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Abstract

Metabolic dysfunction-associated fatty liver disease (MAFLD) has emerged as the most prevalent
chronic liver condition worldwide, with its incidence continuing to escalate and posing a significant
global health challenge. Elucidating the underlying pathogenic mechanisms of MAFLD is therefore
of great importance for improving disease management and patient outcomes. In recent years, the
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gut microbiota has garnered considerable attention as a key modulator of host metabolism and im-
munity, playing a pivotal role in the initiation and progression of MAFLD. Individuals with MAFLD
exhibit profound intestinal dysbiosis, characterized by reduced microbial diversity, depletion of
short-chain fatty acid-producing beneficial bacteria, and enrichment of opportunistic pathogens.
This review systematically summarizes the alterations in gut microbiota composition associated
with MAFLD and highlights recent advances in understanding the underlying mechanisms linking
gut microbiota to disease pathogenesis. Additionally, we discuss current research limitations and
future directions for translational applications, aiming to provide novel insights into the precision
prevention and treatment of MAFLD.
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1. 518

AR AH 2% g 5 M 7 (Metabolic dysfunction-associated fatty liver disease, MAFLD) 2 —Ff LT i iy i
FEDIRUNAZ TR ERFAE, 54 S AR T BERRS 25 DIAH 18 M oe, AT CL o A BR3E Bl A 5 85 LT
RS 2 —[1]. 355K, MAFLD F) 09 R RRE: 3T, BRIk 25%~300%6, #5701 X £ 228 1 40%,
FH UG S B A AL A e o I S XU S 35 38, 28 3L AR R ok 1 U 1) A
BrEJ1[2]. 2020 47, [ bR K IR E R IR FECTAE 0 “ JE0RS PR AR D7 14 9 (NAFLD) ” B2 “AXi
FHIRAE NG T F(MAFLD)” o 3 — il 44 28 S A I R IERAL,  BEARII 11297 3G 1) 2 A7 3] .
e RS T ARG “HEME” 12 BB R (RY T HERR ORI i BV 28 G JLM ), Fmi R < e
bR, B3 T AT G T AR PRI A AR A 2 AR PR S h BE RS R AR R AT B 12,
TSRS HEHBIE 7R T MAFLD fF 94 S ARG R AL IE R I A i [4]. KT MAFLD B mALH], 538
PR “ AT U SR R AL BRI, BREERARPUE N S UAT T 3 AR
PE, R B A By B ZIRAT R il R RORE SN AN R AT, B S B R [5]. SR,
B HITRN, X — T AT e DUARFE MAFLD B 2410 T R 2 R 40% B4 E. Hil, “%
BT R CH %, HUBAERE “ Zk4TE” 220 i BuiiH, MAFLD FIRAEKRERZ
PR R P EEH SR, GFEmE SR BB RN, B HLRDRERERS . S 5 R WL &
DL R R 2% . XSS R 2L [A SR A i 8 1 . EAURIBE. 2R KR ThRE RIS AR a v JE, &9
BI5GB A 1 R O PR B 46« T 44 T 2 A Ak 3t FE (6]

Whivh, NG pa B LA Y, AR M. EAZEY). R A RS
FREFE[7]. VEIAETE ERERARUN . SR B I e RS AR DA AL, i3 W A A AU AE D I M 1
(MAFLD) KA R @ i H 2 52 2100 . ITEWREAMU S 5E Y RHEA S, i 4
FIRENG TR METH IR . W5l S HLAT AR . = W IR 2 P A iE e o, A BIdE 5 Dhae S A “
= JHEL 5 P AT X ) 5E

IAER, BEEBARBORNEEE, B FABG MR, 8 S AR MAFLD i /E F iZ 8 32 3 &
Mo WHRKI A CSEREE MAFLD 85 22 E 4 [8]: A 07T 8 JE00 b i F T A BB AL s Al R X 2 sk
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7T, S5 R MAFLD M3 B4 JURI AL, 0] 1 A Bk 1 RS0 S SR [9] . DA
B (R S 7E MAFLD (R B ORI EBE A, SBiT Rae M RGO R T RS, 145 ST
WA 5 AR M [10] [11]. Inoviridae /&KW BE, Al K I e B i T AHEATHEAR, AT B2
BRI FT, 50 R 2 IR [12].

