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Abstract

CC (cervical cancer) is one of the diseases that seriously endanger women’s health, with high

morbidity and mortality. miRNAs (microRNAS) are a class of small non-coding RNAs that regulate gene expression

through post-transcriptional silencing. Abnormally expressed miRNAs are involved in the development of cervical

cancer mainly by regulating cell cycle, apoptosis and various signaling pathways. In this paper, the research prog-

ress of miRNAs in the progress, diagnosis, treatment and prognosis of cervical cancer in recent years is reviewed to

seek new ideas for the prevention and treatment of cervical cancer.
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Hipre-miRNA, ¥ miRNA% T 71 Bk & & K (miR-
NA- induced silencing complex, miRISC). miRISCiH
B B ANAC XS 77 K5 #EmRNAR3'UTRFF 71 4f 57
PEZE &, 5 EmRNA Z T IR A0 AT % A 5 42 410 1)
BRI, MR R R

miRNAs{EJy—Ff5R K B 5575, 7z 40
MR by KE M TEEY) F RS, B
—FmiRNAsHE A7 e VA7 i DX, 328 X
RILRIIEH 5 NEVEZ PR K, B2 e,
AN [l miRNAsT4H M 3G 58 L 4340 AT T2 AR F 2 A
[l —LemiRNAsFE I g9 3 A4 T, 00 41
WG Rk 5 — EEmiRNASWE N B, 76
R IR e vl N e 1 OB T RN 1 1 O Vi
R, ARZ TR I, B U T AFE 2 FimiRNAs
KRR, HET SR E S TR R2R. 4
J0 8 T2 AN b 57 18] 78 5 #% 4k (epithelial-mesenchymal
transition, EMT)&5 8 A2 4 2 i B 2k i, 3 350 23
T R R R

2 miRNASRIEFRESETENLELR
FI5 R VA IAmiRNASIE 1o 1 15 57 3509 41 i 4
B AR ZR R e 2 22 i B 3 At 1T 12 3t i 00 1)
KREKRE. 1£EIEMAL RIS FRIFRER I E
Jei AR R R P miRNAs = ZAUHE: miR-150. miR-378.
miR-92a. miR-494F1miR-18a; ik N i 310 il = #3
I KR R B ImiRNAs & 245 miR-218. miR-216b.
miR-497. miR-204. miR-638F1miRNA-383. it
miRNAsF: 20 JE . 4H A 7. Wnt/B-catenin
M. R UL BE3-3 R (PIBK)/AKTIE # FIMAPK/
ERKUE 655 77 THI A 4% 5 2008 (1) R A2 R (3R 1)
2.1 miRNAsFTRIAF BN MR E AT
ITAERTFTE Y, miR-150. miR-378. miR-494
AmiR-18a%5 m] i i e 14 241 u J&) /1 2 1 R 0A, a4
o JE B 33 A ) S 40 o) 20 R O O R R R, DR
b o i R ToB102, LIZEEE sz, i % A miR-1501]
7555 200 41 B MG /Goidh J2 21ISHA, i 3t 41 i 1 5
A K, I & FImiRNA- 150/ 4004 ] 2 3 1 {8 40 i
JE 1 5 AD1(CyclinD1)H # filp27. ¥ T4 5 Hl
fic /4 (fas ligand, FASL)FIBIMM) K i&. A W5 K
B, miR-378 1] B 4%~ i HeLaA1SiHaZH ffd = 508 147
Ff 85 F(ST7-like, STTL) I F XL, HNiE 40 fl NG 3 3]
SHIFNG,HA, i 3t =7 2009 20 i 389 5 F0 AR U0 R,

YANGEEMIAIF 78 2 I, miR-494 ] 3@ ik 101 i 5 1% 1l A
5k 77 5 (1 [F] Y ¥ (phosphatase and tensin homologue
deleted on chromosome 10, PTEN), {i 3t & 25 41 o
HETE AN M R AR . 2qmiR-494 %% AR, T H L
T CyclinD 1 3 sk /b F0 4H ffa Ji] 13 BEL, 75 2900 41 A
WA B Do Bh Ak, DONGZE!Y B, miR-18aill
IEAIHISOX6, L ifCyclinD 1 f)7ik fit i3k 5 2018 41 g
JE 1, AR 3t 4 B S 5

