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Research progress on the mechanism of exercise improving MAFLD by
reshaping gut microbiota and metabolic homeostasis

WU Xin-Miao, LIU Yan, HU Tian, LI Liang-Ming", YANG Wen-Qi"

(Key Laboratory of Sports Technique, Tactics and Physical Function of General Administration of Sport of
China, Guangzhou Sport University, Guangzhou 510500, China)

Abstract: Metabolic-associated fatty liver disease (MAFLD) has become the most prevalent chronic liver disease
globally, characterized by complex pathophysiological mechanisms involving multi-organ interactions. The gut
microbiota establishes close communication between the gut and liver through pathways such as the biliary tract,
portal vein, and systemic circulation. Gut microbiota composition, metabolites, and intestinal barrier integrity all
influence the onset and progression of MAFLD. Exercise serves as a vital strategy for preventing and treating
MAFLD. Its multi-organ health benefits and safety profile offer unparalleled advantages that cannot be replicated by
pharmaceutical interventions. Growing evidence indicates that gut microbiota and metabolites are key targets for
exercise-mediated improvement in MAFLD. Exercise not only modulates the structural composition of the gut
microbiota but also reshapes microbial interactions and enhances gut microbial stability. Concurrently, exercise
regulates the production of microbial metabolites, maintains metabolic balance, and strengthens intestinal barrier
function. This article summarizes the role of dysbiosis in gut microbiota and metabolites in the development of
MAFLD. It further elucidates the protective effects of exercise on MAFLD by focusing on the gut microbiota-
metabolite axis, aiming to enhance our understanding of MAFLDs pathological mechanisms and the preventive and
therapeutic mechanisms of exercise at the gut-liver axis level.
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FF R ), S MAFLD ) i iR F e 45624 5
FIRTREIE AN <8 5, A WF9E (i FH 0 SE g A
K I B Be AN IS AR [A] 5 Lk, BCAAs T 258 1o
F1 AR A8 5 =2 DA, X6 17 3 B A ) 3 ) s K T
BCAAsHIG B R R A 7EE B 24 MAHEAEH . K
., 76 5 Z2BCAAsXTMAFLDAE H A58 v 55 7843

. EEfE
#RBAs 73]
‘mq BA
REEBAS / \:)
FXR TGR5

BCAAs
(EEhFBCAAsHE MIFIELELOERY)

% Bl wERIVE

2 EFhEN M EREREHE-RiEYRARE

MAFLD

B3 EMAFLDB A I F 2T B, InAsk, dick
AL (A ST 2% W38 B nl i i Pk 2 i T A R RS A AT
XTMAFLD ™ E MR (500 0008 956 iz shfg g
R i T TR R A 2 R R 4t | 398 R I ) LA
Do % 55 A AR M 5 FLUR 32 Bl RIS M i TR R AR
WrEW s A, 38 shik vl i i 18 R G sR ik
Ji7r 38 5 B T i, /D LPS SR 48 40 Jo M g 1 10E A A
TEIAI-5475 22 JFFIE , NI MAFLD (1) .
2.1 EHATHEREHEN ENEFEEME R

SAERESIEEY, KWEMAFLD

Cheng %7y ABERTSE R W, 55 3E45 3h 41 A

Rk S 1A
o BBEARESHEE
E Lﬁﬁwixﬁiﬁﬁﬁ

Bl ZahiEd AT i E R E R YN GE FEKZEMAFLD
PFORTHE, L FIRBER, 7 FRIIE . RIBENRIVIBR (short-chain fatty acids,SCFAs) ; 37440 3 H2 (branched-chain  amino
acids,BCAAs) ; JH{1R (bile acids,BAs) ;i 8% (intestinal permeability, IP) ; B2 %445 1 (ZO-1 .Claudin ,Occludin) ; fi§
Z# (lipopolysaccharide, LPS) ; R R FE K Fa(tumor necrosis factor-o, TNF-a) ; T3y (interferon-y,IFN-y) ; A/ &-1p

(interleukin-1pB,IL-1B) ; 14" -6 (interleukin-6,1L-6) ; 141

#%-17(interleukin-17,IL-17),

Figure 1 Exercise improves MAFLD by regulating gut microbiota, metabolites, and the intestinal barrier

