a, HIF-1o)#1 &, 11
HIF-1ofE FH AR 5 108 40 42 280 72 v R 3 G
YEM .
2.8 TUSCS

et Jeg 0 6] 4% 1% 2% [X] 8 (tumor suppressor candidate
8, TUSCS)/E f7 T-13q14.11, 4= K1 098 nt, #& HiLiao
SO A I A0 MR T . S R I — B
A IncRNA, XFKXLOC 010588, iZHF7T K FL,
XLOC_0105884 1A 7K V- 7£ & #iJi 2H 23 rp 12 25 1 i,
HFIEACF T 5 BEFIGON Y, s K/, @R
41 g i B (SCC-Ag) R Tl Ja A R 2 VAR G Ak,
% Kl Z Cox[ml 4 43 #r % B, XLOC_010588 1] 1E 2 H
S BB AT RIS I 7. I siRN A
XLOC 0105883 ik, ] {i& BFHCCOAZH ffd 14 #1184 7,
1M 42 mXLOC_0105885% i 7K ~F- I 1 il HeLa M1 SiHa
ARSNGB 2, $EmXLOC_010588%
1K, e-MycZRikKF 2.2 T B, 1l #XLOC_010588
RIE, c-MycFIE K B 5B L8, A1 74 R e
XLOC_010588FHc-Mycf) 3R 1A /K VA7 1 & 3 1% 1 AR
Ko e-Mycst—PiBER, fEAMMIGTE . A&, 7k
R T Ik AR R R AR A, B ORI
Fige 4 H H B E R IAM . R HENIXLOC 010588
fit 45 B e-Myc mRNA, flfic-Myc3R ik [ 1%, M1 5
5 2 A4, P 40 3 G . JX e gt SRR 0,
XLOC_ 01058872 ¥k % & 2 Tl J5 1 H 4y 1A i
W, T RE RN B SR VR I IR A R

3 RE

b % 4T IneRNATE i & A= AR IR H 2 50T,
TR 22 1) B 25U A S IncRNAWE & T, ‘B A1 5 g
SN AR, W R B SRR AE I R AR AT R AR
PR, SR - L IncRNATE £ 2008 HH (0 1 AL &4T)
ANE R . IncRNAXS T8 200 (19 5 912 W Fya 7
BRI ), RN A2 D e ) AR 5 350
T R HL A BT SRV T B SR R R AL A
I PR b B 35008 PR [ Y8 7 R 24 T R B it R i
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