FR , miR-218. miR-216b. miR-497. miR-
20455 miRNAs U 8 i 40 1) 40 P J&] ) 2k B R 08, &
B 2m o JE 9 BEL S, 0 e B A N AR O
ZHANGZ"R B, miR-218 1] @ i #8 [F Gli3 i 17 &
9096 4 M ) 2 FE AN 12, MmiR-2181d RIS, BE
I TR % BRI R R ARG A R B R R
i5, BEWT 24 ML N Go/G A Ta] SHIAL AR, i) = 2500 41 Al
HaGE, (T, thAh, TAOZEIIR I, miR-497th ]
753 2 HeLedH i FH 7 T Go/Go 5, $171 1] 41 g 384
B, AR EEIE T TimiR-2044 PRk B 3000 41 &) 4 BH
i T Go/G U, sl g AR K
2.2 FRiIAFRERImiRNAsIE T Wnt/B-cateninF 18
BE58TENAE LR

P Wnt/B-cateninif B 7] 12 1F B 20 41 f 3G
FEAZ 2% . DONGER I, i F£iEmiR-18an]ilid
BB ] HIHSOX6, WE Wnt/B-cateninid i, #I#|p53i&
12, A B39 AR 5 P A6 T2 BC AR 1 (programmed death-
ligand 1, PD-L1)J Rk, {1 & 250 40 i 1 5E A =
7. H{SOX6id FIEHS, B-cateninZ ik A Wnt/B-catenin
A R, R HICyclinDI MIPD-L1 K £ ik, &
FmiR-18aif 3 [ CCHH f 3 5 12 22 58 1 51K [R]
FE, LIENOR B, miR-378 #E ) /E FISTTL, MIifi &
Wnt/B-cateninid 15; J& & v 34 0 JER-E M FH A
C-mycHICyclinD1 ) 1k, /b I8 T2 FF 2 1 5 20
Y1 o 3 A . TTHEZEUYR B, miR-216bw] i@ i #1 fil
FOXMI1 R ZRIA, 75 Wnt/B-cateninif 1 | JiF# 85 H
cyclinD1. mycHILEF 148355, Hii S 200 240 i s
B . WEIZEIVR B, miR-638%] Wnt/B-cateninif 4 tH
A AR, miR-6383L FRIA IS BE I = 518
YHMLE R AR 22, AT L, miR-18afImiR-37818 i ¥
T Wnt/B-cateniniff [, {2 1 5 2009 20 i 38 5E A 28,
ifimiR-216bFImiR-638%} Wnt/B-cateninii # 77 411 i
YEF, FEAMH) B 20008 40 M 3G FE AN AR K

PTEN/PI3K/AKT{E 5 it B 7 & % 76 5 3
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Table 1 Deregulated miRNAs in cervical cancer
f/NRNA Fik HEIL PRI /AE Sl g SR
miRNA Expression Target gene/signal pathway Function Reference
miR-150 t FOX04 Promote proliferation and metasta-  [8]
sis, inhibits apoptosis
miR-378 t ST7L Promote proliferation and inhibit [10]
Wnt/B-catenin apoptosis
miR-494 t PTEN Promotes proliferation, poor [11]
PI3K/AKT prognosis
miR-18a t SOX6 Promotes proliferation and [12]
Whnt/B-catenin invasion
P53
miR-92a t PTEN Promote proliferation and inhibit [19]
MAPK/ERK apoptosis
miR-21 t PTEN/AKT/HIF-1a Radiotherapy resistance [37]
miR-181a t AKT/mTOR Chemotherapy resistance, [34]
PRKCD inhibition of apoptosis
miR-19a t - Promote proliferation, radiation [40]
resistance, and inhibition of apop-
tosis
miR-221-3p t TWIST2 Promotes lymph node metastasis [43]
miR-218 [’ GLi3 Inhibit proliferation, promotes [13,35]
AKT/mTOR apoptosis, and enhances chemo-
therapy sensitivity
miR-216b | FOXM1 Inhibit proliferation [14]
Wnt/B-catenin
miR-497 ! RAF-1 Promotes apoptosis, inhibits [15]
MAKP/ERK proliferation, invasion and
metastasis
miR-204 ! EphB2 Inhibit proliferation and invasion [16]
PI3K/AKT
miR-638 | Wnt/B-catenin Inhibit migration and invasion [17]
miR-383 | PARP2 Inhibit migration and invasion [18]
PI3BK/AKT/mTOR
miR-25-3p ’ Sema4C Inhibit growth and increase [9]
EMT chemosensitivity
MiR-424 | RBBP6 Inhibit proliferation [24]
miR-15a-3p I TPD52 Enhanced radiosensitivity [38]
miR-136 ! E2F1 Inhibits proliferation, [39]
NF-kB promotes apoptosis, enhances
radiosensitivity
miR-874 I ETSI Inhibits proliferation, migration, [42]
Invasion, metastasis, promotes
apoptosis
miR-375 | SP1 Inhibit proliferation [32]
bRk LA L RIETIA.
t : upregulated; | : downregulated.
S R AR R P kS B LR . YANGEEUOWIT 5T IF 5K, F. DUANZEUIRFF R ], 1 1K fimiR-204 7] i 2%