“1” indicates an increase, “l” indicates a decrease, and “+” indicates activation. Short-chain fatty acids (SCFAs); Branched-chain
amino acids (BCAAs); Bile acids (BAs); Intestinal permeability (IP); Tight junction proteins (ZO-1, Claudin, Occludin);
Lipopolysaccharide (LPS); Tumor necrosis factor-o (TNF-a); Interferon-y (IFN-y); Interleukin-1f (IL-1B); Interleukin-6 (IL-6);

Interleukin-17 (IL-17).
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e, A Eas s (8.6 H , B A2~3 1k, EiK
30~60 min, 60%~75%VO,max) T il Al I
MAFLD# # 7i8 HRtaZ BErE . Imdad%E g 3hH
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B S Al R AR BT F 2400 ST A
PR A AE S 245 g 1 Bt B RN FXRAZ AR E 7
BAS{USHIE M 3230 T HE/B H A F T
SAE SN, B0 I A S5t SR 4, T M MAFLD .
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2) DL B S AE AR B8 MO XV BEFF B8 (B3, BT S
L-75 2 R FIL -5 2 WE I 1) & il L B4 A L R LA
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K TFHE SIXTMAFLD 38 B 22 FF 5 1 () F
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T BIR KRG — W ZE R (B4 R ZH0M AT Bon
B AL R A R REGEMAFLD (1), £ T
IAREAY A %5 Tz S el 2l MAFLD 18 7
FEAT LA P 5 TR AT« — 2 ABIOUL A4 J2 1T
B 3232 B 45 X MAFLD 7 AR FRAR AR FH i HAA
FEFNAILE] , — 2 N LR )2 T 55 38 S0 R AR S
REGMIER . RIS, 8N % #3225 i iz g2k
R 3a SRS E])  MAFLDRFE R B D & 15200
22 EHATHERFENEYBEEMAFLD

1% B B BIE 52 A MAFLDAH I 17 38 R

WY, B ATH e 58 £ 2 FSCFAs . BAsH
BCAAs.
2.2.1 IEFNEATTSCFAsAE R

FEIEH AT 2 et O NI T R
ZESCFASIIA I, 1XBUSCFASTEH T A AU A4
B g I R R E YT . ZEMAFLDR A
T, i R T S BSCFAS /K - R A e, 303k
PR Ry ZEAE AL LB AN T BRK R . SCFAsZR
A7 S5 3k >R SURT JIER & AiE SN S AR I AT B o
AR MR HEMAFLDR) & 78 | B i

R1 EEhATFTMAFLDZE BB AR
Table 1 Exercise modulates the composition of the gut microbiome in patients with MAFLD
BN a4 iz & B T TR A S ) 7% CHik
2019 HEVEWistar K R 6RIHFDiA S F.5K/JE, 74507 RGN Carbajo-Pescadori ¢!
FEER AL FE-MAFLDREA! TP A58 B (£165%~70% VO,max) 44 : ZEAFTF AL
T:60 min/¥X Ja « RBLFF B8 T LT B T BT
Type: #i 54 Rz 3h R T G R T R EE AT
Bl
2021 HEESprague-Dawley K FlZ: 1008 F: 5K/, 484 T AU IR 1L R GaoZg2
HFD# SR IUMAFLDAE ] T, P53 BF (£965%~70% VO,max) |1
T:60 min/iX
Type: #i &5 H EiZ 5
2022 1158 % MAESCIIMAFLD S F:3W/)8, Ri8.64 1 4. 0T AT | B-AETE 40T Cheng:[67)
IR R R I: AR (£965%~70% VO,max) J& : L ICATF RS T BT T s 1 8
T:30~60 min/¥X HEEET A RE T SRR
Type: £ %12 8l N = (AN PGE 18
BB A AT A ) +BiBHZ A By (n
WS 25
2023 394 L IIESEIIMAFLDER - F: 30/, Fr4212)4 ol SEAEIFT IS JEBR T R4 Csaderi[6]
I R EESR B (£955%~75% VO,max)  JEZ IR IGET SRR DA [GEET 7
T:45~60 min/¥X W IR FLIRFLIREA T LT 4550
Type : A A28 (W47 188, R SUFFER T 2 TR IUAT I L W PR FLAT
HEH TN 22 B 7 LIS H#il
2023 SR CSTBL/GI/INRZE 18 Fa 5K/, Fi2E18)H J& AL CFF PR T Yol 72
HFDA S A AL BE-MAFLD 1. P2 (£165%~75% VO,max)
e T:60 min/iX
Type: i 54 iz 50
2024 APOE*3-Leiden. CETPHEME/INEL 2SI/, 1428 B BIER KovynevZ&s! 74!
Z12J8 E R - = M E R E S L AEsR B (£965%~70% VO,max) J& : BFIFEJET
M BIMAFLDAE TR T:60 min/Ik A R BT e S T
Type: i 54 Rz 3l
2025 APOE*3-Leiden.CETPHEME/ N F: S/ #4212/ J& BAREET R EER AR KovynevZ 7
Z12JF SRR - I E RA RS 1SS (2065%~70% VO,max) it RS 11 502 14 1
¥y MAFLDAR T:60 min/IX
Type: i 547 iz 50
2025 SR HEMECSTBL/6I/NL 2216 FoSU/JA, H4:8 IR T ZhangZ 7"

