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Abstract: Obesity is a major global health problem determined by genetics and environmental factors. More and more
evidence shows that gut microbiota is related to the occurrence and development of obesity. Gut microbiota is involved in

the metabolism of various nutrients such as carbohydrates and lipids in the body, and gut microbiota disorder leads to insulin
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resistance, adipose tissue accumulation and metabolic abnormalities, causing the occurrence of metabolic diseases, such as

high-abundance beneficial bacteria in the human intestinal tract (e.g. Bifidobacterium and Lactobacillus), can prevent the

occurrence of obesity by strengthening the intestinal barrier, improving insulin sensitivity and ameliorating metabolic disorders.

Many of these effects are mediated by metabolites produced by the intestinal flora, such as short-chain fatty acids and secondary

bile acids. On the other hand, species such as Escherichia coli and Staphylococcus can promote the occurrence and development

of obesity through harmful metabolites like lipopolysaccharides, peptidoglycans and trimethylamines. In this paper, the correlation

between intestinal microbiota and its metabolites, and obesity is reviewed, including Lactobacillus, Akkermansia muciniphila,

Bifidobacterium and Enterobacter clocae, as well as the main metabolites of intestinal microbiota. The relationship between intestinal

microbiota/ metabolites and obesity is analyzed from the aspects such as microbiota structure, enzymes, cytokines, and signal

transduction. This review aims to provide a comprehensive understanding of the relationship between gut microbiota/its metabolites

and obesity, and to provide a scientific reference for future clinical intervention and prevention of obesity.
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75 5 I N A 2R N BR AR N, S B S T R TR
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TG) FfEZ M (Lipopolysaccharide, LPS) 7K°F, [A
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R Chns AR e RIS P T 10 M s ) A gk
By AP R sk 2h AR 1R
1.2 B3Z a2 W (Akkermansia muciniphila)
WAL, JERE/N B B E A S R T, %
FEME R ZRT ER /AR, BT EEER S B
BT TLAAN, HA e, rgRE Ak e 2w E
MDD WM EE GUAFETD. DM EE Of
LEID. irEE CRRETD. AFERE (JEEE
WD) SEHE 2 AR AL, HpRaE 5 A E)
ek N S RE AU AN AR B P AR A R R
ARk, ORI 2 B FOUE B T Wi Akkermansia
muciniphila W] F £ 5 N ) & 14 57 & 48 20 (Body
Mass Index, BMD). I [l &5 I AH DG Hi A 2L A 2 25
(1) 47 A 9% PR, Akkermansia muciniphila 1) 3 &
WAL SRR SR, iR AR E, 25
AUEYE, FEANT I IE R R, DA i B
FIThEE™ . TERHTI — T X B Z B OP A1
) AR B 4 Lo B T R B, R B I 2
W 18 W Faecalibacterium prausnitzii F1 Akkermansia
muciniphila F % 15, H A % 8 X B A% 19 BMI A
KA B K A6 & AR 8 bR . — THIE T R TR
/N BRUTE 55 1 Y i T B R R R, Bl R
HEA /N BRI A S AR R e, & & A 5 s A
] Akkermansia muciniphila® . [&) i, Akkermansia
muciniphila §& %% 38 i3 980/ N5 JT PTRR LA S A ] R 48
fil (M1) CD16/32+ [ILLM], Seyds 2 0E 5 AERE™,
Ub b, Ettehad %59 g RAROE T 0 B 0 AE B N B
Akkermansia muciniphila F1 AT B )8 F & 2 % B
1%, F prausnitzii =£JZ W52 T+ 5

1.3 WHEATH (Bifidobacterium)

FRT, KBTI S 8 SUBRT B 7E B0 R A o5
FER 7 TH R T A R AE Y. gl o OB R
f) = B 48 0 v] 32 = SCFAs & &, B#MIk LPS & & I
REpERFEEThRE, 5IEE AR RN AL, e
JPE N 1) P PP SO0 T £ 3 S 3 PR 25/
AN FE XOEL AT 1, o] DABRAIG A4 i BB KB, JF
B AeE TR = IR R & T 1/ AR ALY . b7
RUSAT B BEAIS T HEE/N R (1) TCL TG FIE & BE K,
[F) BN A 280 A R T /DN B o & sl MR B T Mg
T DURR, SO IR 7 1 B F A, X PR 2
J8 R TR 7E A4 P 1R AR 420 388 3 9 1 E JIE FAS A1
PPARy [ AR IA PR AT IE TG, K% FE fls & A JH