PTEN/E AmiR-494 1) B #2 8 bR, 7EPI3K/AKTIHE i H
B4R RS R, JFE 4 PTEN/PIBK/AKTYE 5 i
R BE 2 R AR R R, (B BARNLEIA it — Dt

T = SUEARR g . X

Mo R 2 R ARt T2,

ML) 2 38 i #8747 1 % Ephrin B 52 /42 (ephrin type-
B receptor 2, EphB2)J4llil] PI3K/AK T = i I I L
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e WA WEF K I, miRNA-3837 1 | PI3K-AK T-
mTORME 5 38 % I T HPARP2) ik, 4101 2 fifd 1
B IEAE R SR, AT A 200 i AR R,

LI UME /N B SR80 H R I, miR-92am] i
MAPK/ERKGH [, g i3t 5 200 1) & 28 R e i 3Rk
(FJmiR-92ai i 2 [4] ) fi]PTEN, 34 JITNF-a. sIL-
2R. ERKIFERK2HIZRIE, ffl T, A dk4n i
WEEAAE K . T TAOSE I FLAIE B, miR-497REi i
#E )V FRAF- 1L R {1 HIMAPK/ERKAS 5 il #%, &
WS S0 4 P MEK 1. ERK1FIP38 BRI IR A,
TRHEPE T, MG 5E . 2RI
2.3 EHfETmiRNAsRIA LB EENF

B 300 HmiRNAsT iX 2% 8 7] g S miRNAZE
Z A PER2 DNAH ZEALP2D) K N F Sk 98 97 55
(HPV) R GL2E R 2545 6. A WF LRI, 17 T miR-
NAs&i & Az s F 1) 5% 1 1R 2 & P (single nucleotide
polymorphism, SNP) 7] 521 miRNAsHE K] [ 3R 1A 2021,
WANGPIX954 4 + 5 20 % 6 miRNAs[)
SNP( Bl miR-146a rs2910164. miR-149 rs2292832.
miR-196a2 rs11614913. miR-499 rs3746444. miR-
605 152043556 FTmiR-618 1s2682818)3 [X] /3 4t I
7N, HTTHR R AL, miR-149 152292832 TC/CCH: A
TR N e 20 e XURS [/ 25 Ll (odds ratio, OR)=1.21,
95%E {5 [X [H] (confidence interval, CI)=1.00~1.47].
[, SRIVASTAVA %5 U} Pre-microRNAJE K £ 25
P55 B 0 e 3R AT XU DA, 485 3R B miRNA-499
1s 3746444 T/CZ 2 VE Y5 B 3w (1) 5w XU 2 35 A
K, H AT REAE B B R AR R AR

miRNAs# K 7 3 7 & ZEDNA S # B 34k G 5
miRNAZRIA & 1 7] e (e 1 B 200 0 R A R e,
VARGHESEZP%} 5K [ 1E# & 2 _I J (normal cervi-
cal epithelium, NCE). & %0l_I- i N8 45 (CIN I-II1) A
iR 41 B (squamous cell carcinoma, SCC)ZL 27 H169
AMmiRNAJH 5 7 3E 47 DNA B B AL e T BF 52 . &5
REIR, 155 30 H 2P R0 N R A miR-424 K A
F3EAk, ik BRI miR-200bFmiR-34¢ kA A% H 3
o 24 FH 25 B b 370 S22 -2 - it S8 B F Adb B S
FIE B ) miR-42438 i §E [\ RBBP6 i 2 #11 il = 21
e MR IG5 . R, miRNAs 5DNA F 4L 4 B
TERRES S T B3R KA K&

