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Abstract; The incidence of cervical cancer has declined significantly in recent years through improved screening systems and human
papillomavirus( HPV') vaccination, but it remains one of the leading causes of death among women. Advanced stage,, metastasis and drug-
resistance are the main causes of death in cervical cancer patients. Therefore, a thorough understanding of the molecular mechanisms in
the development of cervical cancer may provide new directions for the treatment of cervical cancer. It has been reported that long non-
coding RNAs(IncRNAs) are emerging as important regulators in many biological processes. LncRNAs are a group of RNA with more than
200 nucleotides in length but cannot encode proteins, which can perform a variety of functions at the transcriptional, translational and
post-translational levels. Dysregulated IncRNA can serve as potential biomarker and therapeutic target in cancer. This article discusses the
regulatory mechanism of IncRAN in cervical cancer and its role in regulating highly conserved signaling pathways, so as to provide new
ideas for the diagnosis and treatment of cervical cancer.
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1 IncRNA

1.1 IncRNA #£i£ IncRNA #f5E K #5200 % H 1R
B REGRAS AR R A RNA, 1575 ] 7K S (14 35 TR 2 3K 110 25 0L gt
TR B YA IG , A8 Yo 10 T 2 0 B DR B9 482 LA B e S e 5
JE I RRA AT, 2 AN ARG B Ak A R A TR
IncRNA T BUIE B8 28 55 6 S5 Ua o7 45 09 # B AR FH o 38 24 5
SRR T SEAR I e SR AR ) s O B T S, AT L)
VB Ry FAF A 3G s B 7, NI BR il 5% 5 B 75 DNA 254
B A BIBE ST o BREE SIS, IncRNA 14 38 5 14 # mRNA
BYEE M E I ME ) miRNA W45 0 35 4+ mRNA 1 1) miRNA
L5075, 76 mRNA J L SRR E v B4R . e
FFEITR A, IncRNA 522 31 H D) BB 19 22 4% 1 2 & 4, AR 4
IncRNAK [F] T R, nl ¥ -2 A LLH 4 25, (1) 55
IncRNA : 55558 (553 i A4 56, H3A R BRI (5 514
FH; (2) 151 IneRNA: BT 5 56 S B FAH B4R R IR
R 50 NG 3 F 045 A 2 1 3 G AL ST 2R
(3) 515 IncRNA: 5FEHRAE GWE &, s 5
FEPHTT T IR T SR 3 P 1 A S R B Tl R
MBI (4) B IneRNA: YK FEAIE S WEZEN T
DB FEE 1) B 45 S 110 35 DR 2L A7 B Y R PR Sk A e
RSN 2N R 3 T

1.2 IncRNA f£ 8 3% F 6494

1.2.1 IncRNA FEEHURHAIMER Bk Z MR RA, £
B IncRNA fE5/ B h 2 Rk R, S 5 Sus iR AR
Al TR AR ZE L PR TR R, AT R B S I R A e
Ford fito BT ¥4 A FH 5 8 4 IncRNA 85 F AR 43 51k
20 fil'Fy S A 27 Je 20 i IE H B FAL 2 IncRNA ik 5 0L,
G BR S IER H OISR, B SUm AL 3L 22 043 2% In-
cRNA fFfE2E R 3R35, 11 545 253655 [, 10 498 KK T,
FW IncRNA 755 S0 i B 2 (. Liv 7 @i A In-
cRNA 1431 V3.0 58 B % F/MZ 4~ RNA 55 £ 1(SNHGI)
TE S SR 4 2R B S0 A0 M R P R 3k, SNHGT /N3
RNA (siRNA) i 13 5 SNHG1 #2258 i 5 3% HeLa 41
Mgy TR AR, SZ2MK, 5IER B4 S T, 55
FEA SR PTCSC3 3 % T, Western Blot SE40 i /R L3k bR HR
IR Gy BRI 3 (PTCSC3) 3 3% ik ml (441 1+ pe—Inl 58 B 4 1k,
(epithelial-to-mesenchymal transition, EMT) #2983 H E-45%4
B RE LW, IR AR T Cyelin D1, JE 5T 4 )& & M 9
(MMP9) N-£55578 1R B-1 M 2R (1 2235, DT 30 ) 27 098
I 3 7 | A= 8 RE RS, IR S AR A Wi . S b, LA
miR-574-5p (KT LI EE PTCSC3 i 8 St 4N s 5 (252
YRR RS PE R IR

