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ZE: MU/HNRNA (microRNA, fFFmIRNA) &K LA19~25 % 1 BR (¥ 3 Y 1L Ak 2 i HL 85 NRNA,
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Abstract: microRNA (miRNA) are endogenous single-stranded small non-coding RNA of 19~25 nucleotides
that regulate gene expression at post transcription level through binding to the 3’-untranslated region (3’-UTR)
of mRNA. miRNA are involved in the process of liver fibrosis by regulating the activation, differentiation,
migration, proliferation and apoposis of hepatic stellate cell (HSC). Different miRNA play different roles on
promoting (anti) fibrosis in liver fibrosis which attracted the attention of researchers gradually. In this paper,

the roles of miRNA in the process of liver fibrosis were reviewed.
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A4t 2 TR S M BRI FER T, A
IRYHME Chepatic stellate cell, HSC) &4k, 44k
FJi (extracellular matrix, ECM) K &7=4 H 4%
WD, gk OE T A SRR Rk i o] 3 PR A
JH A7 Ak A2 22 Tt A JHF 0 2 o 1 S (R0 9 B A2
T CTRT K998 (hepatitis B virus, HBV) &5
ULBURIN 2R, EEEZ41/3 N0 8 EGEHBY, H
W22 M0 NI I T e R gy, T Y R
YA ARG R 9835 0 i3t Je 28 JH R AL 1) 25 22
B, BEA R E S R R AL S Al b R AR T ok 1 T
i, MAREH WG 2 S8UEE RE
fERE, AigpEE IR R B RIHIZ
FVRIT e e B R, SR, 4 4E4L i 4
WA RN, FFHAER . s =E
KB HR A — & B R PR A 5 e B 2 Wi
2RI, RBImIRNAE T 5 #5: A mRNA
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(1)3°-UTRES 73 858 4 BAMES &, 400 ) 8 9% % A
mRNA, 75 4R 440 (1) R AR Ak g i f v 4 B 32
TEH",
1 microRNA iR
1E 41 Jfl 1% I miRNA JE K@ i RN A K 4 B 11

B S A RS G sk 72 ) (pri-
miRNA) , B )5 #RNaselll Droshal])E| N EifAmiRNA

(pre-miRNA) ., Pre-miRNATE#%1z 5 Hexprotin-5f]
YEH Pz 24, #RJ5%4RNaselll Diceridt—1)
£ RAFIMIRNAY XA mIRNA & — K4
19~25 M ZH IR AR TE AR L LB RNA S T,
HAh 8z i — R RNATE F IR E &k (RNA-
induced silencing complex, RISC) , Ffifif 5mRNA
3 -UTRAHIE FE XF 5] AL mRN A [ R A ol 40 1) 2 50
B, MWIMAERE 7K RIESEREER, S
SE4 H AN TP ARMRNA - 25 A 58 4% AN U]
mRNAFE S JE /K RIE . W R I miRNATE /M E
MR AAAE, K EmiRNAAG A] REAF AT 45 44k 5
HIZWT AR R N A bR,



2 microRNA Bk

TR, TR R 40 B 1 v A A 4E 4 Kk
A d DA, R HSCAY & 4L 2 40 i %k
5%~8%, {HILENSEITEF 4 fb & A i R R,
BT 7 R I miRNAZ SHSCHITEAL"” . Guok!"
KBS 538 R, H5EHERHSCHLL, 53
IR BRHSCH, A 12FmiRNAKIE B, 9fh%
BT (5> 2.0, P <005 , Hr i
FJmiRNAA miR-874. miR-29¢c. miR-501. miR-
349, miR-325-5p. miR-328. miR-138. miR-143.
miR-207. miR-872. miR-140f1miR-193, T
miRNAF miR-15b. miR-16. miR-341. miR-20b-
3p. miR-375. miR-122, miR146a-, miR-92bAll
miR-126. MaubachZ&!" F 3L K Fr 32 AR 20 #1708 B
HSCKR I, HErEAIHSCHEL, WEILIHSCH 16
MmiRNAEIE FiF (P < 0.05) , fiiflet-7b. let-
7c. let-7e. miR-125b., miR-132, miR-143., miR-
145F1miR-152%%; 26FKE A (P < 0.05) , £
¥EmiR-10a, miR-122a, miR-125a. miR-126. miR-
146a. miR-150. miR-151. miR-16f1miR-195%,
FFE, fEANZRHSCIELFEd, miRNAMRIEE
WA T . ChenZE i B AR FHSC
FmiIRNABEAT LRI, S5 B MHSCH L,
TECITHSCH A 3 1 FimiRNAF L & A 5 2 oAy, 3
1 7FmiRNATEHSCIE AL FE R R IA I I, 7 51
#&miR-221, miR-301a, miR-222., miR-193. miR-
31, miR-143, miR-345-5p, miR-152, miR-199a-
5p~ miR-218., miR-125b-5p. miR-214. miR-34c.
miR-34b. miR-199a-5p. miR-425fImiR-145; 14
FImiRNAZRIE N, 437 ZmiR-101a, miR-335,
miR-150, miR-126-5p. miR-126-3p. miR-877,
miR-139-5p. miR-192, miR-450a. miR-497. miR-
338, miR-10a-5p. miR-378F1miR-195.

