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MicroRNAsTE AT &% R BY 3R 14 A 18 BE A 3%
B4k, B 5k
(heg R e = BE e AR, Kb 410013)

MicroRNA ( miRNA ) 2P IEM: K B R20~25 nti)—KAEISRNA, T2 AE7E T HAZ Wik,
HAWMTRRNZREENDIRE, KEEGENTREEZEXCEEZOEN, EPERES . 4
Mok . R SETS . Mm kS kKBS, MIRNALIBESE LR Eh6E F, "REAR i d A
AT &I . XTHEATIRABESE , KA B T X AE YRR & Fh A 38 . i BEAL T A R AR, JF R &N PR
BT R HUS A6 YT B A5 6 S i A E e A

microRNA; JFER; Fik; @K

Expression and pathway of microRNA:s in liver disease

Abstract

Key words

PENG Wei, NIE Wanpin
(Department of General Surgery, Third Xiangya Hospital, Central South University, Changsha 410013, China)

MicroRNA (miRNA) are small, non-coding endogenous RNAs with 20~25 nucleotides (nt) in length, which
widely exist in eukaryotes and possess the function of regulating gene expression. miRNAs participate in various
physiological/pathophysiological processes such as cell growth and development, cell differentiation, cell
proliferation, apoptosis, hormone secretion and tumor formation. No matter in terms of the quantity or function of
miRNAs, the current findings on miRNAs are not enough. So further study on miRNAs can help us to understand
the mechanism of physiological and pathological in various organisms and provide new ideas and basis theoretical
for disease diagnosis, judgment, prognosis and treatment ultimately. In recent years, along with the development
of genomics and proteomics technology, miRNA microarray and mass spectrometric detection make miRNAs
become a crucial role in the study of human diseases.

microRNA; liver diseases; expression; pathway
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Wi, HHAYFECHR) ZMIAFE . MiRNA
TE 20 WL A% N 5 sl FRLAR B 22 S F I miRNA, L
ﬁ(%jJﬁﬁﬁmiRNA(primary-miRNA, pri-miRNA),
BAEE . Z2REERESEZ A 5% 4 AR
XoF (R A% M A% TR e Je 454 o 3 ok F D G CR8 K Hi 48
E I DroshaZH B A9 A% IR N YD B4 pri-miRNAH Y
KI5 A I IE M miRN ARG (precursor-miRNA,
pre-miRNA), K H60~90 bp, pre-MiRNA:# i i
H"uﬁIil-5(exportin-5)ﬁﬁ%ﬁi§i£§ﬂ?Hiﬂ@}ﬁm, SRJE H
TG F [ HL 46 %2 (9 £k £ TRBP (TAR RNA binding
protein)]j]ﬂT%]ﬁE%&ﬁ‘]microRNAﬂﬁ%o i Dicer
FITRBPH A I microRNAJII 2% | Argonuate (Ago)
wEt, EREEREARZSERIEAT, M
WAL, RBESE. ZESEBEIESIKTH
miRNA 5 mRNAH 13" JE 4% X (3'untranslation
region, 3'UTR)MHRIEEAMECXT A 5 H bR ERE,
MATITAE mi RN AGES ) B i a0/ o AR AL
— P miRNAF B E b T 0 05 A — S BE 2 1
mRNA, 0] LIER ZFA M miRNAsH#mRNA
HE, miRNAFT 5 mRNARS' FISUTRIZ &, X
TR AR 45 2R £ 2B T miRNAFImRNAZ
) Bl (9 B AR DY, MiIRNA 5 #UmRNAMJUTR
ANGE A B XTI, A m RN A B3 R 24
EEEmRNAMUTRE & F XTI, H45 5 EE
Argonaute 21/Eﬁﬁ?f§mRNA%%ﬁfémo MiRNAIAR] D)
5P AL DNAZ 8] & AR HUABAE AT, DT 3 7 e
R . HRME RO AR, R ULE
—microRNAZEAL, it HE 1 41 g 2F F 2% & A= 8 K
AL BT B I A A TR TR . AR S F S B
B miRNATE RO bRk ks, Pk HAR
RN W K TS B AN A

