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e, HZ etk 2 KR E, FlanA E A
B WHEE AL HARE IR R R B el 1E T A
LR AT ANF AR A B B 4 B i T R S A AN, 9 H
Bt H 0 (3 0 B R 2 A R s, (A
AT £ 22 H Firmicutes i Bacteroidetes 2 A%, KZ1 (5%
A IGIE R RET70%!" S AR ROk 2 $0W AL Bh 4
T8 DA 32 S X PR T SR . P B T E R AL
B A AR, TR DR S BEAH L. X — Rl
TExf He o i NS 548 B A E MY R AR RS B AT e
i, s R EoR, NIEWiE B RF96% I D e 11 i i 1E
i e Rt p e, SR B BB T i AR )
PSRy N AR TT i W T A= 0 A g o A QA e
FHIBRRFERE AR S, FORRE B B M E Y R
BRI, PEIRIE, FORXE a4 s ok
(K78 7 135% "2, SR (k3% 70 ) A BF R 1) 9 R S
FEMEARE, HmEf AR BAR. 555 ME,
g E Y B Emfo- 2 FE0E,  JF H BLBacter-
oides N E B E B, M0 5 il k9 3 B
Prevotella, LactobacillusF1Streptococcus NILHAH
UL I3 b R LR A 307 JE I 0 A A W 2 R A A
(B B2 48 A 305 305 1) 50 A 420 Sk U PRk a1 B ),
SR EoR, JEAEE LI Bl 32 5 T LA LR
RN T GBI IIEEY), Wighfs U & 9
A NEEYR, MiE NN T E L T DR 2
BN EES R AT, R e e
— AR, HZPRRILFEE ] BE RS A ke
FeE TR, AU T ARS8 T8 AR a i AT A
T REXS FIHT AN 5 AR R B A $ s 5 X

2 FERmER A S B
2.1 BEHIER YR NE BAREHE AT 5 B
WM A DI RETT 72 APIRIE: %L R REAN
REBR A, I R T A R R N HLJE T e RAE
Fr3E P9 AR, T A% O T 2 PR R AR SE IR B AE A B
FREAEEMBEDT, AR AR A Ay B 1)
R sE P LR 1 S Th e Kol MR BTk, w0 OB
B, IR AR % O D B S T R
B UIARSC. Wi 1 AR I A% T S i
AR 2 8] (R SR TR BE L X
—IGURF 183K A% M A 3L T 5 1 BR R L

WoR, BARAFEAEKBGBA. Wi, EKAEE)
A B T AL RO B3 2 5, (A 69 M LA
FIETHMITA LK B, fERKE, H2 =1
UM AE W /2 Prevotellaceae, RuminococcaceaefllLacto-
bacillaceae'”, X L5 B %0 B BE 5 08 g T AR 4 2 1k
FY). AR, FWiEdE Prevotella(J& T Prevo-
tellaceae®}) & 3= SR W TR A% OB, 2B )
EESRERRIEMED, S5k R % 28R
R a0 1 o T B B T R S B % B K
I8 R E, CARETBUIEREAR S AR 2 08 LI N 155
R AR FENS M 2, X LA BFE IR 2 0
SRR GERR AL A DRI, Rt IRAE % S
JIE AR 2 B R IR S A AL, A 50 3 W 1 e s Ak
AT o B TR, IS EM BT R /DN R GIE A .
SRR, A SR HRESIIEN T, EEPrevo-
telle)/NRATH I A TR T AL E PR ZEAEH
HLAI 3 B2 58 5 #0E TLR4 M mTORMS 5 3 1 15 & ML
AT JERE S 8L, BHASHLAAR A= BRAQ U 1E 5 iz, A in
TR R 07 98 9 B i B R ™. 7S R4 1 5% R 8 IR R L
FUNFEEAR, i i O B8 28 5 S R 45 1 5 M AR
W RE SR IAAE. B FE 5 0 SR R A
MIFEHE R 2 /N R, 2 A P 2 LR IR o A it
ROFATIEE. SKAMBERZE/NROCMMELL, 4
HERE FE TR 2 AR/ B (IM) L3+ H v = e A S B TR s
Pt v 1 S R, S HVLPA A I AR A O o W B
angiopoietin-like 4% FiE"Y; it o 24/ R
s B B REREAT 08, R BRI MR B B I #%
TR 1 IELE. 721 1K, IMALES i 44 4 Firmi-
cutes 5 Bacteroidetes=F & FUAE B 2 58 &1, 1% LUAE T = 1
VI R A B o A B A b A5 5 22 FEJRKF I,
LMY %2 W Akkermansia = FE 5. 22 m ", #5838,
A FEE T EFRZ R E O PR, £k
1 EARW AL A EEAED, BT 2R
BN R ZE W2 Lactobacillus, 45 3 5. 7R LM% g Lacto-
bacillus) £ 5 3& @ TIMA, 535 & H42.89%
20.85%"). Lactobacillus & 5 5 Wi 7 (KA O B E )
U - 48 B K 23 B Lactobacillus 53 4
57%H140%°%, [R5 5 B B 3 T Al
RN 52 T3S, AR A1 A 4350 9 3 1) 3
W 2P RGN, SGRER, BEE
FEAER /N B M S I E R ol =R (R R
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B 1 AR g 5 2% S BB = 7K P (unpublished), 3278 5
K R TE AR I B R A AR AU e ), IX
FhEE 1] B8 5 HAZ O BE Lactobacillus £ 5 B B iE
Al R B R AR K.

