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Abstract: Metabolic dysfunction-associated fatty liver disease (MAFLD) is a common chronic liver disease with the pathological
feature of lipid accumulation in the liver, and it is closely associated with liver metabolic disorders. The latest research has shown
that the pathogenesis of MAFLD is associated with the abnormal expression of specific genes, especially the fat mass and obesity-
associated (FTO) gene. The abnormal activity of the FTO gene may lead to an imbalance in liver lipid metabolism , which manifests
as the increase in fatty acid synthesis and the reduction in fatty acid oxidation, thereby promoting liver fat deposition and
inflammatory response. Therefore, regulating the expression or activity of the FTO gene is considered one of the potential strategies
for the treatment of MAFLD. At present, drug research targeting the function of the FTO gene has achieved preliminary results, and
inhibition of the activity of the FTO gene can help to regulate liver lipid metabolism and alleviate liver inflammatory injury. This
article reviews the mechanism of action of the FTO gene in the development and progression of MAFLD, summarizes the advances
in drug research on the FTO gene and related metabolic pathways in recent years, and analyzes their application prospect in

research and treatment.
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ARIAHSC (AREPRE M) B D7 M (metabolic dysfunction-
associated fatty liver disease , MAFLD ) J&—Fh |7 P FIE
PRgis , He B AE S S BRI A S LR R T et —
H FEUTLF Ak IFREAL TFA0 MO , LK 38 hin 22 F Qi
I SR AR 2 B R A T K AR s R ST
AR, MAFLD Y &9 R AF BTt AT B 2 m
IRTE K E R &R R T R, R e IR B
RS 1k 309% L U AL MAFLD (4 & &
ONTE, A rp R P FE R 15 29.9%

R A ] f) 95 FELARAF , MAFLD W] 43 ky B 45 44 I Js
JE AR G (IR 1 ) i i 1 A 46, i 2 — ol o
A, AT RE 1 B IE 58 0 A 4F 44k, e T SOl
A 36 0 XUBS: S 0 S AR Sk, %% MAFLD (14
WETEBBIRA  H 7 T =2 220 &bl w5 s fe (B
BRI Z MR . BET, MAFLD MiGY7 £ %
AL IR T AR FNZG 4 T35, ks — B2 25'0) . 9k
T, 33X 86 24 49 1) 7 255 o AR BRARL BBl = % A0 E 9 S 45
A o R U AR T A A ek A s AR R L 1w
ROR B E S Y FEA R, B IICR R R 7
SPEUE . T MAFLD B & R B AS 56 25 2 A7
BRI IR AR SR AE e . R, 7R = A R0EYT T B
BT IR ABFSE MAFLD B BEHLE , SIS TEIA T
B GFRIIG MAFLD A S8 25

JIg 175 f R AH DG A (fat mass and obesity-associated
gene, FTO) /2 5 I b % DI AH OC 19 8 2 (B hr i, LA
MAFLD H i EARYE I i AR 58 2 . pFE R, FTO 5
PR 7 filg s A S AR b A R B, H AR S 5
JIE e % 22 R AR5 XU A 67 . 7E MAFLD B35 Figh
YIRTRIp FTO JEPR ) 3235 10 35 1, X $27R FTO 56 A
7EMAFLD B % 4 5 K JEh al flg A 3 ™, FTO
FE DK AT B33 A 18 R AR 22 R - B2 i MAFLD
(RO T e, TR A FTO 3 DR T B
1GYT MAFLD 7 7R 48 55 . BRI, R ABIFSY FTO 2[RI 7
MAFLD 5 BE T, A B T8 78 5 19 4 F ML - &
BEIRIT TR o A SCHE FTO JE X (19 ZhBE L HAE MAFLD
J 9 R BIBLT A B FTO 36 R 236 7 29 k14638, It
J B A I AU 5 FA T A 8