B 7E IR 41 B v AL i B A AP miRN AR IA 5 2
AT N, WA EEEFA g AH LR 3AT T
Br. Roderburgs!" il il b4 51 20 B KB, 5% IR
AL, /NI 4Eb BT H A 31 M miRNA R IX
HILEZENA (P < 0.01) o HA10FmiRNAE X
i, 25 /&miR-199a-5p. miR-302c. miR-199a-
3p. miR-223, miR-199b. miR-125b-5p, miR-221.
miR-34c. miR-24F1miR-670; 21FmiRNAFKIE R
W, 3% ZmiR-29b. miR-29a, miR-10la, miR-
30c. miR-434-3p. miR-183. miR-22. miR-340-
5p~ miR-206. miR-877. miR-705. miR-714, miR-
341, miR-29¢c. miR-30b. miR-365. miR-677.

miR-96. miR-148a. miR-704F1miR-193,

[FFE, RO R4 EE T, bEE A%
i, miRNAKE/K PR AESE. Zhang™!
IS 538 1 502 PE 2 8 I 98 5835 AN [R) I 414
53 A JE miRNA B R IEE O, KI5 SO AH
Eb, FES1~S4iFRik & Ul g 2% LA _EAmiRNA
L1408, HrhSUWA28F L, 208 TFi; S2IH
FAFh B, 48P SIEAAESTR LIE, 27F0 K
W SAA40FN i, 16M TR SR &I,
A 12FmiRNATE % B H Rk B B I /e 245 DA |,
Horb BB 105, 435 /&miR-2861. miR-235-
3p. miR-3620-3p. miR-3656. miR-371a-5p. miR-
4646-5p. miR-4651. miR-4695-5p. miR-4800-5pfil
miR-638; i [J2F AmiR-497-5pAImiR-486-3p.
TERTAF Al 75 P X HemiRNA B EARAE AL HEE
LR LA AT 4
2.1 miRNA#IZE 4e4bAE A miRNA K] 7% KA 7]
eI U HS CAH R (M5 5 i 338 6 T A6 41 4L
R RIEEA . A4t FE T BRI miRNAR)
A TR AP L R 25 . LigYk
MmiR-33afE F4F 4 b B3 B35 SR, miR-33a
B 1) ik A A D i A 18 B 00E 32 R o (peroxisome
proliferator activated receptors, PPAR-o) K¢k
HSCIHGE . A DL S AR AR S i 7= A s o —
AR, A K 7Bl (transforming growth
factor p1, TGF-B1) A% FmiR-33afiKik, [[
A miR-33ai@ it 8 4F B+ Smad7 X A] J sk R i
TGF-B1i% S AT R0 B A3 AL TiimiR-33a4
il 55 Be % S 2 H ) A AR K R B (TGE-B) A %
1) T B R 2R I8 X R B (protein kinase B,
PKB, Akt) MBEERIL. AP ER, Higgx
HRZHAHLE, AR 4E4b 2 M F miR-125-5p ) 3R1A
KPR EINY ., [, Zheng5E! R /N BT £ 4k
AR R I, miR-125-5p Al #E A F TR 55 3
“F-1 (hypoxia inducible factor-1, HIF-1) , @i
HFHSCHTE L AHGTE .

HEAh, miR-21/EFEALHTHSC . 2R 4EAL AT T
ARG R IE Y B, Ht— DR R,
miR-2 i i i 4% H E B m ol R & A4 KB [F
JEE 12 (sprouty homolog 2, SPRY2) , #&E4H
MM 8 AP (extracellular regulated protein
kinases, ERK) @G, #EmifedtHSCHIEY)
WP, PR R R, fE— R L, miR-27a
AImiR-27bif it f e 4k A XX Z Ao (retinoid X
receptor o, RXRa) HIFRIL, {Eit4fEDNARIG R