o B FL P P T ST 1K 2R G BB N I, AT R 2 5 A AR
P, 2 BRI A A AN BRI IR R KSR 5 R A, AT T P A S
RI%5, MR AREGBIR B, SEUTHG . e P 4EAk, T MAFLD FORER[13]. (/Mo
FREIRE B S INREIE R, M B TR T B A B A3 AL S PR (5 1 “WaTR e L IR NFEAR
MAFLD [ 5 S ML 1% 7 0 B0 1) 2 25 1 - FLemis 8 0 17 S S0 R 92 77 14«

2. IpEWMEMERNEREERINGER

JriE A R T e T AMRTE B AR E L2 . BE R R EY RS, RO HE.
W B RS, R DAE TS ZRE SR T RA R, A% O bR HE A 22 KGR
PP JERE T R 22 FQRAPE AT BE 1T, OIS AL BB A T IRV T B 1155 [14]. B RoR, ANRIGE N
WAEY R BEIE 10Y B2, LN NS 10 5, FLgnbd i3k R 30 o /2 N 2BFE R 41 150 f% LA
b IR AR 58 AR [15]. AR A NEE AR RMHAES RS, B L T 3hEA8
oz, FHRCZIR B A BRI ERSE Z AR R, BN AN B S AR AN R [A] A
{1 B T A B SSIA7 A Y 3 2 5 [16]

Jori S A e BT AL R AT Ve A S AR B S TR . R ER N, i R i 5 i
G HE A AR, (R RAK B 5 R, TELERE I8 b7 10 ) B AN e it 52 Hh 35 S Ha /R
[17]. SERMEMEAMZ GALT MEEA R, HAMEYREZ I E MR R . R3S R bR EA
Ee S, ILC EE43 A ILCL. ILC2. ILC3. kA SUAE TUM A B AR AL A 1N HE[18] [19]. ik
AR R AR A (A0 5 A SR S AR ECAR) X ILC3 BTG AN ThRESEFF 2 0 2, 5 & i@l 0l 1L-22 e
JiE b R o B e BEE | AR E BRI AR IR T SUB K [20]. B, s B R IS s AL AL 4 ILCL
M 5438, T ILCL D@ N T e S o o 1 B BEAL A, 7R A ML AR RIS I ZUE 52 b R A%
IR, IR S AR EL AR X e R AR S B o E 2],

Jr e ol A R 8T 3 N G2 g TR R AR R SR AR, EZm I Ul T 4000 B 4 ss 2 Fh b
ST R RO AE LA FH SR SR B [22] o AN R B BE S FLARIR P2 mT 5 5 T A0 B ) e A A0k 90, 43745 2R e ]
f3E Thi7 guffasr1b, J5 & PEHCA A B4 T 1 00 [F) B 2 55 4 R it e e 56 B 14 (23] FLIRRAT R R XU AT
B AT %5 S CD4+CD25+Foxp3+1+5 1tk T A=Az, X RmIiE B i & A0 g% R R IEDTRAVER[24]. 1E
B 4% T, BiE A YR TR IL-1p AN IL-6 SR TR e, (R GG B A IRTE B R
g A TR B 4EMa[25]: A, TAEIRERIER ATP B A AR G, AT0E B 40 M i 00 B 1
AR, ek 1gG Al 1gA Pk =4 [26]

ELRTR, Bt IS s R G A B D) H S 4ERE T 6 AR BRI G T 52, AR T A
R AR R ORA B . — BRI AT, WTRE S B0 D Re s X B & S VB 1 R A

3. EREYEHTW MAFLD B{ERHLE

ARV AR S 7 5 A9 (MAFLD)-5 i 1 e 2 TR ) 5 DI SRk 2L “ i - A7 SEIUX A s e
TETERE L AR P2 th 1B Ik R G Sk =PI, R BTARU . OE S B S £ A R 7= AR IR
TR s SRR, PR 2> I B BETT R S I MR T AT S ) TR 45 B TE R AL S Thig . BEER W,
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TE T R T S SR Y il SR B D e i, & MAFLD 28 5 ke ) B B B A
3.1. FEEHNEHMS MAFLD X &

3.1.1. 5ESERs A ER

JEL 5% I JD7 8 (Short-chain fatty acids, SCFAS) & — 8Bk J5 14/ T 6 MR EIRIIR, 3 EH I iERMAE
VIRELE K o R B mT I 1 B B 4P 4R R ATV AR AL S =4, Hh LR, WA T IR G BERNFEE
[27]. SCFAs ]3I AT I T KE N IR, SRS UEE 7 B B 75 oK, i He i w5 7 E s A i
BN, WEFER W, SCFAs mlilt s i hrbsTh At W &K A RIEDIRIER, AR AR AR i 1
JHF99 (MAFLD) i J2 .

