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Abstract

Metabolic diseases, such as hyperlipidemia, obesity, non-alcoholic fatty liver disease, and atheros-
clerosis, have emerged as significant health concerns in humans due to their high prevalence and
chronic nature. The occurrence and progression of metabolic diseases are attributed to systemic
metabolic imbalance and the interplay of various interconnected processes, notably linked to im-
paired insulin function, abnormal glucose, and lipid metabolism, excessive expression of inflam-
matory factors, and disruption of intestinal barrier function. The gut microbiota (GM) plays a pi-
votal role in these pathological mechanisms. Therefore, investigating the relevance of gut micro-
biota in metabolic diseases based on the “gut-liver” axis theory can offer novel perspectives for
comprehending the pathogenesis as well as diagnosing and treating metabolic diseases. GM con-
stitutes an essential component of the intestinal microbial ecosystem that actively participates in
regulating host metabolism, maintaining intestinal homeostasis, and modulating immune res-
ponses, among other physiological functions. The liver and intestines are closely interconnected
through bile ducts and portal vein systems; they interact synergistically with each other concern-
ing immunity regulation, metabolism, and host defense mechanisms. This article provides an
overview of the intricate interactions between GM and its metabolites with respect to metabolic
diseases while discussing the effect of GM dysbiosis on metabolic diseases. Additionally, this re-
view also encompasses the latest advancements in research on the modulation of metabolic dis-
eases through the “gut-liver” axis by GM, thereby offering valuable insights for clinical diagnosis
and management of metabolic disorders.

Keywords

Gut Microbiota, Metabolic Disease, Metabolite, Gut-Liver Axis

Copyright © 2024 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5|

AR (BLF5 T2M. SR REREAL i IURE 55) (0 ORT FeAE i 5 U4 rh U, A0
RABETRG NRAL R TULE L], ERENZ 5 /I SREFANE E KRR
N, YEFFHLAR IR A S A T R o 3 B A LA e 5 WAL A SR BE R JRE S« I B AR
5 1 5 K AN T R AR 38 L. A e IHTE L T ORI 42 S A B2 A8 . — O I AR
(0 L PR S5 490 J 1 2 58 i f 30 Tk 2 0 e L SR i 3 5 o 58 B4, 7 — T TR L Pl 1) = e N4 46 0,
i 15 g 7 R A AR 420 R~ 3 o T U e BB R S B R R A A A R A F) A ERR
&2l PERAEMREOA R MBI N DWW, 5 W - B B A R R, P
ZH5RNTZHBEAEBE . THER, A 900 FE SCHRET TR B i 18 B REAE I - il b A4 A AR
R i rEvE s RS r NS e - FHREAT AR R, X 4ERF LR A IR W B AN AT B
SREIER[3]. PRIk, ASCHET M - i, X i v e K J e v e 1 P A 7 4 5 A (14
TE ML I 51k -
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2. FEE#HSKBERHRETIEX

JYr T8 TR S AR =0 4 S AR AR S YR S, R %) W A R A R T R AR R, T i
PRE I 35 L 2 S 808 ™ B (AR UPIR B o W T8 1 L8 200 11 o 285 B8 0% ) A 5 B 8 A R Bk AL & 0 AT AR Y
P SRR AT, 14 = F % (Trimethylamine, TMA) 146 4 JIE /i 2 (Short chain fatty acids, SCFAs)%,
IXSEAR U PITE TS A6 T AR B 77 T R I AR . IR AR RIT LRI, BEIRE . ZhkoRAeRE L. JF
AR G T P I L 2 AP 28 2 R B W 7 g i v AU R R R DT R . IRV R 0 2 v B s/, T
e 5 22 W L S RE DRl 45 40 WA ) 55 B = P T v, TR U T A 1) 22 R 0 R A 3 SO (L 1)
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Figure 1. The metabolic diseases were accompanied by changes in the structure of gut microbiota