1 MiRNAVEEH &

1.1 MiRNAZEERIEHHEE

B S EmiRNAWFE Y E 25 & H g
BEAEF LR, WCpGR . TATAR . F 3K
%IIB(transcription factor IIB, TFIIB)iR%IJ\ Flijj
TR H AL, 3 SR 5 [RIAE A H BAE
miRNAKE KA o 33 36 B 2 S I 95 A DG 1Y
microRNA 5 g it & H 4 3L R 2, TRl RE A 7%
%?s(transcription factor s, TFs). 4551 FIYT
BT TNAE VLA A A Bk AR, LA AR A R RN
B LAH Mg e 22 Rl F 1 (myoblast decision 1, MyoD1)
A AR E B b 3 O miRNA-1HImiRNA-13347 &, I

BRENTHEE . JH1710%~15% A2 3 0 I
FH c-myc, AT FIEL M TE miRNA-17-927% 1)
B SR, T R S ] R Fp 3 T G miRNA-34, AT
0 -4 B 2K (1 0 HE S PEN . AN, microRNA
Ae H R E T, BDREAN X — S SR P CIE
P g T BRI . WmiRNA-133 b1]
PL3E 3 — A~ B R i IR Y P i 22 B g R 28 T Y
B, SEGH T FmiRNA-133b 4§05 1 K
[F] Y5 3 K] (pituitary homeobox 3, PTTX3) A& A%
1k BFIREE YL 2 H (zin finger E-box-binding
homeobox 1)/Smad interacting protein, ZEB1/SIP1)
FImiRNA-200 M H A & 4% i XA B 45 8 15 Dy e .
MiRNA-200 K G AE 4E 5 b iz e B vp e 5 55 FE B4R
H, BREBHILZEBL/SIP1H L, FHREWS YL E
miRNA-200 % % F PR (1% # 53 e 4y o 17 490 o) JEC 7 (]
Fe AN M P Rk BT E A R g I N
microRNA [ 3 ikt 52 22 Wit 7% 15 (L5 DNAH
FEAL AR E 8 FB M) . MiRNA-127 2 % X i5t
BT I miRNA, £ JL 5 E 40 i & Hp 28 5 3
S—BRMRIENSJRIT Ja L. A, MHHER LS
bt AL B (histone deacetylase, HDAC) W] F:3(Z)40%
Y miRNAJE [ 55K F B 2 2% . Al Sampath %5t
(A58 2 W1, HDAC AT I 45 12 Pk ik E4 40 A 1 i
FRYTER A miRNA-15a, miRNA-16HImiRNA-29b .

1.2 MiRNATEE REHIAE

VF 2 R G miRNATE /N R0 & R f rh 2 i
MR, HORNBEAT SN T A A2 A miRNA . b
Hh, AE R T B miRIN A 28 3k 14k B AH [R] 04
pri-miRNAA I 75 i OKF F2 AR . MiRNAJN
T 5 — 4 & H Droshalt &4 D G CR8 Al H Ath A ¢
FIE A B SR 28 AW, TR A M A% AL .
RNAi S5 Drosha 1D GCRS M F kK F R, 4k
[ 15 51 2 mii RN AR AR F1 A 2 mi RN A B sk 20 17
PE I #7 Drosha £ 7E 6 W) 25 5 SO A i v i
miRNAF R T, —EHEFHF[1ps3, 2
PR T Smads(receptor Smads, R-Smads) FIHE 2
ZfRa(estrogen receptora, ER-a)], WA IZY
i if DEAD & RN Af# Ji€ i p 68 F1 () P72 1Y #H B 1
A5 A miRNAZR B B PRE RS, B8 hE
A2 Droshaff At RS 411 . MiRNA let-7K ik F] 527
Lin-28 (—F = BEARSF IRNAGS G5 8 1) W, R
miRNAFL 5% J5 B 45 2 240 . Lin-283 i 45 5
TR B AT AR Let-7 miRN A Ui 20 76 £ M Ho 41 il miRN A
let-7 KGR & o TEAIL L B, Lin-2800F
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R 1] S 3 A et-7 BB N AR, E4E M)
AL Lin283% 35 T A J2: i 14 miRNA let-714 75 ),
I G 5 B — AN XA B [

