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Abstract: Metabolic dysfunction-associated fatty liver disease (MAFLD) is the main cause of chronic liver disease around the world and
can eventually lead to hepatocellular carcinoma. This article describes the evolution of the definition of MAFLD, the epidemiological
burden of MAFLD, and the biosynthesis and biological functions of microRNA (miRNA) , as well as the important role of various types
of miRNA in the progression of MAFLD by regulating the processes such as lipid metabolism, inflammation and liver fibrosis, oxidative
stress, endoplasmic reticulum stress, and glycolysis. This article also evaluates the application prospect of miRNA as diagnostic
biomarkers and therapeutic targets. It is pointed out that although existing studies have shown that miRNA plays an important role in the
progression of MAFLD, there are still challenges in clinical translation, and large-scale studies should be conducted in the future to

clarify the practical value of miRNA in MAFLD diagnosis and treatment, thereby providing new ways for precision medicine.
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NAFLD) J& 4 Bk 12 P 796 19 = B2 IR, HLpE ke DL
LM IR 0 A 2 TP P AR M T 98, O T iz 2 ik e
W WFEF AL I AE, , fe 2 5 B0 48 9 (hepatocellular
carcinoma, HCC) [ & £, 2023 4F Delphi 3R #HE13R
35 5 K5 1 B 17 P T 95 (non-alcoholic fatty liver disease, I MAFLD 48 NAFLD, LA VA 35 55 % A9 A% O AE H o

1 X i 48 5% BE B5 £ BT 5% (metabolic dysfunction-
associated fatty liver disease, MAFLD)E M BZ 51T
fmE A
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HrE SUIRFE T A R HEML MRS W, AT A0 % SR i
PR PR TR SR A I RS2 22 BRI, A SO 4t
— K MAFLD X —ARi#,

AT IR A BG4 BR MAFLD P25 £ 4H 5L 1 ik
WK B 2021 4E 23K 20 12.71C MAFLD 855, %
3K 15 018/10 77 , Horh 45 W AT 7 Sy & X R (75
R A, TR 8 AR MAFLD S8 %8 28.83% , i3
T RERF A4 7K - (25.24%) , M FR | R 25 5 M & 35 K
EETYMIRE . WG LU R R, TRk AR
i [E MAFLD 2528 7S, MAFLD LAUF41 g
it BEAR R (R A8 ¢ ) S RRAE , mT i Ji Ry AR 0E BT 4 3 Y
AR A1 2 5 5 PE FF 98 (metabolic dysfunction-associated
steatohepatitis, MASH) , i & S 2 HCC, Fiit R 3k +4F
P, 43K MASH & 95 F6 38 K 56% , 5% ma i 29 00 43 2
— AT I TR AR R MAFLD BEJE 9 HCC 115>
T 5 4B ML, X AR 9 & A R U e e A
DL BT A R T TR s AT S 5

2 {4 RNA (microRNA, miRNA ) 194414 B R Ih e

miRNA JE— 2K B 29 22 T R (19 4F 4 % RNA,
TEFE R FE IR IR o R A5 SRV . AR W6 1t T4
J A% N RNA 5 5 B 1 e s) A w0 9 5% ¢ A (pri-
miRNA) , Ze4% N Ak B 8 542 5 1) (Drosha-DGCRS) Jil T
T W AT & miRNA (precursor microRNA , pre-miRNA) , 55}
J& , pre-miRNA 38 i % 18 85 (-5 AL =B 2 Ran 25 H
Bl H 2 A0 BT, HY Dicer BEY)H] 0 XUE RNA . e, H
Hh— 2B Argonaute (Ago) 85 H , TE B RNA 5 3
UUER & 4% (RNA- induced silencing complex, RISC) , il
i 48 1) mRNA 9 3" 4 #l i [X. (non-translational region,