22 AW IR R AR F S HL

i AR R AR R (2 W TE N BB AR AS T, X
TR m A EE Y, HEZEERALZHhEE W
HEIAEE AU, MWSTE i 5k, @i bk
a0 SEAER, AR AN R TR AR T AU
ATV, I TE T IS B AR O AR
ai AR, BIEFE S BT A B AR LA P A T B A
RIS, AR T A 24 A4 o LA 3h g i
DURRI G A = e g, A R T BT 2 A= B 72 A AR T
77 A 1 5 R AL .

Lactobacillus 358 i P (% Lo, 12 B
AR 2 B . BRI, Lactobacillus?r [ i
I B IR D5 T A 58 R Eh A0 RS
GG(Lactobacillus rhamnosus GG, LGG)r] ]I IziE I
B MM o A, s R TR . R R L
20 U B AR AR D% (s A AR i, i
BRI AT e 5 i A i 7 PR SR N A2 A UM R
K. BRI, SRR T IR A/ b R A e g
¥ A(long-chain acyl-CoA synthetase, ACSL)#K ¥t
1 260 B8 T T R RO E B, [ B 3 P PG LA
(Lactobacillus gasseri)[)FFERFAK. L. gasserin] At &1%
ZARRRHIERE T B4 IEREN R AN TRL. gasseri, /N
HACSLI Rk & i DA A AE 3560 IR 7 R 1Y) Sk e
PRSP, T B A T B R Lactobacillus4% Rg i
WK R 2 R R RN SRR, HREIR, Lactobacil-
Tus T TRBE LG f1 S AR IHE/N B, FG 38 T AR P A R e 3
FRIAEFirmicutesF & i Z 1M1, Actinobacteria¥: J& i
ERE. AR AT T 5O% NG EIR T 4 B
FEH — Bk = B I 10 2 R IRFLIR A 181 2J 617 (Lactoba-
cillus reuteri ZJ617), BIHARIZIYIRIGFR A ZI61TH IR
M Re 2 = R AR 2 AR ZRE1E, FF Hazab s
W A8 T 1 T i A ) B FAR = 4 4 (unpub-
lished), J& AR AR it — B HLHIER 7t TAE
PLIS I IE A E WU TE Lactobacillus 1% 16 5 g 5 IR U
AR

