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Research progress on the role of long non-coding RNA in cervical cancer
T ¥ trik e, S FR(PEESAHSLR LR EFR EFAWFHALN, =d LY 650118)

(i FE] B0 ORISR 2 —, P28 g P A e . SR, R AR B T2 W RN T S 1A
MFBr. KEEIESAY RNA (long non-coding RNA, IncRNA) /&K B2 KT 200 M% R H G H B g i DI RE 1) RNA 73, Tk i
P IS R B, IncRNA T A5 40 i 2 Fh A 24 RR M S B 5 77) . 22 R IncRNA 7 B S A MM b RiE R H . 5 5%
A5 S m S I VR, S B S AN A R S B R T R R R 2R SR A 5 S SO0 1) R A R m RS ) e sl g PR ) R R
Mo ARSCAETE A2 IncRNA 51 5 T RE IR Bt b, 35 67 I 4F > 5 e Hh 5 34 (1) IncRNA Fl IneRNA 2 K i AL B TR 2 28
PES 300 9% R 41 UR T AL DL R T (I R . FH ST 90 i i AT 450k

[RBIR] =80 K IR RNA 73 T 2 Thr &

[FE5YZES] R737.33;R730.2  [XHAFRIREE] A [XEZHS] 1007-385X(2021)04-0398-07

B S A LM R FEA SR B R R,
B A L IR AR i R A R R Y SR R
il 49 75 Z BV, fe AN FL Sk B 7 (human
papilloma virus, HPV) [ #F 82 B e 2 5 30 AR (1) 104
BESRA, AETE S5 DL R a0 A% 5 R R AE B S )R A
Hh ot B AR . B S )R AR R R AR R By
R B 3 _E 7 998 A% (cervical intraepithelial neoplasia,
CIND FIE S50 P AP B £ 80% ¥ HPV Jg e 2
FERRGL ) 6~8 N H W EE B & F % RRTE R EE 2
20% (1) HPV Jgk 3t 35 W) 2% B Jl FF 22 S 4 KR8 il
CIN, P HE 3 KRB IS . IR ~ 11D & 35
8 1) HE A7 26 1 TK 80%~90% , 117 B HA CITTHA BA b 5 35
S B S AR AR AR AT 40%1, R 4R B U 2 T
R ATUG VPN I 70 1 hr B2 B 3 B2 Wi
HEFB. HR7RIM, A Z K JE%m IS RNA (long
non-coding RNA, IncRNA) £ & i Ji 2 23 1 K 14 ¢
W o AN SO I AR R B B0 R IA 5 ) IncRNA B
J IncRNA 2 K] 51 1% 1 12 2 2 1 (single nucleotide
polymorphism, SNP) 5 & 3 5¢ 2 1 40 JCAIF 78 13t Jig
HATERIR , B 12N B B0 I B2 W 89T TS o
RIS H I .

1 IncRNAHIEE#) 5IhRE

NFEFERH AN L) 2% R A il 2 ], 5L
R K EB o % 3% A AE 9w B RNA (non-coding RNA,
ncRNAD® . R4 73 7K & ncRNA 1] 43 B K26, Bl
K /N 200 M F R (nucleotide , nt) 1% 55 JE gm D
RNA (small non-coding RNA, sncRNA) fl K & K
200 nt ] IncRNA .

IncRNA i # H1 RNA &8 11 ¥ 374, A
mRNA Z5 1 HFFAE : tH 2 TR (A R E . S-IE S5 F S 3

T LR YL R T T A 5 DRI AN R A G B
FF I ZIRE . IncRNA F 9 20 i A= i i 30 (1 1 4%
PR, AT DA I AR 2 /005 SO FEAE AT (D2 5 40
MENAE ST, KIEGE S0 TR (2 BRI
RNA R F 5 71 BT L858 70 7 (0 1 L AAE 5
W (3 HE ARG GEE N RET)H5 FEA
J5R 5 5 RE S B A0 PN PR R SE A B 5 (4D KA T 6 SR
(K1 L ISR 2 Al R 1 U O R B R 2 0

