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Fig. 1. Crosstalk between gut microbiota-derived metabolites and end organs.
SCFAs, short-chain fatty acids; GLP-1, glucagon-like peptide-1; PYY, peptide YY; GPR 41, G-protein-coupled

receptor 41; GPR 43, G-protein-coupled receptor 43.
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DMF % & 1,000 LD > TV % 2 5 7 LEAT
L 72455, Christensenellaceae FH 2% ¥ % M O 75 =
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. BT ORI b BB RITT 2 e
TWwd, INFTIIHEREBBEHEIINT 25 AGEs &8 &
MK AGEs & O WG O 55 6. & AGEs &1
B O I A 3 Tl Prevotella copri @ B8 72 B8N A%
BOLNTE Y, Eik L7 X 512, Prevotella copri 1%
BCAA DFEAZ N L THED A > A kBT S & Ok
e EDEALIZES- 5 2 DM ENTWAE Z LR b,
= AGEs B, BNMEZOLE) & 228D BN
BRI OEE 7T 7 7 4 V2L R L, HEDHE(L
WCBG BREEHESE SN b L72Ah > T, AGEs 1L
AW L) RAEFEIIHGNERRE 2RI L ABHIERE
DFLECO D5 I EMFES N5, Bz IX. AGEs
EHREOBEHCEITELOREL LT, MITELTH S
BWAHE 2 B 72856, N TIRIBAAIRE OFEEEC X -
THBNRRSEE SN D BN TEA S SRR
oM AR AL BB MR S EEN R A 2 R ik
FHEITHI LTI A 2R VBT R R S
L. R EO T - SEICHST5 2 EURIBENT
WBE LA LENS, Ty M ENRE LZERTIE,
= AGEs B £ ) FEfE b o S8R IR 2SN % 2
LHHWE SN TH Y, AGEs HIUIPE ) B PR # 0 28
B & L AUTHE D BNATEAARY & OBEIZ oW T, 4%
W DBEDPLETH 5,

PrAw g &, FNEAI 2 SR A L 2R R & %3
LZHTHHE NS, IRACE D BNEERICKE 2
REERIZTIEFMONT WS, EEEFICT ) a~
TFRRPEWECH LNy AN v REET D &,
Firmicutes M OB b & 4 v A1) VIEZ O T A
RZFonz0lcx L, B-5 27 5 LRUVEMETH S
TEXFT V) AL BAMOLETIE, >R VR
WZEALDS R Z T SN o720 2 id, Firmicutes 912
B AENMEDS, SR ICRZ T oNE A v A VK
ZVENAT S D DBEL 52 TO LM EZ 6N b, F
7oy OMETIE, ER4EPS <7 AR TS L
TWw s, 10 EEICE - 2BIC, JERIFERSGR LI L



T, KEBIVENEEOMNPRZITONL & &I,
Firmicutes MO FE 2L 1 > 7 LT~ Th 5 glucose-
dependent insulinotropic polypeptide (GIP) 7 & @ JI5 %
FIVE VIREOHEMOER I N TSP, LLEOSEOH
&0 HNAITE A oL F — AR RE & BRI
HoTWDH I EHRBREIN TV,

1-2) B PRI BT ok R I8 55208 B 295

T PR 7 & oo it BEAR 1 9 % B2 % Toll AR5 %%
& (Toll-like receptor; TLR) Td % TLR2 % TLRS5 (.
HEORERKIEILE G T 588 — VRS HHET
HLD. INOHOZTERIIMED T AN F—LHHREICD
5352 EMbN TS, BlziE, TLR21X7 T A6
PER OB CTdh 5 ) R T A 2 (lipoteichoic acid)
BT 22 TH HA5, TLR2 KA~ 7 A Cid, B
LA A AARIIEE FET 5. F 720 TLRS BN
HEORAERRTICAAET 2MWEO—MTDH % flagellin %
Ay RELTHEMTL2IEMLN TS, TLRS R
A~ 212BWTH TLR2 R~ 7 A L FEk, A= A
YA PR AEBIET 5 LB LN TNEY, —
Jiv PRHHAE - BERFEE R EDET NI T AIIBWT, A
T VAR & L CTHIS LT\ B Akkermansia muciniphila

