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miRNAsTRIAF B E S DUREE B PR RER

EHE AR WE EHAEY

(BRI BE 2GR, W RIE 150040; 2RV H 25 245 K24 FH @ 5 — BE B, /7RI 150040)

WE A E S (cervical cancer, CO) F B L FH AL TR R EZNETZRAZ—. A
dh, A\ T RRE R GAESAE 2 X E &, miRNAs(microRNAs)Z —#F /) 49 FE 4 ARNAS T, £&
WL A FOR IR 0 R, AT R AR AR T RAFEF Z694E . miRNAsi@ 18985 L& -]
Ji 4% 1t (epithelial-mesenchymal transition, EMT). o8 695 mx. 4@ e sh R (extracellular matrix,
ECM) )[4 AR aa B REMF S A EEY 0T B, 2 LHmIRNASE S 3 5B+
QR R RAE— 423, VR A T miRNAsTT L AUE 308 4645 64 ¥o i) 2h AR A IR

X528  miRNAs; 58U, %52, 7T
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Abstract  The early metastasis of primary tumor of CC (cervical cancer) is one of the main reasons leading
to poor prognosis and response. Therefore, it’s very important to comprehensively understand the metastasis mech-
anism of cervical cancer. miRNAs (microRNAs) are a kind of small non-coding RNAs that regulate gene expres-
sion through post-transcriptional silencing, playing an important role in the occurrence and development of tumors.
miRNAs affect the metastasis of cervical cancer by regulating EMT (epithelial-mesenchymal transition), microvas-
cular formation, degradation of ECM (extracellular matrix) and cytoskeletal remodeling. This article reviews the
research progress of miRNAs in the metastasis mechanism of cervical cancer, in order to provide a reference for the
development of targeted drugs against cervical cancer metastasis based on miRNAs.
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BFEAR 7R, a7 RS TIRT
RORCI, B2, TR 873 58 R A oged 52k )
¥, 2 A A7 W R R H AT Rk R 5 B
IR T A TR WITMIBUIGTT . 4 E 30 &
R A B U R AL TR Y, LS AR AR AR AN N
30%~50%!". [5| Ut 38 i S e A UL B

/N RNAs(microRNAs, miRNAs) & —Ff P &
PEAESRADRNA, 38 1o 18 28 J5 [R] f 028 S 1 15 201 L 1))
RE W, o, BT ESHESMMERER
J& 55 2 F B LA A 1R, I AR 9T K I, miRNAs
RIE R 5 S R V) O, HnT i 5 R
b fZ 8] i % 4K (epithelial-mesenchymal transition,
EMT)AH R 5k R 1~ 4 il 40 55 Jifi (extracellular ma-
trix, ECM)FF M TR T8 BROAH 56 701 2 4 i 28
A ST PRI, . ASCRGE 1R E 2
TR AL FImiRNAs AR B, & £ TR
TR L IR IR T T ]

1 miRNAs#LiA

miRNAs A& — 41 & & ff 55 19 K £20~24 ntff)
PR IBRNAS T, fAE T Rz, 12
miRNAsH A 4 ZURE 5 1% 500 A0 K5 5 1, e Ailimid
55 MRNA(MRNA)#3"E % #5 ¥ 41(3" untranslated
region, 3'UTR)7% 4= B AN 58 4 I B FL AT, AT 42
H= RImRNA [ fiff 5 H H o 0 88 P A 40 ], AT %
HENFRIEY, — A miRNAR] LA £ NEEEEA, i
JLANmiRNAE ] L5 [ — MR . Al miRNA
TENFEEE R A BA G ANF3%, #10] LR AN 2K 1/3
i B 1 5 1 2 (R Rk

miRNASTER B« AU F0 % R BA R Jil 8 (1)
KA GV 2 RV R AR s EEAE AT, K
FE % b 96 o B T A D B0 s IR SCRT AR 4 e
[Al: RefgHi I gn M iE . fEdt AR L miRNAs
N4 miRNAs(anti-oncomiRs); BE #5142 i 1G5
i1 746 FImiRNAs A 20 miRN As(oncomiRs) ™, fff
71 % W], miRNAs(WTmiR-200% %\ let-7% . miR-
AR R S R ISAE B IR A MG 5l . R R
PSR T i B A

