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N2 14.0%~29.5% [4]. SRS, MASLD O 4Bk VE
AT -

7 B ) 1 A B AR AE O B ) i A (R
1E> 5% M4 R B R, B T Kk AR ) Be b A A
KPGWiERT 4 (MASH) A KWIRTRG, 0350 141 4
too FFREALFI T 40 e (HCC) [5]. % T iZ s Ko =
e HAEARWIE i, MASLD M 5% AFREAL 0 foh 4 BRAT
S [6-T1 R T R AR [8 /) 1 B R [K o %295 o7 B i 4 F e o
B 141 10%~38%. fE 37 R A2, A 8 AR IE A fk
MASH ", JH-4H e A0 6 A0 5 & 8 9]

WAL, BRI S S 20 22 51 & Fh I R E,
O MG FFRE[10] AR EAE[11]. B BN RE[12] B
PRIG[131 LA B 18 1 5 i 9 [ 14] -

SR, JE4 N 1k 1 JCAT ] 254 3R A T 120 R o7
[15], Bk, (REHEIT LN R BHAELIT . BRI
W TR MASLD JE XA —Fp 578 738& B a5 AR S 1)
ZMMEERE16]. AT, HFFRRERYE, 7E MASLD KK
993 LA B I\ Bl IR T 70 P 1) 06 o P T 46 L 28 HOC K e i 72
W T R YRR - R B RO E I [17-18]. BT
3- (4-FRFEIEFL) FLER[19]. ZME[20]1F1 = H lZ R AL
(TMAO) %5 Jigy i i1 AE AR W W vl Jd ik e 4 3 40 e (KCs)
M1 BB AR G2 0 2T AR AL 0 K Re (217, FF a2 g 41 J 4 5 4
A6 R %o A FF R 9 A 1 R e e A s e [22], Rk H I
I RAIE 2 1EAE 2% 778 7 ] B F AR 0 B 6 MASLD 3B 47
AR T FIRTT o

L1 JH S0 v (R il A e

A P S A 5 T T N AR T 25 T AN [l A= P )i
A, BUFRME . HAER. WEEAEE. e E NME
WERNMEDRE —, FERMEHR, Rk E
BGHEE T JERER] . TR, AR BT
MIPERAEE T, EAEERS € [ 718 A 2 AL R 35 AN [E] 1) T
Ae[23]. BRAHER AL, WiERCEMROE S AR .
TR AR R AR . 7E B IiE R IR, B 5 EEA
1%, RMSAHEAEL, HREPERAERERER, ©
W LB AT AR 7 A B R IR R A [24-27]. AE D BEI A
[F A (B AR ELRE R, A NAR AR B2 R SRR AE H
WAEMIBEAL T18 F 5 MAZ AL, BEF AR IE R
MIas e, SOBRIMEERM TG AR B A A (28], B
YERFHAL . IR G YL AL R A& RS2 FhThRE,
I Re i IS BN A I [29]. —RIMT &, DAZFEIE
Ber AR R0 JiR B A Tk AR AIE R S5 B AR B T S B AR AR
WO B R T R 2 40 L AR VISRIE 4 1 Wi e %

BN TR RER B ] v e A MASLD ¥ # 4 2
22 A% O AR FAE 3 A VR 9T MASH ) — AN /i S 0
Fi[30].

1.2. Bt T e 5 4016 5 1

H Al SR Z Pl 2 5 MASLD #5005 IR, A3
FESHPARF R - R AAT 1 DA S i T IR BE AT B - Pt P i
SRR AR A 2 540 i R B, DA A A 0% AR K
(MAMPs) [l flg £ ¥ (LPS) 1M R [31]. JLM 5
MASLD 2% (40 3 1T 7= 42 LPS, 30 T 40 i 11 Toll £
Ak (TLRs), M5 K #IE[32-33]. 7 —Jr1H, WEFHE
FB 5 2 5 (4. muciniphila) FORUEAT 56 J& S5 70 8 7] 7~
ARAPRF R ERENRNIER (SCFAs), 535 )l iH bt b
IhRE, BH1EMASLD )& 2E[34-36].