CFAs AV Dyhe £ 2@ BUE G A2 AASLIL. GPR4A1 Al GPR43 iz KiA T I b 3 4t |
Ji T8 40 M B iy A 0 A P 4 22 R R USR5 SCFAs W ZE ShAE I kS 4H 815 [28]. T BR1E N GPR41
H1 GPR43 [MXUE AN, WG 2 24 RGPS S iE s, i@t PR R 7, 25
FORE VAT 5 18 BF B ThRE I 4ERF[29]. bR, THRIE AKUMTOR 155 3@ #% 1'% %5 %82 8 (1 (W0 claudin
KGRI IR) RIS, 85 i b 5 A0 B 8 (% B e B vk, 0 [ i 18 o P 5 M Bty AT BEL L i 22 25 400 o 72
YIS AL NRF[30]; T Rkl il i H AR 2 A WAL 8 VETE, N R OO 2 3RaA, M b AR,
Bj ik b R A AE S SE PRI N PR TS, 4ERF bR e BEVE[31] . PIRR IS RIS E L A o WA PR
MAEZRFERR-1 AR YY, & - i@ migEs, webmEmN, SR AR EL[32].

g5 LATR, SCFAs RfilE T, AMOANUAIREtRER, Tddl - 2 4 s b, g
FRUFFN G JE, MR MAFLD [k . IR NERfE SCFAs ARS8, X FIF R LA EE - g
T8 BE R VI s MAFLD -1 5 e HL A 3 T2 X 3 A (BRI PRI A T 552

3.1.2. BBjiER

FIELT 1 B A CUORE [ A SR R RO A7 TR 3R, 25 2 Rh A 3 S5 B R AR . R PR,
JIEL ] i 25 25 L A2 (PRI CYPTAL) & I MRV IR, T2 AFEIHIR RS M AA IR, —F b s 5 H 2R
RS O T IR A TR IR, BERHYVT W NG . HENFZIB T, Rl ik Y RERs 38 i /N B A0 425 B v
IR AR B e AL IR AR BR, o e S8 HE R A A REER [33] » 24 95% 1 AH ¥ BR7E [9] i AR eyl 3k 3 B % 4
FIRL, 20110 kR (5] T I 52 BB AT AE R, 80 4% 5% BE 2 HEH , LATR KM E M IE [ B3 & B 45 2 [34]
X AE AT AR SR 7 BRI BRI (AR RS, s B T A B o R R S A (s, TR AL
TR AR 515 5 .

FET R S FCAT A ) B B AN T, @ R AN B A0 M 35 5 SR S R R T N R R R R
BT, B M A 45 H[35] [36]. BhAh, BRITERIMIES HiEERE X AR SHPURE B EER .
FXR {E A% R S A S R 5L AR BT R R BT ARG AR B e MR U 1) B 38 1 3 i il A rh R P S B T A
WEFC R, FXR 4L AE R Scdl. Dgat2 Al Lpinl ERiA, s BFAEAE B ER AN Hih =B & %, MM
Xt MAFLD EAFVRITER[37]s [N, FXR &l i 3] T AT b 2 A0 S AR AR DGR R ) e ik, B ARG i
KF, S EHE R TIHYI[38]. Takeda-G £ (A5Z24K-5 & 5 — & MR RS2k, T2 RIETHiE.
HEEE | JF AT _E 7 20 P R 2% 3 40 e [39] . TGRS wlm i fie 1 i i 2H 2346 7%« 755 2 1 AR IBG L IS PPAR«
1 PGC-1a, HRZ R AR (AN RE AT, BE1m AP AERE . 2 BUBE R & MAFLD 1)K 42 & fE[40] -
W T HE N 5 R AKPT S NAFLD Z (M7 /E R R S &, 1 TGRS Ad ik ik 4 Al 12 (233t p 4l
WAEH, RYRAR pANMIThRE, DGERE SRS, MTZEM MAFLD #E[41].