2 miRNAs7E %P H{ER
BIF 7 5 S0 1) 4 A% L6 098 97 A UG B
TR . B S AT A 3 B 5 i B EM T 5

FlF. ECMIIREAE, Wik £ )& 55 A B (matrix me-
talloproteinases, MMPs)~ fil IfILE T2 Al 0% 70 - BL &%
Y M B L B A SRR T RO, JEAER, REM AR
B, miRNASTE B 30 7% 5 4 2 (1) 328 K 234
R F2 ) R B A, R B X B 2 G sl
BEAEF . R T AT X miRNAsR W 5 3EEMT.
ECMIP A« T T 1 S 4 M iy 4 B )3 6 77 T
HATIRIA .
2.1 miRNAsENE FTZEMT

EMT 2 i b B2 240 B pl 14 DA K 41 i ] 1) 55 % 0%
e ok, AT K AESUE, WA 8] B4 i TR A5
R T 0 PR PR R TR A R R A R R A R 1
R I RS B2 EMT. miRNAs
n] i@ i N HE-cadherin. B-catenin®f I {7 41 i b id
5 A1 _FifiN-cadherin.  VimentinZs [8] Jii 48 H AH 5%
HE, MR R AR, Ak, — AR S R
Twist. Snail. Slug & ZEB(zinc finger E-box binding
homeobox)&'* 13, DL J ¥ £ {5 5 il % (TGF-B. Wnat,
Hedgehog « MAPKZ){EEMTId 2 HH tH k #5 45 B %2
RIVE

TANGZUSV% B, miR-217E £ 30 K itk B2 45
B il Rk, Y% T miR-21 ¥ HeLafISiHaZ i
W ZEBI 1 Snailf¥) ik Rl 3 18 7K ~F B 2 42 =, [F) I E-
cadherin®t 4R 1Ak />, N-cadherin. VimentinZg [
TR, Bosth 7 E AR 2 ), XK PImiR-21
I REM T & 08 (578 . TYUANZE%
B, BHPVIE G 1) 5 350 4 21 th VEGF MImiR-215%
IR KB = T S5 AL, i — B BRI R, W
FHHIRIE B IEF G, HEAKCFIRETURE A R
Ji. AEEKE, ZHANGE R I, miR-2138 7] BL
1 14 ] 5 TIMP3(tissue inhibitor of metalloproteinase
RIS B HUw MG TE . A7 LA SOT R AR
20580, I miR-21H8 280 i, IR L 5 3
JE W) ¥ #2 . PIAS3(protein inhibitor of activated sig-
nal trans-ducer and activators of transcription 3)/&—
Tt s A ) DAL, AR SR Ak 5 7k U2 245 2 R e A i
PR 73 145 9% . miR-199a-5pi o %0 7] #1)1 | PIAS3, b
1 N-cadherin. Vimentin, il E-cadherin, 1l = 51
FEFEFE Y, YANGZE MVA B, miR-G-1%2 GRSF1(G-
rich RNA sequence binding factor 1)iff %, @ id i
LMNBI1(lamin B1) f1 TMEDS5(transmembrane p24
trafficking protein 5)¥(E Wnt/B-cateninfg 5 i %,
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e EMT A% B W, R AFEAR B3E 5 250 e # IAE .
INPP1(inositol polyphosphate-1-phosphatase) & — Ffi
7057 B I A R T 5 A ) B, miR-27ai 1 B ) 45
A INPP1, 4 5 = 2508 40 I 35 7, e BEEMT, 1 52 41
12 2257268 11 2%, SRCIN(SRC kinase signalling
inhibitor 1)/ — /e FE [, £ 4% T SRCINIE
FIE TR C-33 AR HeLadfl g, EMT i R4k 31,
miR-150-5pif it 5 SRCIN[J3'UTRE, & 18 4% 11X —
AR, AT B P G T T RS A TR