B 1 REMERRNLE R REBEHEEFESANEL
2.1. EBRIAESABRE

S IR, R IIE N IR DR TR A5 R AR A 5 v R IR AN B PR 2 (R AE S R R B .
FRH, RO E URE B i TE b, JERER 1 TAUAT B T L B RGBT B T RR AT AR
PSSR R Y 2k, AT s g o A P B e A, B AT e R AR . R AR A AR R
ma T E AU FEMATE D, LSRR 4 B B A K [ R R A O SRR R BE I RE ), X P A AR A B T2
38 AL 575 R R el = e A . S FL g T P 2 AR B R R 45 0 B AR R IE 7R (Bile acids, BAS)
= R AR 7 A R0 A AT s LA TR T B IRSORIE B oE REIRAS A R PR AL i K S I R 3
RAEH[4] [5] [6] [7]- 2016 4= Moreno-Indias | 5 AT i — TR AL X BRI R 0, 55 (g BT SR 08 p B B AH
Ft, DA i I AR AR £ 5 AiE 253 1 250 o XUSUF B & (Bifidobacterium) . FL#F B J& (Lactobacillus)

e
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7 #2 14 (Faecalibacterium prausnitzii) A1 2 iy [ 14 J& (Roseburia) 5 78 75 i) i A2 8 - LRI, A, TIBLERE
% 7= 4= i 2 B (Lipopolysaccharide, LPS) 4 B , 4k 4% 45 14 (Escherichia coli) 1 EH V4 7 B (Enterobacter
cloacae) 1) FE H = [8] . 2018 4F Ma S5 AW 7t & I i IR HILE O Bl 1) 7 3 B A A A BH SR AR A i h g
74 LPS 141 (Bilophila, Sutterella F1 Oscillibacter) B k3G 2 . 573 AMEH —SE iR g b Rk 5 7 B B (o
Bilophila F1 A. Muciniphila)th 2 & 34 m[9]. 7EFRZR AR S W IE M AE R 5C R 71, Jeffrey Gordon 2
AT I OIPE BLAT I AR, ARATTI — R P70 45 SR 38 Fia i T v 45 0 0 25 5L T 5 S IR R I R 2B [10]
[11] [12]. TR L BIBNIC & 6 KB RAE 2017 4EHEAT (1) — Tl PRI 7 5 3 — 20 46 7= i v A 5 I IR 2 )
(R DIIE 2R o T M S8 25 i 3 O 22 M T f e N T ) 5 PR AR [13] o 7B I M S8 255 I 3 B e v SR B T 1)
(Firmicutes) 5 #U4F 1% 1] (Bacteroidetes) i LU E B 238 I, 5 U [FIRS, 1 A XUSCH B J& (Bifidobacterium), L
T4 J& (Lactobacillus) S5 X A 1t LAY 7 AF T =F B2 2% 2 2 P21

2.2. 2 BYBEFRFR (Type 2 Diabetes Mellitus, T2DM)

BEE Z H BRI E, SRR Z B0 70N 28 M —— I 1E o B AR =) — — IR NER W T
T2DM SR ERR R B, EAREE RS, (HR AR I T2DM 5 718 b B 451 35 8L 1 AH G . 2010 4F Larsen
GHES: T2DM BE I E W #E SR AR AAAERE 2R, HA EBEE ] (Firmicutes) F1 42 B 24
(Clostridia) )3 & B BAR TR N BE, I EHLEBEE 1 1AUF B 1T T B S p 22 JEAT 1% (Betaproteobacteria) 5
BRI R 5 IR A OG[14]. a4k, FERE PR AT HLEE o, MROIR 2 04 B4 & (Clostridium) AT Kl 2 1 B o
2 [C I J& (Akkermansia) 3= £ A (g AR [15]. il i BE L2 T2DM RAREMEER R, BIEHR
HESE, YA Y 2 Bk PR (T2DM) B35 11 H Bl o 2 [ 1R (A. Muciniphila) =F B2 il 5B 2 2 BRAIG B0k,
AW, PR 8 ) W B 2R ALAEOA T R 2R AR E M, O o R IR0 A R
T 2% S50 T TR PRI AE S B AT o ol B 2 A ] RS R T R AR R AR A, TR R 2% IR AS ST R
TR R S Z BT R [16]. Lh4h, T2DM [ I7iE H SCFAs 124 B (Lachnospiraceae, Ruminococcaceae
ZEVKCFBE N, AT ER AR 5T B (Bifidobacterium. A, Muciniphila. Clostridiales. Listeria 28)=FFE[#1K, 28
AL = 4 B (Prevotella. E. coli. Streptococcus 55)7/K-F-Ft 5, EffiHl{A SCFAs. BAs. BCAAs FlJlg it
WA AR ZRL, AT S R A B AT R B IR, RIS AR B 0 & A A, 2 S5 RE IR B A