T ERAR B (Clostridium  butyricum) e 75 4 1 f) B B
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MG, IR s N E S T KEC. butyricum Al
Clostridium perfringens'™™. BLHIBFREM, C. butyri-
cumEE T B AATT — L R MR R
W |, C. butyricum T T n] $2& & 28 7= 1 g S G LA
FPETIRE, IFREA R LT SCFAS(LIR . THIRFN
TR EW. B TR 8oR, C. butyricum T AT
I B g A A A ) 6 ) DA A5 B TE TR SO R
. SCFAs 2 T HUANR B 2S5 77, X8
NG AR T EOE TIEGE AMMEZ1E120
(GRP120), M5 ShAl REHLHI st i 4 % £ H
R R TC. butyricum 8 AR LA 77 T8I (1) 8 45 4
B, BAEESA Y, HIRANEC. butyricum™] &
SN BR VS, 5 E 0sD FU Ji 5 i D R 2 & 9 38
JHWE 2B Co A AL . V2 Je I 32 4 (farnesoid X recep-
tor, FXR)F i A A B 14 38 FE ) 30 52 1 a(peroxi-
some proliferator activated receptora, PPARw)If]ZiA
Y mE KRR NRIRE ., C butyricum BT
AR AR TR Ve i 7 T 1) 2 2 OB R BAC. buatyr-
icum AT VA5 JH I AR A 1) A

Akkermansia muciniphilaye —MAEE T MiE R R
JEREE MR, A G e B AR D Re A
R BEMEAD. FIRF R A K
AN RV 8 Akkermansia 3 P i 35 5 T Rg 5 PUAR 7
SHREZIRNREY, $EIR Akkermansia 15 3 g At
A, RE DN RO (R SO R BH, 1% 56 T 1m0 4%
R E T FRAREI AL, T EERIAE NI AR 221
VTR RIERAE, SCENUANTE R MAE. R AT
UM TR R R A 25 1 220 2 R KGE
Ja A, muciniphilaz 9% 2 RN AR X B0 2 IR
fIge"™", (BRI SR, /MRERE B R
TEIIA. muciniphilaf)y ]G 2508 04 5 e ETH A8, (2
EE RIS, I e ae B,
MHRM, A. muciniphilare@8it BHIBE F HEMAEY)
SEK99Y T EL - R A G R 7K - T e DA S AR D e 35
il AH < 8 7 T %97 (metabolic - dysfunction-associated
fatty liver disease, MAFLD). fA&#|T-4H i iat38561E T
L- KA TS| AR R, UESEA. muciniphilaie i@
R L-R R AR s LA A,
W E R, A. muciniphila;Z 8t (R E PR K
JR 2 KPR LR 2 5E B R AR, o8 i iE e B g E {2
B E /N7 IR 2, AT A 25 A1k
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(AR B TR A AR AR A 5L A
WHFUAAEB O, )5 8 n] 8 T A S ik 90 36 IE i 14 78
AR B oA 5 TR D RE.

3 WEmE A YR e B AR
-5 AL
3.1 RAERR IR

[ E A ) ) — A B A B T e mT DA TE
s R AR sE AK RO & 4™ T Bt T
M VLV A0 1 0 B 2R 4E RN PO VE 4 A BE AR I SCFAs, &
HONLHR. HRRATIRDY. X e/ AR E %
16 e A R EZAER, RUER TG TR A
EREMCK A R ERICY HRTRT AR, SCFAsHI{E
AT 43I0 2 R B SR 1 G B 1 AR B 32 44243 (G-prro-
tein-coupled receptor, GPR43), JH ik 45 4% B R =
UM e RO R AU, Em IR AR
2 R UARAE RS v s R S R e
AT S T, S RE AT N hENE
£ 7 KEFSTBRIAE, WBlautia, Faecalibacterium
M Peptococcus. XL 5T HiE T TR & =0& M _EF,
(5] I W e P T TR DA TR £ T A A T B i R
IR FENUE G AR T BR B ma S fe /g, Wi 7t il i
KIS 4 B IR RN T BB, &5 R iz s e o
SR E0 BOF R IR R I & R EY. Bl s
o 25 B ERE N IR SN, 2 B BRI T I
S T H i =R K IR 3E IR Y Y (peptide Y,
PYY) 15, AT SEMALAR A AR, kgt g
B, SCFAsH] 4% /40 Mu W Wik AUIERIE A & 3R R,
o B S GPRA3 AR, 1T i 107 40 B (1)
RS A5 S, (A DA 32 TP 20 % fi £ 1)
WRECH, R B A LSRR i 3 KD
5y SCFAsH B E A =4, {HSCFAs/E 5 nl ELSAL
TWE A KD Re AR T AL AR B 4570
W HEMSCFASIR AL R IR TIR), 45RE
7NSCFAsH]_F 1 0 B A& 1 S K UL PR 2 Bk A Pk 2 7% il
(carnitine palmitoyl transferase 1, CPT-1)[{J&iAE; 5
X REZHAHLL, SCFAsAb 320 IR 107 4 B 56 2k R 3%
EE T, AMPKEERRILE SHBes"", 20 g
FUEMINIE, SMIESCFAS AT AMK# 18 T A W R HEAE
H. BRI, SCFASTE 215 2 M8 AR A 4 B 22

