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AT RS =152 E miR -129 -5p #&
BT RE £ 9 R O B 3L it PR

HE

=
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K— ik

/N RNA (microRNA ,miRNA ,miR) fig$5: 7 1454 mRNA (1) 3’ - JEFHF X (3’ - untranslated region,3'UTR) ,i% S H

b mRNA R sl B3 o AR 0 P BEHR 577 miRNA 22—y miR - 129 - 5p, 76 £ Bl PO B T 58 Sk g 05 K5 I T T4 48 1k &%
IV A B4 A A L R R 9 U B AN A 4, B RESRE A 2 M AN S A D RS IR AR L T miR - 129 - Sp 7R T RSN A9 12 BT AGG T o B

HIRAET A ARG 2%, G 15 TIFRERABT
XKW miR-129 -5p JFBON HLEIBESE
RESES R5TS

/Iy RNA (microRNA , miRNA , miR) J&—2& N K
P 22 ~ 24 ADEIERRAY/NES T RNA, T2 72T
L s A LA N ZEHLA R miRNA BB
g & mRNA B 3" — JE#13% [X (3’ - untranslated
region, 3'UTR) , i [a] J8 55 mRNA , MM R AR 8 25 11 1
T RS R, miRNAs X6 A A2 il 2 3 A
o BT Bl 7 LR S, QA M Y A Ak T OREAR AR
LA B A A5 0 SR AR SR, T miR - 129 - 5p E 4
P JC I B R P B BT S =2 RIS E ML K
i, MG Y R S K R T R, AR SC i miR -
129 - Sp 7EJFHEGA A0 1 T AR SE AL A— 2ok o

—.miR -129 - 5p E AR

1. miR =129 —5p MY A4 i :miR - 129 - 5p J& miR -
129 MRERBMAZ " WHELBPI, miR - 129 %4
S RN : miR — 129 = 1(ZLF ID; 406917 ) Fl miR —
129 -2( 3K ID. 406918) , Fi & ¥ F 4L “UUUUUGC”
FH o 40 BIAE miR — 129 Fif& miRNA #% 5'F0 3/ i3k
Fr890), WP A miR - 129 - 5p Hl miR - 129 -3p P
A miRNA™T S B 5E BOR , miR - 129 - 5p &
miR - 129 -1 1 miR - 129 -2 (6] %% 5 i) 7= 9y , [5] I}
PEB N A (TSR 2T A

2. miR - 129 - 5p ) F ik 55 . 2011 4F, Brest

FETH < H 5K H AR 5L 4 YT B30 H (81473475)

PEH BAL:201999 3 Tl 52 1l X HR PG IS 45 4 IS B HR o S 8 &
(HI/NEE R —VK) 5200032 | i o Bs 2 K2 [t e 46 B5 B 20 700 B (5
=)

WIRAE & R =, 7 (5 48 : 598516592 @ qq. com; K — ik, HL ¥

{546 : zhu_yi_bing@ hotmail. com

XEKFRIZES A DOI

10.11969/]. issn. 1673-548X. 2020. 06. 002

S5 WCTE R IR 40 M b & B miR - 129 - 5p 2 5
20 4F H & 2 B AL 30 ) 7] (histone deacetylase inhibi-
tor, HDACT) iy HT b 96 1% P4 , I 02 22 b 928 4 e i) 9 12
W5, Liu 28 76 T 48 M9 9% ( hepatocellular carcinoma,
HCC) A & B AH L 45 e 2 [ T 8 1k, & Uk 52
miR 129 - 5p 25 ZFp SR MR A2 Ok it A,
B a5 T E ISR . miR - 129 - Sp A LAE
Z: 5 g AR A 3 A T R 2R LE R R I RE A
PO M 25 P T 250" 0 D4R R, miR - 129 -
Sp TE LR 28 R OG5 48 DL K T JIE 45 A O 52 s
R EIE0 e A U WP SO