UTR) M 5 R 6351707 miRINA B\ 20 0 4% 5% 7% 59 41 i
JoT A P 25 M S DL IR 1

miRNA i 3 H 5 mRNA % 3'UTR 1 1 B4R A7
S TE G ik 5 KT V8 47 400 ) 5 DR 2 38, 3 T LT 2 11 o
() B, AT AR SRy B 1 B 3k A i BRI R #EAE L AT
GerhFEE SR R A2 B T AR e R
FRE T, miRNA 2 5 Q0P T  F A L2 B
SERE R, HERGA e SR S 2 RN VA G . Rt
5% miRNA (953 F 2R A7 B TR R 5 B B iR A%
SREE E S A R AT R 12 ST AE RS, miRNA 7E
MAFLD i Ji o i v 2 45 S Sl 2V FH 5% i JHT- 40 e g
AP ARAE SO AR A R, I S R 4 B 22
R R SAT 5 5 MAFLD 4 & 4B 5 & el
I R AWFSE miRNA 76 MAFLD t f94/E AL, % T-0F &
BZ IR S SaR YT R B R X,

3 miRNA 7£ MAFLD # E a0 8= ER

HATIFT & P22 b miRN Al 1= 3055 B AR8T R S
N N A i 72 L [A]4fE 3 MAFLD 7] MASH A -9
K, BN, miRNA-34a {2 #F f5 5 A= i 5 1 4F 41k
miRNA-122 fill 5 5 i f4 2, miRNA-21 Jif 3 AT 21 4 fk 1k
FESF . AN, miRNA-26a K AMIAMA miRNA 55402 5 %0
P00, X miRNA S 3 A R A9 B BRAIL A6 2 e
#E MAFLD #F & , AMUE 7R 112058 1 40 130, o I+ &
F T miRNA 1Y 5 W12 Webs & P A 1) va 97 SR g 44t 1
AR
3.1 miRNA-122  miRNA-122 1 (5 $& FFAE miRNA &
i 70% A% 04 1 , 76 MAFLD #E &l HCC o 2 v 2k 3%
ZIZTIREAERNT . A 7 T, miRNA-122 5 3

( N
ilialse
WAV @ A
q miRNA*
DGCR8 Dicer
} \(\—5 Ago
iRzl Qo™ ————— [ — —L
Polll A o G® . ; I
M Qo pre-miRNA miRNA
pri-miRNA  pre-miRNA
N\ J

1 :Pol I ,RNA B4 1T 5 Drosha-DGCRS, UL PR 55 4% s pri-miRNA , 9] 2% miRNA ; pre-miRNA, §ij{& miRNA ; Ran-GTP, &1 =2 Ran F 115
Exportin-5, i tH 8 H-5; TRBP, J2 303006 022 RNA 255 8 H ; Dicer, Dicer fiff ; Ago, Argonaute £ 4 ; RISC, RNA ST EZ 59
E1 miRNAREYERITE
Figure 1 Schematic diagram of miRNA biosynthesis
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A ) 00 P I R e L PR [R] T 2 (pyruvate kinase
muscle 2, PKM2) , 1 45 A % fift F1 g B2 A& i ad 72 o 7F
MAFLD ', miRNA-122 335 T 8 o] 58 PKM2 Ft & , fi2
HE W arburg R0 FIR 7284 05800 i R | ] i 2o 4
AR A W — A IR S BFSEIE & B, e
i AH S AL AZ A4 o B30 1T 3l 3 B 3 miRNA-122, AT
I B 0T A B AR S i D TR SR A S e T A R ) 3R
HEAT B JFFAF Ak, JE 2% MASH 3 JB 1% e g 300 1) 5
1], miRNA-122 2 5 4% JFE Ik ebogg 1) & A R 2B GRS
A R 1 0 PR A3 T R P G B0 TR
FE N, IMLE miRNA-122 7K -5 JHF i i 74 4 7 o A 4 A
K, AIESR2 8 MAFLD i AEW0bR a9, A B TR0
HE Y RE R AR, AT R b Ll O Ik A R b 12 WG
MAFLD "',