MASLD & &y MASH FIRfAE 9 [ IE G 72 20 Jif v i
SERAE M AL . I8 R AT = A R AR T
IO G 2 A L L P Toll BES2 4, 3 17 5 1A e 788 240 . 1) 3 A
AR FE T R RAE[37]. il A= W e 4 B e A s ol 7
Wi Toll M 32415 54 S M S A s 4, AT 53 MASH
K E[37-38]. ltn, BEFLRPIME H LPS /K-FThH & 5
MASH [ 7% 5 2 JE AH O [39]. T T8 Tl A= P o 4 5 i i A2
WA (HSC) G4k, M vE 16 HSC ] 3 3540 g 1 &
R EBIUTAR, DI A 4R A IR R (40410, BEAL, R
2% PP PR TR AR E 1R LPS WIS Toll FE 5244, MR IR
BRI F-a (TNF-a). ASME (L) -1B FIL-6 [~ [42],
T W T T A P 2 1A 2 5 0SB T 1 1AL R ) B A
IX 95 JFF I TNF-o AT IL-6 7KF T} AH 56 [43]

1.3. MASLD H 5 A= AR v B (BAD AR 4

i T Al A P e S R RT e S SR R R IR, i I
QMR A, WA R (DCA) A JH B
(LCA), ‘BAITXH 4 BA #1k, n RBUFE[44]. BEFT
KW, DCAWPUEVEJBREX 2k (FXR), ik 4ni
WHA[45]. BEAh, LCA IS ke X 24k (PXR), S
JIev g 184 5 R A A OC B IR IR R GA [46]. b AN, IEFEAR G
EADBER A2 S DCA KT 5. H Al Eir W
DCA 7] 5 5 HSC th I 32 2 AH OC 73 W R A (SASP) . %
SASP & AU R] i I 43 Wb 98 i R AN Mo A2k R, R JE AT
S M 1 A R . EE R, G O U Y AR A BE BH I DCA
(R 7= AR T A KT AR PR 0N B 40 e 1 R R, X R
DCA-SASP $li7E T FFEAH 5 -4 e v 35 DB E (171

JTE A A P A AR E R FR A A AR K
ELl[47]. WRER AT S TMAO (—FHBRAR 5 7= 4D



(7= A, T ST COAIE B TMAO A 38 i 75 5 185 A il 48
E, et T A A R [48] -

1.4. i3t 2 40 R0 75 4H 7 MASLD T (3815

fEMASLD B g o et LA EE, A
S (C albicans) FIERTEEERE (S cerevisiae) » iX
B R e A WY, AR R, xR
459 IFF 40 3 51 K AR AE[49-50]. BRI, 51 Hext i
HAHEL, MASLD & i A b B B R w2
BEE. AOSERE e S E, BB RN
Rl F (I IL-17 FATL-22), AT 5 350 £ 2 A0 70 248 o o
[51]. BbAbh, EHEERE (Aspergillus) VTS5 RTAEAH B AEH ,
FREAPIAJRE, FEIFHG[50]. HEHE (Penicil-
lium) W FEFE R AL, BRLRAA RS, T3
FAL R T 05[52]. MELZ N, 73 28 B [0 KB
BETE (S, boulardii) 1, T LAUE 7T i 18 1l A 40 B 1 4%
Wk T K ORE X AT B X MASLD 1 & & A B 1
FH[53-54].

e, BATLACEARE 7 1897 5 2 i B ) B A
B . EATRZHONERE A, X RE B AR LA R
S8 20 A R EAT R S PRI o TR 31 1 22 T 7 Hp B 3GE T
B R T A E T 5 2 AR U M0 2 T PR AH G 1 [55--58]
B, Yang Z5[S71@ S SARE 2 HE R AL R B, IEREE
VA Gl A A P A0 T R I K A7 A B PR AR SR
AR NZERI 3 B e 1 o2 D MASLD J i 2 (1) —
ANEESERR R, o s RO R R E I SR
B, DARE WO i 7 AR R RIE 28 04 1 1 R 25 A 1 5
B, AT S 55008 1 2 AR 05 4 38 2e AR [ 557

2. BRI EYBE ST RERR AT

2.1, FAERAE YR RS A

Z I A RIE T BREM AR BE (FMT) AR
WER G R B AR B 1R I [59-62]. I TARBZRGAE
5 MASLD 2 [A] ) 35 1B &R O ) BUESE[63], R, 3%
TR VB R OB ARy — MO E M LRI B, B4R A
MASLD B — M7 Xt K48 Z vh ik . £ B 5 i
T ARUILE A 1F LL & MASLD 35 7] 9 8¢ 31 EMT % i i
HEMERSCEEER (B [64-66].