1.2.2 IncRNA 5'& %t HPV (UM EAER  90% 1 '& i
#B5 HPV #15¢, HPV DNA # 4 F15 3 DNA 1, BUs s 5 & 1
E6 454 P53, 33l it E6 A CH H (E6AP) A Rz %4k
RekAive , S5O B3 2 10 0 1 A0 I - 410 ff 9% 2R 4 ( pRb) 7972
ZAk, B B2F FL D T, 35 U 45 A0 e R 3, 42 o 0 e g

ek

PEARIE 768 BUR B, IncRNA JH E 20 0 £ i ke 2
JEH 1(IncRNA DLEUL) () 235 5 [ o/ JHPV gy ik i
LEERS N FIGO 3301 2%, H DLEU1 55 5 HPV JR YL 5
(g LEA7 2 2 A A7 TE AR SEE S IncRNA A B9 598 45 5 4k
5% 2(IncRNA HOST2) 75 HPV FH 425 2500 20 27 Fn 4 g o
VL AT RE HPV FH P 550 40 0 4 3 4 T RS R 28, 9l
A miRNA let-7b #01] HPV Bk 2 S an i g e v

LIRS R W, 7E HPV B4R E 5508 1, IncRNA i 14 E6
/8% B7 AR LA G B SR AR . RS R 56 10 i o
TR L(MALATL) & —F 92 35 19 IncRNA , 2 5 40 iy i 72
WV )5 0 . BF9E 30, HPV B #4021 h 59 MALAT1 7K
i T HPV SRR i1 41, 9F Had # ik HPV16 E7 7] DL 3
$458 MALATI 933 , (R 7E R pRB J5 , MALAT1 [958 1A%
FA8 4k, 3220 HPV16 E7 L4 pRB JEARMPE 7 208 7 MALATI
Fiko T EEFA A E7(ETFL) fdk 581K (ETAN) (3
ISR, % B HPV16 E7 W] f#:15 MALATL J3 8 F45 4915
SP1 HIE AR FATE K = 6 A S MALATL (9% sk

2 IncRNA 25AEEMENESER

LG 1% B BT 255 0 TA I, BRI I(E S
ST RIBEAN EHE S 555 (H T AR LA 5o 42 ok 1a) 22 b )
TSR TG PR PR Rk . MORMZ AT R,
IncRNA A LL3E i3 5 25 F 45 538 I AH 54 AR i 5 3000 )
Ko
2.1 Wnifz5@% Wit {5588 ES 5900501k S5 1T
FE R L 19 42 2% 26 14 R W 4%, ik st B X R iR & & 4148
s ) o S R RN T s I R U R R 1 R L 55
T8 Wt {5-51% -5 T LS sl 3 aot 5 At 2F 49 43 04 53 It
A R HE b 38 240 M 38 i AR 28 AR T Wine 15 40 O 1
Frizzled (Fzd ) FRJ5 0 52 R 25 -G RIIEORTE &A% , (08 ) & B
3B(GSK-3B) Wi fb 2 1 , fi# B APC-AXIN-GSK-3B-p-i& ¥ &
HEGY, 3 B-H I8 B (L g BT, TR, AT B-i%
WE A Z 2 4% T, 5 TCF/LEF ¥R 5L 19 )5 8)F X 35
454, I JH T UL R 3k