[ElE (Low Density Lipoprotein Cholesterol, LDL-C)
T 50 A e /) BT 7 A 5 B 7 59 — TR AL
RUE Seigr, AR AT R FLERER BL S AUEAT B
TR e AR B, O PR ERGEE 0 L 1 PR R 4
FHUAERPUARE 7, XA e TR EENE IR 5
G & AR AR RO A EAE R, 520 1 Ml 17 4 B A o
Je 25 B P J 5 AU, AT T TS LA A DG RE AR
Yo A (S VR & AR TR S T DR IR R 51 R A AL A4
e MG R H, ATRE RS E TR, )
T i AR TR TRk, AT a2 S e e A T
T = AR B T TR T 52 45 N B R b SR LT I
{2 GLP-1 1 GLP-2 140 b BRI, idE—25 i
T3 ot 2R 0 I 5 2R 1) B

1.4 KA E (Enterobacter clocae)

bR 1 bk T T RS2 A IR B 2 B LASh, 8
A — Ll B RO N R 3G B BT Y A .
w, KM FFE (Enterobacter clocae) & — Fh M AT
JHE N 7 3 B R 23 B HH R I A 22 IR MR B,
FEFPAE TG TR /) SR AT 5] RS ) B JIE PR JBR B 2R
e I H B — TR 123 400 e BT IR T
oY 1687 Ji A0 A A D SR ) S R ) BF 9 5 R R
FE IR 4R PR R R, MR H miE N B
Enterobacteriaceae Desulfovibrionaceae J#/V, [F]If,
Escherichia/Shigella 5 W 45 J& 5 1E 41 5%, Klebsiella
52 p% (Fasting Blood Glucose, FBG). F#{kIflL
2185 (Glycosylated Hemoglobin, Type A1C, HbAlc).
FLERE ) H & EE A 2 1EAE ¢, H. Citrobacter A4
Ji . BMI FllIL-14 [ RE 2 8LIE A P £ IE X
BB R B, BT E K AT B S 1 S
0 G R 0 R T RE R /N BRORE A AR 3R AL, IR
/N R i BS JE W R (Free Fatty Acids, FFA). TG
FIRRAK % % J5 25 [ (Very Low Density Lipoprotein,
VLDL) 7 & % 5 ¥ & % F+ &, TC. LDL-C
= % FE JIE &5 & JH [5] B (HighDensity Lipoprotein
Cholesterol, HDL-C) 7K-F{E/K YL )51 2 T FEEHA,
H o HDL-C T %1 B 5 K. HDL-C fE N —F IR &
H, AR IH S R s e, HAEDURK
e R L, BRIV — 2
JEIREJrE /IS B AU 2R EL RS o Ak, MLk E
WA S N E R SRR E B IEAR, 3
JY 38 A K i M T = R R 3 n, iR e 2
T, TERGE S MR RN, R TE N B R KR
Wiy MIEAERATSHEERIGENTE, #%
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PR 7 A SR SR SE B . EA A 3R -1 A R
AMOER T, AR ARG R A R A A
S DA A BRI A IR R B I = ek
D ISER R DT HEARR VR T, RN A 1 il A 2% 1R 3
T KR RO E L, 00 T AT R, XAl

AE5 T A HE W7 R & B 37 25 P8 D e v MR PR A L
Bl R
1.5 H1b

5 OE MM R K 38 W RIS A WA
(Bacteroides )~ Allobaculum. norank [ Muribaculaceae
&5, B A1 BE % 7° & SCFAs, JF H Allobaculum.
norank_f_Muribaculaceae 5 LPS Fl TC £ 1 A 5%,
Allobaculum 5 TG £ S5, ILAME 20~76 £ A
RERIBT PRI, A7 R R (Blautia) 5 P IEAR
Ui & B 2 AU I BT R IR B ZE AT B10
A LR E IR PPARo A HMGCS?2 () mRNA £k,