1 FTOERKMIN&EE

FTO B R e ) WA 5 18 P PE A AL T4 G, {HFE

HWFFERITRA , FLAE T A (5 % P i
YRR o 8 7, JUHAE 25 F 3 Ab R oAt | AE s V- 1ty
FIRG 5 B R 7 T
L1 XFHRMAER  FTOREF ifiS Y o B 5 B
RN i (FTO 25 F ) & — Fh mRNA N FT 3% i 45 (N°-
methyladenosine, m°A) 25 FH AL it , 3 3 45 35 [ 3 5k 5%
W AR RS S 15 S 1 BFSE B, FTO JEPRE i 22
RE B F 1-al hypoxia-inducible factor 1-alpha, HIF1A)
mRNA i mOA A6, 3] YTH 25 ¥ 50 5 i 8 1 2 1Y 45
A T AR HIF1A BRI s —#Lik S i e 7e g
AR B = HIF LA B T, 5% i R 2 7 A AT 5 e
H . HIF1A (IR 3235 7T S BUIR D7 2 (fatty acid, FA) %A fk
BE 1T W, AR RN B A 2, B AR HE MAFLD B % J2 e
ZE L RTR  FTO 3 R 5 45 m A B K-, 5200 mRNA
5 RNA 256 8 A 2 A AR AR, AT V45 26 11 A e 0k
e .
1.2 Be R FTO FERAE R Al 45 g B AR, 5
JIg 107 R 1 5 B R 1 L 2 5 I8 5 40 8L T R 5 B 2 i
FEITIS G S R A L R B 3k, R FA B
FG i, T TE B 105 2H 28 B T B R BE 2 i A7 T e 45 L
PERMY, esh  BFGE BT, FTO B K 1 5 36k 4 S BUIR
U5 200 AR AR i ZEL 23 R, T 84 T A R B T %
FHIZ , FTO J PR (1) e B 55 2y e 40 4 mT a2 g 1 B 4R, e
AT XU 19207
1.3 #e2-F#  FTORH M Z MY fe & o= UM
K, Hoad Feak w2 25 5 ma A7 b AR BT AR Ak i
SR A B AR S Y L X — BIGES T FTO 2
PRI E I8 15 12 AROR AR 1T A7 v 1 DG B, e ST 5|
KEYAELL, BRI . eAh, FTO 56 N 78 T
JUE HP ) R S AR VR AR R R B 2L, WF9E R B, FTO 3
DL A9 3508 4 T BB R 2 2 725 5 0 I a9 2 R R S 1 FE 1
M R AMEE R BT R KRB B4 2, |
TR 25 S — A S R FTO 3 R o 3 5 A 1k 7 R S i
A 5T i R RE B R A o
1.4 el A BRI SCURAE RN FA FH I =5 (TG)
(4 it A . BIFSE 2 B, FTO H2 PR 78 JIF 0 oh 9 45 g s 2
AL 32 5 1 A 5 FA AR IR i R A B AR
IR ST PR ) AR Sl S B L AT 75, FTO 3
DA 8 08 3 2o 2 1 i M A 56 3 DR Ay R 3k, 0 T
FA B4 2 . KBTS CLIESE, FTO JE R i 718 53 55
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JREE A5G, [A] I 2% 25 DR L A 75 A i aed R o ) At —
AR T AR AR 1 R T R DG A

