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Research progress of relationship between miR-200a and occurrence

and development of liver cancer”
YOU Nan ,2WANG Zheng ,\WANG Liang ,WU Ke
(Department of Hepatobiliary Surgery . Xinqiao Hospital sArmy Medical
University ,Chongqing 400037 ,China)

[ Abstract] MicroRNA (miR)-200a is one of the key members of miR-200 family,and its low expression
plays a key role in the occurrence and development of liver cancer. At the same time,its clinical application
value in the early diagnosis and evaluation of prognosis of liver cancer has also been confirmed. At present,the
research on miR-200a and liver cancer has made some progress, but the research on its biological function is
still insufficient,and its corresponding regulatory mechanism also needs to be further studied. In this paper,

the research progress related to the biological function of miR-200a in liver cancer was reviewed,in order to

provide a basis for further exploration of new ways of diagnosis and treatment of liver cancer.
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GG yT A5 5 2 5 0 9005 38 25, ™ o R P AR A
At H AT IR AR S R RO AR 36 B D IR
AN YA X8 AT AR5 T SR U R By 36 4 i AR
WHEZ, i RNA(miRNA, miR) 1} JE 4i i3 RNA,
Wt 5 H RNA A9 3" 5 9k 8 %% X Cuntranslated re-
gion, UTR) 454, JE 158 4 B0 58 4 BAMRE X, 5 5L
BRNA R e sl B0 4, 2 5 0 4 40 19 22 b A=
Yt L A e T PR R, miR 5
JI IR B AR W) AT S DDA O, I R A LR R R R R
A5, T e 5 L H A e i N sl P SR RPE AR OG . B
Il & T miR-200 815 5 Wb i A0 DA 5% B T —
PERE, HoP EE AR R miR-200a 5 @AY &4 kK B
S EBAEE YRR Mk miR-200a £

x BB . J KT B A 5 a0 R AR PR L T H (estc2017jeyjAX0348)
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miR-200 Z % W) G A 35 miR-200a., miR-200b
miR-200c. miR-141 . miR-429, A miR-200 4t {4,
RN AT A WAL T A1 S
{44 (1p36. 33) i miR-200a, miR-200b &% miR-429,
EMT AN 12 54 @K (12p13. 31) ) miR-200c HI
miR-141, ILAM ARHETIRE L 1Y 22 5, miR-200b, miR-
200c & miR-429 A MR L F51“AAUACU” H —
ANFZW, i miR-200a 5 miR-141 B A7 [ .0 %
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SEAAHIE . A 5T A B B 3 vk | SR RO E
% 5 PCR(RT-qPCR) F 5L A 2% 58 43 B J7 5 55 6 il 9
2H 2R g 52 4H 20 miR-200a B L, 45 5B B8 . miR-
200a TEJE 4141 1 263K 7K SF U &l B ARG . 7 40 i 7K o
L AN Z P miR-200a 1Y 2235 1 B B AR T OE W
HEAMARRES™ . 76 AP 98 BB T A 9 2 B L 15 AT 6 A
BB R FE A FE#, miR-200a 78 98 B 2 1y v i
FR TS . AP &I, IR E AL miR-
200a FRik 5 RPEER A 5 o0+ ¥ ML T B AK-1 (PD-
LOAHEIRRY,