VEFH. 8 T ek W #E SCEAS IR A b o 4% B AR H,
FEIE R HORUANTE B4y, AMEANSESCFAsHE—BiIE
SEHAENR FARH TR MR, I HAMESCFAs K #1E H
R AN 5 i 38 S A D A7 AE . SCFAs 3 58 1 I
GPR435ZARA G R LA A ni s B Y, AT
I A R OURR AR LR, nTRERFENL R &S
FEE JE 478 (1) B A

3.2 JEGRIAEHY)

N N K R BN E TR R ANa] S i o,
NG AR P AR S ZBERRR . S =em. w5 AR T AR
1% = % (trimethylamine, TMA)®' X 645 3= 32
Z3 5 22 38 SR AR, FRAEDNA RN 1 478 11 HH S LA,
2 SIS 5 1% T L RS RARWTT. HRdiE
U 0 IE AR AT s B N 2 IR AT 4 (intrauterine
growth retardation, IUGR)IJJIg BRI AL, FERIM
FENLIA B TR & Il (fatty acid synthetase, FAS)M
R 15 e R 45 & BR (1 (sterol  regulatory element-
binding proteins 1, SREBP1)JE KK IA & 1f, [FH
W B A AR G R R IE B I, AR AR BT AR A
B WS EOR R IS 2 L R BE R, AT
TSCA i T Al A D 2 RS T 7 v A 7 A e O A LA
PH I = AP, ST, ERUR R N R
Fle— RFVUHEZR ™, il ek T A e
B AETMA, B 5 B RS B0 I, 6 28 2 B 0 42Ul
(flavin monooxygenases, FMOs) L A=A 4
¥, = H Jt(trimethylamine N-oxide, TMAO)“". W% %
B, TMAOZK - 5 T Jpk AN g B A 2 IE AR 7, Kt 2
e R IR E N RN R XS IR Ay [RTE & (Escherichia
spp.)F) Z EEMESG N, 3R 2 PR g EDRR rp R A AR s R
2 HI 55 B b A4 v 15 E 45 1 b Rz 20 i 1R AU R
S5 Sl 1t PR K AT T ) ARG 9 2 Az, TR
JW e B e o s ol IR 73 A QA 2 T 3 i A A
ER M TMAOKIACE Y (E 1), FiRFMOs #7375
HTMAOKF %, MRS AR MR, 2 — B3k
T TMAOSHLIRRE R AR 7 72 B vk SR, W e
WA F NGB (W B RS W) B AR P RV 45 )
HEAT T, K IUEscherichia spp.¥2) o3& & SEAE AL LAY
WA B, SRR Escherichia spp. )%
REB I 7 AR F EUA N TMAO SR L. bk, Wt 7R B
IR TMAOKT-RIP. copri AT 2 IEMXT, TP,
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Figure 1 The mechanisms of probiotic, SCFAs, Choline metabolites-mediated host lipid metabolism. Different intestinal microbiota has different
mechanisms for regulating lipid metabolism. Probiotics suppress absorption of lipids through small intestinal epithelial cells by competing with host for
fat substrates. High-fat diets improve the susceptibility of the intestine to Escherichia spp. result in host inflammation and fat accumulation. Colonic
microbiota produce SCFAs by decomposing fiber to regulate lipid metabolism

copri. CL#EIE S22 — FhyE 7515 5 e Wi DURR 10 4% i i 4
B R, B U A S I TMAOZK - 58 Jin 7] R
SR B VTR R B ZE R R, WOR 7 I8 A - E
Tk S FLAR WP - HE o AR =38 2 ) 1K) 5% R0 AR 48 A 7
AHHEER L