5 fele 3 1) ST 40 M L %, HCC 4 i hsa — miR -
129 -2 2 A AL, ok B Ml . o
I T N B R PRLIRE S A v, A A T
RBLE ™ o FEMib miR - 129 -2 JE[H 25 L
MIBESE N miR - 129 - Sp MR BF R, I, miR -
129 - 5p ({8 23 32 HoAth R 19520, 1 HepG2 4
i, Myc . Zeste 358 T [6] YR ¥ 2 ( enhancer of zeste
homolog 2, EZH2 ) fl ¢ & H % £ Bt L & 3 (histone
deacetylase 3, HDAC3 ) %2 & B & 1K, 5 Pri -
miR - 129 -2 J3 3 7 ¥ 0 A% 3, miR - 129 - 5p 1y
Tk EMH

Z.miR - 129 -5p ERFREHEXERFPHHR
AR

1. miR — 129 - 5p £ 5 i #5579 BT 58 95 3 - 79 2
T % 9% B ( hepatitis C virus, HCV ) J& — Fj g IT 1
RNA 3, 2 8O H I 805, AR DA A5
THER, 2kl 1.8 {2 NG HCV, H &4FH kK 4

. 5.
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REGE . EGRNIRYT T7 BBCR K AE BAAE B A
RS2 L, T 28 B B0 B 25 W) A7 A — 58 B Jm FR A .
AR, T miRNA 5 HCV KRBT 7R, miR -
122a . miR - 130a 1 miR - 141 £ {¢ 3t HCV )5 1l ,
T miR - 448 miR - 130a . miR - 199a e ] HCV
g R, SR AR Rk miRNA LK A 2 Fh
miRNA Z[8] 1) 56 58, W) 56 K 7 B B8 Y HCV gy
FHH, A EEMRWE XL, Shaker Z R ## Metavir 43
1,8 145 fl3% & HOV A 548 P i (HCV — associ-
ated chronic liver disease, HCV — CLD) (2 & 35 , &I
16 F3 1 F4 [y B B 3 3% P 19 miR — 126 .miR - 129 .
miR —203a il miR -223 B & i, H P miR - 129 1y
AUC K 0. 643" Wb o] W, miR - 129 W] fg &&
HCV - CLD % 9% 43 1 1) 2E 9 % b5 & #) . Renhua
U R AR AL T i 4R P BT HOV BB
HIE B 9 miRNA Rl mRNA . 4528 B8, miR -
129 £: 5 QKI miRNA f#j 3'UTR 4b%5 4, M F 8 4L
B, [N, starBase £ 0 2 7/~ , has — miR - 129 —
Sp S 2 QKT FRElk & , HEA B0 1 B IR #hAH ¢
FRE HCV B 1 A HE A R AR B A 3 TR 2R R R 3k
ZER MR ZNMESRAER AR, KT miR -
129 - 5p 7E HCV i A/E F B BIF 58 A W T 46, oK ok %5
BRIZ RO FE miR - 129 - Sp K AH 5¢ miRNA 1
HCV (473 5L, i - 483 o] G817 T HCV 2 [n]
TBITHBT B/ E § miRNAs

2.miR - 129 - 5p fE SRR P VER . S BUIF
R B (hepatitis B virus, HBV ) J& UL 4 38 4o 1ML ¥
PRl al B B 2% )y KA/ ez —"", % F
miR — 129 - 5p 7E ik ¥ 8 % B 2840 0, L, BT
TAE#EWFSE miR - 129 - 5p &M WM H HBV Ji§ 5
kAN . Jian % BRI HBY BRI T,
miR 129 - 2§80 H 3'UTR, KA N R, dE— B 05
VR Qi) miR - 129 - 5p AR E miRNA K40 4)
mimics H, AR U YY1 SRk, bR E X
Y HE4E H 4 (sex — determining region Y box 4, Sox4 ) [y
Beok, W42 #F HBV 1y & . — J7 M, HBsAg 5
Sox4 B HAH GAEHIBH IE Sox4 FEf# , 35 mH 5 5 05 —
Ji 1, B A DNA 2545 658 01 1) HMG & 5% 8 56 K 4 A
Beah G kDA HE HBY RS e m o, X T8
P QBRI RSB E K UL, BB AL 1Y h miR - 129 - 5p 3%
SkEORBR ] HBV [ 5 5 150