3 miR-200a 5FELE

T8 5 B2 % MEARR IR 19 S DR i AN BH A, 0T 6 4 11
W38 7~ I8 T 41 M2 (liver cancer stem cells, LCSCs)
5 iiA ¢, Bl b LCSCs 47 76 15 5
UESE VR 22 0T 5T P B D) B i 4 LCSCs 1Y % A BIF
ST TT I K AR I HLH] . BEHR R LCSCs & 5 IF i &
AL E . e T B B LCSCs Mok U, H i
LCSCs Ay 5 3 240 15 9 Fh 22 U — Fh 0 o5 1A
LCSCs 2k ¥ F 1E % JF IE T 40 ffg (liver normal stem
cells, LNSCs) P44k s A WS A LCSCs 2k A 2
ALY A T BB LCSCs By R B B 5 B AR
Koy F AL LK 1T BE 8 T 98 & 2B B9 AL, A BF R Y
A R AT S, B A EIS M. FE AR
)5 B LNSCs fil LCSCs By 3Lt -, & LA X F LN-
SCs,LCSCs H' 78 4~ miRs (4% JL F Bk 2k £ 5 1Y
miR-200a) ,585 3 A KKK, L8 LNSCs &
LB LCSCs IR 2E A E T —E B ANl (H
J& LNSCs B AL 05 SRR R & . A KE
R I, miR 3 3 18 4 40 A 15 5 R4 22 , 1F o 2 DR 5l
g 3L R 737 2 55 40 0 2 Ak 0 i+ 40 B Ccancer
stem cells,CSCs) £ R4k 5, L H B 7 LCSCs Hift e £
iKY miR-200a, miR-200a [ &t 2 5 CD133/17 CSCs
fR 77 A A G, AT BB o B i ZEB/E-4S B & 1 (E-
cadherin) il 52 B, LIU 2557 F S 0F 98t & BRL
miR-200a JTBRBE fiE 1 K BB LNSCs(WB-F344 2
HE) Bl CSCs 3 A F [ f7-[8] 78 i %% 1k Cepithelial-
mesenchymal transition, EMT) ¥4 , ] 5 B8 1 12
fe s FEHL I AT BE 2 38 o S O A BRI CTNNBI (
B-catenin) B F ik Fl Wnt/B-catenin i [ 1% . M1 fi
WB-F344 i g % A= % e Ak, B LCSCs 1Y £ A )
UIRE e 2 AR E T PR 0 &

B % Xt miR-200 RGN REM IR AW GE . F 2%
LEEMT & HH 45 /8 FH f A% o Br 7 . miR-200
5T ZRAY EE R EMT P84, 0 H 2 b &
A KRR ERTED . A0 & R EMT 5. 2R
1502 J5 e T B AR AR, Qa5 A ) 38 5 | 25 a0 Mk IR
T BB T % OB o R RS AR ) B 5 A L X #R S b
M KA R R REN Y  k A 2  EIAT
KA TR ER T LNSCs R & &4 EMT, & J5 #%
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A8 R LCSCsH ™ Hif i B WF SS90 A0 UESE 1 R i

BESR miR-200a 3 223 1 815 EMT 2 #2447 {1
It I AW B 7E LNSCs Mtk it B2 rf EMT i 4H
FHLHIBAE LT, EMT S35 45 & 7Y 5 BE A= B Il S
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A (vimentin) % R A4 I, 8-3% P12 1 (B-catenin) A
Bigeikt,

EMT 4345 LR SEHEFR L Y EREE B i 28 . fih %
211 ORPS R N7 N e R R = 1 4 R S G B o 2 g |
T B L 15 AN AR B L SE AL EMT i 12,
(DY N 0975 5 . 4l I G0 58 R B, 8 & 51
1 EMT i S5 R 2 55 v K 4 5 2/ A A AR IR 12K il
A, Ak K A F-B(transforming growth factor-8,
TGF-p) JHF 40 g 4 K A 7 (hepatocyte growth factor,
HGF) . % 4 & I F (epidermal growth factor,
EGE) (i £F 4t 20 My 4= K [ F (fibroblast growth fac-
tor, FGE) &N | () (5 Sl B A f&3k . H AT IF 58 42
Z 1) EMT M {5544 Wnt.Notch. ¥ Z -1 45 &7k
E RG22 3RS L B (RAS/MAPK) %5 3%
BUSE K B E 2R X M, R E S
Hh [ BF LA 8] T 200 4 O 0 Bk e 200 R A B 1
TP F AT Wnt F1 Notch 15 5@ Bg, (3) 5 5
AT, %W FIHE EMT fn P £ 8, 2
EMT (4347 # . EMT bpiki o> 7 3 6] 52 — 2 ik
SR Y, Ok S i Sk A 1 ZEB K % (ZEBL/
SEF-1.ZEB2/SIP1) . ¥ 48 #& H % % (Snaill/Snail,
Snail2/Slug). bBHLH K % (E47, TCF4, TWIST)
At MRk S P o e A Oy 2L B R
Rl s il UR T 7 N1 D51 07 e ol U =B 2 N 1 9=
) EMT i3 72,