F A RS R W, & fe BUHPV S B 50U 410 i
P miRNAZR 15 2 Ui G 1w B2 AH OC M, 8 v] e d i

B E6F1 E71 17 5 300 41 24 miRNA [1) R 1k 2526,
HANZEPIF qQRT-PCRAS MIHPV 16H 14 = 20 J 1 8 Ff
microRNAs(miR-9-5p. miR-136-5p. miR-148a-3p.
miR-190a-5p. miR-199b-5p. miR-382-5p. miR-
597-5pMImiR-655-3p) ] & ik /K1, & BmiR-148a-3p
FE N E3MHPVICRE R F(ES. E6. E7)A K, T
HPV16¥# HE K E6. E7H % 5E F i 7] 3 #imiR-199b-
SpAImiR-190a-5pIE N i . HhAh, XTAZERIF 58 K BN,
HPV16/18BH ¥4 1) 5 238 41 B ' miR-3156-3pK ik T
WS HPVIRGL% S0 8 30 K 4 A 5%, MIDREHER
N3 HPV(E /& BUHPV-11. & f& BHPV-16.
HPV-45)2 4 (1) 3 K A miRNAHE AT 43 47, 45 R & B
A 13MmiRNAKIE KL, Hrh miR-181a. miR-125a-
5p» miR-502-3p. miR-923. miR-92a-1fImiR-500%
i& I, MImiR-558. miR-576-3p. miR-606. miR-
886- 3p. miR-888. miR-1255af1miR-1274b7i% T iff

3 miRNAs5 EMEIZH

2 W R B, 15 FmiRNAsZ — A /i 5
(138 L AR 42 NP A P bs A, A I 3 HR Ry S
miRNAsEIER A KK, Xf 5 #5512 Wk s
BA BB IR Y, M EmiIRNAsK 1R IE
TUE T BRI SR SR 4 B R T, 8 R IE e 4 2R DL A
AT B 43 W B Y I S I miRNAsIE
WA RNase A Pk, A G5 & A Y RITERE
H, R L B A AE, & 1 IMIEmiRNAs[H
FaE e, BT IX B AR, 427K MG miRNAsH 1]
REAE N g A= Wb £, H T 8 200 I PR - B2
AT o JIAZERSNI213 44 5 20 8 3 I V& Wi 90 R 3L
A 120 miRNAs i # F i, H #'miR-21. miR-29a,
miR-25. miR-200af1miR-486-5p ] LAE Hy & #ijes 12
Wit AR AN VE R A bR £ . ZHANGEEPIE 18444
B U B E 2 T — A 4P miRNAsHY B
(miR-16-2. miR-195. miR-2861. miR-497)f] E {Z
NHEAREY), AR T 5 30w 1Bz W, i
JIANGEED 78 R I, I miR-1017K 5 5 2% 11
R AT B UIAH G, HAE S 7K & miR-101 7]
FEAK B S0 B8 () AT P ]

B 2005 41 I miRNAs# X 25 1 5 DNA R & &
FEAA P23 miRNAsHE K] = AL 1T 66 o & 20
JE 2 W 56 9T ISR bR . STICHZEEPA N, miR-
3753 PR H B Ak K P AT g AT HP VIR G 5 350 1) & 30
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e B B W AL I . ROGERIZEPIE S, miR-124
B DR v W 3L 5 i R IR AR 245 4 (CIN2+) B
HHFME, I 5o SHPVIR I AR AL ) f R A
b, miR-12423% [R] iy A0 PT RE 2 5 300 A A4 A8
BB EY . YUZEPR I, miR-10bJE K]
S R T S RIA K R SHPVIE G A K,
FHPV ] 5818 1T CpG i H 2 4k B& flkmiR-10b 3
ko BEJE BB, miR-10bJ8 51 X ek B JE Ak F
A Al BN S B 12 W S IR TT IR R A