SR, FMT X MASLD HIs R a5 A i€ . H il
WA E /NS T AT AR5 A % FMT (097 303 T 73R %, A
ify 72 HAE 0% MASLD 535 [ 38 A 0 4H R T YR 7
WiJy. Vrieze SF[SOIMER], AULRGAE B H R K HHE
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RAMAR FMT /S G, R 5 R BUSR TS 2 835 08 It
b, AT IE T B B FE RS IR (Roseburia intestinalis) 1)
FRERMB 2,515, TRH-EWAFM. FR—Fhiu
AR, TR Eh 2 ik R R I DGR, KPR
FAR S TR A RA K[67]. [EIFE, Witjes 5F[61]1FEE, KH
P8 70 0 2R B TR 0 3 11 R P SR AR FMIT o548 1 I o 2 I
B HE AR R, 2 A 0 2R AR A1 MASLD R
SR T E 22 De Groot Z[60]1HF T 7 FMT X $22
ZHAREZWIEFAR GHRAD AR 25 A ISR IR
Wi, &4 BRI B R UBVERRK . E s . %
SEVREIRD, DR — e e R R A T AR

SR, A — e ) 2B K 08 K AR W B R o
MASLD X — {5 5 4 HH it 58 o — T50 B AL I PR U 38 %F 15 451
MASLD & # 47 [ R M AR FMT 1697, I 5452 B
FMT 67 I 3EAT T, SRR 6N A G, FftR
A FMT V67 AR REFEART AR G & & [62]. [RIFEHL, HaEm)
Ji 5 RARBTHOR BB B 3 [62]. ZWFFURI, [FAh Rk
FMT n] PR AR S 28 i 0l 3% 1 J8 35 /N i s v, 38 0 =2
I AR 2 RE I, (BR M BT A4 2 KBt
[ AR 2 22 57 [62]. VR &, FMT (45 &40
A 2 RETAE N MASLD B 250l ST AT A7 AE 55¢
. WRE RN T, TR K0 Ak e Hk
JTIIREATE[68]. BUAL, 52T 2 (T 90 oK B0 i M e S
PRI SZ AR (R AR B, DLTROIN e A B 4 10 % 1 15 [69] -
REFEE, FMT A BA BRI, EAIF
J itk — 2 IR I PR A 90 R VP A% A MASLD Y897 77 T A 2%
Mo SR, X R EREMEIE S, i EEE B
T T RRIE AR TT T2 e i 0 1 2 R Ge 54 Mm[70]

2.2, AN[E A IFRILE AR SR I 18 97 Hh 0 R

FHT, i e o CAA E 2 3 MASLD K
RN R, $TRAR. mAEnsaE T mENED
FERAER, OAEH O RaEAR. 384 os & E ok
JNMASLD (3697 F B o 75 &P BE AL PR 50 Ak
R FEH, CEIF %7 VA AT DL e i 1 A P e ) A 3
KA. sARAE SCH AR R HER, FONE
o A B 25 A0 TS R AE AR, SRR IR T R M2
FE, Wil Bl KBRS RI[70]. R AR T A
N CARBERE D A KA AR R, 8 R E I iE
A TR RE[71]. & AR 02 A B A A AR T I P IR 4
o BT LA I 7 B S AR AR R T R AR A T 22
[72].

— LU T TE 1 B I = A A 1 7R 8 R R
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Preparation process
includes fecal sample =
blending, filtration, \-} \
dilution, and storage | |

the final suspension

N B S
o
}:I‘:‘ff_' o
f 5 Stool sample
¢ from healty donor
S ©
H . A~
>
FTM administration

via endoscopic tube
or capsules by
ingestion

\ "

S
1Bacteroidetes = { Bacteroidetes
@] {Firmicutes 3 T Firmicutes
.« \| {Proteobacteria { T Proteobacteria
|~ | TBifidobacteriaceae - /| ‘Bifidobacteriaceae
vy ="/|_.TRuminococcaceae g Y Ruminococcaceae

* Endotoxin-producing bacteria

* Reduced gut microbial species

and diversity

* Altered bile acids metabolism
with glycemic and fat
metabolism regulation

* Restorage of stable
healthy gut microbiota

* Restored bile acid, SCFAs,
and AAA/BCAA
metabolism

B 1. FMT i s o e U BRI R MR 1E N 3RS M I A, Rk A4 AT DR A B A AN R S A3 ST SR AR SR AT TAL B, AlE
JE s 2T AR, 25T A B B e 3 7 kAT . H AR ABEE IS AT MASLD I [RINHCEAT B BE S R 10 50 . TS5 SR A8 2 R 5T
TR AR, RN JRZE MASLD K JE. AAA: F5HIREIER: BCAA: YHRILR.