JHHFDI% S HE A MAFLDA Y

1. ||'%3§EZ(2@65%~75% VO,max)
T:60 min/IX
Type : i34 7T B0 5 A Hish

J&  FAT TR AT AT R L
N e ) AN 3 N ) e
il WE R A 1 P e 2 T T

U RN TR IR S FEREAIG, 1 267K B BE AR XS SE 289 M ;s MAFLD , metabolic dysfunction-associated fatty liver disease,{t
W) REBEASAH OCAE IT% ; F , frequency , 311 ; I, intensity , ¥ & ; T, time , B[] ; Type , 2874
Note: “l” indicates a decrease in the relative abundance of a microbial community, while “T” indicates an increase; Metabolic

dysfunction-associated fatty liver disease (MAFLD); Frequency (F); Intensity (I); Time (T).
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RN 15 T HE EMAFLDZE P PEAR S8R S T
SCFAsH & i, iX &1z s M MAFLD AL 2 —
Gao5 I BIFIEAE 52, A 4B 8 GELES A, 4385
K, HE %30 min, 60%~70% VO,max)7E i # /b
HFD/NEJFAETG | BUIE [# B2 (total cholesterol, TC)
AR RIS, B S 4 2 0 2 R TR B K. St
— 3, o2 B B A RS B G 8, 4
JASIR, £ IR 60 min, 60% VO,max )1l i E 45 = HFD
INERZEAE TR /KFE . SR, AllenZ O b5 Fe 0
B3R BER30~60 min 58 I FP A5 (60% 0 Ak
) B R (75% 0 F A ) FELL6JE 1A s Bl
AT 3 R I AR B SCFASTKT , X AE ik AR
(BMI>30 kg'm ?)SCFAsZ1 JC . & 51 . Carbajo-
Pescador?5 S 4238 12 B AL HE 1E # TR FUSCFAs
AR, HEDW S HI 85I EH o FHIL AT L, BMIFIVK &
ARIL 2002 B X SCFASHIAE FH o 38 Bt AR JHE AT IE
R EMAFLD & I SCFAsE UE A A EIVE,
FI 2 342 5 SCFAsTK - B i MAFLDJ& 15 75 5
RERE XL AR RE it — T . R R,
12 Bl B SCFAs /K- FE B2 I R 242 S in 1 A1 1
(7= SCFAs B A 1) 3= B, AN g 285 2 11 ] o 2 18 R i
FFPAE PR TRRE LB R 8 B3t e i ik
oAl SCFASTRHE , AnFUUFT 1w . B M 11 J A i [
BB AR RS Ah B B LP A B LR Al
I RIEAIE AN , 76 18 A9k I BRAT B A= SR G
B A5 R AL N TN R B L SCFAs , X —#% kit
FEASAN K /0 i i R LR ()RR R 38 42 E TN iR 45
SCFAsHY 7 A= 183-84] i Scir ik, 13 shi e hn i 2.
i . T R 5E SCFAs HAT FI il & S b i 48 A I
GG B A BUE R, A B T B iEMAFLD
2.2.2 IEFIATBAsHUEE