3. miR - 129 - 5p Z: 50585 1 s < 09 K5 Pk T
(alcoholic liver disease , ALD) J& < B Bl 7 S Eoply — Fh

.6 -

A5 PR 0, JFG A e 6 455 I 07 72 1 R T R EE R BT
BEAL , #E 2 % A HCC™™ o B AT ALD %0 Bl
il AR AW T, FEAL A R 1 60 335 1 109 28 it 1) LA S84 Bz
i (oxidative stress, 0S) FIg Jit izt 416 9 b0 19 R
FTHe 722U, M A LORE R 5475 L RE 1 X35 R Al oA S5 o
AR R 09 1 B Sl B SR A 2 o
T - JIF” 4l (gut = liver axis) 2~ Ui £ ALD H BT 53 78
fff £4, Ren 45K ] PCR Al 7 ALD B35 2 4R &
o 16 KR A S R 3 o AR Caco -2 4fi fd i miR -~
129 - 5p /K. 455 E /R ALD % miR - 129 - 5p
FIBKFThE, [ miR - 129 - Sp i 53 0 i £ B 55
S0 M b R A A A R 305 B R H BH (transepi-
thelial electrical resistance , TER) | "% %% 1% #2225 H occlu-
din f1 20 -1 M FKIL,

4. miR - 129 - 5p Z 5 a T 20 4 A T 27 2 fk
S JHF U X 2% Fof 488 P8 45 475 DR 3877 A 1) — i A8 52 1R I 2K
SN, E 2 Ik 40 M 2h 3 R (extracellular matrixe,
ECM ) £ 15 6 i 485 , WA 26 JHFJE o gl J3 A0
AT JE A, B R 40 it (hepatic stellate cell, HSC) %%
A5 g T A S HF AT ARk D RS L B A B
O30 Z2 B A1 LR P R 2E HSC O Ak 5% 6 o0 LB 2T 4
2 9 ( myofibroblast, MFB) , MFB & i K # ECM, M i
ek RF £ e Ak B 2 B0 BB Y £ T 9T 5L,
miRNAs & — R HE N R RPN 1, 2 5 HSC 4
W E AL S A T2, TargetScan KOs FEHII, A T B
B E E (COL - 1) 5 miR - 129 — 5p 7715 % V) i Ik
Fo MR T, 7F R G Ml AL SE ( systemic sclerosis,
SSc) £ AL, miR - 129 - Sp & B AR, [F) I P FEE
gEaRH AUE K COL -1 1y, 78 OPN % &
i) HSC LT 4EfL 4L 2P, miR - 129 - 5p B B F F&
A LA R COL - 1 A o - SAM Hy 3R A I 5
Jf HAZHE HSC /Y34 58 . 253, HSC v e ¢ miR -
129 - 5p #UYJ5 , COL — 1 3K AR ; AH S 3t , 20 /i
Yy AS - miR - 129 - 5p,COL -1 By @ 8, ik
Hb 5 TR A S e I E s X -2 i i
ik pre — miR — 129 - 5p, il i i il H 4% 5% )5 05 1k L
EEI ] COL - lalmRNA 9 3" = UTR™ . LI FBF5E
$&7R ,miR - 129 - Sp g E &5 K E A A mRNA B
Begt A, WM a5 HSC Mt sE T,