Sympathetic ganglion

:

v +Noradrenaline f

\\n

* Energy expenditure f

|
Gut microbiota

e
V& St

L A 4

A

v <4

o
SCFAs

[ 7

Leptin secretion

Fat accumulation ‘

Adipose tissue

Glycative Stress Research

(A. muciniphila) O SHFEPWAT L EPHE—RFED L
NV CHERME TV D, D A muciniphila % A7 E
DETFTNIYT AHET DL, ERZTTHEIERTOH
KN 7 o5k, MR (T7 Ly ) Mlome £ 22
) VEZEOTLERRZ T ST, EDOGT AN ZALD
—¥fi & LT, A. muciniphila ®F1JBEEAE Amuc_1100 2%
TLR2DY %> FELTEHT A2 LT, lBEEDOY 1 b
Iy v yvoa YRGS (cladudin, occuldin) DFSHELAE
T s TB Y, BAETIE. A muciniphila
FROEBEREBS I —a v 3 TiTbhTn s, DiEkX
D BEPSRE B B AME RIS EENICE X ), RS
VR IR R T L T B ITREMED RIR S L
TWwh,

2. FESHBERAEL & TEE T R L ¥ — (I AE R

PSR A C B 2 W EHIR IR 1. MEO T AL F—
EE L L ToFENInA., MlaEssgke Lz 7 F v
fLEmE e LCTERA L, mEo AN TR 2T 5
Z & T MEEHES 2 TR & OEER B O TR - i
FWHFGTLIEPHL LR > TETWS (Fig.2)

Lung GPR41
Airway epithelium
inflammation ‘,

Blood vessel GPR41
Blood pressure ‘
©
/%;;/, Iﬂi'
Blood pressure
\
Pancreas

GPR41/43

f = . .
i _aned Insulin secretion

»