2 FTOEES 5 MAFLD % 4 . % BHITT BN &I

JHFRE 7 1) S5 MERRURI S RE 20 & MAFLD ¢ 8 i)
BURHALE . BFSEET, FTO JE A A 185 BT TG AR
BHSE , 30 3 T M U A JAH S 3 P f3) o T i 5 o
- 45 4 75 1 1 (sterol regulatory element binding protein 1,
SREBP1) B K AL & ¥ I i oo 45 & 76 H (Carbohydrate
response element binding protein, ChREBP) , [7] B 4111 ] A5 Ji
O At AR DE N 05 A, BRI MAFLD, 14N, FTO 3[R i 18
TR SAE AN 1L-17 32448 A(IL-17 receptor A, IL-17RA)
IR, G5 IIE Y 98 0 S, i — 20 HE 3l MAFLD fY
J'& o AHRL, M FTO 5K BE % /0 B 5 (14 8 BT (2 AR
107434 , bt HE MAFLD 3897 o v 7E S A (i
2.1 FTOA R AR EAR P oy 4B ER 5N
6T E AP B 3 RS2 MAFLD % % (4 4% 005 BRAIL i =2 —
FTO 5 PR 7 I 4 S i o e A b vl 35 R M 5, BIFSR
P FTO L Y 138 5 B E rh TG R BRI 1 A G, 31
il FTO 35 [R] (14 2 15 1T LA S A J5i 14 94 gk R 41, A i
BRI R BORAS o AR R, 7R /DN BRI i 33K FTO
S, % B A N BT AR A v i 102
— W5 R, FTO 56 R o & H 4k B ARG o 2
O FIRAH SR (1 B, AR AR A, S BU AR i 5
2 ATRENNE MAFLD #ERE 2 teah A BF5E 30, FTO 2
PH7E MAFLD 5= 3, 400 15 JFF 40 e ok 42010 40 g A
B W) 4T 7 AR o (peroxisome proliferator-activated receptor
alpha, PPAR«) 335 , AT S OIS I A8 410

WAk, — T i oY 22 W, FTO FE R 34 BE IR 425 i A ik
T A TN 4 AR 32 R 1 3R b R et 4 Ak
FRKRBET , W0 T 40 i S 7 94, 42 2% MAFLD 3 g7
XL R W], FTO JE HIFE AR 107 HE A R vh ] fig e #2 4
HEVEF R AR MAFLD J B ERE P A4 FH O (3% .
2.2 FTO A W *FAFRE £ 02 BB 693A4%  FTO 78 /T
IFE 98 R 5 F 4 I 4 4 FH 5 MAFLD 43976 BEAIL i 2 11 41
Koo Gan ZEOIBRSE B B R T FTO SE K 5 R AT bR &
IL-17RA 7£ MAFLD A IEAH G . BARI &, FTO £ A
(5 235 FEIL-17RA mRNA 2 HIEAL I A0, 4 TL-17RA
K TR, SRR A R L i — TR R
BT, FTO H P 8 2 26 8 AN A0 5 25 F AR 19 i IL-17RA
mRNA AYFSE PE AR PR AR 18 T BURAE SO i 1S o
IXTE MAFLD B #% s R B WA B0 gedh , — ik iy
S FRE (0 FTO JH B ) 590 AT A G 25 0 v R iR

151 B /N B MAFLD #5858 i JE A 2R A , 2 i i 3%
MAFLD'® | DL FBF5E 2B, FTO 35 R 75 I8 45 46 A 72 I
PR AR R AR MAFLD ZE I FE v
2.3 FTO A& B *F MAFLD #9 i 4% 5 B R4 FTO 3
(345 A8 5 5 MAFLD 9 & A B AR AR 25 6L %
PIAG . AWFFT F 3R HEAT FTO JRURS 2 R 78 () Gl
I A v AP % B Bl 1 R 1 e %8 B i 2 1 K
1200 S i B S5 AN S A T Al T 0 1 XK .
FFRW L FTO HE K 5 [ 5 B B MAFLD (% XU
e HL A TR A AR 560 — i ep [ S R B
FTO FE K 1 158050136 [ A 48 5 \1s3751812 1Y T 4% 53 F11
1s9939609 14 A 7% 55 5 i[5 PU% & 4F B T MAFLD 1) %
PR T EARESY N TR, — TR R R B
2 AN JE R 51) 725 5t (159939609 Hl 1s7799039) 548 2 1t A
T AR BS LoME  E MAFLD i XU 3 A o6 . iR 25 51
FH, HEHF 1s9939609 FE A A/A K&K R B 4R % i 4E i &
P, MAFLD XU 38 hn 5 4% , M #5747 17799039 HE [ G/G 2
PRI (9 MAFLD % AR T REdE 7,545 2 FaRmFFe %],
FTO 3 R 11 38 14 75 53 38 28 52 1 g 5 AR 88 A OG 35 1R 1 3
SEFNIE M, B MAFLD A& 06 XU o 3% 26 & Bk 74
fift MAFLD ()3t (& SRR L T LR R EHITT
APEARIRYT 7 ZE T 2 T8 FTO JE R AR 57
2.4 FTO K B AT 5 R 69 4% FTO JE R 7E Tk
2 AR S B RS , FLKOE B AR Ak AT E 45 e A
HIEHE AR BTG, PFERW], 2 FTO KA 7E HepG2 4
Jirfast F R, 25 g AR A O 1% 5 R ik Je BE X A7
M B I TR A 25 T AN 1 PRLBE S I R AL R 1
(IR AR, FTO 5 K AR5 i s 15 A1 5 4
SR N GEORL R H i — 32 3 1 e B B AR EE Y
ik, SERRRER