IncRNA HNRNPU-AS1 J&— Fli 15 2% KU IE M 26 71 % 19 it 4
R A S0 IncRNA R A6 0 B 9 . Niu 251
B HNRNPU-AST 75 N 'B 00 40 i F A 2L B LI 23k, JF
VBSR4 T RNA (ceRNA) 3 33 01 1 miR-205-5p Sk 14 i
S B 1 (AXIN2) (35, AXIN2 5 Z R e JE i s DI
X, EE AW F I AR ORI Wnr/B-1E 3R H g £ T L.
DKK1 Fl B-i# I ZE 12 Wt/ B-i I8 R R IMFREY . TF5E
IR, @il HNRNPU-AS1 it %35 miR-205-5p A] L B-i%E ¥
A R IB M T I8 DDKIL 3 3k #F 1M #00% Wine {5 5 38 B, 1
AXIN2 (1 33 2 36 W0 ) T X B oaE AR W TR, 53 4k, Tk
HNRNPU-ASI 5% miR-205-5p 7K = 1I%, AXIN2 kI 1Y & 5
FERFE TG AR, XA HER My AXIN2 AR A 1E S BUE h
EEUEVE T, Ui I B B0 A U % miR-205-5p F1 HNRNPU-AS1
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BT , 1852 HoAl PR 2 i

ST S e S AR ) 11 ( CASCLL) W] LL¥E ) 5 ot
RMiR% 8 11 K(hnRNP-K) LIS 25 B 40 P i Wy B-1%
WE AL T AL s B i e K AR ey
FHALI Ik CASCIT (3R n] BEAL Wn/B-E R EH A F
5 IE R TSR A Wt/ B-EE IR R IR R A G A B-ERE A
PIRIE . T Wnt £55-380% 7 S AL 240 2 si-CASCI1 B4 Y41
Aifif, i FE g R AR R, BT HeLa 4L
HBAZZE, IncRNA CASCI1 7 i &35 5 i 8 /NIl FIGO
SR IE AR G, 5 SR R IR R R G, R
CASCILL FJAE g By 45008 1L (v FE AR s
2.2 EEFEBEALER 3-it B/ A & B B( PI3K/AKT) 42 5 i@ 3%
PI3K JZ— 21 S 5 AH 56 19 i B2 5k i, 2B B A% 0 T, 2 2E K
T 20 PR N 3R S R M 5 4 T U AL T UL
TBERR (PIP2) BB IR AL, , 7 £ 58 A5 (T B S mELIE-3, 4, 5-8%
R (PIP3) , dE Wi AKT V&4 QAR 09 A & 850 G A7 36
PABEARIE . HAT A IR, PI3K/AKT 3 B e LT A A2
SRR S S Y, 2 2 B LA D R R T Y
W

TEZR AR B AR 22 9875 [ T, IncRNA 12 5 Hod, 4l
4, LINCOO861 7 Fy 35U 21 21 1) 638 /K - B I 4R 1E 7
LY, I bR o0 300 L T B G e R I A A R G, TR
B, LINCO0861 i 3% 3k ] fig 78 ‘& #9i i/f J'é vh /2 miR-513b-5p
) ceRNA, I~ 74 5 2 B S5k ) 85 (1 IR 8 2% X (PTEN) R 357K
-1 PTEN S —Fh g il D9 7, 38 34 PTIP3 it i i £k 110
95 PIBK/AKT {5 53 B> o D91k, PIBK/AKT {5 53 % 7]
fiE2 5 LINCO0861 job &34 XF 7 $919i 41 I 344 5 3T %% Rl 22 11
MR

HOX #% 5367 Jx. X RNA (HOTAIR ) J& M [A] J5 &5 5 A C 7%
(HOXC) iy Js SUBERS SR A , B R A R RE 7 Rk 5 5
BRI LS A polycomb I E Ay 2(PRC2) s 4l 111 & H
34k i LSD1/CoREST/REST & 4 1k, 4+ § H3K27me3 f&
Wi S 4h, HOTAIR £ Wi 52 7T 5 45 5 i) miRNA 454, 4
#% miR-17-5p . miR-143-3p  miR-23b F1 miR-148a, %t &5 55195 119
BB TR R 28 KA R A VEHT . Zhang 45" % Bl HOTAIR
Al L se P25 A miR-29b A2 i 5 3005 H 1 EMT A2 {2
fiit 244 , HOTAIR B fisk miR-29b #4814 ) 4% Ye 35 0 ffi PTEN
FH/KF E1E, B HOTAIR i k%t PTEN/PI3K [ 52 Wi Al 4
miR-29b #0926 38 BT HE T, iX &k % HOTAIR/miR-
29b/PTEN/PI3K il ] g ‘57 #5051k 2% it 24 04 (0 36 97 42 41 7 19
B
2.3 Notch 45 i@ %  Notch {55l & —Fh it AL P57 19 3%
7, ZH5HNEZANUERENEE , EMRIHS SR E g
H & o BUEERETT 7 , Noteh {553 3% BR BB AR 1 S REM il &% 2%
ERE R & R Notch {5538 5% O IO 75 B0 38 4%, PO A
Notch Z {42 — ( Notch1 ~4) Fil #1./4> Fie 44 ) 4T faf — 4~ ( DII-1,
DII-3, Dll-4, JAG 1~2). 4 Notch {5514 S 41 5 Notch &%
PR IR AN A FL A Mk, 4 2% 530 Noteh Z4f# F11 Notch 41 fifa Py

