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Abstract

MicroRNA is a type of short non-coding RNA, which mainly uses specific base pairing with target
mRNA to cause degradation of target mRNA or inhibit its translation, thereby regulating gene ex-
pression after transcription. The activation of hepatic stellate cells and the activation of signaling
pathways are the central link in the occurrence and development of liver fibrosis. miRNAs can
play a role in the process of liver fibrosis by regulating the activation, apoptosis of hepatic stellate
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cells and signaling pathways related to liver fibrosis. This article reviews the role of miRNA in the
process of liver fibrosis.
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1. By

T YA RN E T A O REAL B R (BT B B o SRR (i35 O w2 2955) il 28
RT3 03 IR AR o 3 B2 AR B AR TP AL 432 3 35 MR 2 — 2D A AT 2 R4 ML(HSC), HSC 3646y
JUURET dEff, IR A AE KR F-B (TGF-p) G542 K FIF(CTGR) %, FFE & 13X Fl F 3R
BRI —0 FHANRANE R (ECM) K7 R38N, BRI A AR Y SR VAL, A, A
T AT 3 PR IE 5 TR, BRI T 4R 4E1E . miRNA REWS B35 5 AT AR AN s AL ANy T2, e gt ak
IGIRTEFAEAL RO BERE R R DU IR 4% £ AR SAR 5 I 1] 42 Hh (R i3 v JET 2 4 A F) A A A B

2. miRNA B

H 1993 4F Lee “E[1]H K IFdr 44 miRNA DK, /s RNA #E B8 R IEREY . ShA A 25 1) &
R IA R R BEMIEMH, miRNAs 1] 25214 drd fE i i — RAVEZHE, GFEFEHRERE. 4
MSE5E . AT, dEMsETs. MR, HEEiEE mRNAS A T4 54k .

miRNAs (microRNAs, /N RNA), & —KEE 21~22 MEFHER /N RNA 21, HETRF AN
PR B AR WA () FLBE /N 73 T RNA, AESIR T 55 mRNASs R P (5 JE BE X 51 mRNA [ ol
O LB, M 3k R AT #6 SJ5 RIE R IR [2]. mIRNA FEEZRIER, T2 A0 miRNA (pri-
miRNA). miRNA Fi £ (pre-miRNA) F1EE miRNA (mtmiRNA) L 3 25, miRNA (] 4#4 s 4038 % th4n iy
A 1) RNA 2 585 11 (Poll) % 5 /i pri-miRNA, 4 Ji5 H RNaselll P 1] Drosha 7E4% P i1 1% pre-miRNA,
FEMAZ N E BT, FE4 RNaselll Py U8 Dicer L RN 58 mt-miRNA [3], 5] S8 (%#4 miRNA) 5
RNA 7% ST E S PI(RISC) 4 &= AE/E M . miRNA i1 —BUK Y 70~80 MR BA K e 4544 1)
MiRNA Fi 14 (premiRNA) B U] J& A2 i [4]. B3 5 H H A% mRNA 43119 3 I k4 i X I8(3"UTR) BT 2L
% MRNA 737 HIEI P 20 . miRNA FEDE L8 DL, 248 DUalE [N 1 46 22 Bl e sUAA A2 T 2R R A
HRKE LT HEF A X o SRS T H AR, AR A5, HEA W HAh I R R A 1 A
71\ &SN, ANEA RS 5 Rl B — RV EE NSRS SRS A FE I miRNA, EAEH &R
JEER 51 2 R A5 £ 5 G P R JUE S e i P R 5 VR, X LRt A I 28 . AR 4R A0 HCC S5 AT
JEIR[5]o B 7 ERTHR ST 4EAb b RIA =, miIRNAS IBTE S L 4E4b[6]. BT 4Efb[7] R o ALET Ak 814532
TR FRIB I 5 .