Intestine GPR43
GLP-1
secretion

® 0o
GPR109A

GPR41

Treg
f PYY secretion differentiation

Fig. 2. SCFA receptors regulate host energy homeostasis.
SCFAs, short-chain fatty acids.
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TOHHRIC, A AiiEo LABIZEH L., BERVES D
—FETd D ERINHI AR VT~ peptide YY (PYY) & 43¢
HLTBY), EBEH~ YA L@E~ T AZBIT 5104 PYY
BET BT E, ME~Y T ATHEICZORER N
EDTRENTANA, X512, Gprél Bin TR~ 7 AT,
M PYY 3 RE DS G PN O B2 A b & T A AL L ]
BETHo7-Z Lnb., HEHIRIIERAE AT I KAF LT
B, PYYDOHWMIIHGTAZ ECEBARFMEL., T4
NVE-RBEFEST 22 RSN, —F, TLIEK
JEAAEETIC BT 5 Gprdl ORERER MG L 72k 9. Gpr4l
BT RIB~ 7 ZFHER < 2 L LT, DR 2,
AT E OB R OEREREE A ) AV F— =
DIADTER I N2 T2, EHRMBIRIC LY, &
ARG 2> & @ Gilo ¥ 7 )V & 4i- L 72 MAPK &g O
AL 2 2 VT B LT ) Vb ORAE & 2SRRI
PALAERER SN2, Gprdl BiEFRIB~ 7 A TlEMEL
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JEARET O GPRAL IZFEFR SN L 2 & T, T ALK —HE
FREL. ERNOT AV F—EEEEFICES LTV
SEAERRLTWDY, F o RIS EIT 5 GPR4A1 I,
T — AR LB G- Ly WP BERE S 1 5 ke I ok o> J 8
R IGmR 75 P A AL R % A L TS OB 2 B 5 =
ETREBMERESED R E L 20T LG b RSN,
GPR43 1358, Malidliks L O AR B 28I L
THY., BE L RPHHEICB YT GPR4A3 4 Lz AL
F—MEICES T 2MENREINTE, BEICBITS
GPR43 1 GPR41 & FIER I Ml o> Ll e 12 s 8 3L
LCBY., EHIEmESC X5 L, 50 Gqy 7+
WREBE N LIz VYo LY 7 F VI L B glucagon like
peptide-1 (GLP-1) W DRENHER STV b, —
Gpr43 BT K48~ 7 A Tld GLP-1 5 e E H A3 2
L. A YA YHWORT & A 2 A VP2 R L72%),
L7ch3o ¢, FEEEIEIIERINC & 5 GPR43 @ GLP-1 47
WORAEIE, A ¥ A VERZHEOTLHEEE) T AV F—1{H
WU ICE G T EZON L, NS EHIRIIEEIZ X
% PYY X GLP-1 7 EO 8 RV E 3. & MIZB
WTHTER SN TE Y, BiMEICBWT, Tu ¥t VERE
512 &% PYY. GLP-1 O 5 i, R < R &= =8
DEE IR E S TWBEY, —TJ5, IBIHkICB
% GPR43 IZHFIC AR IS BBIL T b, 20
e, BRI BV TR L TWwb 2 e, HiEl
BEARMORG~ 7 ZAOMEHMETEIEsmEL I L, £
7oy < ARTERRR AR & 7o BRI X 0 L IR
FRI2 & 2 BEBAR L DA GPRA3 # r L T2 Z 5 =
EHE SN2, L, FERIMLRIC BT A GPR43 0
FEREZ M9 5 72012, Gpr43 I T/RIE~ ™ A LRI
MRAF BRI ARSI S 72 aP2-Gpr4d3 N T v ATV 2=y
<7 A (adipocyte protein 2; aP2) #TEH L. &R &% &
fif 85 2 & THUm & 755 L7z, BIBREWC L2, Gprd3
BT R~ 7 2SR ECIREE OMINZ2 & ol o i
WREZLZD aP2-Gprd3 S VAV 22w 72y ATHE G
D% R L720 Tl20 TNHD Gpr43 Bin AR~ T A
DFEHITH 2 T AV F— BRI, JUEWELE~ Y
ATIEHER L2 25, GPR43 D) 7 N& 7k 5 5 8H
PRIHER XA IIRIE L T W B T EASRIBE ¥, &
512, Fk 4 1x GPR43 OGN A /1 = X & % MRET L 724G
. GPR4A3 D EMMIEAF 20912 Gilo ¥ 7 F v e LTA
YA YT FVEGIEL . BER RGO BRI O HL
D AB AT HAER. BRI ORRALZ [ <2 & % B
S L72®, TR BICA T, HEARNEE I GPR4L &
GPR43 DM J; 24 L CEE B Mg 20 SR %2 4 > A &
DWERET LI EICE A VR VRSN B S5
LR IS ORRIE. TER. ST EWEHEDS
BT HHEABUCE R OVER 5 FEAEA, GPCRs 4L 72
SRR X AR TH B L ZRTHDOTH Y, FsH
Teile 3B & N2 O 2 24K 23 I I <2 A5 IR 72 & o R
BB T 2 H BRI 25 L2 RIBL TV,
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3. EH#ENROSENEEFA

3-1) BRI D GPCRs% 4 L 7= Se e i bk ik
GPCRs % - L 7 J$H AR e 0 AL BRAEF & L <. AR
PERERI O A7 & R ERRICOIEEPEE o Tw
5o HEEEIZ. GPR43 % 4 L CIGEBHIRMINIC X 2 B MR
@ Immunoglobulin A (IgA) 7 5 A AL v F 2 Hl#HlT %
LT, BETOIgA pwarfEE L. HE - BNHE ok
HEHERR E PURE R 2 R T 2 e SNz, M T,
EEWHMHEAEOBIUX, ~ 7 AOFHOEMIER % 2L s
. AT L C AT O MR R ASHRLACH & ik L
I7 x4 — CDS8 Bt T HKEOMREL B K S & %458,
AT NIRRT ADEFRZ GO D DG S
7250, FAETIE, BAER D 2 IR IS R AE 3 % B
fal2d GPR41 OFEHNHEE SN TED . 7a ¥ Y BEH
GPR41 A L TRA LESIEZHIE L T 5 & o b
B, 51T, MR - BRI E S A 2
7o BEER D S A L 72 R IRCld. GPR41 24 L 72 H L %IER
HIRF OB & b kol #E T g (regulatory
T cell; Treg) DALAMEHE SN TS 2 LG S ILTw
%30, F 7z, HEHIRNIEE 4R GPRI09A 25K 12 BT
~ a7y — RIS D IL-6 O3 & HH L.
IL-10 R LT/ A VRO EFO D 2 LT, Treg DEE
PEMERFICB S L, K28 - KIBREOWHICHS L Twb 2
EOMBEEINTWEI, e d F /o, BRI ok
MINLIZ BT 5 GPR43 OHEREL AT L. S8 ARG BRI
£ DAL L 72 GPR43 25, IRIHLER I CHIRRISE 41
9 M2 B~ 2717 7 — (M2 macrophage) 7 b D 4IEME
HA A A Y TINF-aDFEE 72032 xR, TR
Mo €7 v FHBEO—EE {5 212 L7235, 2 oAb,
T SENE R AN & B R AR - > GPR43 %> GPR109A % 4
LTHBENA v 7~y —aEWLEFET 52 L. FER
ARG LRI 3) 7 RERE R B0 R I G A B3
BIERELHE SN TWEYS, RiETIE, &AW
M AR EBR IR AT X, RIS SRS B X
ORIEFER OB RMD 2 W T2 L v Wb H 2,