SR (NICD) BB, BEJS NICD 56 5% 21 240 g 12 b i He
UL PR e

FEE SR 2 B 2RI EF £ IncRNA 78 R 287K 5 |
Pl Notch @Ak H A Z X A2 B 7 . He %7 @ 58
B GEO M1 TCGA a4 % ¥ IncRNA DLEU2 75 S 4141 %
AN AR R LR, A i AN E A G115 S BAR#
AR S B A MG . SR, Notchl (APH1B (KAT2B
F1 RBPJ 3 [H 7F Notch {5 5 i ff 1 22 & F ik, 7F IncRNA
DLEU2 Bi{f 41 ', Notchl . APHIB F1 KAT2B fi 3 ik 4, ifi
RBPJ 235 T, IncRNA DLEU2 3+ 3% 35 4i A ) 3545 A0 &2 1
Z559 , X 1B IncRNA DLEU2 38 3 #10 #i] Noteh {5538 % (% 7%
P, S 2E 40 BB A

RAGEE-RNA 4 R X RNAT( DARS-AS1) 7] LIAE H
FERE AR ], FE R /N PR 98 B 90 RT3 00 L 0 e 4
F it TRV . GEPIA 4 38 W1, 5y S0 bk 4t i 98 70 ) 351
Jd o DARS-AST ik /K V-H1 B T+ s . WF5Y & B, DARS-AS]
B R A T U A SIS O A S AR PR T, LA JAGL TR
WA (245 Hes-1,Hey-1,Bcl-2, Cyclin D1 #1 MYC) B2 H i
JKEAE DARS-ASI 2R #9 HeLa 40 ifg o F %, 3278 DARS-AS1
R AR A Notch 5 538 % 2K 16, EUF S JAGL i Rk HKIE T
DARS-AST JT8R X B 3009 40 i A= 4 i 3 i 4 1, [51 1t , DARS-
AS1jfiT JAG] % Notch {5516 5 (R #F & HUm My L4, 5
Tt HE I DARS-AS1 0] BB R F S0 ALK IO AAIT IR
2.4 HzH5RRENREGHE(MAPK) 2 58% MAPK {5
5 R = AT Y GRBE SS a AS AAE  E  EE
B AN A K DR 7 L B P TR L 3R R A B A 5 A
IR , Z0H SRS 2R O (ERK1/2) Jun 205K U
AR (INK) \p38/ N s 85 G ( SAPKs ) 5% 8% 51| 41 i i 0 F:
T WL AR R R IE . WFSERWA, MAPK 38 B% 78 45 i i i rh
3R I R R AR K RN 40 A R A 4, e EMT 5
T2 MAPK 35 538 6 7E 2 S0 o i vh BV © 2245 81 56
UE, JF B2 IncRNA T 900 &2 4 B B o MAPK 3R A2 99815
HF, LINCO0997 7r & M 4h p &Rk, FEEM T
S AN A A B b, aX 2 W LINCO0997 RI RE 7E 5% i i K S
FRRMER. W5 5K, LINCO0997 i id 5 miR-574-3p #H H.AF
FH% L3R cullin 2( CUL2) /K, DI fig SCd0 25 1 s CUL2 i 3%
SRR E S AN B A B A, D9 A, CUL2 3 ik T
BB IL I ERK/ % ERK (p/t-ERK) .p/t-c-Jun N-7 3 25 1 84 ity
(p/t-JNK) Fl p/t-p38 LUK, #2755 CUL2 i FR3K#E MAPK
fES g,