PAKHSCI 734k . HuZ P 5o 35 [R50 A il EEPCR
KL, ERE. DR LR AR JEAHSCH, miR-31
MR IBEHSCRITEATIT 5. 9% 6 F MR 75 55 DR A
WesternSZ 4 & BlmiR-3 il i S04 F T 6835 S
¥ (hypoxia-inducible factor, FIH-1) i 7HSCH]
W AOT R . X LR ST R miR-31/FIHIE 5 7% 3
B S AR HAE, TaeiEd 2 5TGF-p/
Smad3 /5 5 % T8 B 2R 347 4% . miR-
21478 I AR AN B vE A i FE P . KRR £F 4 AL
M. HBVHRH£F 44l B A bR A L S TGF-B
PGS W AR T Rk B E TS, RS A
AL R 2 IEA SR, miR-2147Reilid N i A
B S R F-104155) (human hypoxia-inducible
factor-1 alpha inhibit, HIFIAN) KA HEAT IR
Y E AL RE R . BEAh, B —EmiRNAE T
BRI AR FH R VR 25 4 A 4 ) PR R HE AR 21
HEAAEH
2.2 miRNA# 3L AF AL R TEF A4t fErp, 3t
BEmiRNAWFRIA T, HHEBPWEE— st
YeAUAEF . Bk 2 BRI, miR-297F 414
s RIS EEAER, A 0T REAE o a4 4
B A B AR

KT miR-29/E FHALHI, A #F 78 K I miR-29
18N RN B B 4 440 20 21 DL R 35 A FTHS C A i
Z T, mi-2908 0093 A/ AR N 5 B 58 4101 il
CCLFTE /N WA 4 dl,  FF A 2 o- 1 3 UL
ZhH#E A (a-smooth muscle actin, a-SMA) . [ 7Y
Jiz Ji7 A0 4 i B g 2 2R 77 (tissue inhibitor of
metalloproteinase, TIMP-1) F£iEA=EH FiH. miR-
297ENE AL RIHS CH T R 1A, B f% 18 I 47 4 1 775 48
oA BB D1 (eyclinD1) Flp2 1 [ 2 12 K 41 o J&

HABH A AEG B, 328 1 4 ) 4 M i) AR KR a4k . 1t
4k, miR-29RE15 1% S caspase-OMIIZHE R Al (poly
ADP-ribose polymerase, PARP) S HJHSCIHT:.

miR-2938 i 5 T Vi 008 45 1 I I LI - 3 G 52 1k 1
(phosphoinositide kinases receptor 1, PIK3R1) DA
S AKT1)3°-UTRZE & M PIK3/AK T %, M
PIHIHSCHIVE L. 5 SHSCHR TS, 5 25 2 9 il
JREF b /B Y. Kwiecinski% ™0 58 KL, 7
HSCH i A miR-29 8 ALk 4y m #0) i] Jik 5% 25 # 2B K
[A-F (insulin-like growth factors, IGF-1) AL/}
PR A KB FC (platelet derived growth factor,

PDGF-C) Wy3kik, #Emm 6 HSCHIHE 5 A 71k

TGF-Bre s FHW TGF-pf5 5 7% S i@ %, A 230
AT AR 4L . TuSEPESmiR-101 REAE¥EAE H T
TGF-B524&1 (TGFp receptor 1, TBR1) K TPRI1%%
S A F Kruppel-#£ K76 (Kruppel-like factor
6, KLF6) , #m#f TGF-p(E 5 Fidk. 1£
TGF-B1i5FHIHSCIH AL IE A2, miR-146af) 3Kk &E
FAK . miR-146a it #84E T Smad4, 75 TGF-B1
FEFHIHSCHI /34 . 1T Rk I miR-146afe % /b
a-SMAIFRIE, LigkPV LBl 78/ R LT 4Efb i
R P miR-483 R IL B FEMK, fEHSCH L FKIAmiR-
483-5pFHmiR-483-3p 1] fif 44 AT LA i) fi /)N B st 14 A=
KA-FB (platelet derived growth factor, PDGF-B)

ML 214 J@ & F g0 H 7)2 (tissue inhibitor of
metalloproteinase 2, TIMP2) FJRIAKF, 2]
HI TGF-B 51 L B 22 DR 40 B 15 1 S 3] - 21 4E 4

TERFA 4T FE A, X EemiRNA &3 H T i 2 1E
F, o] CL#E I T AR 4E A fE 2E R -1 R DU 2
HAAER . HETC R TE I A gt it fE v ok AR AR
L HImiRNA L2 1,

*® | BRI IZD LT LA miRNA

miRNA F &3 ek B miRNA F &3 AR
miR-21 A SPRY2P miR-17-5p LA Smad7"”!
miR-27 A RXRa" miR-214 LA Twist-1%
miR-31 LA FIH1% miR-15b/16 TR Bel2!"!
miR-33a iR PPAR-o"* miR-29b TR PI3K/AKT™
miR-30c/193 LA SNAILP miR-101 TR TPRI®
miR-125-5p iR HIF1!" miR-145 TiA ZEB2PY
miR-126 A NF-kB™ miR-146 TiA Smad4,wnt”" !
miR-133a iR L4 miR-150 TiA c-myb™!
miR-199/200 LA 36l miR-194 TR rac1®
miR-221/222 iR CDKN1B"" miR-483 TiA PDGF-B, TIMP2P*

e 7 NSCRORNR
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