2 MiRNATEE T BF &R I F 1

MiRNATEF A 9 AR B 5 B 5L 35 i 4N
P, ARG B e WEEEIF R . A4
T K BT 4n s 20, Fe T An i i B 2 B Stk
FREYmiRNAsH, miRNA-122 & 40 miRNA B AL
f170% . FeFFsE @R R ST A miRNA-122
H R B A B R T A . AR U S
AUmiR-122 8L %3, 2R EF miRNA-122 ) R
43 F R REAF A AT BE . miRNA-122 19 #1052
5 EL ] 1 R g o A B S BN, IR AE T B R
(hepatitis C virus, HCV)EY i E —NEEM
T B E o TE A AP [R5 s v 09 T 20 23 580
TEF R, B AR5 FIA AR MmiRNASY . 5
Ab, miRNATE VAR B3 AR AF 3R S s O AT RA4F
R FE Y. ﬂﬂWaidmann/gf[“]ﬁf%: S5RzEE
M, FFIIEE g AR AL B S 17 miRNA-1227K F
FEAK . B IFMEK . B T 20 v P S 4 LT 25
BRSO RE By B B O RRE 1Y B miR-122
KB R . ZHE CoxBlHA M Bon . 1M1
miRNA-1227KF 5 2K W FF R AY (model for end-
stage liver disease, MELD) PF4r 50l FIAE % 45 A
RIFEMERR, FIL, miRNATEFFE R S 1
N %% 2 2 0 vk, 20T DE N ISR 12
Wi 5L AT W B LT / AR A .

2.1 MicroRNALS & H 4 AF 2%

AJTE A, HCVIR KRR & S8k,
PR R AR B TS SRR R . (HHC VIR
SRS — D E RN, SOFHCVIERY &
FHIRIT AT HE B AT IR SE R HHC VR &
miRNAEAT I HIAEH 5T . MiRNA-1227EHCV
e b B ff o B AR A AL, M e s U R
miRNA-1223# 13 25 505 #ERNAM S UTRAL £, M
M4 THCV RNAF . MmiRNA-12275 % 5 &
il 1 B2 R B AL AN e TE R, 1BIEHCVIERYL N
ERRAR BT R . 2B S 1Y L miR-122
43T RENS B 3 Wi I AG SR HC VI K . sh 4
ZE AR X miR-122f5, A §:3HCV RNA
KRG, X S5HFASMBCEEEDIME . TN
JF 5T EE RS AEZi S X (non code region, NCR),