2 EFEPRIEFENIncRNA

WE 72K B, 2 Fh IncRNA 7E E #ilje 20 iR Rk
F i, HRIE KV 5 8 S0 40 M A G 5 L P T AR 2R
R DL RO 0 R AR VR R TIAOG . DRL, ARS
F X HOX [ X JE A 6] RNA (HOX antisense
intergenic RNA , HOTAIR) . Jii Jlitfist % # AH O i 5 1 1
(metastasis-associated lung adenocarcinoma transcript
1, MALATD) . H19. £ & % 1A % [F 3 (materally
expressed gene 3, MEG3) . #% & % ¥ 3 4& 1 (nuclear
enriched abundant transcript 1, NEAT1) . /MZ{~ RNA
fii £ % [ 16 (small nucleolar RNA host gene 16,
SNHG16) Al ‘= 5 Ji# 1 # & 78 IncRNAT (cervical
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carcinoma high-expressed IncRNA 1, IncRNA CCHE1)
S5 Z Tl IncRNA 1R I8 KF J o F- R AL 5 5 3
TR RIAT IR
2.1 HOTAIR

HOTAIR 2 15 M R BN B A s 208 o i 1
F I IncRNA, K 5 N 2 158 M TR, 1A T AN 2R %S
12 5 Je AR 12q13 i HOXC FE K g i , 40,45 5 4N
AN TR A KANE T 1, Z IR R, HOTAIR
TE 5 S0 2H 2SR U DA R IS e 88 B AR
ik Bl . #95 F A HOTAIR ANV AT 38 i i 4% 25 35
Jees 211 PR ) WS 2 G B, 1 2 01 miR-143-3P
miR-23b 1 miR-326 1314 , AT FH T miRNA X #E J
Bel2. MAPK 1 1) 1 2 1 i 3 = 290 5 48 Ffd 1) 38
FE22 . HOTAIR i A] DL i # ] miR-206 5210 T i
HUER B R A R T R 1R A R e A
M IE R AR 28>, [F R, HOTAIR I8 Af LLd i 1 i
ML PR A BT B 4 R -9 B B
W R AL RRIE, T -85 %0 8 A 0 Rk 1 o
B AN HIIR 28 RE 1129, AN, HOTAIR I8 7] LASY
M) 7 508 4 0k 0 e B8 T AL T B B R
5U9e 20 it FP RO HOTATR AT LA 55 1t 77 1] g 200 it 13
B AN A o, DL BTSRRI, HOTAIR 5 &
B A R R B VIR G

SUN 527G 75 5 B, 5 208 £85I H HOTAIR
KPR TR R 5, 3 B ILE HOTAIR W] AR
RTEAE S S0 0 2 A2 W 1) 2 FAR D
2.2 MALATI

MALAT]1 & 2003 548 J1 25297 4] 3 HE /)N 41 i il
Jie: BB 38 1A 96 4 i o R ) IneRNA, A7 F A 4% £ i
11q13.1, K% 8.7 kb, AFERH A s A, AL FRONIZ =
W FEE ¥ 5 A 2 (nuclear-enriched abundant
transcript 2, NEAT2) . MALAT1 7£ & #il i 2H 21 A1 41
Jf H R 0 KT S 2 R T 55 4H SR I R 4
155 S0 A0 P R R A IR MALAT L ] DLUE R 51K
%) miR-124 .miR-429 .miR-143 541 BAE FH , AV AE
R 48 200 398 B 00 o) 240 L9, v LS T 3 5 P g 24
Ji 1) 32 B AR 28 Bk /1529, YANG 20 78 & BHL
MALAT1 5 318 Y Re A 1 5 2900 40 i 3 8 5 1=
22,0 H 5 8E B ER GG WANG P9 7t
SR, 1E 5 B0 A MALAT1 #] DL i % PI3K
5 30 1 S A M A T . R, R S
Jee 240 L P AR MALAT L (2R 3A , ) 11 b iz -5 %6
F RS 3O R 1 ZO-1 W3R 3E LR VA 40 i 1) s 4 1
B P R R Y B R SR, AT 410 1) 20 A R i
iz 2868 100,

LU ZP78F 70 R B, MALAT1 18 B A U7 Ptk &

I S LR R R IA KT B3 v T BT R
BMEARNEI AR, Hik, 58EHHd
MALAT 1 [} 3235 7K T4 B R B S VR T7 7 S Ik 4%
PEALE KR .