AET R 5 B T B 2E e 2 RV CE U P 5 R e 08 T A 3o LA A s M S PR BRI A R 5 %2
BV, T R BR U S B AR R A M P RS RE A . B, BRTRRIE nTE N S 2 R E S
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PR E R R S e ThRe . R, R AR R AR A S S s B RN MAFLD YR YT 1T
HW
3.13. NiFE4ZE

PR 2 B2 36 HH s A B R IR KA S AR P A 0 B, AR P v A 5 1 32 AR AH
FAE B EA R 2 —, HAEACETAE S8 5 14 95 (MAFLD) A& HL ] o 8 H 25 52 2156 i 7T R 1,
@ ENFEAREL, MAFLD S35 15 Hh 118 B R SRR 1) IRV 2 Bk P 35 T i [42] s T e i v s e
CTENG R v BB PAE S A8 2,3-T R BEHRAHE SRR AT R 2E[43]; th4h, REZFATE. i
2 B AR R B S A P LB AE B AN AE MAFLD R AR R 8 R 15 R [44]. (R, 42
) 1 77 2 BE RSB T AE 07T BE RN MAFLD Y897 1 AT SR 2 —

PR 2.8 a] 3@ L 2 P LB R il e b e e b . AR B R it B AR IREE 2A KM
NUHIA5 3 il b s B, 1IN 20 B 553835 PE[45] . ZBEE T 2 3% _Fif CYP2EL. % S8 — S B &
A B A R T SSAR L B A ERIA, IR i 18 B B Th e, 328 00 B P9 B 2R UL AN SORE ME R 3 [46] . &
BE 5 1) B @ B IR T 2 R AR DG A TR G AL, R e NI, R RE S T 40E
[47].

BRI nATE BB VRS, PR O BT 5 e A AR AR B A B SRE IR, 7R BRI L
R, NAD*HHFE, FE NADH/NAD WWEF =, THURITERAAL, dEm gl NG A2 14 [48]. &
2 T 3 3 B TR 4 8 A P B 5 S SR B, (R P = AR [49] 0 Ak, LREARIE AR i L 1 I
A R 4% [ U e AR S A R Lo AT EA YRR AR I B0 AR o IS, LRI K [EET
VAT G B S P R D SR AR S B B UZ R UK, IR RIRIR R 1 ATAT3 (35 PE, M
Tt T RRAR 2, HES AR DT P4 75 FD 3k 2 [50]

SR, ARTE ZBEAE MAFLD S BEALE s E B A . 7 ORI B A S SR S K
PF R, BRI RERE IR G SR L IR HES) MAFLD HERE. Rk, B R K3
AR 6 AT 2 A MAFLD K 7T 1) 7 S s

3.1.4. SL=HE(TMAO)

= HJlE-N-E k2 (trimethylamine N-oxide, TMAO) & = ! % (trimethylamine, TMA) TS ALAR 7=
Vi, BIEE R INEREEAL AER,  H BT AR S B AE T 7 3T B A b A [51] - IEAESK, TMAO
FEARUITAH S8 5 14 T 998 (MAFLD) AR % R v VR 52 31 )32 063 , Ll I 2 Fid 42 s i s E A2 . TMAO
AP PR AR, IR T B & OGRS CYPTAL HIERIE, TR/ IR IR A &, PRELAH [
BEACH T4, (RHERTAERE R UCRL, M INE MAFLD R BTASVERLEE[52]. AN, TMAO W] 64 A 2 i
TR T8 B () 25 00 5 ThRg, HEMT0E TLR4/MyD88INF-«B 15 534, FE4H] WNT/B-catenin i@,
B MAFLD (13t jE[53]. BT R, TMAO Rl AR T M 8 17 (23 AT 40 Py i TR R 4 diflid 78
[54].

ZBUREWTTH 7T~ , MAFLD S35 155 TMAO /KT 538 s T B FRONEE,  HLS AR & &
JFF AR Ak 3 1 B e 2 B R B 52 IR AR OC[55]: ATREYERT 7LiE—0 48R, TMAO JK-FX MAFLD ¥ i g
SR A P 8 R £ Ak B — s TANME[56] . (EARERIE, TMAO i&5 MAFLD &35 1.0 L I
RRERES S YA, B4R T MAFLD FB 0 i 3 v R R SR R[5 7]

g LT, TMAO 1R N - P S B AS, @ TR AR BTSSR OB (R ET 41k J
HFRBRIPIE L EZHES S MAFLD I RAEKRE. AT, TMAO IMifE/KFEEfR1E A MAFLD [1)Asr
AR A T 2 RTBE TR S ARIE -
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3.2. MEREEEMHEMS MAFLD 9% &