miR-200a B2 845 EMT & LNSCs 3% 1 5% 16 iy
AlREr FHLE . AE BT A 4 EMT i 72 (9 41 & miRs
H, miR-200 F % ek et X & I M miR-200 ik
JEEE EMT MM Z R0 1. (DT 40K 71
BEh, BRI, miR-200 AL DL B 40 TGF-B
B PR 2 3 L i BT DA T4 5 i He AR R, Ak s miR-
200 i 7] 3 3 30 4 HGF B 32 4K c-met 3K [8] 4% 8 £
HGF 312 19 EMT %, (2) W5 5 B 014 % .
£ EMT k4 #E 9, Wnt &5 miR-200 kX RE
V55 @A FE, Wnt 25 EMT d B a0/EHR
B B L SR 1 B S 95 3 28 3 Wne {5 538 B 00 B0 4y
F B-catenin A IE 5L f= miR-200 KK A HE 0,
EMT % 4 3 #2 v, miR-200 %% ik #l Notch {5 5 i
P& 2 () AETE AR B PR 45 6 & L Notch BUAK JAGT Je H 4t
EAY MAML2 F1 MAML3 #3F B 2 miR-200 %%
A ERIE N Y () IR SN TS . fEiFE
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EMT 29 45 %1, miR-200 5% & i 5% #5 9k 3iE W1 40
T %% R F ZEB %% (ZEB1 Hil ZEB2) [ 32357,
B ZEB ZEZ 40, 3 T EMT 118 B e 4 stk 1y
Snail K % W #E U B % F] miR-200 K % W 7Y
L E R
4 miR-200a 5 /&M AR IEE

WFFE W, miR-200a R L3RI $a JHT-J65 40 A0 64 8 5 0
JAT H AL T i 2 38 a X 3 5 R W45 5% Sl s Y
WY, XIAO 25 & 3, miR-200a 7] /£ T
CDK6  3"UTR ¥y , i — 25 5 H A F 1 Rb-E2F %
SR G ORIy aa e AR A 0 O P 2 S
i e % 40 B B4 5l . FENG 2550 %% B, miR-200a/45 1
A RS A & # [ 1 ( metastasis-associated incolon
cancer-1, MACC1) {5 5 i@ [ v 14 4= 40 i A% 44 %8 .
CHEN %5 % 3, I ¥ miR-200a 7] ) i S 3k 4E 5% 5%
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R R BB R E N ®R., R
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6 miR-200a 7EFFE T E & R AIER

miR-200a A] F T X i 98 il J5 ) # . XTAO
2, miR-200a 5 PR (4 % 8 25 VAR 56 L % BF 5T
AT T R BB % D miR-200a 3236 55 % 5 A ik A 7 10
LR, ERER: BT HBEH (afetoprotein,
AFP) K 4B FE B CTNM 4330 07 8 ok g 14 45 0 AL
K& . miR-200a B3R 35 = AR5 G AR 2 A7 100 25 YD AH G
it — AT A 5 RS 4L H miR-200a fi%
Tk BARA A E S, B S HE AL P miR-
200a MR IRIEAT 174307 45 R HE/R : miR-200a FRIKIK
S5 R A Ak B RE Kk Ak RS DM O 1M T R
miR-200a LW TR, miR-200a F ik /K 5 1 i
AFP K i o AL A8 5 | 3 b 55 7 S TNM 2 14
KM ERAARE 5 4 BB AR BALT & £L
4, ABFFEARR . miR-200a 5352 BT 8 kAL I7 1 ZE 1Y
JHF 988 £ 3 AR R A A BsF R AR SG , HAIG 2 0k 2 B2 i
o BB ARG SR A R S R R R 22—, A
miR-200a # 1k 7K 0l F 4] 5 2 U5 /9 7000 . JH o o
P T AFPY . FENG 255 76 98 47 IF A% HE AR i BF
5 & B miR-200a FikKF 5 WG HE VI, H £
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R 2 7B & B miR-200a IR #1582 HF B A AR 5 I 2
KGR N R Z—,
7 miR-200a EARFEREYREENE