BEAh , SREBP1 2 8 4 I [5] BEA1 FA £ 1 1 DG B A Sk
K-, 1Ml CAREBP W 3= 2Ly 2B Qi , 78 bl 45 10 T 42 itk
BT 1, P 1) S 2R R 34 AT e S oG e , a0
HE i FRALE S e iiF 5 % W1, SREBP1 Al ChREBP
AR ELE T LAV i 7 A ORI A S 8], DT 5 S
LR % . ChREBP B2 i 25 Bk 45 , {55 SREBP1
TE IR 5 4 B 5 P T RMAE T FTO e [ itk
H L AL ANAS E SREBF L ([E BE 5 TR 45 & 7 s+ 1)
5 ChREBP mRNA , 3 Jiil SREBP1c Al ChREBP 75 14 i1 /K
S, bR 1T I U A ) S B s A B A e 351
ZHLHIE 7R T FTO JE B AR I8 BT A8 AR i b i 20 1
A, e H & AE MAFLD B9 BEUERE b . 50K A7 B T 3 4
T b 3L iff FTO e BRAE JFF i BT A 38 v 0 £ €, OF TR 7
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MAFLD FUHABAR 5 PR 208 42 08T (17697 B . FTO 3
[RGB A Gt A R P TR DL IR 1

~MTTP - APOB - LIPC |
T 7
YRLETO UK
R

[ FXR  scD1 HMGAT1)

SREBF1 SREBP1cEH
W'y —'@

ChREBP ChREBPZEH

EREK

— A
— (THRE FF 4R (RERAZEM)

T FXR, IR JERE X 3245 SCD 1, BERRWEAM A A 231 R 15 MGATT, 5
PE I H i BE S AL R 1 MTTP, SOkt Hith = lg%228 8 14 ; APOB, 2R
11 B; LIPC, JIFAS T .

El1 FTOEREEZERRIE L E
Figure 1 Mechanism of FTO gene regulates lipogenesis genes
25 FTOXRE AR ARLE 5P EARR  FTO
i RITE I 17 A AN A v BAT WU T 3 5 9 19 8 o
PRI L DY i 263 , BRI IO ) 3 I A 778 R
FEWT 30 A4 A FTO J5 DA B /0N BRUBE AR, 6 0 JH i Js e
LB I ik A DG 35 AT 3oty =T i 7 T R R Uk
PERR D) 1Y 238K F-, LA R g 107 4 2 v -6 1Y 73 , JiE
SRR FTO K& PR AT A 208/ e IR AR B 75 5 /N U AR
P S AL, I R R U 40 A DR AR R A, SR T
R M B BOfaR 2 519 FTO e 30 Ffis 5 A=
B mRNA [ mA 25 F 340, A Bl T R 5 B 5 14
RE 0 105 JE v i 7 A4 s PR AR08 , L B i /4 ZE K A 15