3.2 FE R4 miRNA 3£ /£ MAFLD #t & + 09384245 A
3.2.1 miRNA-34a miRNA-34a{f & MAFLD i Ji&& i1
DR HE YRR R -, Wl [ B R o A e 7 A G AR
AR 17 1R S AL, I A aE 20 S g A M T, T U
IR 222 . 65 FHLED b, IFIE miRNA-34a
2R IR 32 1 JE R X 321k NS R AR (R R p53 55
B PR A A o 3 S I B T T K 3 miRNA-34a
235 LR, JE TN MAFLD 99005 iE 224 (8
B, S I SE , miRNA-34a ] i 3o 4 S5 P )
044 28 A0 A 1S BE P U0 32 1R o (peroxisome-
proliferator-activated receptor oo, PPAR«) Fll 2% 2 B AL il 1
(sirtuin 1,SIRT1) 3K, AL RENTRR B F AL , B 51 F
LRLAR Rl , fe 45 BUHERG o0 HE BRI BR & R A8HT
2 HETIAH , miRNA-34a 8 2 855 538 g BT AR Al
RAE KW Z 5 MAFLD &AL, B IHLAEFE A MAFLD %%
PR (f 45 % 9 e ik J )RR A 7, G AT B B HC A
miRNA 5 B2 W7 Al 20

322 miRNA-33b miRNA-33b 7£ MAFLD % %5 #L ]
A A EEAE P 3B Ao B 1 0 0 P e R T R S ROG
R DR T WA 1 T A A R 1 A AR HERR BT A AR
o IR R S BUF NG S R 175 R R AE SO
FIFLF4EAL 43 MAFLD 28 . E iR 5¢ 2B miRNA-
33b £ MASH & J& f LA A% 0 W AR A, B R T & L
miRNA-33b 2R S PR 2 1A% 2 25 %) (Bt miRNA-33b
FEAZAFIR ) A A VA YT MASH # BLRT LT s mg 27
3.2.3 miRNA-30b-5p  7E A JH- 9 4 Jig Z A5 78 v & 3R
miRNA-30b-5p FRik L] 7= A b 2 A Ao 15 2000 : —
J5 T A E PPARoAE I 7 R 484k, 55 — T T i

R [ A T TR G R LI e A R, DA T A K
VR A AR W LA . HE4h , miRNA-30b-5p i A #fa] i<
AL W) B R B TE NS 2 Ry SR B La
(peroxisome proliferator-activated receptor <y coactivator
Lo, PPARGCIA) B PR 38 3o 304 5 2R AR Tl e A 4k 4 A il
- 47 3k $ W MAFLD 3 #2128 . $K i , PPARGCIA 7
MAFLD H 7 #7740 . Huang 2547 18 H A MAFLD
h Fe 3R BRI, HL 5 MAFLD (47 5 s 2 5 4740 5620
I, B PPARGCIA 5 MAFLD Z [H] A AH M, R R 75 2L
5T

3.2.4 miRNA-103-3p WF5% & BR , Mt AL I A A AL 1
(acyl-CoA oxidase 1,ACOX1) /& miRNA-103-3p i FLE1E
FHHE S . miRNA-103-3p il i 45 5 P i ACOXT # ik,
RELA R i i R fb el A, AR S IR B TR . % Rl 4
38 58 S AR IO S ) 4 A N, S5 2 I B SR 47
I, H0 ] miRNA-103-3p LMK E ACOX 1 1EH #ik, n]
fiE B A ek 3% MAFLD (945 20 5 w0, w9 i % B
miRNA-103-3p 197635 5 MAFLD f4 J5 107 728 P 16 1 P27
HEAL VT 53 53 1 R T J A AR 0 AH G, R LT B 2
MAFLD 2 Wi i ks

3.2.5 miRNA-124-3p  7EJI§ i I ¥ %5 4 T , miRNA-
124-3p 52 ik Rk o JE A L B 1) 1 3 R M 44
A F 1 (preadipocyte factor 1, Pref-1)3& ik , £ #F AT 40 ffg fg
FiA SRR I AR S M . AHEC, R I miRNA-
124-3p & 15 AT A B3 6T B M 26 J ey 40 o, a2 JFF U g I o
T, XS BB, B ) 4% miRNA-124-3p/Pref-1 5l ]
fiE N MAFLD Y477 32 (6397 09 T 1805 52 g &
W], miRNA-124-3p A] $0 ] 5 A 17 2 A H- I =8 23 A oG
R R AL, 412 S 9 200 R el =R B 3R (LA AR
R BARE R AN, RORR S-S BRERHE
e,