3. mMiRNA &5 HSCs fIiE4L, HEFET
HSCs [{BRIE 2 BT AR 44k 23R 15, miRNA A DL B2 506 HSCs [ 1F [ 554 33 [ (R 15, M

Tk
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M AL R AR

AW~ miR-29b T I IT B 425 HSCs (1 1 3L Ji A (2R IR 1) 3-UTR Al S Ve d 1 1 BE A 3-UTR
SEA LR | BURIERIE[9]. £E—TUARSMIE TS, miR-27a 1 miR-27b [f1id %A F 8 HSCs HIiH L&Y
WHNEEIERRA, TR RE N, HEE/D[10]. miR-27a Fl miR-27b f1E & @I 7Y HSCs 128
MHRE X SZARRA T . Zhang Z ZE[11]5) 5% FREAG 2R 3R TAA 81 CCI4 75 (1 /)N SR £F AL A AL g
ATWEFE, KRB miR-21 FikThe, Tl miR-21 1 AP-1 [{1RIA )5, HSC (FRik ] B2k, L 4Eibress
UF#% . Yan 28[12]7E HSC JEHIRT 3 KA 10 KAGMI ] miR-34a %% 5 [H 7 ACSLL 1R IA K F Xt ik,
miR-34a YT Bk 5 HSC H ACSLL (13RI 3 /5T NC Al NT 42 (P < 0.05), iESE miR-34a 1 [ 15 ACSL1
Rk, HMSE AN, BEFRMRETIRE S, 444+ miR-150 13k B3 B IK(P < 0.01),
miR-150 7 LX-2 40l & i i ik #i 7 A0 f g A, 1X WA miR-150 1EFETA T HSC A, ]
T £F Ak v R 4% 26 5B F[13]. 4, BF 7R I miR-29 £8 AA/IN P T 4EAb 4L ZURTE AL I HSC op B3
Ti. miR-29 KU TN/ R G AT HIHI CCl4 i T 1/NRAF L4tk FEEEA I ILEE E (a-SMA). |
T fie R AN 4 2 (B UM I (TIMP-1) [ o- F . miR-29 7EE1LA HSC Rt EEFRik, wlimid £k i
TR E A D1 (cyclinD1) M P21 FIZEIA KRBT G1 M4, M imdlgn A=K o, k)
HSC ME AR SR T, B2k B30T 27 44k 7R F [14]

4. miRNA BB A4 E B

P AR AN 0 R SR RO PR D O 45 2R, B B R RE. 4MiES. RN
PR . LR YR IALA 32 2 2 A5 Sl R Y, B EAHE TGF-4 5 SilE. Wnt {5 5IHE. NF-«xB 15
T R AR AT T

4.1. miRNA j&if TGF-g/Smad {55 1E B EIERF 4L

TGF-p £—RKZINAEE N, FELE/TAF LTI AEKLR M. H 3 EHLHE S Smads &
15 52 A4 25 G 0 N A, T VR 0 S R (1 2 S s i TR AL IR 1E AR « TGF-p/Smad & AT 41 4L
(= ER AR, AT S0 IEH AN AE, 3% HSCs 1935 1L, f2HE ECM FITERAGTRR,; %45 Sl i 2 5
TE T 21 440 ) 9RE AN 90 Ji B B R 34  SORE A Kupffer 4145 05 , KR K F TGF-p1.PDGF.
EGF &, FIHUEH) HSC A NIRRT 4e4bfi; (ERAEIGHI B, HSC FVLREF 4E 20 B v] 433 TGF-BL.
TNF-o 57, #E—Dek [ Si510[15]. TERF4F4EtbHr, Smad & A Smad3 F1 Smad4 2 ([
G R B A A% S 5 RER TS, BARAF4A/ER; M Smad2 F1 Smad7 7] LAk TGF-p (&5
T, AR ER[16]. miR-20a-5p ¥ 1 AT F#{K TGF-p2 (113G, 5k TGF-4 15 516, SFEUIET
ELEAH AN HSCs =42 ECM, i T AR 4EAb ke ;1 miR-20a-5p Fr b v DUl <=0 il 40 o B5] 7 o g ke, 410
HIFAF4EAG[17]. miR-30 FEXT TGF-4 15 F i g I IR = AL FHAMAE A, i 4k HSCs HvE 1, SkBH 1k
A4k FE[18]. TGF-1 753 miR-33a 3Rk, [Al) miR-33a it #E4EH T smad7 X n] it K
B TGF-B1 5% 1) HSCs & 6[19]