WA LRI IR A g M e s,
miRNAJTER A 7 ik K 2 il HC VB GL 5 7F A 1 2
AIATHE R o MiR-12243 Ak 25 114 4 J5 PRI [ 40 1 21 2 46
fLHif-1(heme oxygenase-1, HO-1)IEH | 5% {bN
PORIRZT = A 5 R MR ], BT mMHCV
MR R (hepatitis B virus, HBV)H & K F 1)
FEHH Z — . LK R X miRNA-1220] L)L
& M3 I Huh 740 M0 HBsAg FIHBeAgll 23 il o 1
Hep G241 ' miRNA-122 9 3 i % 15 1 F 2 HBsAg
FMIHBeAgh B AL, MHHO-1 5 CHBVE i
(FgE U0 . miRNA-122 575 B0 2 0% 5 018
., HEEHCVH R B R & EH . A%
A . 38 S A e BV I (R 3% 5K BT 7 19 4 i R - ol
i HAEES A HBVE SR H T, 41 A miRNARE9S 7F
sk EIRATHBVIER YL . AmiRNA-15SF 3 HBV
FESE VR  AH CCAAT /3R FAS A EAE
REME 455 19 11, .05 317 DL CHBVHG FOIR
DNA (covalently closed circular DNA, cccDNA)H
sEﬁ]%]ﬁﬁ/ﬁﬁ(ﬁHBV cchNAE‘JE?%[w]o A,
miRNAT] DL (5] DNA B 3 £k Fl 21 85 1% i 1Y) 2 22
25 ¥y, fEHBV cccDNAHE SRR RIEEEZXLEERN
YEH] . WImiRNA-152HImiRNA- 148afig ! [[ DNA (i 1%
WE-5)- FH ILFE L -1 (DNA methyltransferase-1, DNMT-
1), SR EDNAMH EAL MM HHEBVE Hl . [F
., miRNA-1A] #5724 8 1 5 S WAL B4 (histone
deaceylase 4, HDAC4):J’IJMZISE/J¢#?“:‘@%:U$, M
W R EEE ®l . 54, HBVZRAS A& [ ]
PASE W 41 i miRNARY KK . Wang% X Hep G2
21 i HBx K 1 15 A 5 A miRNAsAF 58 % 01
HBxE M ] B % FH7 M miRNAsIE L, Fi#H11
A miRNAs(fllet-7F EmiRNA) i F£ K . Mir-196
FEHCVIE 3 ot 2 b R AR E R, AL
JEiE L M M2 % N4 B -1 (heme oxygenase-1,
HMOX 1) FREMMHE HCVIE S, KL, W5
JIF 40 B P ) m i RN A K H7E i 3 -9 5 0 19 A B
ER, BABTF 722 ITFRER, [FEdn]
Ryl PR 4 ARG M 112 W Ve A= W sE R AR A, R
Joa N T 5 B & 0 1) 3R T 25 W A AR AL T RS Y
Hnb .

2.2 MicroRNA S g ifi 14 BF 9%

AR B S AR R AR SR A H A
FIAR T RS MRS 05 BT 44 77 fE miRNAs O R I . 76 A 26
ARG N D5 b, PR AN g AE . AN E T
HAE . EAL R ORI ) 23 F miRN A A & o B
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KRR E ., LS IEPmiRNARZE L, AT
R AR TGAE PR TG 7 RR A T B P R Bk R
R IBIT R IR AR R, TR
E’ﬁzm*ﬂﬂ‘ﬁéémﬂﬁ(kﬁpﬁer cell, KC)WIE, &5
W IE R SE T F-a(tumor necrosis factor-a, TNF-a)
77 . Bala % PURG B ST WD . A 08 T TR M 5
FIS PR R KCHmiR-15SH B i, BITE A
i@ﬁﬂ%?—KB(nuclear factor-xB, NF—KB)E‘J{%&{%
MM ffimiR-155 &, AT 5 M TNF-a mRNARY @
Mo AN, miR-2177] BEE T JE TR SR
%-2$ﬁ§éﬁ§l(silent information regulatorl, SIRT1)
WA, R AT A b 2 B S 0BG R #E
miRNAZ K E RIS, Ladeiro®s ™% B AE P
JIFgEE  miR-126* T i o H T 90RS 1 SCIE 7 S M R
5 P G Hh S R A miRNAE £, HAEEAR
[) 375 P A0 A 105 1 S b W — b mi RNA 5 4 32 40
B, WARRE TG AS P miRNARACE Rk, il
ANBEXT I ARG YT SR AL A A A5, PR S BRI
L1 58 53 VA 25 R R 105 T Hh AN R F 28 miRN AR
SR, R JE I RA T SR TS o i B AR