3.2.6  miRNA-130b-5p 7 & fE IR & U5 19 MAFLD /)
BRI | T 2H 20 miRNA-130b-5p 2635 3 L. ML
F 98 & B, miRNA-130b-5p 33 15 A 3l 1o 97 ) e 5 26
A KW T 454 & A 2 (insulin-like growth factor binding
protein 2, IGFBP2) , &A% 4E 1 i /i B (protein kinase B,
PKB, JRFR AKT) {5 538 6 1 1 , fF 1 42 1 SO g o 7 i
FUBEFC 35 25 8L, Jn R o AR SR R P S R HCHT, s
MAFLD i J . ik 2 % 3, R FH i SO IR A5 it
miRNA-130b-5p J& 97 5K W , 7k & IGFBP2/AKT 15 53 fi%
YIHE , FTRE M MAFLD iG Y7 2 Hbpr Bt . R, B A2
¥ M sh iy 525 | J5 8275 Xt MAFLD 3 41 4 bR AR 1A 7
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W5, LI A 28 BF A 2E MAFLD H ) miRNA-130b-5p/
IGFBP2/AKT 3 B4 (4 il , 428 MAFLD [i] HCC
327 miRNA-379/miRNA-544 % #F 5225 W % |
miRNA-379/miRNA-544 57 1= Jig ok £ s A0 0 i 2% 14
TR L, o SRk T R RS B AR KR 1
% & (insulin-like growth factor 1 receptor, IGF1R) , 78 55
JiE & RAEA K A 55, BRI R . Rl %
miRNA # 18 G0 1 & #E [ 4 1 (delta-like 1 homolog,
DLK1) Rk , i B4 i i Az e iyt 08 42, 42 15 JFF JOE g I
DURL . %58 17 UK ) B miRNA-379/miRNA-544 7% 38 i
IGFIR/DLK 1 il i 42 S AR AR 1) HAR AL, S MAFLD
RS HETR T SR T 0 A o0 FH0 . SRIMT, H X DLK1
IGF1/IGF1R {5 53 {5 F1 miRNA-379/miRNA-544 5% 7 I}
FEA SRR T Zh fERE 1S (1 MAFLD) /P B9 AR 2 T &R
W ZFL D AT — 2D R R LA A T RE R A P 2 9
TP E LS

Zi BTk A WE SR 45 3R W], 21> miRNA j8 2o 37
FEAR ] B RE L DY 5 15 538 8% , 75 MAFLD 9 g Sz AR i
PR R B R IR I 4% . TE T R GE R, X S BT
HEIIREN miRNA (3572810 0Tk BRI )
BEET#RL
3.3 WRM R BAC R BN B AR S 45 miRNA &
A MAFLD %t & v 69 3F 4245 )
3.3.1 miRNA-26a WFFE &I, P50 B 84 mT 4 S 1 7%

=1

T miRNA-26a %3k Fi . HLHIDFSE R W], miRNA-26a i
T 4 AR IR RRE PN 5T O DA e LA B B TR 2
M #E (eukaryotic translation initiation factor 2 subunit alpha,
elF20) {7538 I ) 2o BE BT |, RS A 042 R 3 & 26 1
I, 2 T % fidk 248 P A T3 S REUR S RE S, e 28 A3
MAFLD ) 9 38 0F o 3% 26 & 34 7, P I 7 35/
miRNA-26a/elF2a fili 4 B T MAFLD & A= % Ji ) S gk
FE . miRNA-26a n] BEAE A P4l MAFLD &8 2 N 51 %
I R BE AV AE AR bR A, ] P B P 8 A /mi RN A -
26a/elTF 20 FLIHE IV AT S MAFLD #0936 77 56w 0