23 HI9

H19 A2 #5583 AH 98 IneRNA, A7 1 JR i
F A K KT 2 (insulin-like growth factor 2, IGF2) f}
WIS g 11p15.5 b, 5 5 MM R4 S &
T, KB N 232 kb, J& T —FHEIC LY, FLAE 1996
-, DOUC-RASY SR8 1 H19 BE A Bl i Az
A e 5 B0 N e B A DG . H19 AN A
& — A PR TR0, 7F B S 4L ZRN 41 g v MR R
ke,

SR, AR ) — LB 7T 37 H19 AT g — AN
B . AR E 2 C33A 40 M i ek H19 A LA itk
B PR BB, T A e 2895 H19 ) Hela 20 i P R )R H19
Jei T LA 2 400 F1 4 1 3G B, {EL AR R TR HL9 ) #3
T 20 MR T T R S PR AR RE I, OU SEHIRRE AL
WESE, H19 7] 1F 9 miR-138-5p [ 4> T3 47 , FEAR HAE
B B0 AT R ) 2RI KT, AT R SRR 44 e )
FE o 38 I X e AE J5E IR 20 1) 1% (The Cancer Genome
Atlas, TCGA) 7 30U B4 SR 34T 0 Ja ) I, H19 1
RISV Re 5 B 0 B B ZE TG AH G, A 2%
A S 45 LR T CIN i A 41 43 H19 koK
5 E S TR L, 20204, ROYCHOWDHURY
SEHIE I TR A A A R, B SR 4 2R H19 (R IA
B R, HR I AT A2 F BUK I miRNA 128 8 5F
R 33 P yg (1 3

BEAR KRBT R on H19 78 5 #i h A] B & 4% 5=
Tl FH 5 AH 90 58 R 1 Dy i 22 DR e B R R A5
H BT IEAS BEAA 78 , oK R 75 ZLHT i 58 2 (1116 PR LA A2 AL
HI I 72 oK 48 715 1% IncRNA 7E 5 509 b HAK & 3% 1
1EH .

2.4 MEG3

MEG3 s& — M e A, A7 T ARGk 14932,
KN 1.6 kb. MEG3 J2& B /M A 3L BE 8 F il i gg
() IncRNA , 75 I8 i 3R 8 AR AR = H ok

T Fe e I, MEG3 7 fitides 45 B W - 7L 10
JH9e O B0 T B0 5 2 o i e o P e R
ER - 755 20 I 7541 27K , MEG3 7 CIN 24 21
A S 20 2 ) R GE A T S AU BT .
AR, B 2 1= BRI IF S 7 22 F i g o 2 e 8
1B R, 75 B 35098 41 i AR R 22 = DR ] e E o b o
MEG3 7K~ 1ffj 5% Uil Je 4 Jfd 1) 38 58 A0 3 762, MEG3
A AS DL I T i miR-42159 P-STAT35 () 2 34 411
i1l 5 S e 4T PR P 3G A, i HL AT DOE S 5 miR-219,
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miR-7-5pCAH FLAE FH &0 B 350006 40 B 1R 3 GE AN PR T
BE— 35 B0 7 o , MEG3 i o] 3 i 521 PI3K/AKT
15 5 38 BEU7V AT AR R ACO IR R 0 3
ZHANG Z59F 52 R I, B #0 A1 CIN 2H 417 MEG3
J& B F X 3 ALK B3 T s AL,
B4 N UR T MEG3 (3R, 1 -5 5 S0 0 2 1) s A
5%, Bl MEG3 J& 21 X380 F B4 7K~ B T DA
B2 WA TS 0 FAREY . WAN &8 T
A3 HT B S HR LI T MEG3 (2235 K, KB E 35
Ji B E T MEG3 IR PR E T REN, I HS
iR lhw PR 19 L bk L 5 e B8 LA A G 1B T 45 R
PN MLIE MEG3 KT BA1E A B S0 2 s 71
PR EP T RE -