SMEE T T BEARIE 5 ARG B BAsLL K
FHEAAR AR R ENR H A 2 AR K B A
KRS80 KTz B RO B AV It A LA
A, MorvilleZE ST a5 1 s M BHIS 3h A2 P
ST MK BASHISE N , 45 53R BTz 3 T 84
P BASIHER 2 U H R A RE 2 SRR /K SF- | it
i3 T I HBAsA RS LA MR, ADCA. H
HIK 332 3% 155 A\ BASIR I i oA 1) B, A 5 F
— 5

EMAFLDARE T, JFNE A2 S BAs & 11
Jos v L FR T T TR R A AR AR, TR AR R

BAs[H R BAsHAL I 738 R AL, F:8BAs
PRI % A A, F 9% B As [ YR 24 B A s 4 7 4 2% 1]
GES, Jbsh  BAs FXRFITGRS (S 258 B i
il o B8 R AR BASAIH ZE AL AIB A 5 i
S A E S INEMAFLDRE . 12 3h9HiEss
A W T MAFLD BAs/KF-. Shi%g: ™" 534 T 8)%
A iz 3l BiFHE S AT A GBS 3 XTMAFLD
BEBASAKCFRYZ N, AR5 R BN A Has e
MEMAFLD )[R A] BB BAs/AKE , I 8 1 35
WIZBAs TCA H 28 LA NARR  HAHRR AR K BAS
UDCA A+l & 22 A R ER /K- s BBz shIt AR R BT
X BAs I B I 50 5 7 8K B S 3] LI BASs
TCA ,UDCA . TUDCA/KY-. Babu:l 473t 12
HIIT i & FARMAFLD & 3 5 7 20 2L R W b )
BAs/KF. FRHFT 45 FARIR , AN R 2R )8 st
HUACR R ZH 2B As7K A5 M AN A ]

BB Bt , & Tz shinfef a2 BAsRHI AR 58 4
W B, H B BUSSHIF o 45 s shiiF o s L 18 3
]I B As 2 I I 2 A HEHE 223 B R 4
JIEL I 2 ] Ak o B AsBifZS M8 HE R AN R BASHY
3 U AN FE AT HE T T BB 202 S B AR H [F K OF i3
MAFLDEENLH] . HEZENE, B Tzt
BAsHYZEEHEME , LA AT ERS B As YA A LA k15
BAsH (197, 0 H [ 3¢ T2 2% BAs A 152
FETEor L, TG 12 shilad L IHBAsH AR
BREEAGCYPTAL I F A MBAsH A R 40 84
1M, HA B 5 R, 328 3 X B As A k6 i 3 A
CYP7A1.CYPSBIMICYP27A1ZiAIF T B &5
Wi Lo3-070 X s SR T P B A s A AT E— 4
W9, FERFIE I 5 5 SEA2 B2 A2 BhiRf ] R %
ZE RN, R T B INBAsH - FIHEH S, 15 5)
AT 2 AE BAsHY R . Carbajo-Pescador /|
FHFDE S:MAFLD#LAY , & B 5 HFDJGIZ sh 41
It , HFDiz 2l 4 /)N FRZEME R4 (BAs . SCFAsFII
BB ] B F M. Ortega-SantosZs ™S i F
RN, iz shn] e E ) 2 B Asla IR BAsH:
PRI B TR R T BR T Y T TS R LB ASHY
He P . R IREBAsSE T Hi/KEBAs, 54w
W, 758 5 BB HE . 255 Lk, i sl mlad fie i
B K PER BB AsHI A B, B INBAs Y ZEHHEM , 21
A1 foff L T 5 Ak R B AsHE RS, [ AR LA AL 1 e
B, X ] BESEE S MAFLD Y FH 2L
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i ) EIE L T A MAFLDARZS FBAsSTH 5
WG S H K BAs-FXR/TGRS I8 J& 0% . BF5%
FW 3B R FXR A TGRS IE B 130N 3B EE L
THLE. (D) PR B IE FERE, SR B AT A AR A HE
i : /N [F] B A s %F FXR 1Y 1% 1L AF H Of A AH A, 78
MAFLDIRZS T, XFXR £ #7E/EH A CDCAZKEF+
=, X FXRE RS HI/EH M DCAK T/, fiFXR
S E ERAL TANHRIR Y BB A MAFLD
BEES R M BAS AL, RS B BeAs Feiz 3
XTCDCAR WA TE A # EiE , (HE A Uk Wos L i
AT EMRDCAK ) 3R 12 3 AT RE 8 4 98 15
Jir 1 TR AR Ak Bas FP X R Sh /A5 BT 19 Ee i), 1F
T g B3 X FXRA 538 B A A0l . 53 — i, i sh
ELA O LT I A R 90 R T s S P P P
PARE S BRI, 658 T 40 9 B As |7 IR BAsH ALY
AE 118 P Bas i IHIR FIDCA TGRS HIHRAGH
], IREBASHE LA Z A2 T TGRS M558 #% 1Y
g . () MESFFXRATGRSFE L : LAY %
K1z s A AR FRR S FEXRIG S, B4 5
MAFLD Wl PR S48 A G P i IR SR FXR Y
ARSI B A BRSER I, AEE S BE TGRS
FeR 1102 K IE B W MAFLDR ZS F TGR5 %35
AT A e — 209 . S TFXRAITGRSE 5
T 5% T AR e R R R SN, 38 ) ] i
1T BAs-FXR/TGRS# % MAFLD .,
2.2.3 EFNETTBCAAs/KFE

