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[ Abstract]MicroRNA (miRNA) is a sort of non—coding RNAs with regulatory functions,which plays important roles in the growth and

development of individual organism,and disease development. In recent years,studies on the role of miRNAs in nonalcoholic fatty liver

disease (NAFLD) have attracted more attention. The miRNA can involve in the occurrence and development of NAFLD by regulat—

ing liver glucose and lipid metabolism , inflammatory response and fibrosis. The identification of miRNA profiles with abnormal expres—

sion in tissues or circulation will serve as a novel biomarker for the diagnosis of NAFLD and is expected to be a new target for the

treatment of NAFLD.
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B, RS AR P 22 /0 11 A IR W 0 A S 3 PR ) 3 3k
DB JEK A 43.48%~T71.43% , It H 2 BRI i P 3ok it —
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AL BEHASEFE Y4 Z R o(peroxisome proliferator—activated
receptor o, PPAR) [ 235 , #E T 3G 3 AMPK 14 1 52 Ak Al H:
TS S5IRMITR B A AR HEEER I CPT1 1 CPT2, IR R
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JF R RE 105 AR 1 5 S22, miR—34a (13 2 353 1 30 i SIRT1/
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TEJFNE AT ZH 2L miR-103/107 FRIAAYHE AT LS [ IR
2, AW miR-103/107 ARG ML IER caveolin—1 £EHR I
YRR YFREE , DT B508E 5 R 32 VRAR 8 PERE AN e &% 22
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PRY v I ORI 2 A IR, W] miR-155 SR 4d Bifa s
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AR/ IN BRI | i 15 2 2 sl B UL o IR 02 23 R84  AKT
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I LOX 3 AN JeAAY R3] HSCs 1 AkAREy, M| TGF-
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KA MiR-290 33 #35 i DI 2R - i R = (me-
thionine—choline—deficient, MCD )R £ 10 NASH /)N U AE
(A S O, AR T R AR A A B o—SMA 1935835, JF H R
TGF-B/Smd3 155 Hl p-PI3K A8 H #35 , T/ HSCs #
15 IEFEF AP miR-29b R NFEF b 82 54 0l
VIS Z R R £ i Ak R ds T/IV RS | /MR A= A=
£ AT (plateletderived growth factor, PDGF)-B . a—~SMA . FN-1
1 PI3K/AKT, I/ D A0 I AL 5T, RO 2T 4462, s TR B iR
3 3 A JE  BPERNIILE H miR-223 /KSE W] BT, S8
RU/INEUR G, miRNA-223 R BB (miRNA-223KO0) /) U5
PR NASH 6780 1t AT 4EfL i 28 SR FmiRNA-
223K0 /MR HSCs 1 335 @ 7K T 1Y o —SMA it J52 25 1
(COL1A1 ,COL3A1 il COLAA1) Fl TGF-B1 274k [H 1, %
I miRNA-223 7] LA B HSCs 3G, MTHIHINASH [
YRR, HSCs [T fb 2 T £ 410 ) DGR, 76 0E 11
HSCs 1, i3%5K miR-21 5@ A PTEN/AKT {55, 3%
a-SMA I T BURE A 23K 10580 3 5 4 2R (1 2 (metal—
loprotease 2, MMP2) FZ&IAFNEYE | 1 H miR-21 13 FIAAR &
AT RLBT HSCs, 28I miR-21 JEIFLF AL AE (143 T4 10,
2.4 miRNA M IE K 2 P a4 A

JHE R4 04 26 SEBK Z) NAFLD [7] NASH FIZF 44k 15 2 .
miR—-29« 3 21k W B PR AR T /N RUFIE TL-6 (335, e
T MCDIRE 5B BFIEZEAER, 7F HED M3 3 S H )5, miR-
223KO /N BRUFFHIE 4 E 40 ff PR (1L-6 \ IL-10) | A% 446 ifd i
A (MCPL) LI S8 2211 (Mipla A1 Mip1b) A9 mRNA
FEIKI BIGE T EHS miR-223 B CXCL10 #l TAZ Ky
FEIR L TEAHE R WP miR-223 i #0845 CXCL10
TAZ 554 A T F2 3K, A BE 2 AE , BEL 1k A8 17 T 1]
NASH (R, MiR-122 FPH milo /I BRI 2 1) 2% 20
LT R A 200 5 6 i A b I /N R 3 7%, TL-6
TNF-o B93635 Fi, %0 MiR-122 HAAHIRAERY, JeitE
ZM 2 (AdipoR2)j& miR-375 f— B 7, 1T LA PPAR«
(558, W FIE SR OB . W5 R  NAFLD £ 35 I i
t miR-375 W Tb s AE st e A, 40 miR-375 7]
VL FRJFAAE AdipoR2 3R IA i IREAIR TNF-o £l IL-6 55
RPEP TP 7E NASH BRI NAFLD /NG AEFmiR—
451 [RIFERIEAE, BF5T W], miR—-451 (49 F RS NF-kB I1L-8
FINF-a P22 s 2, i 463K miR-451 i AMPK/AKT
FT A S AN T AR, MiR-21 £ NASH 1
JHF I 1 2 rP B R TR MR —21 JE DR 5 19 NASH /) BLiE
1 FJAREIEE PPAR AEETR I T P 48 PR 4 | BEAIR
{EJ AN T TNF-o IL~1B IL-6 1 TLR4 ) mRNA 7K-F5
DL E Sk SEEYE 3R T miRNA 7E NAFLD 246 FP e
Fe T H AR RE T RO
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2.5 miRNA 72 4n Je 5 o 69 4E A

