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Abstract : Long non-coding RNAs(IncRNAs) are a group of RNA longer than 200 nucleotides
without protein coding function. In recent years,studies have indicated that IncRNAs are a key
regulator in various biological process and has a considerable impact on the occurrence of tumors.
This article reviews the research progress on the roles of IncRNAs MALATI ,HOTAIR,CCHEI,
BLACAT1,EBIC,ANRIL,SNHG16,NEAT1 ,and SNHG20 in the occurrence and development of

cervical cancer.

Subject words :long non-coding RNA ;cervical cancer;clinical diagnosis;biomarker

B W AR R, o et AR v
FEAEM E LTSI 10%~15%"" . WF5E B, B ME
KRB S A AT AR IR 25 A UE A SR R
FE RACL ~ 1) 0 A= A7 R AR TT 2R 00 3 ik 80%~
90%F1 60% , {H £ 3 i & Jre B W W sl 52 % e, Tl #¢
25 ARk AY & BT £ K 4 E i i RNA (long
non-coding RNA ,IncRNA ) 75 £ 45 & S5 76 N 17 £
S R R R T AE S I RR R R . AR SGE
HEAR IncRNA SKIEFIDIGE , #5 IncRNA 7 5 89
HIAEH , S 45 IncRNA 785 5% 1 (1% 43 HL

1 IncRNA #Ei&

1.1 IncRNA &£ ##2iE 5 IhkE
IncRNA J& K B R 200 4% 17 2 (nt) ) RNA , 38

E¢TH:BXaAM¥E4 W L E (81772274)

BEEE . FA5F ALl 0, FEEF -0 REERMKFR
B EERE —F BATEHD/RETHEK K% FE 150
5 (150081) ; E-mail : chenxiuwei1023@163.com

%5 B #5:2019-05-06; & [E1 B #5 :2019-07-03

BB 2 7 2020 £ %5 26 A% 3 H

# B RNA RA 8 115 5% , B A F & 1 mRNAs 4544
FRAE , B poly(a) @ EL |5 -cap A1) 8 F 25 #4175
BLORSE I T OB 2R 2, — SR 5E R B IncRNA %
A i i 2 T BE 77, HUBE SR IR 40 A% R A0
LncRNA 15 20 M it F2 i 8 45 I, DLZF =0k
FEVEH . ()55 IncRNA 78 40 fifg i) A4 33 72 v % 45
F5 9 FIVER; (2)75 S IncRNA 5 H A0 5 A .45
B, JFPHEAGH7E 40 A A2 i A0 B 5 P & 4 AR AR
(3)51% IncRNA H e #8k e ME A A5 51 %
WAL IR 36 12 B W 2R 10L& 5 (4) 28 IncRNA
HARFE M, B8 SEA R 10 485, R
IncRNA 7EA AR AE0G B 1R28 455 2 Fil
At A b R VR, H IneRNA 78 A K500 A&
JiE IR A ) 2 T RE AN T BIL L ATS oK A5 2 B 6 0 4
TN ARSI P B AR Y & UESE T IncRNA 7F A%
AP A AR, JFE D B T AR FH AL A A
AEEY e, LncRNA A M 2. (DA
SCHEA I (2) 52 LHEG 1L (3) AU & 1 (4) N T
G (5)FE A L™, RIS R IncRNA 7E

171



Journal of Chinese Oncology,2020,Vol.26,No.3

FEENIE )M BT R AR AR AR T AR b R %
BAERS,
1.2 IncRNA 5 E@MEHNXFR

52 W IncRNA 78 5 8008 19 & A2 K Jg i 72 vp
A CHEAVE T IncRNA 2% 98 T 5 35060 15 9 5E 76 9 11
BRI &L, Du SEP R T Z R0 IncRNA £ £
Pl v B k5 B0, IX 40 T IncRNA Y1l R Ol
T H 5 4% Fh IR AE 19 56 2 o IncRNA 2% 55 4% Fhii 4 2%
RIS 5 M A G BT 3R], B 48 IncRNA
I S5 i 5 bR e AR A DG AN TR S R, (4 A
AR RIS e A ) A A RN T A 2R R T
— 0 B JFE T BE B9 IncRNA 1E 5 40 i o 6 3 3%
Ko B — i, U8 IncRNA i3 26 3K i i Y (4 34
Al 5 3 2 S Sy AT ) 448 A AN R RS