H W % B, BT R I3 miR-200a KK T
it )3 A Ak B 5 5 R A AH B L 9 R TS R LT
miR-200a £k W 2 7+ 5. A miR-200a fig 76 AN 2K
WML 375 RS e A AE S BRI AT A S i 9 12 W B 3 s R
B2 W ml 58 P 475 @ #F — 25 BF 52 0IF 55, P KA AR

L4142
EL Jo

8 I miR-200a RIAFATNEER EiREEF

Y F miR-200a 7 & il BF96 & A R b i & 2
PR A T 48 miR-200a £k ) E IR X3 Tk
TH 3 0 0 {5 5 00 B 0 P R B G E EE, X
EMT st 2 30 1 miR-200 ik 9 A & #E A7 0F 5% &
B, miR-200b/200a/429 %] 4% Hij & RNA (pri-miR)
TSS FfFETE ZEB %) E-box JC 4. 3 W% 5 (1) % 3k
B ZEB1 M1 ZEB2 #0417 . i, ZEB1/2 F1 miR-200
X EMT % #4519 D1 B8 76— > BUG RA5% 10 i o A
TR ARG T R A (B S AT O B
5 W F-1(hypoxia inducible factor-1, HIF-1) E &%,
filh % %% 5% 7 ASCL2 |, ASCL2 5 miR-200b/
200a/429 7 S B S 3 XA AE AL I T Rk
WS HF EMTYO 76 B 40 2 R 555 40 i 9 410
Jifd Z h HEAT 9 5256 2% B, miR-200b/200a/429 J& 3 T
[ 2% WL 88 A% U BR & i DNA P R85 B B 1 (DNA
methyltransferase 1, DNMT1) #l EZH2 FE M4 EH 3
(H3K3) L1 CpG H 4L 519 . DNMT1 [ 554
WM EZH2YY . 78 T8 YRS 40 M Fn = L
TSR A0 Fr , MY C ] T miR-200b/200a/429 Ji
g, fE=EILR AT, MYC 5 miR-200b/
200a/429 A E T 454, F 8 DNMT3A #3825 3 5 3
T CpG L. S8R 3hF B A5 G s it s ) el ik
miR-200b""" B 2 # ] DNMT3A mRNA, SP1 7F 3K
3l miR-200b/200a/429 #[ 80 | iy ik vh & 5 & 2 AE
H,SP1 JL-F Johb A TE /Y 15 2 3 SP1 # N b 7K
ZEB[SO M BL R , 46 +5 T miR-200b/200a/429 )3
IBAE e RN HAB A B TS miR-200b/200a/
429 FE £ 35 W5 5 N F A5 Smad3™ fl ERG,
ERG J&—Fl Ets ZW 5 5 B+ FE R 8 e h 4%
T R 5 i 2 58 TR BE 11 2 (TMPRSS2) 2 % (14 5
fi1i EiH . ERG /5 miR-200b/200a/429 ik
T TP w0 20 R A B A AR 2B M, X — R R
ERG-miR-200 W i % [ 41 B¢ 9 09 % v 2= ) 2= 17
5, ps3 Al L b WS miR-200 FEUT By 2k,
p53 FJGE M R p63 F p73 4% UF B AT DL miR-
200b/200a/429 o7 55 . 1 5L 40 b L B SR IR T
BOR S RE 2 BN 2 (GRHL2) 38 i 1 12 5% 5% 300 4
miR-200b/200a/429 Y 3 3k, H B A% 30 ) 4 41 & &
H3K27me3 tric 7K F, NI A Rl T b 2 28, X
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JE AR R B, KeEAE S RNA(IncRNA)-ATB(#
TGF-B ¥ %) BE#% i o HAF X miR-200 A 51 A9 ceR-
NA WGP VE EMT R B MR,
9 /i 5

miR-200a J& A T HF &4 VK B E 4T H
JH8E 0 Ak R SR B 2 A AR, miR-200a 22 H &K |
ZHEEZHBA RPN EERREZ —, X HE [
A BEAE R #E— 2P oY . MRS B A miR-200a & H
U AR U S S R, miR-200a X IR &
AR TR 5 AL R AT 20— 25 B, R RE SN I
2B AR YT SRR iR A2
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