3.3.2 miRNA-137-3p 7 MAFLD % B id A2 H7 , miRNA-
137-3p Fik 2 W2 T . BF5 &M, miRNA-137-3p &
A B RECR A AR D, EHL I 32 S K WA Ty I
— J7 W, FoGE b E B R B0 B R B B 4D
(phosphodiesterase 4D, PDE4D ) ik , fi E FRBE R AR 1 F%
it DT 384 568 i 107 198 S Ak D 10 ik B 5 & 185 5 — T, 3l
1F 701 PDEAD IS I 8 - 8 1R % Ak 2R IS o I
(AMP-activated protein kinase catalytic subunit alpha,
AMPKo) {5 5 30 [# , A5 R0k AR A5 28 LA 48010 0 o
XL P, miRNA-137-3p Al BE WA MAFLD 3397 (1)
TSR BT

3.3.3 miRNA-122-5p WF5E R, SEFEFALH LT,
MASH # #4140 rh miRNA-122-5p ik /K B Z A,
HF 82 S BPKM2 o B 3R 35 , #F M 0E Kupffer 41 ffd

MAFLD/MASH 1 5 BEC 158 £ 19 miRNA B R IET . FHLEI K878 H

Table 1 Summary of studies on expression changes, molecular mechanisms and therapeutic potential of miRNA related to
lipid metabolism in MAFLD/MASH

miRNA Tk A0 B0 5/ I TREHL I SEEAR ] Sk
miRNA-34a s SIRT1., PPARa #0724k, AR E SR 45 B 770 I o8 38 B 7 [25]
S G
miRNA-33b iR SREBP-1 1 IR [ 5 PUmiRNA-33b 22 [27]
MASH i J#
miRNA-30b-5p T SREBP-1 PO A 3 R ek ALY I A g (28]
T 2
miRNA-103-3p 194 ACOX1 S A LR B AL PO AR [30]
miRNA-124-3p IR GERS IR E/NERD Pref-1 98 ¥ Pref-1, R ¥ AR BT #10 miRNA-124-3p/  [32]
ME Pref-1 %=k 7T 2k 35 AT
R AE P
miRNA-130b-5p s IGFBP2 ) AKT 38 B (R UE R R SS90 o e i = g [34)
HEpL e
miRNA-379/miRNA-544 7% LI EARIKE/MR) IGFIR/DLKI{FS R Mes R 2L ; iz e s n] R [35]
miRNA-379 B4 IGFIR B B ARK R F L fF

FIDLK, {25 Bt I MAFLD

T : SIRT1, 25 Z WAL 1; PPAR«, 32t 4801k 470 il 1A 384 B 900 380005 2 1K o SREBP-1, [81 B2 38 45 JCF 45 4 46 11 1; MASH, A5 5 I8 05 1 17 48 5
ACOXT, BBEIEAe 1 A S0 15 Pref-1, AUAR DT ANMLEE T 1; IGFBP2, i 5 R AEAE K N 745 G 8 A 2; AKT, A B IGF IR RS RAEAE KK 7 12

4 DLK1, S RE[RIJEH) 1 ; MAFLD , A& 355 A8 I M 96
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AR TR A e R, T AR AR R3S, i 2 A 0 I T 2
KA, ZHFSEE U B miRNA-122-5p 18 1o 8 4% PKM2
519 Kupffer 4 A B 1 7 5 2 B2 75 MASH #H C T8
KA G BEAE A O T L TR SR AL TR T
it 8
3.3.4 miRNA-22  3# & X A28 HCC 35 A3 J £ Fif
/N BRSS9 20 BT 2 0, miRNA-22 76 MASH #H 56 HCC #F
et B T . DI RE GRS B9 K BT, miRNA-22 ik
o B T e B - ()AL h Zk
PR3y e B At FOBE i A 2L 5 (2) MR TR B Ak 5 (3)
A g R - CAn i /Nl B 2 1 146 ) S i G o X el
AS B R 2 MASH 1] HCC B P51k . (EASE B2,
miRNA-22 HL A e ) BUEE D g - BE Re A = AR R s
SR A ) e R RO o R T A S R B, i AR W 1A
miRNA-22 7 22 ji§ oh HCC - 30 10 2 () 380 4 0 F bs
E