HCC J&— v 0L 0 A 7Tl NAFLD & Jeifi
K, WP /R, HCC BB FHLF miR-34a HFRIAW BALT
1EH 440, Hep3B Fl HepG2 Al 2235 miR-34a, 38 22 9

LRI R ——2 8 111 & SRR B 1 (HDACT) (335, L

Bel2 1M T p21 BYFR 2635, A0 il 9 40 M 34 2, 15
HHALJA T, 0404 J&—FhHi & DNA itk &4, o & 31
0404 T i PP IR pS3/miR-34a/SIRT1 {55345 1M & 4
U, FT A 1 WFIER M, AP A AR 0 miR-
21 3 AR R T HMG-Box 7 55 [H 1 1 (HBP1) {335
B IERRE A PS3 BTG, I Srebple BYZEIR, M0 1
JIG 05 £ S R0 240 B R 3 5 Ak, A6 IPIERS W5 28 1 1) HCC B rh
RAEVERIR, PTEN J— RSG5 A Ih il N7, miR-21 7
FF 9 20 b s ] DL ) A PTEN FO 635, Bl 29 )
FIEUE miRNAPY, 5 miR-21 ML, HCC & T miR-122 (¥
PRI BN T AR R ZE, S BUS AN RAHSE M,
TFIE miR-122 WP T miR122C/NEE HCC KRR,
WF5E 20, miR—122 38 2 L 1] 45 5 SR T6 TR 7 B2f1 Rl
PG T THdp2 (R EE D c~Mye PSSR, B8 G AT
JE 4R 00 2 St P —— I A A% R F 6 (FINF 6) , i 1E 41
J 34, miR—122 FEFRAESE— > ELIE AR 4 i 77017, HCC
G HFIE D miR-223 B3& T, 584 RN UM g, K3
HFD M5 miR-223 KO /NS A& 42 HE B kb8 B i 2
BK, miR-223 it FLEE0 0] 6L FE TAZ 768 10 280 i &
B FH 56 0 BUEE R X (CXCL10 , TAZ Serpinb9 Nrxnl Slelad
Sle16a6 F1 Dock11) , NI 55 NAFLD AH2CH) HCC™,
I, NAFLD H' miR-21 .miR-122 Fll miR-223 B 1 47 #8454
EFILF AL VE TSN BT RES HCC B9 R AR,

FAEREIN N SEIFARE 1 — A E 2P NAFLD 512 i )i

AU E SR S U K HE . TNF—a & NAFLD f8 % T4
,/\éfé’ﬂlﬂﬁ@l? PRI A PEAN AR 7 A ==, 380 TL-611%)
F3K it PI3BK/PKB MAPK Fl STAT3 2548 =15 S % , 4
A ARG TR RS . BFSE R miRNAs ] DL3E it LA
TS SR T A R & A R TR AR AP, DR AE
G NF-kB, f231F LIN28B (%% 5%, iE i il miRNA i T4k
BRI D Let=7 (7= fiEBRXT 1L-6 Rk 0, T80 11L-6
IKETF i B2 0% NF—B, TE B IE )2 45t 7] 1% ; @ HNF4a
2 5HREHIERL, TR HNF4a 230 miR-124 AR, MM
MR R SE IR TL-6R (W3R, WG STAT3, {2 ok AT 40 i Wk
AL, @miR-26a M IL-6-STAT3 {Z5 &%, #E M
HCC B & M Mg A K M . Rt miRNAs 7] DLE
NAFLD HHFEE R F A8 2 R AR 2

3 miRNA 1E4 NAFLD 2B E MR EY

i T miRNA 2 5 NAFLD % % L o B9 A [7) 2R 4,
NAFLD 3% R[EI B B MR AEA hF 2 miRNA (1) R IKAF1E
P25 HAGER miRNA K5 %ﬂH%/véE’J MR G # RNase
Mef, A B R R ok, L, X 28 miRNA 7] RUAE R

NAFLD 2 Wi F1 4330 i e A Wi i) . j‘?_IJ: miRNA-
122 1 miRNA-34a J& NAFLD %%‘Wﬁlﬁﬁmgéﬁ miRNA
Meta 43 HT .78 , NAFLD £ 34 Il 7% miRNA-122 1 miRNA -
3da AEHEIN, L 55 JFIE A 23450 1 FFIDE NG T A 1 7 o
TR RAE TS ALT 36 MAT 56, 76 DX 4 B ali g i 722 1 A
NASH J5 i HA RAF 02 Wi ik . HALDE IR miRNA, 40
miR—-451 .miR-21 .miR-125 miR-375 1 miR-192, tL#% I\ K
& NAFLD f™H PR g 7EAR R o), {HR 3X 4 miRNA
F: 5 NAFLD/NASH FI{E FAE Y05 5 00 i AH SC M H i 75 22
TER G AR 2B

4 N %

miRNA 76 EAR A A A e 20 | S i fbAn
HCC S5k Pt F b R 426 2R o LA A s Sk
PEWREITAE NAFLD & A AR BAF A 22 5 328 e e 1 1
miRNA AT A2 NAFLD fER A A Sibr sy, I+
HNCAHIRYT NAFLD BUTERR . SR1, NAFLD & —fh 2 5L
Z 5L EPHG, T —FF miRNA 1] fEHL R £ mRNA,
— ML AT BEAZ 24 miRNA AYFL[FE S , (2T miRNA 1)
SRk TR Ak, B, WA T miRNA 76 NAFLD H (1)
VR BT, TR AE PRI R & AL M2 ) miRNA
T A BT X sk 45 B miRNA A ROF A H miRNA
AT RIRYTY . Mz, 3RA 1

OB B 22 (R SR S R PR
FEAATAL miRNA 78 NAFLD (IR G2 Wi 21697 T
ﬂzﬁﬁ o

2 % X W
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