IISEAR R A AR, AT /N RUIERRE, BT K
JaFF B 2 4b,  Staphylococcus 1% % BT HE 25 % ) LA
IR A L RN F T, Erysipelo-trichaceae
LA Desulfovibrionacea £ iiE B 75 JE Bt/ BRI i
(o Ll S 28 T e MR K B PR A A S B
% UE B B 18 W 1Y Coriobacteriaceae. Lachnospiraceae
F Ruminococcaceae i % 14 ', Lachnospiraceae
NK4A136_ LUAGI e IAE /)N BROIE R I A2 A A 1.9% 3
BT 4.1%%; Clostridium ramosum #iiF B 4> S /N
B KA EE 34 KB, i) Turicibacter M1 Lachnoclostridium
WAESERE B 7= LPS™,

MMEZ, MEREENZYE TS FRYR
FITH AR DL A e B RNV AR, SRR DS B
I 1EE SR B, AR T e W RS
REREZ TRV DG, LI 2 AR ST DL R R R
AR Z 5 25 RERE B R AR R, SRA SR T
RS RS IR AR DCR L R L 1.

F1 IHEEESEHEXRE
Table 1 Gut microbiota and related phenotype of obesity

! F+ Ve

il i AR R A T A Lk

Verrucomicrobia Akkermansiaceae

Akkermansia muciniphila

BMI|. LPS| [40,41,45]

SCFAs?. IL-41. HDL-C1.
LPS|. TC|. TG|. IR|.

Actinobacteria  Bifidobacteriaceae Bifidobacterium IL-6]. MCP-1]. HbAlcl. [49,50,52,53]
AST|. GGT|. BWG|. BFR].
Erysipelotrichaceae Allobaculum TC|. LPS|. TG|. SCFAs? [32]
Lactobacillaceac Lactobacillus Lactobacillus GLP-11. GLP-21 [55]
reuteri
Erysipelotrichaceae Turicibacter LPS?t [32]
Lachnospiraceae Lachnoclostridium LPS?T [32]
Firmicutes 7777
HDL-C1. BWG|. BFR|.
Lachnospiraceae Coprococcus TC|. TG|. LDL-C|. LPS|. [65]
TNF-a]. IL-6]
Muribaculaceae  norank fMuribaculaceae SCFAst. TC|. LPS| [32]
Klebsiella FBG?. HbAlct. L/M? [57]
Enterobacteriaceae
Citrobacter BW1. BMIt. IL-151 [57]
HDL-C?. SCFAst. BWG].
Bacteroidetes Bacteroidaceae Bacteroides BFR|. TC|. TG|. LDL-C|. [32,65]

LPS|. TNF-a]. IL-6]

JE: BMI, ARRE454K; LPS, ME s $4%; TC, EMe@Ez; TG, Hib =85; GLU, ##%; SCFAs, 424£f8M584; IL-6, &
s %k -6 ; IL-15, & @Iah% -18; MCP-1, $#AZ%mfRA& @ -1 ; FBG, =M ddk; HbAlc, #Eikhir &g ; LM, LR

A5 ) HEBR A, LDL-C, REEIEEZANREE; HDL-C, &%

FENe& G e E B, AST, &34 254, GGT, ABL4:fkiE; ALT,

SR REE; GLP-1, AsmtEEAAK -1 ; GLP-2, A5 miEE4E0K -2 ; IR, M B EIkIt; BWG, KM &3 m; BFR, K5%;

TNF-a, MB3RILEF -0 ; BW, KR E.
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2 FHEEER A S RRRE

2.1 4t g fF# (Short-chain Fatty Acids,
SCFAs)