D EosiiL, SEEMRIIEEAS GPCRs % /i L CTHRIEIGE
AT LT E T, EEOEE R B I E 2 e
LTBY ., FHIEHRSEEIE N R GHFEEN L 2 )55
CERRBETLLDTH D,

3-2) SRR X 2 ¥ 7 2 Al

VAR DRFE A & BRIE & 212, SHSHIR I BR 12 AR N L2
BOWTHEETICZEY oA T4y 7 B L EFI &R T
CEDPMEINT VS, n-BERIZ, X MU T 2TV
fbE#3% (histone deacetylase; HDAC) OifPEHEIZL D
INYF VN VIRICBIT B MEEER AL, =2 — o U
Fast % B & 2 EAURIE SN TW A, X512, HDAC [HE
i, BEICBUILPE AT F LT v, HILERTF K,
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TEHNACBIOTA M A 2 OWEERE & 0o 22 E R
JREEDOHEIZEG T2 L VI MELBZTFLNTWEY,
F 7o, #EH~ 7 A Tld. Specific Pathogen Free (SPF) ~
TALRE LT, BEPSOPRKE AT T FB LU [gADE
AT T MO OB & DM T % &R &
ERREOERTAMGE SN TWD, AP, BE< Y AU
n- WEER %53 % & n- BB KN O+ A4 — 7 T #ilg
WL EY 2274 v ZIHMEHT 52 LT, il T Mo
GACHFE RS D ENAL L o720, T2, HERH
< ARG A 52 bk, MEREEF SR TAD
FE &z e 2 N B (72 F AL - ATFIVIE) HIEIE
ENZZEVIMELEIT LN TWLY, Zoftizd, #@E
x5 277 A LIREWHKE - mIEREE 52727 A
EDOWED S BNMEHEOWME., BEENICBI 2H
PRI =SR2 5 7200 T, EFOMRICBIT b A
N BHT (T EF AL - A TF L) I2BWTERENED S
NLEOHED RSN TV 5,

O X TN - HEEARREE ] L vioiz—Eo
BEBER T, SHEESHAREEIC L o TSR HER
% EORE R AR E T 57210 T L B2
ZFOREAFTOL XNVIZEFCTHE T2 LWL 2
o T&720 fEo T, MHEHIEIIERIC & 2 AR ETHRAE O &
M TREZHSMCT LI LT, BETOIEY 2 4
T4 v 7 AL B AR S TWw B FHERE (A
ARHRREMNRER L) OFHERIZLO L LML WES
IS HAIFEE N S,

4. BARREZIFEN & L BRI A O T EE 4

4-1) BFRENAT 72TV R

ISR 2 & 72 AR AU 3, B 72 &3
SrEBREICEELTBY . BENSMPICBITT S22 LT,
EAREIE EOEEERRAGICES T200EFE2 51T
Who FTAETIE, BINL 2 AFE I HR S 2 BN E R
N X B ET AL F R~ DL E R € O
A FamiIIC S I o TE TV b,

IZERIE, RERICEENLEIN=F YRR RT 7T
ay) yOBENMEORHE ML CTEESNSE MY 2TV
7 32 ¥ N4 * ¥ F (trimethylamine-N-oxide; TMAO) 13,
a7y =Tkl S 5 2 L TEIREALEIC S
TAREEReERL, CMEREZTI SR THERE L %
B2 EATRIE STV EBRIC, BRIELE TV~
ATHAHTHR)REHE#MEZTFRIE~ 7 A (apoE-KO ¥
TA) A YERAERBNES L, BEELERELT
BIIRREACE AR L7z — 05, PUEWE TG L. M
WOREeRAELIZEZ A, BIRIALE DB RAHIH] S 11
oo Fo BMIE O—HCdH % A. muciniphila % apoE-
KO ~ 7 2 12#5-9 % &, TMAO A2 #il S 4, Bk
WALIE D EA R 572000, v hizBwTh, B