2.3. BhEKWEERE{L (Atherosclerosis, AS)

AS AR E A RV R N SEGE T EE RN, AS MRS S EHIPET NS 3T NS
52%. [ 2010 4 Koren 57F 3/ ik ik 15 i Ak B e sk 2105k 1 1l 18 0 R LUK [17], BRI 2 (B AL 45
SRR B i B R S FLACUII A AS B R AR Ik J b 35 =1 2L 1 I [6] . 2020 4 Barbara J H Verhaard 55 A%}
LR B UK 5 A B8 3 1 W T8 B R S A HEAT DN A AT, 5 SRR B B K S A Ak S i T AR R B
(Collinsella). 7 5111 F 1 J& (Klebsiella) . iz 4T & £HEnterobacteriaceae) fl 4% Bk 1 £} (Streptococcaceae) ) 3 &
BARRNFE L 5, 15 SCFAS & Al S B BE, 191 40 LA 147 )8 (Eubacterium) . % i [X B J& (Rothia) #1981 B
1K B4 J&8 (Ruminococcus) (1) = B2 i 25 PR [18] . 38 Bl Al K 22 PR 2% B Stanley L.Hazen HIPAEFK, fEHET
TE B R PR I 20 Ok B A R A 0 s BRI 7 T i 7 R 9 A, SRR TMA 2R3 0 iy iE
M TMA 7KF, AT B AL 42040 = F i (Trimethylamine, TMAO)ZKF-, 4k i {2 i3 556 248 e IE ] e (1) AR
2, IR R I ERALHI[19] [20]. 4R, AIEWES AS B E/EHIE 5 Ei&Ea SCFAs
w2, LA BAs ARMHIERAHIC[5]. 2021 4F Liu Z5i i C57BL/6J Fl1 Apoe—/—)> BRIk s A 4 452 24 B 3
—BAE S L vT ¥ AR T A I T RR /K AR Bl Y 4 R (Lactobacillus, Clostridium Al Bifidobacterium),
&A% E TMAO 14 & (Oscillibacteria A1 Lachnospiracea)=F /&, S0 L5 & JFF AR o JH [ K SF, 361 22
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fift AS FYFEFE[21] 0 JaECoJs HLE IR R A2 R F L 5 il TR SR AT AR O o Bl 7o HILORE K B 3 TR
Fo T RIS 5 B AR, KRR A P AT 2 1 FLAT R (Lactobacillus) Jz XUBFT # J (Bifidobacterium) 7K S 2] Uik
A, BUREASTEEE T3 R n[22].

2.4. IEEFEMERE BT (Nonalcoholic fatty liver disease, NAFLD)

NAFLD AR LR & EERTIE 1) — AR X, & 5 2R H A A0 < R E % V) H G 21
KM, XS AR AR R T AERE. T2M RLG MR [23]. IEFERKENPFRARY, HEEitS
NAFLD R4 KR B % B R, B U - FFHCEE R 2T 7 ARk i ik . figy - I i He i
SRR @ s, R AR N, TE R B R T DARE S8 B ALl WA . SRR EA FWE 2
JEEbbh o P i A A 2E i B T e 1) 35 L 2 MR R M TEORK B 5 B, 4 o g T o 4 R B A P e v, AR
BEGME SORE 1) R R IT S EUHERE D728, T 51 S S RE AR5 [24]. S EREAMAMHEL, NAFLD &%
HA B HK W RS, Hod 5 AT B R (Enterobacteriaceae) 1 AR XF = B 4 0, i B BR # @
(Ruminococcus) Fl 7L AT B J& (Lactobacillus) i AH Xt 32 B . — 04T NAFLD fB 3 A fe A 02508 16S
rRNA I 745 &0, NAFLD B 1K A JEEE R ] (Firmicutes) F1 48 4T 1 | ] (Proteobacteria) (1 7K 7 L7+, 1
PLFFE ] (Bacteroidetes) i /K 1 & 2 F4AK [25]