4 miRNAs5 E3EI8Tr

H 1 5 30 16 97 2R AT ARG 97 FB0T ™
Tl v, TR S50 A AT AT DA AR Sy S At 1) B 25
OB AT N B, R R R X e B R R 1 S S
B AR 251 B 8UE BV TR IT ORI TS A R
M EJRF . 2RI, B S T 25
JEE 5 miIRNASHIE KA K435, CHENSFP R I,
miR-18 1afE 1 55 B 290 Tk 40 e i Ve 24k 7 259
IR 24 15 AL AT o ik 1) 7 PR R T R
B (protein kinase C delta, PRKCD)P# {1k & £l & 41
LT MR (1 SRR, kD B R A B T S A AT
FHH, miR-218t ] @ it BH Wt AK T/mTORAE 5 18 #% 14
SR T S0 2 RO ISUEA R BBURR %, AT miR-21845 1T fg
VB R B St £ o A UM R TN FE #R) . 5)
4h, SONGZEP & B, miR-25-3pid % 34 nJ 1 4 5 #
YA EMTZR A, H ] i ik #E 7] Semad CHE 5% B 2036
10 e Yo DT £ R

T AR ) 3 T 200 e B B AR R L 4 B
R, (RO T TR U7 Pt & = H
Wi 35 97 240, SONGHEPH 1, miR-21 1] i i i />
B R, T G R U A ) O et . iR
i BImiR-214E 1M #IPTEN, 1 Ip-AK T B 4% &
[Al - -1(hypoxia-inducible factor-lalpha, HIF-10)[1)3
1k, FECE IV E D . B, miR-210] @
PTEN/AKT/HIF-1a. AKT-mTOR/E 53 B /b £ £
TR AN B W, RO P . WUSEPSS 3041 Sk
S AT R B, UT G B0 4 2 miR-15a-3pFR 1A
BT AT S PERG N, J5 o T i B0 [ TPD 523
5ER e 200 L 1) BURR M o AR, USSP 5 R BEL, miR-
NA-136t 7] i NF-k B A2 (i i 7 2909 24H it 07 1= A
PV TR U, T WANGZEHONIE 82, miR-19a 7] [
I B 250 SiHaZ i 1 7307 B0 miR-19ab T ER

I, 5 S A R S L, A B T

5 miRNAs5 EHEMTG

T HAEFIGOMR /3 . LA | IyRg iR
TR PE Bk B0 235 3 1% S 4R D ' 08 00 40 D ) 2 4
PR, LIAOSEMNIE S, 78 5 30 2 IA N 1 B miR-
NA-874 5FIGO%r #. kB 45 % 5%, Pk T miR-
874k BB M 40 e . TR AR 2R, K
PmiRNA-874111/E F =2 MOt T E26 7% A0 R 7 11E-1(E26
transformation specific-1, ETS1). AH W 7EIESE, /7%
P E S0 2H 21 b R A ImiR-221-3p th B A ik
FUE R AR F, LT IE o #E ) 47 R S TWIST2, 12
HEEMT, 385k 25 5 %, [A I, miR-221-3pf 1] fg
VE R E 30 A TS A R B —NMads®). HiliZeng
ST I 306151 S AT TS 0 Hr, SRR
B hsa-miR-3154. hsa-miR-600 fl hsa-miR-7-3 7] {F
N e S VR E T AR B, H rPhsa-miR-3154F1
hsa-miR-7-3 11 15 A 5 B S0 £ A7 I [A) FH BE 2
[IFE T 99 5 % DI AH 5%, TiThsa-miR-60075 3% 5 i £
A7 I T 5. hAbh, A B 78 K B, miR-34af]
miR-206-5 5 3 B AR B A A7 35 3R A 2, 32 7R miR-
34afimiR-206 A Al GEAF N B 20k 15 A R i)
FRPRT,

6 [DIMERE

R T B SR BT IE E IR A TR, W&
BBt — & 0 TR, (LS Sus S EE R, T
J5 % Bt P A 315 T (A 8CR AT AR 5 2 . miRNAsK
BRI BB 1R R R A R, X
Sl R YR T R T 3 T A ;. ELmiRNAs{E
— TR R 1R N AR R S, S AR 1 B
LW ST RITIUS AR T B 7 I RUB K . AR,
miRNAsZE 52 b5 32 T I PR AT 98 TH 1 1 2 1) s A
e, LE 432 FEmiRNAs I 2 808 & 4= 10 5F 58 1 18,
ELB A HENIG RSB, 334 298 (I miRNAs L3 1
TR LAZ PRI . B4k, 1 W miRNASTE A
53 B o (R L1 B L, R T R R O
AR e TR0 1 . e RINALs {8 e 1 FE 40 87 38 15 7
A A miRN AT P 1 75 2 25 5
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