FHBCHE, — 28 miRNAsX 5 30 1) 7% B A )
YER - miR-137H1miR-34b%y5llif it 5 GREM 1 (gremlin
D& & LA™Y TGF-B 1AM TGF-B/smadifi 2% , 41117
BRI EMTANZ 28, iR »*), GLII(glioma-
associated oncogene 1)7&Hedgehog(5 5 1 i 1154 55
T, FEZ TR RE IR AR R R I AR ke B S B AR D,
miR-873 S miR-5843 1o ¥ 7] #1 #1| GLI1 ) 2% i, 1M
E-cadherin, F JN-cadherinflVimentin, I fH|EMTid
P2, AT = S0 A0 M 58 L aEAE P>, AR,
miR-4429 FImiR-374b 7] # [] 4]} Hi]FOXM 1 (forkhead
box protein M1)>K_I~ 1 E-cadherin, "~ N-cadherin#/l
Vimentin, & #4200 40 fe 38 58 . i AR 28
() VE RS, KAPORAZEPY & FIL, miR-505-5pif i 411
il CDK5(cyclin-dependent kinase 5)HZRIAHIH| EMT,
I AR, I R 45 52 B, miR-505-5p ) 3 & 5FIGO%>
Wi MR RN WSS R A A 2 1A B
K MHER . elF4E(eukaryotic translation initiation
factor 4E) & —Fh PR & 1, X EIFE AT IH 5 20 H 2,
FE 2 PSR B e v 2 I = R0k . H il eIF4ET]
5 7] _FifE-cadherin, N iN-cadherin. VimentinlA
J%Snail-1, miR-499a-5pitfl i 41 fil] e IF4E ] 2% 14 4111
EMT, {8k = 200 40 M B 0 1. 18 s ikt ke
FHEAE . BHAEY], miR-377( KL 5 5B
BEIIFIGOS A Ik T8 45 5 #8 Rz Ak 5% 4% % V) A
K, #E—L 7 R FHHLHI AymiR-377i8 1T 51 2 ZEB2
[ 223k, MHIEMT, FH 1 b %% 0% c-MetZ 5
EMT, 5 i e 1) A A2 At Ji 2% DA 5%, miR-1. miR-
138 FImiR-454-3p ] #lffill c-Met {1 K1k . 75 5 Fj 4
2, miR-1. miR-138FImiR-454-3p ik i, fiF%
T XFe-Met P #1], b i c-Met 3 ik 7K - 7] 1 1] E-
cadherin ik, {E3HE 40 Ut bE . TR AR, PR
B A AP i Ah, SemadC(semaphorin 4C)i#
i ¥ p38 MAPK A #EEMT /) 5>, miR-31-3p#E

] 41 Semad CRH ISTEM T F2, 1061 =5 S0 411 it 1) 5%
$§[35]0
2.2 miRNAsEZNIECMA P& fE

ECMZ — M aha 451, sk AN B il %
fRFIAB G LLGERFZH LRSS, IX AT RE S L O K
A0 o2 240 B e A% RAR 2B 1K R AR BE B . MMIPss& —
B 1 PN KB, 8 PR ARECM AR I &R 2
JR, TR AH 232 B e, 75 I RE 1R 28 e 75 ke % gt
PEE IR, MMPs 55 AL 5728 Bl O, e Hh S MMP-
2. MMP-9f¥ Bff 52 48 R AP, miRNAs A J8 i 171 ]
FHRMMPsF Ik, UL I 44 20 214 B 1 B4 1) 55
(tissue inhibitor of matrix metalloproteinase, TIMP)%%
AT, SRR E IR AT N Ak, 2 EIRE
B R EUR B B SR T A R B i 2 T AR
ECM 3 28 H /K i -