5.miR - 129 - 5p & 5if# HCC.HCC 2 &% WL
AT AL R G 2 — , ORI B R FUITE N 6 7% kA
W R . HET, KT miR -129 - 5p 7205 T ) A9
SAE R B R A 7 1 AH DG B 9% 32 ZE 4 R fE HCC
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PRI BOAR R A B3, 5 05 0t IR 2 He g, HOC 2140
HomiR - 129 K2 BRI o Liu 5578 5T 40 e
B miR — 129 —Sp, bR 20 M0 09 08 58 s R P F
W 7R SR MR R AR 2 B R 46/, HaZ B
REJIREAR . HE— WP R, miR - 129 - 5p RE Y 3’
UTR PN AL S AR S5 4, B AR 25 450 1% K2 1 (valosine —
containing proteins, VCP) 1] F& 15, 1 il IxBo A9 P& it o
IkBa 52 NF — kB g #4151, A It , miR - 129 - 5p A
REWRF] VCP, i i G NF — «B {5 51 #% 5 Wi 988 46
AR T MIER . A, HCC LR 4N PCR £
M2 7R, miR - 129 - Sp 5% E £ F 5 5 kA 1 (nu-
clear enriched abundant transcript 1,NEAT1) i 3% ik &
TR, T 2k 3k NEATL i@ o 38 15 VCP/IkB 4 il
miR - 129 - 5p fy K ik, L HCC 4y 4. M
TCGA $ 4 5 vh i £ th 50 1] 1F % 21 2L F0 274 f4i] HCC
G, 2520 WoR 85 R AR OB 2 B B IV ( calei-
um calmodulin — dependent protein kinase [V, CAMK4)
AJEE miR - 129 - 5p 75 —FHELEH , H miR - 129 -
5p RPN F S T miR - 129 - 5p KRB H
Ao CAMK4 7E AT 4H 2 . HepG2 1 BEL - 7402 41 ity
B AR ORI 20 S B RS AR 2R IR
PEANML I T o BF 5T A BE, miR - 129 — Sp Jl i 410 il A7
2257 B4 JE 0TS 1) A 1 4 B ( mitogen — activated protein
kinase , MAPK) [ 3800 , FEAIR CAMK4 (1986 SR 35 2, DT
T R o FELRAE I I BN R B, I R R E A 1
(high mobility group box 1,HMGB1) J& miR - 129 -5p
UL DR, JE A DR ST AIE 52, HCC v B 47 B 08+ 0% % %
7K 1 ( prostate cancer associated transcript 1, PCAT - 1)
AEFE Y N JRPE RNA B %5 miR - 129 - Sp 4543, JF
#: HMGBI [ % k. PCAT - I/miR - 129 — 5p/
HMGBI s V65 HCC i I FI3G 7 0 18 76 HL AR . 3 e
WFIEEE RAEFRATR HCC 1y o> FHLEIA Tk — 25 m T
fifp, WAEFATERE] miR - 129 - Sp 7l R W 75 1
FAEE R .
=B 2
25 bR IR B A0S I 1Y 1 558 5 miRNA
E#TH IR A B N K, B KB miR - 129 - 5p L)
e, HAE I & A e i B A P R O B AL A I B4R
K. AL FEMAL T miR - 129 - 5p 1 HBV,
HCV ALD P £F 44 LA & HCC iy 3238 K iR 45 AL
il , B miR - 129 - 5p fig 98 45 40 M (9 35 56 B 1R 28
%ﬂﬁt#i%%Lﬁ e PR I P 1 K 5 Kk
X Ay T AR 5 5 0 1 12 W 5536 T R TR A AL

FES RIS U . F AT, IR 25 QKT S5 7R BT JIE 2R
sRFE R, R T AMTIF & miR - 129 - 5p T Hizh
P {500 BEAh, miR 129 = 5p 3#sh 5 K5 HTR DL
L DR R S8 AR A T A, T AT I 5 s 5 B v i ]
ST

HETAATX miR - 129 - Sp KRIF A 2, —
J5 i, miR - 129 - 5p Tﬂ?ﬁ%\%ﬁﬁ%ﬁi?%ﬂﬂﬁm
B, HoAH G a8/, HLAT RE T RIFSE 07 i AN [, &85
%J:K*ﬁl;%#ﬁﬁ,mlﬁ =129 - 5p 15T HE SN
HARR LR A Z £ X% miR =129 - 5p A HF5E £
A R A LA A I — A R DR O R A R
U, 4 CAMKA \VCP 25 X6 A G A5 5 3 % 19 T 58 21 A
2 D 5 QAR B g — PR L A 7 S 0 A
SR K R B LA R TR ARG . BRILZ b,
TE VA 12 T WE A= PR e 5 1L BE AF, miR - 129 - 5p JfF
B[ miRNA | # miR - 129 - 5p 5 £ Ff miRNAs Z

B LR AA T TP R RS %,
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