SCFAs & JpE Wi —, TEaHEL
MR AR TS, EAI1EPTT SCFAs ¥ 95% LA L,
HE LA 3101 B L7 7E Tl R e e
B HHHMEVH AL R K A A ) A 14 Ve 4 0 B 41 4
oA, FENLR T LU R, Hor 2T
IR s 4 1 B I IEZ SHUA I Re AR . 1R
AT TIE[ERE . BT A2 BEE A e, Wl sk
JAHZBR : R E /2 bl AR AR, W] LA
HI 6 W A 77 . SCFAs X T 4E RR ALK P 3R 855
SEAHEZEEM, EATRN 4E e A RS b 2 ik
VAR, e VT AR T A R, 38 IR B 2R U
o5 T R T 52 T 5 e AL R 1 B R AR T,
A 5 A B N I A AR K 52 e 4k B 45 1. Den
SV o A FIAR A ) S B 45 R B, SCFAs BiG
W ER AR 1§ 1 (Carnitine Palmitoyl Transferase
1, CPTD) Z 5RIIRIEA LR, Frh PPARy 1)
N BGE T UCP2-AMPK-ACC A1 %, i i
AU 2H 23 eb 18 i 7 A i A2 N MR DT R Ak, FE JEJRE
i FIRH G 93 (1) 3 B A B 2 rh R HE G E R o Ik Ak,
SCFAs 7] LLig /b i iR Ok & 51 A2 1) iz 8 B B ) e [
PSR O AE o AFF T4 )T e o o 1 o 5 3R
PR IR IR &5 3 1/ AR PR RS, X 5 1R
Ky B 20 o3 W D RE R o A Ll b R R R
claudin-1 /13 1) I 18 BF B N A oK o

FH W L B, SCFAs R85 1 45 48 P AE i A&
BGOSR R SRR, b N AR P S A
M, SCEARWREL, HALHS B MR W
A K. SCFAs T EIE L “ i - i — & 7 il i 59
GPRs AL P ALAA B EACE,  WOS W b B 40 i i)
MAPK {5 5 ¥ il %, (23l N L 40 7 Wi
20 5- F 0 i% (5-Hydroxy Tryptamine, 5-HT). [
#E K (Gastroinhibitory Peptide, GIP) 45, 4Nt
MR, FRIKBHETSAMEZS), EmEEREmA, F
R &Y. SCFAs H T IR #h 76 41 il P9 55 4k ol 2
LG e A, EDE PR b B A AL JF 77 AR ATP, AT LR
TEST IR AR R Rk . R ER S S BUS A
JG GPRs Ja, RGBT b 28 MORE SO I 45 3 14 B Ik
BOS IR T ER ML, cAMP /KFFRAK, M 5 AL
WA A FER R AR fEAIR N, ZRER TR

WH B A, HAEEFINEHRH 25 =RIK
75 & (Tricarboxylic Acid Cycle, TCA cycle). & i&
ARG 5" AMP U5 i) AMPK SRR AL RN, @It
AALRE RN N CBlan, REAEATEERIVL SR
R BN R RN BEEE S T2
—, SCFAs W] DL o #0141 8 5 2 £ WAk g 0 12
073 A vk = 8 AR o g R R g T e 1, R
PPARY/GPR /g i 2 "™ . SCFAs & —Fifs
SECRIAI R T, BEUR T A iR AMRE M G B
ZMESNES . BT LT I7E N 5wl
M RBath g ooan e, g bR 2m A b s 25 e W R 52
i GPR41, GPR43 FIFZILFRERSZ 1k 2 (HCARD™,
GPR43 L EAE (I b 4 o 45 e 2 4
M. JBEE B A R E R RAET . i R
WAEAE 25 330 SCFAs K-V (R R, AT 520 SCFAS
IEE AR BT RE, mNUARE, SFERERRRA.