2 BIEXEHEZ IncRNA
2.1 MALAT1

Jili iR 9 5% B AH 52 55 5 F 1 (metastasis-associated
lung adenocarcinoma transcript 1,MALAT1) f{i F
11q13 S @A b K% 8708 ML IR 84 ©0F
FE4RiE MALATL 09 BRI 1 40 LT R BE g, # il
T4 DA 98 M e 400 L ) AR G B MALLAT 785 3
bR E B CHEEMWIMEN . JF H kil it
MALAT1/miR-124/RBG2 {5 5 il }f ,MALAT1 £ — &
RS EAEUEALIZ 37, HAR S ik PR ) MALATI
38 3B B Snail i FR 35 R L Fz 8] BT 4% 4K (ep-
ithelial-mesenchymal transition, EMT) 3 5 {7 2% Fil 4%
B, I MALATI 765 85U 25 40 M 1220 i 52
i caspase-3 ,caspase-8 Bax ,Bcl-2 il Bel-xL % ik , [#
BT MALATL 728 SR LY wh i E MY, —
J7 1 ,MALAT1 i ik 9 5% miR-145 3 15 90 il 5 50
20 e T, AV 0 N A O R A R S R A 5
— J7 16 ,MALAT! i #f MALAT1/miR-124/RBG2 {55
5 0 e R A M FE AN AR 2R, MALATI 785
B T 45 B g AR /N A 98 25 22 b 9 o
A LRI BT HPV & MALATI i 3355
5B SR AN ] 1O A — RIS A MALAT] i8
WSS EMT 18 F R BRI (EMT), f145 E-
5 % & 1 (E-cadherin) . ZO-1 . B-1% ¥5 & [1 (B-catenin).,
WIEHE A (Vimentin, VIM) il snail ", MALAT1 €% 5@
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I ) CaSki 20 A e 20 MRS 11 0 42 43 F eyclinD1 |
cyclin E .CDK6 &k , {itt 7y 200957 41 Ji 384 78, DA 1fig 1)
il 240 B S 9 AR 00 BRI MALAT BT RE AR b 8 S0
T bR 2, O IR T B S0 Y —
2.2 HOTAIR

HOX A 9 je X F A RNA (HOX antisense
intergenic RNA,HOTAIR) i T A2 12q13 4 4 4k
b T EL sh ) HOXC 2 K #% I, BE 5 5% 5% 2158
AZITIR . HOTAIR 7EZLARIE i | o0 R |
JH9e 45 22 A N2 b vh A i Rk S MR Y
1228 5 K Ha AN R A M, B3RP HOTAIR
PO IS (1L 11 i OB = D s B w0 |
222, M A MIFET: . 55— M, HOTAIR I % 35U
T ARG EE, 0T AR, b TR AR
78 fEUE T ANMEAE TS, HOTAIR 3£ 59k B4 s 4240 Fn
M EE A K Kim & BT 2B VEGF FIMMP-9
DL K EMT AHOCHE R 9 B9 5 HOTAIR L 7] 3 38 5
U9 0 bR 2 22 . HOTAIR 1 g — Fh A K i 3
[ IncRNA (lincRNA) , X Ji it (1 K 22 850 A= 1) 3 72
HAZECEBE MW, BT U EMRERIT h i
AIREHE A, PR, A T B HOTAIR 1R — A4~
A RE A2 B A, WAE Ry — 007 i AR AE B 5 i A
A] figiil it HOTAIR _F i VEGF MMP-9 I EMT #5%
H P BEME E-cadherin 23k | [A] B34 /il B-catenin , Vi-
mentin . Snail Fl Twist ¢35, T 0 2 M J8d 19 12 28
B R FPFSEFE B HOTAIR W] 4 Sy — g i 3EAG &2
KRG AR, ok B S0 ) #E A T B T
—AMERXEN HAR,
2.3 CCHEI1

CCHE1 (cervical carcinoma high-expressed 1) i
T A 1019 S Yok b FHAE B F0m 4 4L rb gl kil
$N) 5k Fe 38, B 3E b 3G 0 1 5E 40 A% Bt R (PCNA) I 7K
SR A i S0 A0 M 3G 5 1 CCHE 76 8 S0 1 7E
AR R EE AN, TR E B B A ST
TG AW br & IAER . Peng 8 1 BF5E &I
CCHE1 75 -4t i g 20 22 v ) 3 638 5 v g B3t i
KN TNM 43 B 56 . Yang 555l 1t A= 4753 B % 31
CCHE1 3 323k 1% 8 5008 f8 A BAR M SR AL A7 5
JF B i A= fb RNA $2 U R S2 80 4k T CCHEL 5
PCNA By FRARCE, HHG I PCNA K3k, B
B, CCHE1 fE e st ny fi 5 N+, BHA 5 PCNA
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mRNA 4 #LH 5 R 58 PCNA £k RE S, JFHTE
b FR IR I B U 20 G A e . 2 CCHEL
B IR TS O A AR AR Y, R SURRYT
A1 HR
2.4 BLACAT1