4.2. miRNA Bt Wnt {5 S 1B RBISIF AL

Wt {5 5 38 5B AE T 2T A ERE pOscf 5 24 D, A5 5 JH e 5% B4 Wnt 221 Dishevelled 21
FRZARGIMED. fEEE UL T 4HE (T cell factor, TCR)#: 5% N ¥ FIEEM M. Wnt f&2—25r
RIPEER E, AEL0L A A 55 70 M E 7 P AR WA 0T 30 FEFEF et R, R ELE B g7,
HSCs H 73 W) 77 2B B 40/ 5h, Wit 3#id 255 HSCs B E AR SCH F AT HSC HNE L. Yu F %5[20]
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TEL YA BT AH AT AL HSC T 2% miR-378a-3p ik B4#{%. miR-378a-3p M1 L iE#NH] HSC iG1k, £
FEANBRIETE . oI NIVLENE A (a-SMA)RITIR R & IR IE . IE4h, miR-378a-3p i 1A 52 Wnt/p-catenin
TAPE G FFIE miR-146a-5p {ELF4EALR I VEF 2 Hp T, (HILERELR wntl FI WntSa S H B /5 A R
T a-SMA Fl Col-1 &% Fiff. B4k, SRR HSC ML, B it RS HSCs H miR-146a-5p i,
1M Wnt1 F1 Wnt5a F i . miR-146a-5p £ HSCs 1 11 A #0Hfi] 7 HSC fyyd AL AIHE 5 , 11 BE 4 Wntl. Wnt5a.
a-SMA Fil Col-1 [{IRIA K. miR-146a-5p JEid ¥l Wntl A1 Wnt5a LL & Bl J5 [ 3408 7 a-SMA F1 Col-1,
TEAETPIRE 1 21 4 A0 107 PRI 28 (0 JERE Hh i) HSCs s A 4 21] -

4.3. miRNA Bt NF-xB {5 S8 RBIEFF A4 1L

NF-«B j& — 2% E A KT, i p50. p52. RelA (P65). RelB #1 cRel AN AL, HIERFEIE %
B RAR, RPN SO REE R OCEI TR T . NF-xB iBid 5 NF-xB #ifilEE A4S, AH
A TAIHPIRAS, A8 PR IkBs 1977 30354k NF-xB, 1kBs A] 4% IkBs B RERR 1L, &AL NF-kB ## 3|
YHMIE% N5 DNA G54, HAE N H SRR T R IEE - « G090 R R[22], 24 miR-126 £ 40 i Hhod Rk i,
A ] IkBa B)FRIE, BUE NF-xB, [RIREH T IEHE 50 FREE . SR04 miR-126 741 i
TR Z BRI, IkBa FIAIGIN, {3 NF-xB (2152 20401, 1 i (e ik T A 40 K 4 . miR-378a-3p
% Smo #Hi I NF-xB 15 5% S, B B GLI FikeEa & A 3 (Glid), 1/ Gli3 AR 4tk
FHMEIE, M) HSC Mg 1k[23].

4.4. HESEEREFTEL

bR ER(E Sl Ah, IO HARE SiR42 W Hh /551812, PIBK/AKT ii#%. PDGFR {5 5 i@l it
AR 7 AR HE B IN BT F 4R i R A . ZE3E AR HSCs 1, miR-378a-3p I#IA/K T 5 Hh (5 55 Fik
PR ST Gli3 ik B M55, miR-378a-3p nldE i 4 [H iR T Gli3 (i, B0 HSC HHbE
1[23]. miR-182 fEFFHFH LM A AR h Rk T, HIHE S FOXOL X A% Y], 4 miR-182 kil
TR ANFIA PR 5 ¥ FOXO1 J [Fli@ it PISKIAKT {5 58 2% 1 15 T A At L, 2 it 21 440 1 A Je i 2R [24]
HWF 7R, miR-26b-5p i‘i%%ii?:ﬁﬂlﬁT*?ﬂ%Q?Qﬁf%iﬂm%@éliﬁm‘ﬁééﬁ’lﬁl miR-26b-5p #1115
PDGFR-p F1A F- 855 I 4T AL RN A 26 i, 1% AT 82 AR 4EAL A R0IR T SRS [25] -

5. &g

B E AT TR, miRNA FEAR 2 500 2 Wna )T o s & BRI, (ERAE B A0 8 3 501
WHEFAEAL T B TEATIAE 2 AR BL. AN [FIK) mIRNA 25 BFEF4EAL I RIE T S0 ), Ll S ST 4t it Jig
J7 T BN o JBRORIER 22 (R F TR ] miRNA T LARTRAE TN 12 W1 SR 7 B (AR ic . BRI, gk iy
XHRT AT et AR ELRZ IR mIRNA, 1 i SLAE RIALA R AR P 4L AT 5 R T S Anva T, Hs
Xt P AEAL IR PRI TT A 6 2
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