3. BEERAHYENAHEERNZELR
3.1. |HL=RBE(TMAO)

B A5 3% [ e B 5k 22 P52 Bt Stanley L. Hazen HBANETF LR 2 Bk FERE b 1500 2[RI IR RR T 20, 17 %2
WEFCSSUE AL A . T2DM K 5 i HURE S50 1 AR PR i 1 R A2 R e 5 TMAO 2 MV B JIAE G . 75 [ 1
PFERT, BTN I B PR I 2 e PR i AR TBEAE AR s SRR E BB T AR A e TMA, &I
Hh (3 2K BN AEUE-3 (FMO3) I E bR A TMAO [26]. (HAFVER ML, WFFCR TMAO ] LIl T
fiE BAs 4 i (Cyp7al 1 Cyp27al)fil BAs %12 % [1(Oatpl, Oatp4, Mrp2 F1 Ntcp)HI7KF-, S BAs #%
ARENEEE K AL[27]. BRI, TMAO 1] _Lifl VCAM-1 f1RIE, BiGE A C (PKC)F NF-«B
(I5, (e AL B, Nk AS (1 JE[28]. It4h, Canyelles Z5HF 78 & B TMAO R i ) 4 4H
JL P A A7 1) Ca2+ 88 50 1) 7 AR A3 AL /SRR & A, DT 335 0 af A T2 SR B B ANt s PR XU [29] o (9 SR B (AL
2), TMAO it i 0 fl] JH [ 3 () 3 FELUT B 38 8% R0 51 62 i /INASIet 17 e >R il 20 ik o A B A P
J& . TMAO fE i Ifil & ik 7% g9 /F H 45 3 7 B 22 R, B 98 K 3L TMAO AN m 3@ i
PERK/ROS/CaMKII/PLCB3 JE 38 5% Ang 11 75 S 10 M B 04, 10 H =ik FE Y TMAO ] 512 B 1L N /N
Ik 0 i 2 5 20 B AT 4 50466 1T e [26] - BEIR, TMAO > T3 FIEGT B 5 218 S IE R R, 51 RSN
S JE SN, AT ST Ak 6 2 B I 2 1 B2 5 0, B KPR 8 T i, R N T2DM Fm A

3.2. FaH&REAIER(SCFAS)

SCFASs J& U 7L 15 W18 vh K B RG B 41 =25 0 R B, TE4ERRIE AR S AT 1697 N J85m
FORIEEROLIE 2), Ho TR, TN AEEER 3551 5 AR M B UIAH G [30]. W FeR I, THERER
AT DL B 5ESZ Ak 78 (OIfr78)Fl G 25 FIIILSZ A 41 (GPRAL) 51 A IMLE & 5K I 52 1 5 25 1 43 W AT P&
I3]0 T ER SR A 74 R S5 th @ 1A 15 NipcLIL 25 4H 5% i A ] B i e 2R (A ek, ek i s e
RIS, AR T A3 S BBk S RERE AL 1 A A2 [32] . 7E A NpedId f 223 i[RI, m] 389 b =5 4k
T (Treg)ZH AN 1L-10 7K1, 4k M Bee A iz i AL ] I MR SORT =2 B0 ik i A B AL 3 A2 TRIRR[33] . [RIAE K, SCFAs
AL 38 N AT i 7 BR (OCFAS) /b IR AR Ry i 5 (1 € lig i 4L 448 22 AN [ (1 38 12 R 5 DR Bk
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F[33] [34]. ItAh, SCFAs ] _bif JiF I & B i 7 Jo i 455 8 1 2 (SREBP2). fIL# G 8 1 (LD L) Sz 44 Al
NAE EE 7o- 2B (CYPTAL) IR R ek, 15 25 B IR 3R A IR [ Bk FE o538 o T IfRE[35] o