2.5 NEATI

NEAT1 £ T 11 5§« 544 (11q13.1) £, H RNA
RAEB (pol 1D FE 5%, iz RIS T & Fhi ZLh ¥ 40
Hid . NEAT1 A P28 AL . —Fl2 47 poly (A)
NEAT1-1 154, K F 4 3.7 kb; 55— NEAT1-2 WY,
KA 23 kb,

FHCHF 5T 3 R, NEAT 1 7E & #5041 2 rh 3k
KTt . WANG S99 3% B, NEAT 1 5 3K 1A 7]
DA JE 7 200 20 PR 1 o B T R RN 8 R T, R
NEAT1 7] DL B B4 se B s LA ST RE 7T . LA,
NEAT1 i iT 5 miR-124%, miR-361°", miR-133a'*".
miR-9-5p, miR-101" AT miR-193b'" %5 A H. 1 F A
T 3B X R A A 5 3 1 PISK Gl % () R 4515
BV E TR 51258, 2018 4F, HAN 551
WFFE B, B 200 41 LR 40 i of NEAT 1 75 3 ] il
it 5 miR-193b-3p 35 4+ P 45 & Sk 42 = 40 i il i B
D1 (R , AT 3G 558 5 29098 40 M ) T80T T i » T U R
NEAT1 7] PAJek 55 57 20098 20 0 1R 7507 fiik o BRI I
PR AT DL R 8 NEAT 1 65547 15 5 #0008 10T 1 %%
SO HHHAT W, B S0 IR T R AT IR R B
2.6 SNHGI6

SNHG16 1E A — i 5 1 1] IncRNA , 75 2 Fft fifr 8
HH Wl IR AT RE (8 3 RS, BF TSI B, SNHG 16
125 30 H AR L e 3R 0A . B B0 4 2RI 41
s Rk SNHG16 AT DL i 55 82 4% 5 K1 SPT1 i
PARPY ik , {2 i3k 7 3900 41 3 5 5 1= 28 Ak,
P55 350 2H 2R 48 i vh g% SNHG 16 2238 7] 42 /&
miR-128 (R IE KT, I Hil it Wnt/B iER E ARG S
B % I A1) e 0 M 1) 3 B 38 W] 3d 3T 6 miR-216-5p/
ZEBI1 A8 T AE F i £, 42 2F 5 30 1 i e,
SNHG16 =371k 5 8 (R R 3 K CFIGO 73 A itk 2
GEEERS MR AR LSS AR A AR O . IR AT
B, SNHG16 7F & #i e L A4 i b i 3R 1A, mT LA

ek E s ik . IR, SNHG 16 B A5 15N & #i
I S UG TS AR B EIE T
2.7 IncRNA CCHEI1

IncRNA CCHE! fi7 T 12q21.33, # 5 — N4 &
o WFFUIEREH, CCHEN & K 3R 1A 5 & il 4 B
HEFR VIO TR IV T8 350 Hh Ok # E 2AEH
CCHEI 1£ 5 31U 4 2R im Kk , 37 5 FIGO 73 3\ i 9
KN IR B 45 5 75 DL S HPV I e 25 41 9507, YANG
SV FL R B, CCHE £ B 2008 20 M 1) 184 4 ke
BEF e I b 1 A 5 A A% B R ) Rk KPR
BRI E . KSR N — 20 %) CCHEL J: K 7E 7 21
Jag AR R IR F R B AT IR N L,
FE 5 250 172 W IR H R S S At 2 ) B A
28 HA

B T iR IncRNA Z 4, 78 B 30 K AR R il 12
IR X £ B IncRNA 7 &2 /E H . UCA1. SRA.
XISTANRIL F1 CRNDE & [&] 43 5 47 F N 2K 28 19
SRS S AR X ek 9 S AR R 165
Betofh . WEFTRIL, X L8 IncRNA 7 & 2 Jes 4L 2L A2
W8 Rk R