3.3 JEIR

BAs/ Ml AR A EZE 507, HI)
RE 5 B R JH U f10 1R ] e A 0 i s 5T P I AL
BASTEE N & A P k@i, Hhgdugie =4
120- 32 FEAL W2k BAs(12-OH BAs), WIfHER, T &4
WARN 2 AR 1 20-F2 240 W) 2¢BAs(non 12-OH
BAs), Wi, BAsE MM TE A EAE
I E 5077, My s& a2 5mit
FRAR U I JH £ 7K i B (biliary saline hydrolyase, BSH),
XA WS Lactobacillus, Bifidobacterium, Clostri-
dium spp.FlEnterococcus®""™), ¥4 I IERBE G N T
BRI EGBAsRE AAESS G HUBAs, 25d HoAth i
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U I T(REN . BRI RS, BRIRH
fE71 R (secondary bile acids, SBAs), i ##i& ' SBAsH]
HEAE ST R,

BT WA W0 B T R 97 20 B HH 117 R R,
LINEE S E KM Z AR E A FE Y ZBASHIRE ).
HHr, Clostridium scindens B MR 7] 8 i 55 FE B = 2R
BRI R, SHRRE N RATE, RREE ST/ RIS
B E S FEEWIC. scinden, $&R1ZHEFESEERE
TP, BEJE, BT SN RIEMRC. scindens,
I Binon-12-OH BAs/KFETF &Y, $R LT g
FreEBAs. EHT, AW FiHRiEnon-12-OH BASTE 1%
BRI A . 5 E AT 20850 %5 48 2 (theabrow-
nin, TB)IE 5| BSH B #1384 78 52 = i1 P non-12-
OH BAs/K¥, J&5# @itz iEFXR-FGF15FIFXR-
SHP, {R#FCYPTBINImRIE, BIEBAsH ERIER.
ZIRAE S 73 FF I Fnon-12-OH BAs/12-OH BAs
B CIRTE S =Ny b4 o YA S 2N el E
BAsFIHE H B8 B A L375 JE [ B 1) K7, 3k 2109808 K
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537 v M o 2 SR Rk 9 AR 2 non-
12-OH BAs/2HCAs, KZ)475%, 1 ANEAERAE 3%
T AR /N BRI b HC A et 48 i #0056 7
FXRAZAR I BTG TGRS 2R, A2 13 f i LA i 2 304 Fiki i
MHEZEFERR-1(glucagon-like peptide-1, GLP-1), I H
B B P e 0 AN R R B BASTEE) T
BT, R UISNEEBAS S U i IE A )
MK, WMAEDMMBASTEEIEN KRR, BAENEEN
HCASTEAERENLIARAR A AR, Bk mres
AR AEHC ASIF AR B v A ] . AR BE A 48 B e

VoG IR IALAL,  BE AT SR HE T BRAC AR S M R
R Werzim, FoiE R -RE T RR- i ot A 2 Ta] B S BBk
K weaBme.

4 L5 RE
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PR AR A BRI, B B B S5 i A A=
DiRe 5 N BEARAL, W FEAR s Y AR Y.
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Figure 2 The mechanisms of BAs-mediated host lipid metabolism. Clostridium scindens and theabrownin promote the synthesis of non-12-OH BAs
in the liver, which exerting metabolic protection by regulating the secretion of GLP-1 in intestinal lumen
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;& SCFAs. AHERACE (1) KBAs(K2), HAhETE
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T /L0 s (VAR EVIN L7 e A (218 O s T Sh R T
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Porcine gut microbiota and lipid metabolism: recent advances and

future directions

MA YanFei, LIU JianXin & WANG HaiFeng

The Key Laboratory of Molecular Animal Nutrition, Ministry of Education, College of Animal Science, Zhejiang University, Hangzhou 310058, China

Gut microbiota plays an important role in modulating host lipid metabolism. The pig as an animal tend to deposit fat, but it rarely
suffers from some metabolic diseases. Gut core microbes and metabolites are considered to contribute to this phenomenon. In this
paper, we reviewed the relationship between porcine gut microbiota and lipid metabolism. The potential mechanisms were explored
about how host lipid metabolism is regulated by porcine gut microbiota through short-chain fatty acids, choline metabolites and bile
acids. The review aimed to provide new insights for regulating the lipid deposition in swine. The review will propose a possible pig
model and reference for studying metabolic diseases caused by lipid metabolic disturbance in human.
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