O A W58 H s 2 3l B RT3 1 I 7 B A TR A
BCAAsIUISFHEMAFLD, Shi%g 10337 T rh &
iz ah (124 A PoE, 885K, 8K 30 min, 45%
~55% 1) fe K03 ) Al TRk B A B2 Bl (6 H 12
i JE 64 H Pk 18 MR 65%~80% [ Fie K0 2R
MAFLD & E MEFRBCA As/K R AG 7 1 1Y 5%
R, RIIEIFBCAAs (L HIE 2 AR MR 2R ) Tk
Ay N 1 SR sl N SRR A N =
BCAAs/KFARE 55 JF Mg 5 75 12t A8 A0 1) S ik e
ANEE S [ TC 25 57, ik 6 AS [R] 5 B ()32 3l
] i 2 BCAASI B MAFLD . Babu%'®!
WIHGE , 12J8 A HIT ] B % FIAMAFLD & g4l
LU IR, LR 4 2152 S R K o 4 v 5 1
FEL A /0 B2 E A OC . (HAS E B AU /&, Vanweert
s 1O RIE ST B, W kA AR 2 s g &
(Fe2e 128, B JH 3K, B IR30~60 min) o] P&

MAFLD 8 3 R BT & 2, (H X G ABCAAs /K-
R ER W, AR TEE SN MAFLD BCAAS
K52 . BCA A/ B AR AL Sl RAE A5 19 G I
Ji AR BUS — 3455, rT R 5 BCAASA U 1Y
225 A8 S R AVRIFR B 1 X B — X &R Liu
SELBLA I, 518 3h AR R A L, 18 3 5
T BCAASI Al DI REIG 5 5 LN , A 32 “ M if
H AN R U IR ARG . X PR BEk
AL 3E Ao 2 T R DI RE R EBCAAsAM , i
WA MAFLD. AL, 8 3h % 78w B 9
BCAAsIE T ML S L AE B MAFLD H 9/ FATS
Tt — 9T, B 7% 2 s 27 BN S R
ipAIT
2.3 EEhigEFE REINREIEMAFLD