Mo TESIE I —TUAE « 2B B G .  Chong 55
(T33P0 T i AL o3 R IC G H RS R TT 62 45 MASLD (3%
MR LD T 4 AR RE ERE (600 keal-d™)
Jei s HRFH AR 1R S AR R Ak 11 IR S R TR e =
(ALT) 7KFHH B 22 FE 7R A B S G . {HL B3 R AR EE 4R 4L
(BMD fE¥RYT WA 235 A8 . Aller Z5[74] H IR B8 4
WAF B [FEFE 250 BFFUN B RE R 45 30 44 MASLD % ik
& SACTRIMFE AT B A g BEER B (S, thermophi-
lus) WIHREGY, 4R KRIIGITHNS HEEE (AST)
MALTE=AAJEABT TR, 1BMIEA k. 5HA

T 50 P A R BREHLAH B, %7R97 185 MASLD S R N
K I JEBE G T TAUAT B T T o8, 2 IR 8 M EE Bk
J&[75-77]-

TE 55 I AU BN 22 B 76 IR T 90, i 48 44 31
& MASLD [ 2 BIBEPRI%E (T2D) B, WP TS IR

EH 14 ol B PR 2L B PRI A2 22 VT ok 2 2E B VRS R omega-3 i
U B )T K (78] M FTUE BHAX Foh 2H A5 B A o5 I 0 AR M
DU MR AARERHIE T /), R ek vl DAk 4 5 %
FE[78]. AAPISR L, 7 AR AN 3 A JC X MASLD [#45 F) 5%
M) CAE — LI RIS TR R ok, (IR 25 BUR FAET K
R (IRIE T AR RS, FF HX BT 25 /8 F T AE WL B 75
Bk — L .

RENY ERZHR L WA R AE, B2 ik
WEAR 7 (R BERR 2 — FhE 80 e 2R 1, mT DAV i 1 B R
FR L HE R EE TR RS SR RE. R
JV 3 B B, DT 5035 78 TR0 5 WIS [ 79 Martins 5[ 79]
B — LU e, A A ERERE R v 2 2B B VR T 5 5600
RGN, BETE R B, & AR B RT DA ] 580 S
R, kD> TNF-o fE 4G R 7 C-X-C £ 7 ALk 1 (CXCLD
SRR AR 1 AR



VBN A A e A e &, B 2B JeAE VR YT IR J7 TR
MIREAETT A 2 IRAF BNUE B o 72 B ATLAE IR IR 58
Bakhshimoghaddam %[ 7810 5t 1 2 45 3 k5 S0 ) XU AT
(B. animalis) /IR W5 fd B A 3% 77 =0 CRIIR & iz al)
(455 215 220 MASLD 3 3t g 7= AR 52 o A I0U 9T
X102 44 7 B MASLD &35 347 WL %%, KI5 0] I 4H AH
e, BT A A 85.29% M) B TG DI 4> AT Bk, I
HEZEIT 0B F BRI ALT. AST. B M % iR I
(ALP) Fly-BE IR (v-GT) AKFIIRFE[78].

[A#f, Malaguarnera Z5[80]HF 7T T AU AT B 51K X R
BRI A B X MASH (1 5% 0 Je s EE7 3% 6 M H A,
BE I 3 = K P W 35 PR AR [80]. [FIFE, Eslamparast 55
[SIFEAR R B MBI 3L AL I, 45 52 4 MASLD ¥ 4h 78 1)L
FhFLBRAT TR R B AOSUEAT 1 1) a A RVR 54, A
LB AVRFEB BRI G BIE, 28 5, AW SR
B A A 097 15 B 3 TR AR T MASLD &5 3% (4 BT B A 280 48
Bro DAL, X PIRRZE Sy 16 B 5] 8 R LA B A R VR I I 55
SR, IR AR M ATk, SR (RLAEZ 1)
Pl Z FEVED BB FC 2 6 I, DA e X Le W) i 7
MASLD 1 (80) MASHRJ T R EFE N H . &5,
FERE R B SRR AN SR I, A B B )
SEWE i A oo nT DA T i E R, sk B R T
R kA PR T = R AR [82]

SR, FHIX LeW) ot 403 1 T B A 2R R O 2 31 1
—LURF Sk, BT, TE Scorletti 25 [83]/0 — TWiBE LR
5 b, N R SR RBE XA B W BUBRE B IR T 104 4
MASLD 35 —4F J5, 1X %8 535 16 AT g 7 DR B2 4 4L
A B E .