3.3. BBjHER(BAs)

BAs Z MR A HEAC A1 S e R aS I G T 1), R B N R R BAs FIk 2 BAs. J5 kM BAs
JEZ(CA) RIS 2 5 IHRR(CDCA),  =F 2 b 45 1 Hh 1) Wi i A MO A IR 7 - 58 12 A AR S SR I P Yk 2
BA(li A HER(DCA)FIA HER(LCA)) « BAS A FSCFI AR U A2 MM [ B A0 i o2 23 AR ) = A%, itk 2
FRACUVE BRI AR G, B FEREIE . 15 Z ARG AT AR RS P AR D PE TR [36]. B FL B BAs R ik e FFE
FXR-SHP(VEJEIE X SZAAk-/Ns ZRARPEAR) @B, T HUH & H i 77 2 K SREBP-1C 118 3 T (B/K b &4
BTG, ChORES) 7=, il fH MG 7 A= B, AT AR b H i = BR(TG) AR &R, 5 IR AR .
T A BEARUT, BAS ATUE FXR SZA8(E Sl g, % i BB A KAL) [ S e 45 A 82 1 (ChREBP)
FEACRAEAE AT A0 A R S A R [37]. tbAh, EeHTHIE SR BAS LL%@\%D&%«E%L
P AU AR B R AR B Al ) TGRS 1970, ik cAMP &, 338 i il 3 s i b 2R K -1 (GLP-1)4%
BRI 5 22 i, R AP R O (UL FE] 2) [38]. PHVHERATA40. TGRS #shil INT-777 (6a-l
5£-23(S)- H J:-CA)VIE BN SE 56 Hh AT A Ak et Wi &2, 9/ B IR AR REAL R AE , X JR 5 0 20 ok o o i 4
BA e

SCFAs TAM <« J
(l <
7 ==y
4 Intestinal \
@ tract

o O

CA/ICDCA ()

Figure 2. Metabolites of gut microbiota affect the development of metabolic diseases

E 2 BmEEsEREmERsTRRNRE LR

4. BpEEER A HMERRNI/ER NS
4.1. = B8 IAE Az AR AE

i IMURE ARARFALELE T K 200k P R 0 vl O ] s 0 e = 0 AR B2 389 I [39] [40]» 1T 4 SRt FE R B ]
D8iius ﬁw%uﬁi%ﬁi&ﬁmﬂi%a’mﬁ, S /)N Jigy R0 FFF U e O ] e B SR i, R % i i L ]
WIE . 2021 4F Yang S50 700 W 3 i BR 1 18 k- 132 AT s LA 1 TR Ak -201 T 502 iy 16 Ak 2B A A 4 1l A
WA FIE CYP8BL. CYPTAL FE[AHZeak, (kAR [ B AU, I eloaf oK B v JH [E B M E[39]. Zhu &5
Nk 50 R B IR A B ATCC19433 ] idid Ft =412 85 1 ABCGS/8 133 BesE JF Ik A/ iz v (1)
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JIELE Wi i, AR T i 4 e AEL ] e 4 FH [40] - Bas PR AELAI B AT SR, 2 L] WA R 1) B — 2R, 7EZERFAH
[ P AR AS v L SRR o AT = AR R AACHIE T S B Rk P R - R DG R R . BA T I 54
JH ) FXR 4560175 5 AT g i A= K IR 1 (FGR) Ik, 17 2l B HR AR BB R 45 1l Lee 25 A F FEAIE B
Gyejibongnyeong-hwan 7] i id i3 # #E 5 BA HIAH EAER, i FXR-FGF15 {5 5%, 3% 787 & 5l
AR IR B E[41] . BEAN, IS BAS(IHVERR) & i e b, 25 #gze ] LI 1E FXR-FGF15/19
5 T U P S R TR A IRAC s (RIS BT S B FXR-SHP {55 8 2% 3 A = BAS 16 iS5 AR
I 24 PR AR RE [ i 7K

Lactobacillus /% Bifidobacterium %5 & A5 1 7™ 4= I FLER AMX AT AE A #2 Jo 4 IR R A AR L RE &, T
AR I AR A SRS 5 AT KR S B R IER, 3R S BE R JiE [42] [43]. tEAh, 2022 4 kang S5 K
P g R L AT 1 (L. acidophilus) n] L IE ok B IG5 B 1 1AUUR B 11 16 LA A0 o 22 B S 1k 1 7K T 5 4 o s o B
(1 56 BEVE T S0 /N BROBE R o W B R R e s i I A R RRE AL T BB LA R LS (L E 3): 1) 1
TR A 1T SCFAs. LPS R IESS, @I A - W - S 2 Mg e SRR N BE 2 16
&, JFRRESR R SRR R At AR Ay v Sl BT TR AR . 2 R RE R kA7 RN R 5 51 kS A T
SRS [44]: 2) BB E AL AR ik, IARRAS i ol &Sl B W Thae 24,  SU It N
BRBELBERE, BE Toll FERZAR SR IEME RORE N, TG AS[45] [46]; 3) Mk g @i i
A SR 1, SRS R AIEREE & K [47]: 4) BEERIER LPS nliE i KRR 2R RIE,
i i 5 21 2R RPJ 1 apelin 1A, 51 & il MUAE S AR X B8id 4200 ] 5 FoAth 9 0 Wb AH BAE 4
WMAKRBIRE . GLP-1 53R A A e RS0, M RS0 38 4 BT A A QT R, sema A e
TR [48]