2.3 MiRNAs 5T T 411

JH £ 4 Ak S — > i H 52 2% 1) i B AR Akl 72
JHF 52 R 40 A 380 TS DA B 3 I 4 R R B R 4 B R
P Tt 2H 2000 4 700 Y Rk ¥ R ¥ A B AE A .
EA I YR, K BRI 4 Ak T 2R a0 e
miRNAE K22 B RE . Xt e
7N AEATEF 44 P miR-150AlmiR-194 3 A K B
AL, H X EEmiRN A o 0 c-myb Alrac1
3 17T 0 ) R AR B TS, T IESE miRNA-150
5% miRNA-194 191 B 32 38 0] LU 5 3006 i N ZRTF
SR ZR P ER A R A, P miRNA-150
FmiRNA-194 7] LIVE RIG YT 4 4 A0 B AW 1)
TRITH AT . MiRNA-291% FK % (miRNA-29a, 29b1,
29b2 F129C) 7 I £F 4 1k /)N FRASE Y (7 4k ik 5% 0
MVE LB RD) A RN A A, ZRER
FETET NN 2 i A B il b 50 5 5 137 JH TG E-
I miR-29 1 FR IR KIG T F AR A M, & B
A A K I F-B (transforming growth factor-f,
TGE-B) X £F 2 Ak 1) 5% M J2 38 18 B il miR-29 K 1k ok
PP, TGE-BEmiR-290 EHAE#L 5, [H I miR-
29 7] e X 27 4k Ak 19 2 i e B B GO R AEH -
B % M. miR-199a, miR-199a*, 200 a
1200 by Ik 518 PEHCV I B I 2F 48401 33
TR XREY, XEmiRNATELX-2 40 il (—Fh AT

FR 20 AR ) 8 R Ak, A S AT 4R AL 2
[ 4n 4 J8 & F B 2H 2190 il I -1 (tissue inhibitor of
metalloproteinasel, TIMP1)3E[H | JE 4 J@ & H
fiff 1 (matrix metalloproteinase13, MMP13)JE K Flal
RUHG AL T 258, SR ITX S8 miRNASTE 41 4
fead B v BT S s PO S IR O A 7 15 il ) £
B EdE, R miRNAs Y B 3% 8l 0 i ok 22 i
A gEACRE, ERAEMEMRT TEZ — &
M, - FH ZUR 0 FF 5 P Y miRNAXUEE 41K,

PR —AFARE A PR

2.4 MiRNAs5 BT 4 R 2 & E it BT B J8

EE‘@HT‘%[@:ﬁﬂq:éﬂflﬂ@%(hepatocellular
carcinoma, HCC)]ZFEAEIET A = K IE K (B4
KA 549 000 AFETT), 4 it B2 KR
DB g B8 HCC B & AR FLR T e — > i 7Y
) Z B B B2 o A B98I Sk JIT 98 1 a0 R 0 XoF 4 it
i AR T AR A 3 (A R L oA
To . ANMIE RS MR 2B A0 36 R bR T4 . IR 2R
T8 PR R P AE TS AE B HCC A& AR R0 R R ok A v i
DRLFN 8 O, H B R e S R A BR Y
I, EYITFRETRERENSKE LAY
FR&GYI LT i T i & A, ) st 7 B X AN ) %
B PR A5 TS R A I B N B AT A
TWF5E -

ARk, miRNATE I8 AE O 58 0 52 2 K
M. — 1, MiRNARYS & 255080 L4 &
R YIAH S, I miRNAT] R Sy e 12 7 Fn 15 s
B EY . 55— 1, miRNAsH] 84 BUE
T, BT LA miRINA SN B 2 10 g 4 T8 97
A H AR

HCCHI AR i, AR miRNA
A E A A K PO M T B A R AR A AR Y
HMAFHZ, miRNA-2217/FHCCH Y b E k1
TN S R R A A U B A TR ) R o e
i, A 40 M bk WRL -68 (— Ff 1E % T 40 B 7% )
miRNAE L FH, O EEmiRNAK FEIE LR,
U miRNA-21 HImiRNA-22152 76 FH 8 v 5 22 02
FE B /N B AR, 23R A miRNA,
£ 35 miRNA-125b, miRNA-34afimiRNA-21, &
NIAERF IR i & e rp R 5 B BRI, it
Ab, mir-1912 5 2R E0EE B, T FSUEY —
HIGFE ST BB L.