IncRNA Ji# iF & [ P i 6 3 [N 2 (CASC2) fi T ¢ (4 {4
10926 I, S W85 & 30 87 P 689 %) g 410 i) 56 181, N i
U2 SR S ek 9 ) R R T Il R R EMT vt 2 sl /E F . F
S, CASC2 TE 5 iR 4 23 L 40 i 2 P 25 T 1, Western
Blot 2% 4 i 7% , il pcDNA-CASC2 %% Y4 f#) HeLa 4 ifi i1, p-JNK
F1 p-ERK1 25 [ 7K 18 3 BEAIG, #H I, siCASC2 4 p-JNK Fl p-
ERK1 {338 BN, i B CASC2 8 i MAPK &2 N3 H
B R
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2.5 p53i@#%  p53 JE—FPIRANE T, KL 50% 1A
FeMIg R A 153 5, AR Ry K, pS3 SE L I R R
SR FRIE, S S5A0HE AN T 40 05 R R S 2
At AR, 340, p53 (AL REALA Bh AR A e 4 ol R
FHIFERT, B0 p53 W 4RI AR | D240 240 H ) AR AR
AT MLIE R

AR 22 (I HE 26 B, IncRNA W] ) p53 3] X 4% v K 4
YEHT. 843 IncRNA #IE B BE A% B2 5l ) 4296 35 pS3. 73 4h,
144 M A% LN 8 miRNA —#f, IncRNA L AT LA pS3 4k
BEFo o RAR A EARLZZ 44 (RoR ) 38 1] LU ] pS3 JE A%
—A FL B R s

IncRNA WT1 Z X RNA(WT1-AS) J& Wilm fifgd 3£ 8 ) 2
MR AR Z —  BF5E R IncRNA WT1-AS 3 53 miR-330-5p/
P53 HlH ) e S AN F RS FEZE T . IncRNA HIF1A-
AS2 FEE SR AL ZURT HPV BH A F $5098 20 i o (253 0 , -5
ik pS3/20 Bk K A Tl 9/ eI AT 3 Al R Y 4 M g T
DNA #4155 1) IncRNA ( DINO ) j&—Fh TP53 % 54 k7 , vl 5
tp33 &5 G IR 1p53, A E 1p53 15 5L 5, BFoz kM,
HPV [ St 40 h DINO fIR/K-F- %3k, DINO _E i mT DA
I HPV B S S0 400 pS3 fidedig 40 ) X 5 (9 Dy g, 15 n HPV
Bk S oAb 7 24 e

3 & i&

R T M B S H AT G A BT O, R
R F TR BUS 09 LRSS, (5 IncRNA f) SR A3 T 7
R AU T IncRNA 787 8598 rh % HE 10 4 LA e
TE RS 0538 B P A PR RLARL & 1A B2y o ok 2 350
TRTT R0 . SR, B SR I S A s R O AR B R R vk
IncRNA Z: 5B 80 95 FL AR B 98 4 L) 2 o Rt = A i
— 3 W ABF 5T, ) 101, IncRNA 15 3 4l RNA (19 41 45 H,
IncRNA 5 e (5 [t 45 ¥y 1 H: b 26 W0 3% 4% 341 42 19 A8 B 45
IncRNA 75 B #0555 57 8 25 P i /R 1. 28 390 F 5 E W
IncRNA 7] LA B 14 505 5 20 TR EAE TR 5 S 15 %,
M52 B A 9 5 B . IncRNA 77 76 JLFh 0 40 i 5 37, 84
IncRNA 1] il HA A [ A 45 A A 05, 9 7T LR 906 40 i 6 53
AR BIHL % 4V . BRI, 7 S IR AR BT 5 ok & B
IncRNA 7525 S0k e v (KB U0 VR R BIL AR , ks P 17 412 (A
ORI S X e EE
FlzmE
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