4.2. 2 BIBERRI®

i 8 VR A DA R 2 BT AR ER AR N IR AE B R, VB T REVHER 52 4R (n FXR F1 TGRS 155
S EA)S 5 FIET R A ORIz R VTR A SR I [49] . R T2DM KR RALEI AT &, (H Bk
(RIRFE 72 A 30 BAS FH izl i 4 2 5 b o 491 D0 4 AL 68 25 ' 0 %) T A P o PR K I P 0 BAS TUAHL, 381
TEIFE FXRISREBP-1 15 5%, AT () 4224 e &5 R ARHTAIR 0T 2 AR FRAIK T2DM B3 i 1 o i 55 2F
T 58 (Bacillus fragilis) Vi i1 B2, s AH BRI R HFIGER, Wom I8 FXR 3244 AP RN 72U pE R
I3 o B TR R ) T R 3555 SCFAS W 3 ik Wity FFF 441 P2 Hh 1) Gpr3-AKT-GSK3 {5 5 4% 1/ 2 AW S AR 141
SO RPN BRI B /K ST [50] . gk, 4 i b Sle10a2([ml ik it BA #5125 & (1) 2295 £ FRAR AT I
Srebplo(H A S B 5 TC A 45 A B 10)TE P, 2k T PO R W 000 % Y SR BRI /0 B IR 7K S [49]
B, BB RS K T2DM B ARHLHI NG R, H BTN RTEE S S T2DM IR 32 245 LU L7 T (L
3): 1) WpiE R R SRR 7 SN R (IR 2 0E, IREERESE) 24 2) P AEMCB IR IR &5 1)
B kD 51 AR 5 2 40 A AN Pt v R TR AR AR U I JE IR (FGFL5/19 55) R IA 7 [51]5 3) AR N #5 3 MLE
R T B R 5 ORGP 4 5 P 9%l A JR B 2R 4L

4.3. THEKRHEWL

i A A P e R PP R AL — R R AR A%, sl T AR [ A, B0k 2 A AR S
WAL AS IVEH[52] [53]. 4, 5077 7l i3 & 2T i F} (Bacteroidaceae) . /84 B 3K 1% #H(Ruminococcaceae)
SR RE, T SCFAs (724,  FEITAE+ ABCAL FIE 761k, AT {2 2 R [ B 4k Sk o438 20 ik e e
fEf[52]. dEAh, @EEIPHIGIE FXR S 5H 5 B8 LXRe (193 IA 1 0] 50w JFF I AR [ e 0 X3, 1)
1, 2023 4F Sheng 55 Ak I FRAR R R NE ER K Al B AH OC TR BE I B2, mT 42 &I FXR/BSEP 7K1, AT i 15
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BAs R ZE sl ke FEE AL [54]. 2022 4F Wu ZE N RBUZIE FXR MBS 2 FR s e iewim —mkig 3
(SMPD3)/™F M A BE ™ A, AT 4 S I AR ISP [RIRF,  FXR H0IFE H CYP7AL -3 1R[]
P 53 AT, 38 I ot v b R T PR 7K Y o il v A= S P e 228 It f AR L o 16 ) L ] e 7S T e = 30 ik
SREEAL[55] . 2023 4F Yu S5 N K I e JIEL [ T ) S5 A0, ATLAAS R i P A T P L0 et 38 /N i
i, M EE LXRa-ABCAL/G5/G8 i B (e 1t A [ B A0 A b e, 9320 i TE $ N 22 Fh SN I [T 52
BB K SR A A A PR XU [56] o £RIR T AF R SCHR, i - Bk 18] i)« L) EZaHE LU =A@l
3): 1) i R A5 AL 3R L BUE A T B AL R oy (K RN S L i M N B R (LPS) I 2, LAOS 20 18
PRI 77 T RS ERE SR, TN 2 Jk R R A A B B R T e S R R o 2) Pt v A m e o 7 A A
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Figure 3. The mechanism of gut microbiota affects metabolic diseases
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