SR, BT AR A TG B A A TRl E
N4 B PR FE AR D 0 HE AR DA R o I A
[, ZOEXESPRY, FHMET. mAERMNEGETR
7 X FE ALT A1 AST A5 FA B 521 [84-90] . Sharpton %£[91]
XF 21 WIFEALN ORI HEAT 7220, WH9E 17 9 M a2k A
12 FpE A2 00 MASLD B8 3 B il A= M i sg ), 25 53
FWY, aAEREE AT E S AR FE I A R R RS T AR
PERI B <, b, Khan Z5[84] XA 12 T35 25 FH/
G ETOIT I BEN L BRRES HEAT T R, SRR,
7S 2 A H/A L T T BRI AST A1 ALT f7KF, B3k
JH A YA VT 5y, (RIS ] B B C e MR - (hs-CRP)
HTNF-o 5 RAEAR EW 7K o £E Liu %8547 1 53—
TR, BFFE N B0 15 Kb 78 2 A 1 A A2 Je Y
BEATLX HE T8 o IR R E 1 S AR LA T TR, 45
SR I R IR G BT 2
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JRUAE B A R TR T T AR ) A ATR T MASLD T
WA KEES), AR — T FEAT A7 6 AR KRR B 1) 7 o
P, R Z O, R R AT IR S . ROk
BB RO TT,  CATE AxTHIHh T 25 AR B E MASLD ¥8 97 )7
T R

2.3, HET RV R IE PR T

MASLD & 35 B 23 A3 58 22 0 H 3 = 15 0 AE [
W R [ 3 7 2 A AR s AR AR R AR R
X AR AR 52 B R AL S YR [92],  REVTER AR
AR 5 T AT OO, BN EA R
JE LA B2 SEURR I R A 193], AR RRIE I AT 2
ARG R, 5 H R R AR R R LB S T BRI R R
BE+ 48R [94]. £+ F8Mh, WIBAHITER W] LA
A A TE R E BRI AR, FEAE SR P RR T B A 5
N, HHATE AR AL, kIS AR R IR R 2 A b
WS T FRE. HIERZ, FEFXR A S0 5B
il AT DR O A IR R S (941, FXR A H A RS S 1%
JIHYH & 52 7 [ 0] Takeda G 8 H B2 1A S (TGRS 1B35%
oAU, BRI F[95]. i A HE AR AS[96] L K RE R A
o IR [97]

Puri 5 [98] 5% ¥ a7 1F 5 F9 I 17 A S5 38 10 af 2 E - g 1)
T TR, 4RERW, 5MASLD A () XfHZAH
o, MASH 3 S 2A WK E A&, it
Gb, BBV AR AT IR B 22 5, SCHEAR YR (1 39 it
AT SERN AR (RERER S . AN SOE CHARER R |
Tk RE (RRERHER EL) DL A <BRAEAR (A-fifiiH
g dh) o X Eep AR AT RE S Z ROy TR ORELD) AR FEAL
AXK, WHEFXRAES . FRANHTE KA B b DL
Jire I I e e R 1 1) B A1 [99]

A8 ) R 43 IR R PR ML A 8L T 2 ¥R JT MASLD fE 3%
ARSI 32 —[100]. B ULHEZ (OCA) & —Fif
R FXRIE BN AN, Btk e IRy BR B A R
FERom, AT gk AR T WS DA B AR 44K [100] fi i IX
FiZ 52 A 2= 38 0 SR 20 B A R BR 5502, R4 A T 1 170
G, A4 B P BH Y R R BE[100-101].  £EIX T 1M
PRI AL BRI R B, I K OCA Y& 7 1T o535 A Jg
Ak, H2zEFAMEE, MASLD/MASH 35 i IF 41 27 2
RGA BTl [99-100].