(7)

WHEmEFROE LAEFEZEIL T 2546, BNMER
#F 21X Ruminococcus B L v ERE 2 L oinE & b
2, ODIMEREDIFEKTH S TMAO SERE TRt s
HOWKE LY, B BEARLL LZAREHENIC
WL T aHE0 MENMERE TIE. Prevotella &S
Lachnospira JEH3% < . EWBHEERIC X Y 2o T
B % HEERRI R AT AR N BB CHAE L T /2%, Th
. BECT 2 RGNS B L O o ED
5 Z TV EERTTHD L 2Wilio TV b,

JAETIE, FEIETImE DA, AWM EICEEND
ESRNER % 28 & L 72 I & 2 B 25 £ o 4
VE—RHRENEZET LRGP TETW D B
NHIT 1E. -6 RZ A BRI IR B E © & 2 L ZE R BA R O
) = Vi VA SRFIIEEE CTH 5 4 L A >~ B~
T 2T, Ba hMABED 2 BENCEET 2,
Bz X, & HEOFME L. ) / — )V EE% 10-hydroxy-
cis-12-octadecenoic acid (HYA) 2fX#3 5, 2 ® HYA
. RIS 558 LR N TRERRIETRIC X 59
JEPE R WG G R ER 2 35 2 e liE S
T2 %, F72. 0-3 22 MAEANRDE (o-linolenic
acid) & ZOAMEMAHEY (13-hydroxy-9(Z),15(2)-
octadecadienoic acid, 13-0x0-9(Z),15(Z)-octadecadienoic
acid) ZEPER~ T 2K G LA A VR VI
HEDCLE 7 H N IRIHAARZ B 5 SIEHIHI 25720 & 11,
&5 IZIFE COPLRIEN M2 macrophage O 55 % 25 L
e lhs, BERRSE LABERAZSEL, &8
ORBUEMEMICEG T 5 EPHERIN, 512, £
6 O X GPR40 % 41 L C M2 macrophage ® 451k
FIEICE S92 2 E DL L2 s RERIET;
27> & s A B DACEHNC & > TH S N B & & o RS e
WoREEEIZ DWW TIid, RERBHLESBH L L OO,
W PRI S & 2 AR EaRIIRIIE OG5 3 o MEAER:
WCEEGZEZRIZTIEPTEINS,

VLB &Y. SHEBUAE S BT #0214 & A3
T T 7 A NDEN R EDNEIEOLEED, 15 OAH
HRBOREICHEHIZHG L T IR ER I N5,
- Ty HAOEHREOERLHEIHHEGHES 2 BRI 2 &
DTSR U FHICEN DL e mRBL TV D,

42y F7uNnNL X TAIABL T T UL T4 7 A
TuNAF T4 7 2, [HENMEEZRDNT 2 2 deag
THILIEY, HEICHBRRIERE b 726 74 X720k
Wl L LTERSN TS, 2 Th Lactobacillus &<
Bifidobacterium J& D 70 NA F 5 1 7 ABEUZ L V.
WY 7 1+ X AW O & [F B2 Enterobacteria Bt @ 8/
12 & BN OZ b, ZA0stE ) 83 o v — R
WEEHICOVWTINE TIREHOBES 2 ENT WD,
ZOVEMET & LT, BB B IRE IO I 7070
Fiaf/Angptl4 5 L5535 12 X % lipoprotein lipase (LPL) [
E X0 PRI~ O IR E RIS 72 R RS



£ 2RI A2, Treg & Th17 (T helper 17 cells) /¥
7 Y ADHIE™ 7 ELBOMED R ENT VD, L L%
MO, TuNAF T4 7 ZEIE A L R ERE R oUE
BIRIZOWTIE, KWL 2 v v APE L TW R
Vi, S IETHHE R 2 BUESRIF BRI BT 5 70N A F 7«
7 ADBEENZOWTIE, BHOFEMERHEG =, BIUHR 2 &
DLW BEEDPVEE N b,