SUNZE B L, miR-G-1038 i # [7) GRSF1(G-
rich RNA sequence binding protein), — /7 [ [
PIK3R3i3% PI3K/AK T/NF-xB/E 538 , 5 — 5,
T IHTIMP3E BEADAMI17HIMMPOZ i5, & 15 12 1t
B30 4 A2 2 AT R (AR F, b Ak, HeLaZt i %
#miR-G-10J, caspase-3 A1PARP[poly (ADP-ribose)
polymerase] 11715 7K~ 2 35 FRAR, 2o~ H Pr i Mo i
T HIE . TIMP2/EMMP-2 1 4% $1 77, YINZERI %
B, TIMP2;ZmiR-130af1) ¥ [K], miR-130afE & 2
MR = RIE, 5 B0 I PRI Rk (45 4 7
B F AR, BRHPYIS E6K: K Al i 3 40 | HeLa4H
il FmiR-130al) KA, #1 il HeLadl i iT #2 A1 12 28,
X b 45 B % BIHPV 18 E6i@ i _E #AmiR-130a, 11 )
TIMP2{W 315, 335 S 41 i B AR 28 /)
B S % £ H 2(thrombospondin, THBS2) & THBS 5 ik
ISR 2 —, Re R S I AE R A A 20 i
o A R B AT R B8 70, MR THBS2(M R 1A
iR D LA A . R B AN S AH DG . miR-93-5pfE
NmiR-106b-25 5 JE ¥ — 51, 15 5 550 20 2L 4 i o
B Ik HPRAS, miR-93-5piif i #1414 THBS2
ik, EEMMP-2HIMMP-9, [£MECM, {23 SiHaZ
Ji 1) 12 28 FI1 3T #5149, CHENZ:MU%% Hi, THBS21H /2
miR-1246/] §8 £ K], miR-12463# i 7 1 15 THBS24
BESiHaZH L (11 28 FERS . Bl 5, DUSSEEIEE— 25
W17 HAE FIHLAD, BDmiR-12467F 58 [7) 471 THBS2
Eut B, EIFEMMP-2RIMMP-9[() £ ik, (i HFECM#
fift o X EmiR-93-5pIAE AL i FE AR, . A A,
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B 58 R I, miR-20a R o $E [ #H| THBS2 (1) 3R
R J4E B 29006 200 L L H 00 o 4 . 1 W R R T,
H 2 F 1% miR-93-5p femiR-1246—FE @ il #f — 25 E
PMMP-2MIMMP-9 (1) 3 15 >R A2 1 5 3009 4% 7% W) 75
B PRSI ISR, W] L, THBS27E B 3l 1) 4 7
W B E IR, R IA P miRNAS GRS, &
PR K K R F5 7% . HMGA1 (high-mobility group AT-
hook1)5 & 2% 1 e H Il PR 43 0 DA SOk L S5 4 i
5%, I I T R A AR I D /B LRt B 2000 41 i A
G 2ISHA, 2 — L Mot 5L R B, HMGA1 i
miR-221/22F%3%, #1%ITIMP3, {2 #MMP-2AIMMP-9
Fik, INiEE S AN . TR AR 2R, (et R
(4 KW, LIUZES) R B, miR-4927E B 1] 2 551 IR
Y H A m RIS, 5E AME SRR R, i —
A BRI 7 3 B, miR-492 5 TIMP2[13'UTR& & 1 il
TIMP2%K ik, {2 EMMP107%3 ¥, 75 5 SiHat¥ 58 AL
., 3955 LK LT IR BB