HULRE, &4 0758 % P miRNAGER A B
FHEBb R 0 % 2 o MESERFFE PRI . B miRNA
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B35 (AT miRNA-26a) 1] LL33 5 PR A0 k8 . 55—
TAFFE B . AEmycifs S /0N BT i i 465 750 v
FEAEE P miRNAsH RIE T, fFEmiRNA-
15a/16, miRNA-24a, miRNA-15, miRNA-26afll
miRNA-195, MiR-26an] 47 41 it i # Z D2 FIE2 119
Fik, S 4R E R A0 M TE G IS
I, FHmiRNA-26af) 3k 1T LU & 8 55 1T I
2 60 P 40 SR B R A B g g . FSE B, 7R A
Jio i g8 ik BE 3R B miRNA-26a 7] 3G, 1 40 ity
PR, S HU 8 B A D/ B L A P R B 4 5
— 25 SR — 2, A (IR B AH 5C 24K (adeno-
associated virus, AAV)iETHmiRNA-26a7615, TJFH
1 AT bR i K B A A, RSO L B, K
2 miRNA-122, miRNA-143fImiRNA-124, AL
AN R 0 AR R R o BR T AR, AR
B R PN ) P YR T R RE D IF R RS i . A
M, 7ERAEMEET, miRNA-182J T HIAITH
S L RAMNIFSE TR R B MR miRNA-182 7] &
HANMIE T, TR R R BN
204 5 i 1) BRAC B R B 2R 5 B miRNA-182 % X
SERATER N T/ BB @ 28 i A v R IR
X miRNA-1823A 77 7T LLBA & B AR T 6 7 1 £ 41 )
AU

5340, AHSEHFFE % I miRNAsTT LS 0 470 988
25U PE . MiRNA-2 1 FT A% Yy T 98 40 i B A
PUIFN-o/ FUIEF AN EEYE, 2RI R bR A
miRNA-211J KI5 HIFN-o/FUBK GG YT A R IlE IR
FSAEF . AN, miRNA-181b A] 4 J1T-9 41 g Xof Bif
R Z5PER, Hi, miRNA-215{miRNA-181b
FEE 5 250 19T S0 T AT B HLAA M AL

SR 2

MiRNAfE by — BB & B9 0 3 /N 43 1
RNA, 7EAWERNEE T EZWIEM. ANFEE
S5 P AEBE A B B miRNARE 254k, B miRNA
B R B A2 oy sk TR, R 2 W
BAETH SR, RHX T2 K. MiRNA
YERAE Y o Fhe s, i i 8 12 W
T oy AR AL T — 2 A AR T, g B
i e 4R 28 M L RS A R R [RA YT O 46 B RN
PEEAT FE BT o 0 R I3 2% i 2 i miRNA
o B EL A AR, B R A T A% R A A LA )
FATEE M, Wl AR TR JG R, v gh &
W A S M miRNAZK S, 0 W FPE AL B8 T

2% RIS LA B 470 il Jeg 245 W ke vk S 245 1 o {EL DL
L WRGEAT A T B B, B S A SRR I
PR, PR, 38T 2 I PR A 56 i R . 48—
. REMEEIITEZRANBIGE, B4R
M miRNARK KIS B . WA, miRNARIARYT
Hajfish FRE B, & —FMmiRNAFEETA
AR S, R A — R miRNAFE Yol X
A miRNAKE R JE A7 #0 S H5 P, S5 & % H Al e
S = AEE R R AN RN . [FE, S AETE
Bz A/ MR R R S . i
BRI | 150 00 355 7 R 4 i P 4 1) R, I
Xt F B & B A miRNA P BT 25 29 58087 D) 58 78 5 0% 1Y
KARALH R VE ], T BT 2 RA AR5
AR, AE A [R5 H mi RN A 22 3k 33 4 2l 728 7] oy
I I A2 W B iRy A T A B . P, miRNAFE
SHPERIRIT BB A, TSR SR

S % 3Tk
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