ZE L rid , 280 miRNA i R4 H R R AR S
55 MAFLD vy P J5 190 07 350 40T I 350 i 1 e 45 22
R AE PR . —SEOCHE miRNA AU IATE ThRER 5
TRYT N HTHT S RGN WL 2,
34 KR5S 4 4448 X miRNA % /£ MAFLD # & ¥ #9
PIEAER
3.4.1 miRNA-21-5p B3R W], miRNA-21-5p i o 4F
SEPEII 6] PPAR« 363K , 51 & SRR ) 6 2 6L K AT IE A
BEPE, SE IR E T IE S B 5 £F AL E AR, sk MASH
[6] HCC AR AR ST MR, 3 40 ] miRNA-
21-5p A B N 1A T MASH JEFB; HCC Y5 5 g, XF f
A EREARSCA R 28 LAY R B A I R S
3.4.2 miRNA-200 £ miRNA-200 ZE 15 i, 63 3 41 il

SIRT1 ik, WE MBI 4eAb b 7R . BFoE A3, Rtk sk
R SR R - 2 ] Sl 2k SR ML & AT A R - —
BT 3 miRNA-200 5 KR35, K52 SIRT & V5 75— 7
T 410 1) 22 ST 36 A 2 1 R A 3 B L D T A A5
RGBT A RR Y L 16 % AR TR , Rk Sk A
B 5 7 2 T RE A MAFLD Kz AR DG JFF 25 4k 14 Vs 7E
IRITHL

3.5 shibth miRNA 3% £ MAFLD # & b 49 8445 7
3.5.1 miRNA-30a-3p /NS ) miRNA-30a-
3p B UE S SR R W T 2 9 2 A o i) SCBRARON 43 e i
I miRNA 5001 & B, i 107 2 SO R ) /Nl i o
7 miRNA-30a-3p 35 7K 7 i 35 1), 3275 JL 3 1) 41
il T fE R 36 97 MASH K& B Bl HCC () 37 B3 J7
T,

3.5.2 miRNA-126 i 53 9IF 52 4 36 1R 37 7 miRNA-126
AT o S T L 1) O A IR A2 AR I HE NOD R AZ IR Rk
T IGE B 45 M I EE E 3 (NOD-like receptor family pyrin
domain containing 3, NLRP3 ) FL R L 5 31 %00E NLRP3 4
PE/INVA, I E MASH AH G I 4E P9 Bz D Re e i b & 45 5
BAEF A2 HE MASH 19 & HE & e o B, 7% miRNA 7E
MASH 5 1fiL 8 2y R A5 Hh 0 78 76 4 T B A AUFE 4 i S 56
A LA IE

3.53 AR Tmiasitik ey R )
T T 40 Mk PR Y Ak W 4K (mesenchymal stem cell-
derived exosomes , MSC-exo ) 1 i3 HIEAT A9 47 2 miRNA
DT RAFEEEJH IR . HI . (1) MSC-exo 11 1Y
miRNA-29b-3p A] 8 i 845 SIRT1 RN #6315 , A Bkt o
EAHOC I B BRI, 1%L R n A B R 4 i R R AT
K5 T 1114 L (2) MSC-exo 3 Vi 1) miRNA-24-3p i i3 411