WL R W], —SSmiRNAsK = FU 1 % B A
FOAHIAE FH o i Ji 35 5 96k O 40 PR A= % 2= (thymiic stro-
mal lymphopoietin, TSLP)E A fi& 2k Ifil 5 A& pl DL K v
R PR AN P S S IR F o AR 261 BRTGF-B 55
T 0] 5 ETSLP/K - iy, X M i 7K P B TSLP— 77
TH BB (12 T g T2 A4 200 i P 5 4 DA A% e g of A ) A=
B, 53— 05 T RE WS 38 1 R PR miR-13211) R iA /K P ok
I #iKi-67. PCNA(proliferating cell nuclear antigen).
MMP-2HIMMP-9f¥) £, PR i) 5 2900 24H M 1) 3 5 A
12 281, miR-12638 it 42 ) 1 ] ZEB1 T FIMMP-2.
MMP-9f) 3% X JAK2/STAT3 5 5 i 1% () 44 5, 4131
BRI . ST AR Y, BT R B, miR-
484 FEFN ) B 2005 41 H A2 28 AT A A 2 JE
T FIMMP-14Ff1HNF1A (hepatocyte nuclear factor 1A)
HIZRIESZELY , T EZH2(enhancer of zeste homolog
2)Z4E ) DNMT1(DNA methyltransferases 1)/5 1
miR-484 (1) &4k, AT {E TR, fRER T XTMMP-14
FTHNF LA R, 805 20000 41 M & AR 12 2 AT A,
Ak, HUZEER BlmiR-484 N HIEMTRLFE, 3 22l
it 5ZEBIMISMAD2 3'UTRI[X 45 & I Bk e ik 5k
SEHR o
2.3 miRNAsIET EMEMMER K

Jie 96 o 0L A A A PR AR K ke A RS B
0 EE B A . il e 4 R S JoR 4 L3 e i K
R AR R - LA () A B AL TR L, TE R 1)

1 A8 ) e 3k Sk S i 96 i ik A K I R TR IR A AR
A, FEHS BT R TR S B8 R AR R R A A
W, IR B e A% At 2500, LA P R AR K
[X]¥ (vascular endothelial growth factor, VEGF) & i
T YH WA 22 53 4R PN R 4 i TR O R G B I A AR
FSCA PR 5, ] (I AR P &R AR, AR P
AN B RERE. IR AL, SR IE R R M
Je8 I AR SOH AR I T . Ak, i ifil 8 AR s DR
I AL FE AT 4E A0 i A K PR 1~ 1 (fibroblast growth-
factor-1, FGF- 1)L /N5 I P R 4 Jif A2 4 A 1
(platelet-derived endothelial cell growth factor, PDGF);
PO E A RS DR /60, 465 400 i 7 5 Jor A i 1 g I g e
£ [-1(extracellular matrix glycoprotein thrombospon-
din-1, TSP1). P4 Bz AL A 2500,

WL, miR-221-3pidid £ Fig A2 (2 3t g
T T . WEISE PRI, Twist2i@id b i miR-
221-3p34 i N-cadherin. Vimentin#g [43£i% , /> E-
cadherin®t F 3R 1A, 1 55 40 i (1) 1= 28 YE AT A2 e
fEFEEMTIRERE, [R] 44 Py 5256 th 2R WimiR-221-3p /e
FIBAEHE T Mk 2 5 5 7%, 1R, THBS2:2&
miR-221-3pH S MR N, FEA WIS S R 1
Jig 4 23 R THBS2 ) 38 328 7K 1~ B A T~ T bk 2 &6
B 9 41 44, 3% K WImiR-221-3 4 Twist2 i IF T~
FLRERE N THBS2 R g i3k & Sl hh L &5 e /% . i,
WUZERTE I, SiHaFlC334H fifd 4144 4 7 ffJmiR-221-
3p AR #E ) R Y THBS2 [ 2328 SR A i3t i 2 (14 .
EAR. 1RE MR . EAN, miR-221-3pik o] 43
3o 4] oL 1 25 - 1 (vasohibin-1, VASHI)f) 1%
ol AKTATERKAS 53 % DA & T IIMAPK 10 ik
i FERRLIL S PN B2 41 P (microvascular endothelial cell,
MVEC) X A ) 55 BUK A 32 1L A2 B, AR A 5 35
S B Ik B & e A5 1), BABIONZE I RIHU %57
3R, miR-9-5pif it ¥ 7] SOCSS5(suppressor of
cytokine signaling 5)fi& 33 Ifil & A= Bl LA K B W] twist]
e HEEMT, KIFE(E S S0 B EH. 5A
7C & B, miR-205—J; 1 #¢IncRNA GAS5 ' i, *f
BB ) R AR AR Y, S — T i R R
TSLC1(tumor suppressor lung cancer 1)[J5KI1A, Fi%
AKT{E 5@, FIHIL-8. VEGFHIbFGF, {2t s
) I A A B S B i