i T S5 i R AL o e (B, 456 1 1 4 B 00 ) 5 48« B BB o Ak g e A Rl A ) o B 3 [ 4
B, HAZ O T REAE TR BEVERSCE SR T M [FI A S BRIE 7 TE A B . PR 3 S HAR A AR = Pk
NRGEIR . TR, AR UAR S G 7 14 T (MAFLD) 8 3 3 17 75 i 1 FR PR Th e ks, 2 BERBUN B3
EREE A Z0-1. occludin A claudin Z5R) %A N A3, SEUGE@EE T 58] X
U R e S AR mRE IS SIS AR A R L P S T I B B T BRI R R S R R VA OGS

Jir 1 BRI 52455, 3 SR AR A 5 2 T AR 3U(PAMPS) B 5 R A B v, 383 i [ J2 KT I S s 40 g 2
TIPS AR 32 AR (PRRS) R, T ik R G2 RE S S, HEB) MAFLD R AE 5 K R [59] » FE AR A 1
FHR iR, PAMPs T3 id TLR2-NF-xB/NLRP3-Caspase-1 & 477 5 T W 40 3 Ak 3 1) M1 B
1k, [RIEF 0% mTOR-S6K1-SREBP-1/PPAR-a {5 ‘5 i@ %, {5155 AR B H v = le S A e vl & B, I
WERR B UTAR[60]. thAh, JATERIFMIANR DNA. JKERBESE B FEEEd NI, AT — D3OS 2R /IMAS,
T2 I 9 454 5 S A BB 6 1] FATRIRASTE B “ i - HFh 7 B OEIR —— R Ik 98 i 5 B T R 4
S, DR W B RS R B BRI RS, T RE RO R«

i Jo W S5 A 38 0 i e O T A A 3R LS I A 0 A% DA AL, SR IRB N BE RN B 5%
hE SN AR AT 4EAL, IRZIFZM MAFLD [t e . RV iy 18 B IE Th RE R RS 75 MAFLD &% T [ Ay
CRSIZ AT, YETE A AR T R BRI T8 R B VP AS v Z ARk, I PR I3 b 54 (o i
ZHSAEA EEA)REFEANR, ARSI RATIMEZE; A, FRXRT M FREEGR
D5 IRt T A “ B - P SBEEIEER, A B 506 R0 s 5 R BE I SR AT AN 2 s BRI AR SR 7R 7E A
BUGRAK  J7VEARHEA J 2 B R A8 AR 055 07 THI BUAS A, 7 REHE B 1 T8 o B 8 ) V6 7 I S 56 8 7 [ I RS o

4. E0EIRHERAESH MAFLD 8975k

T U - R AR DGR 7 IR (MAFLD) AR B b (R AZ oz, DA 5 i TE A 25 9
RPN BN AR BT, BEX MAFLD SRR &S 3 7 B E OB R E T, 45
a2 T A TR 78 AR e T R AU A T R A 7

4.1. fREBFWM

RAETHAEN MAFLD —£53677 SR AT CAR 22 NAT, s B e 47 s 18 v B 45 P A Th R
RAFIITIER « MR . Sise o, AKEMIRE B4, . o &t sl i f 28 Gz
FE 1 S BN AAIE S v] 2 S I R T R 2 R, (R R AR R T AR T N AR, RN A R B
PRI RO P2 B B [62] [63]. 9 An it e K I, AR 3 KEAFE S R i8I 1% ERKINIf2 48, H4sabiafb
SRIL, AR A IIA64]; AR 25 0 25 HP 32 EIT 38 B0 I I d o 5 SR 40 ) AMPK/mTOR & 1%,
TR IENR WA AN 40 i, 4EZ2%2 MAFLD [t fE[65]. Ihabh, FEBE @ —MAAE T 2RMEY) i £ 255
i, @it AMPK {5 5 B % 2 MAFLD ) B A0 N, 12038 6 71 A R 2SR 8 R o e 5% A FH [66]
URCLRAFAE TR, W R, PR IRy, LR i FGF21/PGC-la JRZELFAAR T
Relfis, MIMZEME MAFLD F &L RIBR[67]. A4k, FLEE T a-FL A E E K Gly-lle-Asn-Tyr (GINY)
J Asp-GIn-Trp (DQW) 1] fig 38 it /b S8 A0 SLUE 22 MAFLD )% F&[68] [69] .