S SRR FHF AT B TR AR

FTO HE A N 7 Az 180 23 A v A8 R 3 4224 O
AR BR TR E A SR R A R AR A 7 A
TRIEFE I BT 1 AR AR 2 O IR 1 1 o .
Bk i 3 2ok (2 2 1R 5 A= BN JE) MAFLD , s 5e 38 5 A 117 53
fiff, ARBUAR W HERL, PRI, FTO 34 % MAFLD 3597 19 1
TERE R VR4 AR B0 M A R S0 e 1

3 @ FTO EE4fF MAFLD B Rt

PLARR, SCTF FTO ZERIR YT MAFLD MG 259)/51 F
RIS HBUA 8 25 T
3.1 ¥ EAFAk (exenatide, EXN)——FTO 2 B 474 7 I
BEZAEK-1(glucagon-like peptide-1, GLP-1) J##5 FTO J:[H
3 2 Tl B P UL I 3- T4 it /4 11 9% B (phosphatidylinositol
3-kinase/protein kinase B, PI3K/AKT) {55 53 % 4 {1% HL 36
P WD S IR, DR R i TR B R I A AR
HEZAE , Bi7if MAFLD.

MAFLD

EXNJ&—Fh GLP-1 Z A sh 7, fc ) I 55 [ 7015 i
W P M VL R 4 B AR A, I LA TR GLP-1 R FH ML
HIFERE R IR T B L HOm L GLP-1 Y
Az BRI RE O I 5 3R 43 0 A0 i 1B g A 2R 4 R
V2% FE 2 AN IR AR, M T A i Uk kSR 7
IR 5 T IE /N BB RS | EXIN YA Y7 AN il ¢4
Jo R I, 3830 5 5 FTO 2 DR AH 56 14 S Ak Ry Sk 2 4 1Y)
AS Ak, S 3 o PR T AR X e B g R R T
EXN 7E MAFLD 3697 o 9 SUEE AE T ML — J 1 38 1o 5
il FTO 35 P R I W B 28, g — J T 3 3 PR 4R
b K S U 2 JFFUE 4 0 S .« EXIN L R A IR VR T
HRAF Bz N, Hee A v TN A2 A B FE A BIE . X
AR EXNAE i MAFLD 3G 97 25 P 4 it 1 IR SCBE il id
e B A VA TR RS A MAFLD (14 XU 24087 254 094
Bk
32 ARF—TFTOABIpH A FTO I HIFHIHE S
m®A 7K T RNA FasE v K i e Gt AR DG 6 R e ik, 4
W T AR AR % 7 1 53 11 (solute carrier family 7 member 11,
SLCTATD) JEPR 4 Al S 3 1 488 o B N 3R 3, el b
IR DA 2, HT A A0 I 4 s 5

RE AR — PR SR/ IV T4 i DA BB SR A
Yy SRR K ARAE A . 5T R W, AE L B s 0 i
FTO J 4 (14 2 B ARS8 0 40 i 9 mA FR 360K
-, T BE B TR o BRI &, 38 ok ) FTO &
ik, SLCTALL Y m°A ALK P38 i, IR0 ik SLCTALL
Fik, HET 03 5 S R S0 /N BUMAFLD ™, fEH
— R TR LG, BER AL S T AR, R
SRR AR EE M A B e i T 1 A8 45 1 S 2 %0
FRBHE R BRI IAE TR . T RER TS £
WA 22 S 1 T AL 9 R S5 A a5 AR s 2 i R
B, AR T REYE I & —Fh 4 447 3L MAFLD 1897 24
Wy, e HGE T B NAYT 1 B A
3.3 JULEBE-0O-F A 445 B ) 7| (catechol-O-methyltra-
nsferase mhibitors , COMT-Is ) FTO & B 474 #  COMT-Is
LA FTO 3 P61 32 T mCA B S0 K 7, iR
J AR 35 R e 3k, DAk /L A U R 2R 0 o] 4R N 35
5 MAFLD i % Jg 10200