WHFIER I, BRUIRRR &5 i id i . it
F= B ANGH R 25 A2[102]. T £ Fh 2 T Zh M0 A () it 55 . 4
T T8 AR W) BE AT R T OCA R FXR 5 T 1 A1 2
[103]. Liu%&[85]%F A MASLD A4t 4= 2 51 i i 0 1 2%
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PN AT TR BRI HNACE A 7 b, APl e YR
EOCABITHHIMER .. BRI, OCAYRYT Al LAY
Ingh SRRV BFA AR R (ER R O 2 . MESS
FONT 1R 0 FARE Bk B DL S DU B D) o X B 5 1 3
ZHIRA IR (IRERAGAIRERD KPR R &5 G IRt
P (A=l ot SR R 0 28 RE 25 IR R 7K T s P s T
[85]. Mitt, TERFPFERE I, OCA Rl i 5 Wi ik
IR B R AFTT 3

B, P A A T R A 4 & 4 i B AT
Y MO &% . B T EIESE MASLD &%, JUH 2 MASH
ST R A e e 1) R AR R S I N [104]. AT R, W
TE AR AR ) 2L L B AR 4 B 6 FXR M, 2 5k E
MR AP R NB A TR G B, S BUH AR T 1)
IR R = Akl o X — I FE 215 5 I SE P R4t &
BB A R - CXCL16, 38 i i C-X-C &4k Bl 1 52 1k 6°
(CXCR6") #H&, ik H AR TA MRS, FET
IR G e o R A B B [105]

FE ST — T2 0 = AR T ORI, 3 S eEn 51
OCA # 7] /E H FXR W] & 2 24035 T 2F 4 16 LA J2 MASH 3%
PEo WF TN O 52 B ALT Al AST 5 571 5 4 i 1 T B%
MASH /) & B H SRR A ik . SR, BT OCA
S AETERS PE AR W VERT 8 (NASH) (IR IR (VA
11%~12% 42 3236097 B B FH I BT ols, %52 2B )
WIT R BRE IR — LN 8%, [RIIH 38 [ £ 5 AN 24 4 1
J& (FDA) R #1977 ¥ [106]. 1E T B3 4T 19 AL-
PINE 4 {48, — M4 4K+ 19 (FGF19)
Al aldafermin 75 MASH Y597 b B 7R HY R 45 (A 250
AR 321 . Aldafermin 7] LR/ I BRI 2E il 3
T B AR, R D HE D I AR B [107]

2.4. FLEENRIDIR

o TE AR P PT R AT AR A N R BE IR TR, T LR
#Hhe WEREA TR EFNEYI[108-110]. BB EMIES,
60%~70% ) % B 1 7 12 FH ks A2 45 g 240 1 RV Jiga 4 B 1) e
BEOR, B (5%~15%) F 5B i 17 R 2 33E N I v 1
W, FECETE £ S DR R UK AE[85]. BRI
FR AT LA & G B UK 52 7k 41 (GPR41) #1GPR43, it
MECKFEEE LR T RE A . BBk, S RPN JO5E
L, T BT A X HE 3 AT e S 20 MASLD F1 MASH ) 5%
fh[111].

i T i R s e I I BRI B DML A AN ol . (R
A Bl PRI A %o FEAt ki v 7 8 AT HE D S5 R, —
S 35 AF BR A 0 40 1) 98 RE RO BRI A ARk . B AT A

N, TXEEFE N 22 /053 8 BT i T b T T IR 1R 5 e
#;112].

Jo B MR W R T LAk i s L b IR R B AL, X AR 4
i %86 FE ) g 38 B s Al EE (113 E =R 32 B 40 S IR
Pitg s, TRREMZR R NEE . EE, TR Eg s
SEREEREA OLHRFEDD, S mERRE114-
117], T W& £ mr DUTE 28 BRIR B R BRI 56 K0 (192 32 R
[118] 1 FR&hnl i From R R 1 s AL 28 N (AMPKO
BRI SRR 1 9% i 40 i DR 7 R (i g SR R AR I 2H A, iR
T8 3 9D A A A AR A A R TR R ORI A
MASLD & J&[3,119].

UBAl, TR #h RT3 i S A ) Bl A S TE O 2 A
(PPAR) KMIEAS S4&F . AT A AT, PPARKS B FRAC U
A JREA B AR I [120-121]. 5 BRI, 46 55 08 1 B8 G
12 A PPAR-y i [R]85 [ /)5 BRUFF I o i G 10 5 B R
PPARvy 75 %5 % g 107 R A T IO AR 455 & E A 2 5 M v i
KHEAEA[122]. BRI, TRRITHESFIHHAED L
LR EE 1 (HDACPs) [ERIA, Bl f5 1R ML ist f& & 1
1T R 38 5 i S RS 2 FEIK-1 24k (GLP-1R) 1 3RIA
[123], NP -«xB (NF-kB) M, £ —ERE L
VR JRE AT 4EAK[124-125]