UCAT1 2 55 Bt b 52 98 #H ¢ IncRNA, 75 5 30
1 #IA , it 5 miR-206 . miR-493-5p™ . miR-145"
S5AH ELAE S0 S S0 K AR . SRA S 2 [ i
A4 RNA WS A, W T3 0, 78 5 5908 200 Jf o s ek
SRA 15 2 Vi) 41 ffa 1) 389 5 3L #8 A= 28 , B SRA
58 80 R AR R AR OME AT DR Dy B S f
TS 7 T AR EWANAIT#EAR . XIST & X Je ik
RAERE T HE ), 10 B HUE A LI GH b = R IA , 1@
it 5 miR-889-3p'™, miR-140-5p"™ Pk K& miR-200*" 4
A ELAE P 8 5 300 1R 12 g . ANRIL /& INK4 JE [A]
JiE Jz SCAE SRS RNA, 5 — Fh S0 J: 8], 76 5 2500 20 23
HEH i v v ek O, R, miR-186 78 & # 4 it
W R IA T, HF H B2 17 ANRIL, 5 ANRIL 1 A
IR, JF 2 5 PI3K 5 5 18 I 1) 8 4% 2 2 5 29008 41 il
(186 5 LT A RN AR 2802, 45 E i 2 7 Rk R
CRNDE 7£ B 3 o AE A B0 2 R R HEAF 5 78 7 300
FEANM Z b, 85T 5 miR-183 A8 HLAE FH , 400 £ 258
4 BRI AR ) 2 Dh R AN 4 i 8 W 25 1 B (R 3RIA (it idk
B AU A M A R S 1R 2R

3 IncRNA E[E SNP 5 %=

2008 4F , VERHAEGH £ ) F 57 B R R8T
H19 JE LK SNP 5 5% Dk g 1R TR s XU 2 UIAH 5% 5, Fi T
7 IncRNA JE K| SNP 55 83 AH OC PR 70 (1) 77 e o 3T
K, IncRNA JE K] SNP 55 5 30 AH OC 1 IR 7T bk
Kl %2, X N T3R5 FUR 2 W A TS 2 T AR SR
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WF 769 % B, HOTAIR 1 58 1 & [A] 1) SNP
15920778 5 B 20U A AU AH OG5 % A7 2 TT JE R Y
L m7KF HOTAIR AH 2, [5] IHFT 6 £ 36 0 5 25008 A=
)RR o [F) A BF TR R B, 1% A R R R Y TT
(HOTAIR SNP rs920778) 55 & £ Ji XU 386 I AH 5% .
P — WU AR R T AR R 458, #5107 s CC
DR R 1 S R I AR AP R, R A R e
KM . 5 A 2 WU 136 B, HOTAIR £ [
rs2366152 1 rs795890 1] fig 5 HOTAIR [f3RiA /KA
S5 M T 52 1) 5 250968 1 5 S, A2 VS TE 1) ' S8 5 I
W FhrE . L4, LINCO0673 MALATI
THRIL %538 [K 71 SNP {7 5t 1] 58 5 5 #5008 1) 5 J ik
FHG . IX LRI 7T 45 R B, IncRNA FE K 71 SNP A R
K58 300 1) 5 B AR OG5 T SNP AL A A AR W 5 92
fia] AL L AT R DR, 3T KR A A 4 SR R LI
5B B0 S I AH 6 1Y IncRNA 5[5 SNP A7 f5 J2 B
AR 02 WA LS PEAS 0 7 T AR B

4 £ i

B S et G B HPV RS8O & 1 S i
S o TE B S I R AR R R R B HPV RS 41 , 0
BN HE S 5HAp . IncRNA /E N HE )1
P80 116 5 $ A SURI A0 il b 3608 S, IX B S
FIA M IncRNA 38 1 A [7] (1) 41 B 45 5 38 4% 4 4% i 2
i ) 284 5 200 A R T R AR R A IR B EUE B0
FER R MK . BE% IncRNA 5 5 38 K4 K R
KR PIRNHE T, WK i3k — 20 [ B IncRNA 7E & 2055
RAERIEFR/EFRPE . &K IncRNA AT GE %N E
B0 12 W AN TS VAl R 23 AR B AR TT IR AR bR o

(& % xx #(]
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