COMT-Is 1} A 3 FTO A2l 7047 & —2K 18
1 COMT (JLZE 3 -0- F HE5E R 1l ) 176 1k ok 45 v ol 22
T (W22 B ) K1 254 . COMT J&—Fh G EE il , 111
TR LA B 2R A Y WIE 2 B E D ARE AL
B RS TR S A COMT-Is 4 AT
JIE FTO SE P 235, 35 38 T RE T stk . 9050 3
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B, COMT-Is 7367 MAFLD J7 If & PH M 2878 g, i i
ELHE T FTO SE 9 RS B 8 45 40 F ML, A3 2 BHLLE AR
U7 AT e S BEAY R 8 A, COMIT-Is 75 £ Ff T
R ZEFL R B T2 Y7 R, A GE T MAFLD,
A G A LAt A A A OGS0 R AT A TR T L
3.4 # E B (trimethylglycine, TMG) #= 2% 5% & B (D-
TMG i 3o #2 55 mCA F L4k K OF 42
B R 2510 DCS 38 4 877 FTO 36 % , 4E e 8 At
A 40

TMG J& —Ff RARAFAE (B Y, 12 43 A Tl
3SR MA YIS YT, DCS B —Fh AT A 2 3
R AT A= 4, ELAT I o) i A A e LR e T s P
i WFFE 2, TMG FIDCS n] LI i 8 5 g 17 41
R B B A= AN RIS FTO JE PR A B RTSE
1, DCS F1 TMG 38 Ak 3R 56 2 B, DCS X &y i i v mA
TR TG A A4 52 0 5 FTO —Z, 1M1 TMG W AH FZ , %
g 30 40 P PP mCA K S FAE B R0 TMG Al
DCS (AU AE AL A MAFLD B3G9 7 B AL T 58 5 iy o
fio TMGAE R —Fh WLAY & IR Fe 5, P2 MR R
U BT A2 PR 32 AT, HAE MAFLD A 9 i S
58K T, T R AR B A B A AL i . 17 DCS
B4 A FE AL TR A v 18 7 FTO 3 PR ek B 445 T nT
P, AR G PRI ZE 7] e 2348 7 L g 73z i ARy
YEF, IR MAFLD BI6Y7 LT 2 3E 8% .
3.5 £ RNA (microRNA, miRNA 3 miR) & & #k  4h
WA T miR-627-5p Il miR-143 %5 miRNA fig % 41 il
FTO FE R 192235 , DT s 20 g 17 A= 1, ok g A i .

cycloserine, DCS)

AN, miR-30b 3 3 5 FTO JE P4 1) 25 F R4k 3% 1, % 42
mC®A AR, U PP A A 3 L

1A S — Tl ph AT 00 ) /N A RIS HE A A5
5T AL HE miRNA, RGN [ 4% 356055 BFoT R,
AN miR-627-5p i ik ] FTO F PR 2k | ol 36 1) 45 b
FIS BRI, DR P50 , DA T A 32 MAFLD gk 92

miRNA E—2 KB Ry 21 ~ 25 MR IR 1Y /N LA 20
5 RNA 43, 76 FE PR kIR 4% v 4 S SR 22 A 6, IR 40
Mooy A S5 T A AR AR . BESEEE H, miR-143
i o R FTO 5 PR 3, 5 0 g s A4 i AN A g i) o A
MTTTER I T % J& vh RARVEN L A AW 42
i, miR-30b 3 £ 445 H S ZHE LR FTO, 35 52 0 IR o
R, BARTS , miR-30b A 4E & 3] FTO 5 K A4 32
F3k, B 1R FTO 16 P T 5 5 3500 A7 iR 3 i iy 3
R, DLR TG FS B [ B 7K P T i o FTO 56 Bl v A
AL 94 PPARYy Fl CCAAT/HE 58 455 H o B3k,
W B AR mOA B IR K R R il g il s U
HFRR RS FTO JE K, miR-30b AEIS A R4 TG F A I
Pis 7K -, [R5 AR A T3 AR A 56 35 PR (4 CCA AT/ 5%
SEAEMA B CKEENG VTR A A U 5 R TR A G Bk
PR 2C %1 LA K, PPARy) 35784, miRNA &
HA AR MAFLD B PEARIG Tk T 8 A 2, g
R R v s R B R A, S B MEAR IR T, B KRR
JE A = 7 RO U RIVE