WANGZE L% B, miR-129-5p 114175 Hedge-
hog 5 5 il i (1) % T FZIC2(zinc finger protein of the
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Lamellipodia

Interstitial cells with
motor potential

n| —)[Invadopodia

Filopodia]—)ﬁ(eceived signall

Ell YRS SREMEE BT SEMT. ECMB{ERXR
Fig.1 The relationships between cytoskeleton and EMT, ECM in tumor metastasis

cerebellum 2)[1FIL, FEGE L F - 1(chemotactic
cytokine 1, CXCL1). VEGF } L% £ il & 2(Ang2)
FRI7K 1, A L8 A B, 3E — 20 B A A S5t 2R B
miR-129-5p HA7 4R B4 P9 Jif e A= KM I A A R
FIfE 7. M4k, FUSER L, miR-12538 ik 2 i 40 1
VEGF{ ik UL K PI3K/AK TS 5 18 i 1) % 5,
B A G5 R . Ml Z-2,3- X0
4 i (indoleamine-2,3-dioxygenase, IDO) A& — Ff 171 14
G 9 AT, R SR O3 W R 2 R A A,
RELLE T2 R 1 S 38 SR, 15 51 19 14 T4H B (regulatory
cells, Tregs) /1T B R IR, miR-218HEMS G141 T
JAK2/STAT3 {5 il i # i TGF-p. VEGF. IL-6.
PGE2(prostaglandin E2). COX-2(cyclooxygenase-2)
FSurvivin ] 1A, 14 58 caspase-37% 14, i) & 20
41 o b g% Wb it 2, e RE T 4H 2 (cancer stem cells,
CSC) A A (2 3t it e J5 sh A B 258 37 894 H, miR-
146am] B #z 4 M VEGF, T {AVEGF & ik, ) il
CDCA2/PAK 7 518 i (R0, e 2 TCs i e
TR 251, VEGF 2 — /MK, BHFVEGF-
A. VEGF-B. VEGF-C. VEGF-D. VEGF-EfIfi&%
£ KA F- (placental growth factor, PGF). miR-144
i b 2 $E 15 VEGF-A FIVEGE-CHll il = 37198 41 iy
PIAEK TR AR 2B, F ik i 4% 44 ZE AE (venous
thromboembolism, VTE)J& & VE Jif J87 58 35 11 % L JF:
RAEAIEE — RAE, AT B2 e 8 Se th I
I[fi PR ¢ I, miR-205-5pAmiR-195-5p3d i #E [ 11 il
VEGF-A, #00 ) [ g 115 35 25, P2 A1 I e d 4, T3
FIVTER A,
2.4 miRNAsF A& IR EH

2N B 42 (cytoskeleton) & 5 FLAZ 41 M P 1) &
(LR 28 45K, RS (microtubule, MT). 14
(microfilament, MF) A H1[A] £ 4k (intermediate fila-
ment, TF)A4 BR, FLAT 4855 40 i T 45 K 41 iz 30 16 3
Ao 7E b I8 4 1 v, 0 i v SR 2 4 AR 2 1 O A2