2.2 Jg%# (Lipopolysaccharide, LPS)

LPS /&% 2% [RIH M Al BE M E 1, 2
TE TE BN AR 2L IS e i £ BRI R 2 — . R Ah
i, NEEDEHEL 1 g LPS™ ., R
e, fg bR R R A LPS M ROsRRS, ERIRAS
T, M bR ThREZ IR RES]E LPS (5. (HTE(d
JRE 4 AN 2 0 3 R A N 3 I 9A E 19) LPS,
XRILFAED T LPS A Wit i b 5z B sk i
WP WET R, ESE 4 R /N R i
LIPS Wk FES T m W B =%, MR e T
iE A LPS AR R Lo, K% LPS
RERZ 5 S /N RT3, AERES M2k LPS 13
A B, geAk, BERE. RS R ALPTR / B T2D &
HEBNEIRREEN 4 h WA, 13 LPS /K
P E (5 AR E A, 2508 167%.
199% F1 336% )™,

LPS A MG A, En UB B E S E A
BERL BT i ks, KA S REEEH, H
VERAERE S IR, N A 5 5 18 2 R0
UM EAER, b i — S A s 1 o 1 23 5L
R, PR SN, IR JORE SN 2 T 1
F AR AR AR AR, R kAR T A S AR
547, SRS R Eom B &
gk, LPS 5 Z M4 & E O M CDI4 TR E &
Yy, AEH T iE % 40 SR T Toll #3214 4 (Toll-
like Receptor 4, TLR4), 7% Myd88/NF-«B {5 5 ifi
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RPER T, LPS 5i#0% CD14 324K 1) LPS 454 & H

(Lipopolysaccharide Binding Protein, LBP) 455 )5,

2 AE I AN IE 7 2L 23 5] S 5 R # 9% S . TLR4
ST RORE R R RN AR, T AT 2 R
G 55 2 M PR ISR T, T IR B A R 4 SR T
LPS 5 LBP B & & k55 W 4 i A5 197 41 21 1 1)
TLR4 454 )5, I3 L MyD8S 4 i 14 Al =l 1k #6t
Y5 &M, BOGMmMIBIE R E A MERPRE, W
NF-«B FIIEE A 1 (AP-1). G — RV KM
e LI R AR, TS LA IE (0 B AR AR,
SRS R SR 1 R AR

JV T8 B AT S R RO, 4ERF % b B Th g LA
LB b B T R EEEERS. AR, &
RRRE SR il A A, BE R, ok
Bl imErE, SRS RS Z R R AN,
JEJE A B O — A2 v 2 RERAS T LPS Al
WOIR T A TAR, ml i s g P 40 A v TR 52
&, 4l TLR4, JBshsAEHERISL, NN 28 SEFE R
JIEJie 30 ) P 1 35 PR 0, LR BABR T i 2 Hp SE
BT AKCEHE, ST RAERESL, LPS /Kl
FEE, 1 LPS & RAERE S, EWMIE T NF-«B
PGS, FERMIE, IR .
2.3 fE#® (Bile Acid, BA)

BA {E YRR B By 22—, H R[] AR T
JIE £ 40 L 3K PASO AL & Rk, EE S HH KE
VAP A AR R AE T b g W™ o LT LB ) A
IR RAETT BRAE NAR A E o B RS H =R A
SEINRE T AR LU B R AR T Wil b i 4%
R BRAE W AR AR R itk — 20 & ORI,
I 38 1 P8 A AR i TE R AR . IR IR T 4Lk
M2 57 5 B WA 2 PRI OIS, BiE R RE R 2R
2 S EAT AR IR 5 IR B R HL ) 2k 15, BA
ELA) SR At — 25 3 BUE 2 Ol B 3L, i fie
AR5 AR P ) R A 5 R R ™. e IR R
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R TR ™, [ I AR IE R A IR R BV R L 451
WIS AT . Arab S5 BRI TR S A VR S
U7 FEF B0 A 2R PR FR AT DR, L R AR I ML)
FIRE AR PR BR IR 5 5 BUV 38 o7 it F) 3 32 1 4
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Salt Hydrolase, BSH) 1] LA 4R st A H 2 MR 45 & 1
FEVT R AR B, TR B BT IR . FHITER L1 A oA 45
G2 B BRI, WmE e
AR RE % AT DA T8 £ i DA R A 1 21
AR R 24k, BanykJeRE X 24k (FXR) F1 G
B ABBAE BR324k 5 (TGRS), #ET#GE AN F 1
GEIEEE, WTHUE R SRR, ] DO
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2 Yt - 19/15 (Fibroblast Growth Factor 19/15,
FGF19/15) 8 ik o i it 2138 K Fe i 18 15 %8 25 B8 AR
W, DR RN i FGF19 B #IHi & 4K,
R R BT A MY, BE TR 6 AT DASE i i i
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2.4 JKZEA#E (Peptidoglycan, PGN)