32 MAFLD/MASH #1 5 Rz #1518 5K B miRNA I RIATL S FIHI RIGFTEN
Table 2 Summary of studies on expression changes, molecular mechanisms and therapeutic potential of stress and
metabolism-related miRNA in MAFLD/MASH

miRNA FikAE Ak U 7 /38 HIREHL R SCHik
miRNA-26a TU(MAFLD)  PIBT RN /elF2a P9 5T R 3075 5 miRNA-26a L8, K2 miRNA-26a 7K F 7] [36]
TE % S M 28 A N B 0 7 SRR R R O A P I T R A Mg
F5 Bl i A% A5
miRNA-137-3p  FiH(MAFLD) PDE4D/AMPKa i AMPK o Uil 8 A I 38R 48 iE miRNA-137-3p Kl [37]
TE % B 5 S BRI 0 wE S BE WA PR IR TT SR
Vs R R 0
miRNA-122-5p R4 (MASH) PKM2/BEE AR ZAE N 8-S 2L Kupffer 400 Warburg 0% M58 miRNA-122-5p s8¢ [38]

B, AR T SRE SN I IS AR
TI(HCC/MASH) TSPIARCEAISCIE Bt I A 0 b & A 52 2Rk ) miRNA-22 B ARy 7 vk s T 4E  [39]

miRNA-22

PKM2 1] 2 3% MASH # 72

REFNACIH 2 s Z IR EUR N 82 MASH HISC HCC #E
ERL B T

1 : MAFLD , AR AR S 05 P 95 s MASH., AR A G B 5 P T2 5 elF2, HAZ IR G B 200 W 3L PDEAD , 5 iR K 4D ; AMPK o, 17~
TR LR 1 o VL PKM2, P B R ST AL A [R) T8 2 s HC.C, A0 AR 5 TSP, it /INAR S Ry 28 1T 1
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Ti] 0 ] 8 2 L PR R AR LM 5l i, 76 43T )2 1 BELIKT
MASH [ % A= Fl & R 400

4 miRNA 7£ MAFLD R & : N EW R IT
gy

BT, ZF A br S B8 T MAFLD (207, &
Bl DR 30 1 JRAH DG I R i AR, WA L AE T LR
AN 38 B JRAE N 45 o ILTE miRNA FHAS F4% 58 il
R Ei2 Wik 8, A B T s R B AR B s Wrge e .
W, miRNA-34a . miRNA-122 % £ 8% % 4 X 7> MAFLD
5 MASH W FES WibR s 7). b WFse W sl it
miRNA T P50 i e 3 0 7 A5 R, T e 2R BAT Tl
FERA M BRI RN ZH SUREAS s I 210 A miRNA 958
KSR BEE M AR L R, S E M miRNA 488 K
VEIH SCIE , T IPAG miRNA fR 35 2 300 ) A A 56 A P
R DIRE . AN, W O 3R R A S R S
pull-down SZ 56 DL S A= W5 B2 50 01 45 7 g iz g
FHF U miRNA 5 mRNA 22 8] (A AR, IR R
HOATF I AR TR ) 2313 S

5 INESRE

MAFLD % 9 #L il ¥ K 52 2% 1 4K i o8 4 2o A
miRNA 2 S5 ] 12 23, 8 2ok ) 49 B QL 280 S I
R PE AT S 2Pk % , 25 DR 05 728 1 20 9 10
T E R . RS H AT miRNA #5477 T 732 A IR
RUAIFSE , (B4 ORI 52 E A RS B B, H 2 B0 5%
F BRI T PR AR & /N BT, A DL o8 A RN 2K
MAFLD i# &l HCC W & 24 AR . AT, 56 T miRNA 76
NS0 TP 412 W 55 T 40  7) BH e Sk 4 7 8
Bz BOSU I, S TR WRR S W RS WOT IR TT & % F
o B A, AT X RIS B OGBS . % BT MAFLD
HE R HCC 143 F 57 B0, e 25 80 S Rt AL 1 AF 5 1o
Il PR 265 Ak 114 5 8%, 4% - MAFLD 3 &l HCC WS VA T T
REB AT . BRI T, Bl B AR T 55 0 AR BTk 2, R
o W HE AT KOHBL SE 56 BF 9¢ i — 25 IF 52 miRNA 7E
MAFLD/MASH 12 Wi 7 i 11 R FH 4

MEIPRER: ARG LA B PR

EHZRERARE: AW A T TAER  REB L,
R, LB X BB R e GG R E T T
BRI B FBRELF ARG,

Sk :
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