FTO £ K 7E MAFLD i 7 iR B BRI 1 (R 1) .
3 3 PR FTO R K H mA F ALK, 2R 257 T
TR B 2 AL S T BB RO, I RS IR IT

1 FTOEMA&AT MAFLD 18X Z54/5> F
Table 1 Related drugs/molecules for FTO treatment of MAFLD

N Y151 YE L N 230k
KR REIRAT B0 FTO 2K 2= L AL B 16 M, 3890 m®A B KARSR IR AR 25 1k, 3& FH T K 3] [44-46]
B IR AL K, IR IR A QAN DGR N 3638, JAIT AU MAFLD 254
T R D AR 5
TMG 3 mCA H A AT vk B s e AR, I8 BB IR B RISEEE L , 36T MAFLD [50-51]
Jig A i
JERIRIE EXN 3% GLP-152{K, J3 3 PI3K/AKT {55 1%, 1 Mb iR 9% A MAFLD (5 XU 259 , ik [41-43]
(Z52%) PO FTO 3 K 2 ik, Wi IR Wi e RURN RAE 2 TR BT Jel e R
v
COMT-ls i i Ml FTO Fe A 25 F L AR G vk L 8 m 235 8035 MAFLD W& fEiR 7 Hofb IRt [38,47-48]
m®A F LR KR I BB AR AR SEJE R 2 AR S B I 254
BE AR A
DCS WY FTO P ik, 20 m®A ZKSERIAFRE 3497 MAFLD , B VEAE R A [50-51]
AR
JERIRE miRNA B ] FTO LR ek, WA BRI, i AN PEARIRYT B0 1, nT BB MAFLD [ 53-54]
(AE4it RNA miR-627-5p .miR-143 .miR-30b A P
BILHIE) SR S R FTO BER VAR A RIS A R MAFLD YA Y7 (9 81355 71, 7T > [52]

W, M3 MAFLD

HAR P R
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TRME B T HEAl . SV I AR N AT I Bk 5, (H X e 2
W1 MAFLD STk T,

4 INE

25 TR FTO 5 PR e PR3 R -5 I i oA g A
JORE A AL 63K, 7E MAFLD W R 3R ISR . A
JHF R ST B 1T, FTO 56 PR 3 o JHL 2 P RE A it A 2 g
mRNA A9 m°A B SEARAE G , DT 2 i S A QAR SE 3 IR K
JIg I e iz S PR B ik, B TFIE P BRI S i RIS
FTO J5 R 14038 3 9 15 SR S 7 1 mRNA R, 234
JT PRI BE Jo S MR AR, B 520 MAFLD Y % A o (6 ST I
T 7T, FTO SE R i Feah (e (AH AR AR 4 3L P mRNA
()25 AR N, S 80LE KT ,U\ﬁﬁﬁulﬁu}ﬁﬂ&&
JiE 15 MAFLD B9 K & . RN, FTO JE R A58t 578 S+ ik
SRR BRI, B I MAFLD B3 1% 2y lddk:

Bifi 25 WF 5% A HE S, FTO 6 PR ZE AR 500 Hh 38 3L
FHLEI AW 38 R o SR, 324 1k UF DB 12
6 S FTO JER B 25 Wyt 1 o R4S FTO ZE R 1936
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