ST, FEE AR IR X MASLD J6 97 78 1 3R 4
NIRIFF 46 B AT 0 g R A W R 98 3 55 41 WL P g e
NIX L) i S A ORI BRAN Y MASLD 15 75 R T
HH,

2.5, PUAEZIEIS SRR VIREVE R 9RE FO T 4E Ak 15 771

DA R E AW, TR SRR
VAAGH B 251 . thAh, BUAE IR TT O] LA i 4% 0 A
BIE[126]. HEPUAER WA DA I A K. il
BTERR, FIARE A (RIS 25D AT igiE
WENE, By S, R RRRE, 7 MASH B,
JFEE AL, £ 2 P R P S B R T AR [127]0 AR I L6 A 5% 25
B, BAVFE T Z B0 RSO RS, DA E R
& & BHE MASLD 697 7 TH I (EST 2. Jian S5[128]1E &
ARG = (MCD) K& S0 MASH /MR, Xt
UG B ST ROIAT TRTE, 455 SR AFIAE B v 2 35 i
S NE G AR 1 . AN SOREANZF 44K . )5, Enomoto
SE129]7E R Bk = -FER LR (CDAA) IR EB1EFHIK
BRAR AR ey, R4 B R B A R B F 2497 AT T
WEIT, W F0as S X R 2 & (I &R 9T B S PR T B
UMy 1Y, Jk> TR 98 BRI 4R

IR I RS2 B8 /N B TR 6 4 1 I8 FH T I PR



B AEROT ) — WEARS A S (GALA-RIF) &
HPHHATIONE B IR TR T 130], B AL
N BRI A B AT e A I A 44 R ROR YT T ik, 1X 4
B 22 B R A S B AT R 23 g A WORS AH O PE R (ALDD
HFEF4Efb itk 2 . Abdel-Razik Z5[ 13114} 50 41 #3347 T
— TN E L B AL . SR, BN R, 5%
REFIHA LG, RIAE L 067 40 8 1 I RS FR ARl Pk
R T/, MASLD-FFAERE G E A Bk . A
o, —seE RN RAEBUN NS R B, R AR A B R
MASH £ # I L a Ab[132]. Ak, FIAE & U fe & 78 o
MASLD [ fig 15 2% 14 14 [ B B 1 27 44k, 53X — [l AT
wIRF .

1 i H At Pi 2B & HE4T MASLD 3697 AR < TR AR 2D
Chong S5 [ 73148, b 78 FF A MR 25 K Wil 2 PR AIG 17 BR 1A
J& -~ BRI AT A R AN IR R A R . kA,
i PR - 2 K V0 7 5 P AR I P U B I 35 PR T FFJUE ALT A
AST /Ko

BARRE, MR — ARG R, PiER
OUHZFAEE D T Re A ¥RYT MASLD I3 ). HomT
REET A RE RN . TR AN 2 LR BT 2 e M S e ML
fil, o MASH &3 1S58 = M 44 A bn £ . 4R
MM, — S8R 8 B A B O A A 3R B R
SRR, JF HARGE R RN, Bk, REHE—2 0
T R BRI AN, DAk — 25 e R4 W
al HoAth 41 A4 & AE ¥ 97 MASLD 1 (B%) MASH J5 ifi 1
W

3. MERT —REYAMA

3.1. ATE RV E IR 2 b R R AN E T A

Il PRI PR AT W 7E AR, -4l 5 4E R AR 2 R
GuF 1l BRI . B BRI S RO S ik £ s B AR B
FSEHLEL, A R AR R[1201 3018 P & 0E[133], HEM
TR R A [134]. SR, TAEVIREAL R 2 K AR 2 AL
s tk, MIMFRER BUS A (B SHAETT RN AS [ ) B
WA HAET, WA E L B B A P 4 5 gk
., HIBIT B IRIE SR N . BRIk, SRR E T
ZH I HLBE ) TR0X LB S HL T IS A AR A, 018
PERFIR A AR YT B BB

KTTFIWE, LoombaZ:[135]HIF TR, FidA0
BMI 456 5 5 R 4H I 3R A5 0 BB i A= Pobs e 4, ol L
Rt % B HA LT 4E 4L I MASLD B . ZEABATT A 72 [135]
o, MASLD 5 2 (1) 25 {5 fif A= P 3 32 2 DA JELBE 1 | ) R 40U
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EWITRE, HRERRETTMIRLRE . R, MHE
MASLD 35 -2 4E AR B2 B3 I, A8 % B (0 2 6 35 0
I, i ERE R T B BCE A T R R