BLACATT1 (bladder cancer associated transcript 1)
Je— M ALY IncRNA, 5 Z i AE A ¢, Shan 5516
&3 BLACAT1 T, i ME180 1 C33A 4 i Y
W B FNEE RS  BLACAT1 B 5 FIGO 401 | G b %%
. HEUE R EA R —3 . A Bk
W] BLACATL Jh imi (14 S8 345 A A7 3 G S A A7 32
B BLACATI FEARE A, R M Z W R A0
i .78 BLACATI nl ' 50 WIS f098 AE A )%
trs 072 MTT A1 Transwell 437 WF 5% & 1 BLA-
CATT A fob 225 P 400 1 3 2500 4t B A 36 78 . B A% AN
228, Wnt 5 5l E —RESH AN, CEH2
FORNFEI T, 2 A0 TE A ] 20 20 16 5 53 Ak i o
T, AT AT, Wnt /B-catenin i 1 7F — L6 5F
8 T Fpeg Y A B GRS AR . Wnt /
B-catenin 3 [H 1) A T B o AL S [ A9 9 AE
JF Hi8 /R 1VF 2 IncRNA 7E Wnt /B-catenin i % 1 2
AV RAER 1, ZIHF5 2 £ UESE BLACATI
K S 2L B-catenin IR A
2.5 EBIC

EBIC (EZH2-binding IncRNA in cervical cancer)
FR IncRNATIN7313, {5 T J (4K 16q I, BEHE T 5%
1201bp #% 12 , I 4wt RP11-144N1.1"", EBIC i# ik
5 Zeste [A] IR )34 58 1 (EZH2 ) B9 A7 & 1, H A 1
E-cadherin BIEH, FF1E RG34 EZH2 48 53
E-cadherin )7 8+ X3, EBIC F1 EZH2 7] g /240
A H3 R 27 19 = H 3L 4L (H3K27me3 ) 2 /7
AP GE— DX B, 755 809 2 2R 20 i 2= b ke ) 4l
BT EBIC FRIAK V3458 FEIRSN , ik sE 5 25 21
BT N OF 1 (OB A 2 T B o | =R it O B = A I )
3¢ s EBIC M3l 5 EZH2 SRR b 8o 5 N % 15
YER ., IE4M,EBIC 55 EZH2 A&t EZH2 A9AE 4N
FALRERAE TR B S0 T I E-cadherin
ik IS HPV 1 E6 F1 E7 AR, 58
LY EZH2 MRG0 7 ol S B AR Y E-
cadherin 7K T+, 1M N-cadherin Fil Vimentin 5[]
AR S ACE TR, Ak  EZH2 0T I8 AR g AR
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&R 8 EBIC 7] LI i#F E-cadherin ik, EBIC
5 EZH2 AP  EBIC 78 X 26 1k 1 26 W00 138t 1%
2 bR AN AT BBk 9 4E . EBIC AT E o 5
EZH2 A5G 5 BUE S0 41 M 1R 22 R R, SRS
E-cadherin 133k, X 2L 5045 R4/ EBIC Al BEAE
W55 EZH2 gE A SRR P i B VR
2.6 ANRIL

21 6 ) $0 S5 o) PR T 4 R PR v s SCAE
RNA (antisense non-coding RNA in the INK4 locus,
ANRIL) % H 4ifih 3834 % H R RNA L5 19 M
F INKABARF-INK4A 3[R % Fz SCT7 1] (9 40 f 7122
RNA R4 I 67 5545 ANRIL . ANRIL BB £
LML Y, G A — st A X R B 5 2 Rl
i AH O B N ZEBE T ANRIL A 2 35 B HoAe B 20
R FE S A8 76 ANRIL #it SUZ12 (PRC2 Y —
ANEER) Z I T — > ST % A T BRI AR 55 3R 0k
i S B p1S BRI 2 &9, ANRIL [R5
{23 FIGO s WAk 457 B A % . 5 ANRIL fR%
IR A A B ANRIL 768 009 h 3R 1k Bl 9 i &
SR A AE AL, AF5E B8 , ANRIL /& miR-186
B ) PR T AE R 200 40 &R MIR-186 R IA TR
¥4, ANRIL/miR-186 %I 75 & #idi A A= i B bl 5 ¢
HEMEFH™ AR RS 0 TE S , ANRIL 78 & 50
iRk, A  ANRIL i 323k 5 2 PI3K/Akt 8 2%
T, I, ANRIL T4 A 5 12 Wi AR 7 58T s,
2.7 SNHG16