METTEN MAFLD —ZREEA1EYT, (HIGIRANH TG 2 Bl Bk, KMPEZ & BT,
K 7 A b A T BT T AR 0 BB A ST R R, M DARE A IR FE . LR, MR N 2
FRE, MERETREAFBFHEPITEA—, ATae SBUE T 5t B4 0 A R AR IR 2 50 %
PR, SRZARMET R, SRR EMA T T LR BB RS —, SBW AL R
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PEZE. DI, ARRESS MAFLD B3 KA T MR HEL S MR T TR . T E Rk A e 7
AR, TR AR DR 2R 2 T R ARFAE A 5 ML IR BT T 35 3T RO AR A

42. mEEREETT

A A AT B U S A ST B, 8 MAFLD 3877 TP B 7 2% I RO SC e « FURRAT 18
BUBCFT B AT B AT RE b 70 i S AR A R, V8D 18 BT N B R I, AT AR B BT 98 I N I T
MAFLD 15 42 [70] . FLAT B FOOUSAT B8 i & T 9 e ) V2 T o A TR TR R, P 39 i i 1 o e T e« 1
TIREVTER AR H0HI PN B 2R AR S - P 2 EALE), 0% MAFLD B8 1 FFEE K. S K
UL ATRERE W AE PE[71] 0 6 —TXCE IRI T, #NFe & FLERFF 1A . MR R FUAT B DR 7L A 181 A0 XU 78 119
FAWEL TR, MAFLD &35 1 IS 2 K B R %[72].

ai AR TR ERCE VIR BRI R, IR T e AR AR AL [ 73] aRAR T 2 RE . SRR AR
IKAE A . BRI 2 (S5 CUAIE BA 23 45 JGPE V)T MASLD B B 3897 k. HaTLLli) PPAR-o i
B R SE A SR80 i = BRI 3R, I8 I B0 R SREBP-2 (14 JIF [3 £ i Sk k2> R[] ez (14 AR 2R [74] 5
WAl % AR O BRI AR D7 £ 8 A T v v 2 5 i R 1 [ e T R 2 LR K 75 [75]

JUE B A S G AR JGTE MAFLD A7 R BRI 7, BHITRCR SRR, RSk FE T “i2 H
B7 ) COREHEAG” D7 EE R TEASKRIEFE R, TR NAENT AN R 25 AR B R AR VR LS, AR HLZE MAFLD
BIT R IIThEE S Lo UGN, JEE AT B B R T A S K SR 0 B R IO g, R S AT BT BRI AR T RETE R TT
FE R ARy T B LA . i B R IR kLS A S A, BT E MR AE R, B R R R
T RS HE TR LR . [R5 BT R - A7, e AN R B R S B IR T IR E, DU miaTT
R .

4.3. ¥R B HE]

BT R BRI 7E MAFLD A B0 E FH IR N A, 808 [ 5 s A T 56 110 400 ) 371) 320 3 B My s T
TFRE T 7)o XTI A AR YIRS, 4 E i A2 B AR I Lactobacillus rhamnosusGG (LGG)#iilJi7iE NF-«xB
155 LAk 4 B 90, i FARU = Pies FGR21- IR Al ALk I8 B AR [76],  FFAINE™ T BR4H 14 14 5
MBS AIE bR [77]: 74h, Zhkai B VSL#3 i ] NF-«B I8 % T I CH g I 25 s F: K SREBP-
1c Fl FAS SKLZAR T IIE 9 AE[78] o 1% 6 J T ™ I 1 J5 Tk A 0 BEE AR R 1 T 191 5K B 7E MAFLD & B R (113 77
5. iig

B A AP A AR P o 7E A BR VG BBl P 1) I A AT, AUHAE DG 105 M R (MAFLD) 2 e — > H 26 7™
U3 PR A T o) o ok JHF A G 3 R RE AL, MAFLD 34 S35 186 0 2 B0 PRIG « O ML 3 K 08 e o5 s 1)
RIFARKE[79]. 8% T I, Wigsh RARERTT, SHESEn A ks MAFLD, {HILEENLEH A5
Al B BRAEBRFURI, AR I S0 R AR BN AT N = P A R R SR i S R A R, AT
3l MAFLD (1) 4= K &[80]

A PS5 MAFLD % PIMC, ol id 2 | S A SR =S 550 i . MR
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