Sy J7 T, — TUEH 88 5 AF PR AT 98 RRAE 4H R i [ B
Z LSRR, IR (— R 2R R IA R4
WHIROFE LA R FE 2D 2 18 B AT LA 5347 1)
JRRZ —[136], HAZ#E & FIAF(E S5 50 7™ B FEAH G .
W, MR TR AR 3 R A [ S0 2 I 17 M1 P Wk 8 A ) i
WAV BEIAT BT YR B T AT PE[136]. ELARTT R 75 22
BRI RS KRR R IR L 5 2 MR R &R, IF
PE SEFRAE A PPA VR TT BOR (R IX T FEAE B T R R AR AR
TR ] BE IR YT SRS TR ROR N2 4 PE[136].

3.2, BRI S AR T b AR

YA IR — T DI S AR T, B ER RN
YIRS S S 20 S RAR B (RIS, A AR AHE
M 2 6] AR ELAE I [137-139]. kA= 0 ae i m] 3 1k %
YR T SR AN (R RE JT, A8 ORI 24 2 A A
AR — A R AT . BOL I — T R R AT T2D &
B0 DL B A M 2 REAE A S s R
Yoy B Ja R B UYA 9T 1) T2D & b g T B S
(Escherichia spp.) “FJEM4MN, Intestinibacter 1§ J& F 5 T
[F%[140]. X4k 0 5 Bryrup 5 [ 14110 78 45 B AHAL, A
fI1HRIEFR, Intestinibacter W J& FIAR B J& 1 =F- FE H982b, LA
T B AT B Ja /55 B i B A3 AN IR E g L B 5 s i 5
FOSUIRFAII6 YT BLAE G . TR 1% L J I 35038 B — XU
7 AT B R A R A BRI . [EfSERE, R
IRESL R — U 5, BFR N ORI, 50 B 4L A
bo, —HIXUNRIG T B35 1S 0 7 8 2 A 1 B e 2 R DA g
TEAR TR I BE, X 5 i 0 Bt 5 R AR i 8 i 0 = B ) 14 m A
FARUHOR A Wbr B R H E R D R
AH2<[142].

J & A P e AN 25 DA A A 5 — A E A
TR RPEITVEN N o WA TE AP PT LATR 5 1 = SR 0
DAL A SRR G . VF 2 R IhRE 2 BIRE DB R,
oG MM SE. A KRR, MiEmiEy
S 5 eI S B VR T YT AR, U IR TE S A I 7
J7 1 [143-146].

Biln, 2R KEIEIE R, A AT
PR 3 R AN TR 7 T A G B TR 3R, B R O U AR R
HCC # & () e B R 5 [34,111,134,147]. BB EGL#ET S
Fm e A Y B S, A R g A F IR BA B DCA
[17], Xe#t—2 S iEENE, i@l TLR4E 53N
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RAERAERINEZ[148-149]

Ak, R A S AHEIF] ACD, WlARR P AT %2
-1 (PD-1) /FEFPIET-HLAR 1 (PD-L1) A #E f5 (1) 40 il
A, T X 40 e DA KV 22 Fo A iR SR # AR A
R[150]. 4RI, Fm%ﬁé%mﬁﬁf%#%$%ﬁﬁ
JTMEAR[151]. i) — R, ERIEOR
JE I —2IBIT R, %E&%f@%mn%?mn%&ﬁ
RICE N R 2 A, JF HAEAE HCC H kAT Bl i
Fi[152]. BT -IAE NRAEY =R R NEER, 249
A A AT 6T I8 T AN 4 B M FE 5 T RT3t R . H
BT, MNATIEFESS S R AR 5 S i E A T P, DA
SIS 0 i A A 2L PSR PR G 28 YR T IR I R A A o 76
YI[153]. fEHCCIRYT ™, T8 ) % ICTIT ¥ o R
H AT BT RAI[154]. SR, BT S5 EmE A K
(1 ICLYT Rt SE UE B A PR ELAE A B b, DR 75
A7 58 22 B 78 AR iy X SO R R AR R M, T A HE LAEAS
PEAIEIT T RIE 1. H AT 455 2 SR Rax Fpo7 v 5 2
&P 0 VR TT T, DR S SIS AR 1)
TG AN DA R 2 . T RFEA & A — 2 i s 7 n]

BE FC VLRI PR IR 5T Hh A8 FH A P 20 A= s JE 400 SR 45 B2 Wi
TR A 7 R R B 0 - FEFOE AR OG5 AR B 3 I T
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