/N~ RNA 15 33 A 16 (small nucleolar RNA
host gene 16,SNHG16) /& —F#i AL IncRNA, 7E £
Fofrges R A Sy 500 B DR g A ) 3 20 REAE A 5 SR
SNHG16 7 & U vh ik 3635 | 38 3 #8 7] miR-216-5p/
ZEB1 {5 5l 5 55 ST B 278 SNHG16 7E7L
JdEE 25 e A5 22 R vh A B0 VR F O i ™) O
FE B S0 I R A R AR E T e SR
NG . SNHG16 1458 55 g R B K 2 32 FIGO
g W AR | b R AR B A R O
SNHG16 A L3 it miR-216-5p Al ¥ #1 3E [H ZEB1
YEA ceRNA, 4 F B 55 56 & W] ,SNHG16 1E
miR-216-5p 1Y 4 ¥ 1 45 2 I 15 ZEB1 8 3% A A9 F
FH 3 808 U Y R A
2.8 NEATI1

KAEAE S RNA B 5 4L 1k 1

(nuclear en-
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riched abundant transcript 1,NEAT1) {ii F 11 S48
R (11q13.1) I, tH RNA R A& 11 (pol I1)¥% 5%, 1z
FKIXTAMEFLE Y AT . NEATL A W RS,
—Fp &4 poly(a) B A NEAT1_1 #) 3.7 knt L&, 55
—F & NEAT1-2 9 23 knt JERK 27 NEATI J& £ Fil
FL I8 20 L 28 LA B 43 SR i g vh HIF (9 5% S 4
S, PR R 0 3 B, 0 AN R T2 Zhang 45
WHoE R W] NEAT i@ o {2 #E 34 56 1 EMT i 72 JF 5
FLMRE 0 HE R VA OC . #0] NEAT1 )5 , B-catenin
N N-%5 25 B} 25 (1 (N-cadherin) 7K B , 1 E-cad-
herin $EfEHF . NEATL F+ i /E R miR-218 1455 5
T RNA A2 2 40 ff 34 58 Fr {2 220, NEATI %35 -
HATRE S E B R AR RN | AW X,
NEAT1 38 33 8 1) miR-101 S fie 1 8 #0054 & AR5,
2.9 SNHG20

SNHG20(small nucleolar RNA host gene20) fii T
17q25.2 Jetafk B2 40 He 253k #5580 AISNHG20
W Wt /8- PR (A 515 T2 i B0 5598 F 2 1
SNHG20 7 5 #9 & A Ve R M RS2 . iR
Guo 21y % Bl ,SNHG20 f] LLAE i miRNA 7 & 5
St vh R FEAE L 26 B SNHG20 HA miR-140-5p 1945
AL, SNHG20 T I8 3 58 7 25098 40 it miR-140-
5p W FRIKKF-, ZEO6 R M 9250 7R miR-140-5p 7]
i i R B9 miRNA 255 i 5055 SNHG20 #H H. 45
Ao qRT-PCR A 454 7R, miR-140-5p ik KF-
B % SNHG20 7£ 5 89 41 8L H 1) 2235 7K - F R i
RS SZE T, I H SNHG20 AT LA il £ 25098
20 M A A P A3 5 AR 2%, B SNHG20 7] DAAE
— PSR IncRNA & 085 8098 (14 & 2k, B 988 & 81
SNHG20 il i IncRNA-SNHG20/miR-140-5p/ADAM10
Bl R R T S AN PR G B AR 28 1 Guo AR R
B SNHG20 W & 345 , H 5 0 K/ FIGO 431 itk
ELEE R R A 56 AN SNHG20 b8 S 850 ey #im
SRR 2 R S SY R W] SNHG20 785 S
K B R, w LR B S U 0T e
SR bR S

IncRNA 5% ik 5 8 50 1) W v R 1 (278 %
BN R HUS % YIAH I, Al 0L IncRNA J2& & 55 F)
Wi 1015 Y AR R A AEVR YT R S . BRI G T
IncRNA 5 & #5610 9% AR B — e it e L (1
i A& 58 2 W IncRNA 2 5 5 808 & A4 BRI 47 F
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BLH . LncRNAs 112 1] REAY IR 7 HE A3 AT USRS b3 s
i Bt — RS, BATHEBEH IncRNA #H S HF
FHARMAW e, X1 IncRNA 758 50 1Y 45
W R AT T A IR R IR
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