(Invadopodia). #5 IR £4 /& (Lamellipodia) PA 2 22 IR Ok
JE (Filopodia) /& B I 45 F4 e Aith, 7 41 i # A0 &5 B
RIEEAER . A2 AR IEEEE A
CortactinfllFascin-1)3 1A 7K~ 1) 48 A4 2 52 1 41 i 1)
T Kz gk, s e i 28 S 5% . it e 0,
A0 W R S5 R R K P I A2 4L SEMT. ECM %
ARGy MR A EMT 9, 4102 8] 15 %
T S A AR %, AR R 1B 3T e ) 18] A
YR, BEIF, FHE-cadhering <3 (1 20 2 A [7) ) i
T R, AN B B AR 2RI Re i 40 B A A B b 43
9 ke, A o P ) 4 AR SR LB R S
JRIE BRI B ke, A F-actin(UL2) £& (1 42 ) 76 41 i
ZERTE A WIAE T, MR AR S ECMP 4 &
ERVEREAT, TP AR ZE D L, 18 HIMMPsH; Bl iR
1 B R EC VORI I A5 B 45 g o B lo0-07); 432 35 v g
2 i 3E8 o AOIR O 2 S 22 AR PR SR SE IR IR B 3l . HCIR
D /& 2 32 ) 200 1 i 1 R P bR B B Tk P 5 A,
I8 2 WL VE A5 ECMT T G AT I, 248 ot By B2 HE B 41 i st
ANt 132 20 77 [R) AT SSCIR O 2, e 2 AR
FHHE8T T BCIRCIR P 2 4 8 FEECMLEIS9), fE 32 3 (1)
HREH, R 4E MAEAE B ET I DABER P 20ANM 5
I 241 B GO 358 RO 220 PR 2, DA SZ Al B AME 5,
WAERK 7 B Fgn e o R 4%, 78 H T
R -ECMIZESE, 5¢ A i 5 ECM I REFE, 48 580K
PR 1aME 5 77 [ 4 2k, 5 B 1)z A T8 AT, AT SR
Ji e 24 P [ 4 B 2H 2338 B RO T
HEZ5 B, miR-145-5p K 45401 7 250 12 5%
PI1EH 5 T i Fascinf) Rk H K. c-Srese — FhE%
PR, = B I E A R A AR P R e 5 A 3
1) B[R4 FH S R 1 L2 8 1 40 1R v 28 R 48 A 1) 25
Bf. YANGZE™VE I, VEGF-Cifiitf c-Sref5 5 3 i #17
#illmiR-326 1 & 1A, $2 Hicortactinsg [ /K 1, 228 4
LB 4R, 3o B U R M, (R U AR 2R
miR-326i4 1] L5 TCF4(transcription factor 4) 3'UTR
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Fig.2 Relationship between abnormal expression of miRNAs and metastasis of cervical cancer

ghL ) J| H R0k, BHIT Wnt/B-catenin{s 5 1l 544 5,
] T CaskiZH 5 58 M4 2874, JILER 2 05 1
FEARMIETE . T, R AT R 1 R A <
BEAE L, MYPT L2 JULER 5 11 W5 19 8 11 3 47 22—,
miR-14538 i #IHIMYPT1 ) #H % i LER 8 1 4% Bt
1] 3% B2 {t.(phosphorylation of the myosin light chain,
PMLC)/K-F, A5 2 Jf B 58 B by, PR 4 A7 35 &, 410
A I AR 2R BRAEAE FE R B, miR-429iH 1d
FE 7 40 fHIZEB1 MZEB2, 1 fHIEMT. WANGZE7k
I, miR-429i8 W[ LLIE i #1141 ZEB 1 MICRKL(Crk-like
adapter protein) )15, 175 540 ML B 2L 5K 1 21 4 ik
b, FRNENE AT SR, 500 40 B AL E A, 41
5 HUE AR R AT e

INEERE

B S0 R A R S0 P S DR I A
B & X miRNAsHF 5T ) AW N, miRNAsE R H T
TE B S % 45 E F (B12), X ERAE — 7 1M,
miRNAs R IA 5 LA AT BE K% B B 2 5 K4
R AT WO 2 WIS P AR RR B, T — T
[, miRNAs ] GeH Bl AR @ A AR ST A m)G
JTH %. ST, H AT TmiRNAsE W 5 85U % %
EMTHLH| AT FEECR N, FEECMA A L 5
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