Ji7 1 J5 I R AT o (i 18 R A 7 A e L 240
B B2 ERZ ) AF PR (B R SR JE R
TG4 ) G g2 o I (J A DG Ik L ZEL | Ao A4 L
PO ) A Bt B (W s ) R, e — 5
% HL I RE 0 K 1 e e B s, SO A A e sz
YIRNTE R W AL WML AR 20 B (1) 8 37 ) ot 31 T
BLAE o T 18 B R O i 18 5 B 1) B L A
Gyt 105-108) i LPSAE it B 2 AL T 1 2
P SIMAFLD & A= & b R ¥R 35 A PE R . 4
Jor T T RE SR VR I, A 2 T8 X P T 5 IR ) AV P ok
HI1 55 , SO R (KRBT R DT T IRE ) B 35
R ols & I S AE RN T i R g 1 B e [ if 52 34 L PS
R Z . WHiE B B SR M R 2 S BLPSHE RS
FIMARIGIRFIEE , 2 ARFIERLPS S HEE A E AP
W A, BOE TLRAIERAS S8 2 R o+, 12
i Kup fferZfil i 1% ALtk i 7= A5 £ 98 41 ML F - (TNF-a.,
ILFITFN-=y) , #EZIMAFLDHY % J& 10 10]

MAFLDH 1B 1 Bt B fe B %, RN 5
HREH AU R AN A EIE S HES 58, %
Booss REERG N, P RE R 2 400, B e 1 Z0-1
Claudin-1FOccludinE ik FEAIL ; B4 )2 H BLAAE 41
R , LPSFIAAE K 1A B 2 5 A S il s 35
FLI24000 S 12 B W E A T A S R g R e
Uifig. W5 A BUAEHFDIA S FMAFLD K S AL H
BB, 18 B VKR R RE I LSV MR o
FfA s 454, LR % % B8 1 Z0-1 . Claudin-1
FOccludinf) 2R3k ; iz 334 B W/ 17 18 A )2 R AE
ANALIRNE , T M TNE-afIIL-625 480 K 7283k , AR
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LPSZEAE 4 Wy I 0 2 1G24 005 B T S8 sm HLM B e
A, B IR AT 5 iE A Y B R RS 3h R L
TR TR ST B AR P FLAT PR 55 265 R 0 8, [RI e
W AR 18 PP RURT BT G R o) e o0 11120

T B B sh A A T iE B R . M, A
FE BN R0 SIS Bl S IR B, B E I B,
BN EE A P B A S ERECSTBLY
6/ SRR I FEE VN RS UE S, i 2032 B0 25 il i ¢
K IR I T T TR S ek, DR SR g R A T
NHETFSL I IR IESE , HINT ] 38558 55 v i 20 24 gy e
7 PR R 18 g T RR 45 6 B 1 R, i R M 3 o
REohfigt! s, Mk, 75 HE 3 MAFLD I i 5
BEIRET , 12 Sl B A s B e L,
24 EHEBEIEAZINEMAFLDRRMEALIE

IRR ST CIE S SR S MAFLD ) [R] A
Bt Xt fi 3 TR ARG R A DI A A I %) R A i
S (6 A, (L EL ) 0 PR AR 6 2R 1 T E— 258 Ik .
R A S 56 1T Dy 32 2l 3 i R 0 i 3 AR S s
MAFLDHEBEH Ry B2 AR , SR 1T BB BEAH G52
R KovynevZ: T4 M43z 3/ BBy 2648 FlE iz 3
X HE /N BRI 208 35 A AP AE R AL HL I MAFLD /)N
S, AT & B SRR Z Bh/ N RS AL AR L, BE A
12 s/ ] g S R IA EE LL s B AR Bl /N R
28 2H M AFLDPE43 F1 RS B il £1 O e £, 401, 1 7
s B R IR BE S A/ N UK. BEAh, B8
Hi3Z 20 /)N B X MAFLD 4 2l 35400 5 0 g 24
R 25 WHEIFIETGHIMAFLDI ) il 4 #4 ktiiz 5
/INER A 20 0E— 25 4 Sy g 25 Rl By, 45 SR %
B, i 7 25 14) TR A AR T 230 3 sh A /IN R, e 3
FGTIESE T 32 s 2l MAFLDHR 4 & 38 1 Ak B BE
ERSEIR . B L iRKovynevEE R IFFE A1, E A iff
FEN G R RS A S B0 IR S T 2L i A R 45
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3 HitERE
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MAFLD 5 Hxt iz 38 s - iz i e B D e )
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