PGN /2 2 [CRH 1 08 41 B o — PR ) b
AN D R S5 R R Ay, R 2 RE LR (1 P9 30 1R =
%, TLR2 5 TLR4 —#%, 0] Dod i R )9 5 A
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PAMP) Al — L& Py R4 1R A B4 03 175 I R AR s
o JELJRE BR) A A B o R () 9 SRR, 1T IX
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I TLR2 ¥i& 2 #0155, W NF-«B I c-jun % &
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Yo fHH Tz 8t RN AN ApoE (-/-) RIRGERA 2, o R R 2R NS 5 A
BRI/ B, TR AT A AT R MR % SR 45 R BRI AR AR DA S AR R IR 3R . Ik, W
Gao S5 TUR I, 7E Bl AR L TMAO K Forb AR ER TR FF R 2 R SR IR A R R R, B
FEER R IEMASR, TS TMAO /K5 LR 2 PORSEIG A R A AT SEE, SRAESE TMAO X R
FRR. ENEITE, MLiE TMAO FIAEEZ A ) PIE
* 2 ERERIEY SIEREERRE
Table 2 Metabolites of gut microbiota and related phenotype of obesity
T 18 A BRI Wi o AR B AR T AL LR

BWG|. FBG|. BW|. IR|. 5-HT{. GIP{. BFR|. IL-6].
IL-18]. ATP{. GLP-11. PYY?

4244 5 782 ( Short-chain Fatty Acids, SCFAs ) [70,72,75,84,126]

A& % 4% (Lipopolysaccharide, LPS) IL-41. IL-81. IL-11. IL-61. TNF-af. BFR?. BW?t. IR? [79,81]
fe i+ 8 (Bile Acid, BA) TC|. TG|. ATP{. HDL-Ct. LDL-C|. FBG]| [86,100]
PRIFAE (Peptidoglycan, PGN ) IL-11. IL-67. IL-81. IL-121. TNF-af [101,107]
= ¥ /& ( Trimethylamine, TMA ) RCT|. BMIf{. IR|. BW?t. ATP|. [107,110]

iE: BWG, KR £33 40, FBG, w4 BW, K IR, & EIKIT; 5-HT, 5- £ &M GIP, M7 § Ik; BFR, g%
IL-6, & @mioAF -6; IL-18, & @ei% -18; ATP, J-247 % = B8L; GLP-1, Mg E 48K -1PYY, KK YY; IL4, &
wmie £ -4 IL-8, @@it/~& -8; TNF-a, FIEIRLEF -a; FBG, ZMfu#E; RCT, fBEB2i544:E; BMI, AR 2354,

o~ Healthy Unhealthy

Akkermansia muciniphila
Bifidobacterium-
norank_f _Muribaculaceae,
@~ Ba i w “i es~ CoprocoﬁCus...

o~
SCFAs?

Turicibacter Enterobacter = g~
clocae Lachnoclostridium-
Klebsiella. Citrobacter...

\“ .-\, /
. : ™ ™ ’ &
‘ TC| TCt
B (o) (@)
o ATPY ATP| - LDL-Ct
‘ - Adipose tissue Liver & Liver ® Adipos¢ tissue 2
EXH
0y <9
K ) K ahé
I—» BMI| BMI{ 3
®
K) ]
& &

1 EEEREREYSEHNXRTEE
Fig.1 Schematic diagram of the relationship between gut microflora and its metabolites and obesity.
E: BMI, R Z4640; LPS, @H s $45; TC, XJ2EEE; TG, Hib=f5; SCFAs, 424088 IL-6, @ MmNk -6;
IL-18, @ @miii~% -18; LDL-C, 1RFEMEA2EE; HDL-C, HFEIREGMER; ATP, MRB44%3 Z58; TNF-a, It
JGIRILE F -a; HbAlc, it & . (AE G Figdraw 2%) ).
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