TUNA T T4 7 AL [RAEBEICBWT, H5—ED
IEPIFNE O3hE B £ OV TE % BN IRET 2 2 812k -
THEEICERGERZ L 725 THEE bS] & LT
EERINTWDL, REMLT VLN FT 47 28 LTI,
T THERA X 2 EEEEACESHEES NS N TE D,
INSTVULNAF T4 7 A, BENMEREOZEL, fflce
7 A4 AAHOBNEHEICHF G T2, INFETHLIZ. &Y
WHEO—HTHHP- VI v 2 BEICEORESHA
R L7z~ AZB T, BEH Actinobacteria '] O3 Il
T O SIS NRIABR B A DR EZ FRDO T D, S HIT, FRL
T REB-7 VA vEECEMAAN L2EEICL, Fk
DFERPBIGE S NIz, —T WMR~ 7 22 AW BT,
Kz R EEM DR L7728 AV E Vi E R O A~
AN VK FERAER L2 2 Eh . RESRHO
IRTAHEE R, B- 7V v 2 3H & LR I
LB EBNRROEAIZE D B ENTWE Z 2P
ML T3 (Fig.3)™,

4-3) W AR 3% D ZAL 2R 16T i

REGHAE - 2 BUBE IR OERE L L Cld, 2/ IS BFHE
EHEBhRERIC X o T EO S E A LS, EERA
20 PR FIE L T A BEIZIL, SRR S
Nb, FZIX, 2 BERBIHRORFENRER L LT, ¥
TTFA R X bRV I Y (metformin) 285N TW5b,
ARV I UAEL FFHE T OBE T A O IR 5 T D REIRIL
DN & o T, MBEHEOUEE 223357 Th 2 53, e,
A MBI AN ORI R R 3T I LR
BEENTV L, BINROHEIIZBIT S 2 BRSO BE 2
ARERWVIVEHRGLESA, 422 ViIRBiE O
HHERR S AL, BIBRIRWC &2, AFfi 7 EICBR% < X bk
VX Y ORI # ORI R RITT 2 LATR
Enz0, oL BEBRICBLTL. A MRV VRS
12 & o T A. muciniphila DN, BkilE ) 712 EE 2R
ML OBEMABHER SN TBD, A MKVI DAL VA ¥
PEPUPECGEAE FC G A T 3 ORE B LA I F 5 L
TWD ZEDTRIES NI,

T 7 I R 2 BB PR R T B R e R R
FE LTid. BYA 28 AF (Roux-en-Y gastric bypass;
RYGB) %' %, fiith. WL - EWr5Em+ 55143~
TWEALT A EICEY), HEREEWDICL LB
Bk, SOICH»S5WEN5S 7 LY v (ghrelin) O,
GLP-1 % GIP 7zt 9 1 > 2 ) Y Pt o s =
LzoF 2 EFMOENT VD, 20X RAHLEE &

(8)
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12, RYGB Ffiic & 0 W 2 BN 221k e L
C. Firmicutes ['J® %4>, Bacteroidetes [l ® #1755 i 5
e, IR, BRIERGE L2 BEICB W T RO
ZALAHE ST 27, 2@ RYGB Fifi % %1 - %
OFMME ~ 7 AT 5 & RELERENEORAD
AR BT, 2 BB R G B 125 5 RYGB FAiv 12
BWTH, Bacteroidetes M3 L OKIGW O, FLERRK
Y7 4 XAROWA . B WA O 2 BRIk OB INAs i &
NTHN T, 2 BRI 722 & DIRHE & I P 35 O R s
TG L TWA I EDRBENT WD,

AT, EEMICHNATE R 2 E s 5
BRI O1o L LT, EMEM (faecal microbiota
transplantation; FMT) 253 H & CTw 5%, FMT X, F
F—HKOBNMFEESE TR L YYD Y MBS 5k
T, BB ZRE B LS E2WMEENE AL Cwb, B
51 Clostridium difficile JEATE\ 6§ B a5 E LT,
FMT & HUERG 12 B0 2 BfFRBE L Oz T 72
#H. FMT ORI 4 BHRIR SN 7230, ST,
B2, 70— e v BaEEmRRIC BT
iX. FMT OB TR LR T 280, BIE, Kok T,
15 S RE VR BB LI B SR 7 & O R BB E I LT
d FMT OB 2TON TS, LALARDS, HERIZE
VIR, OB, SR - DURTTREZ BE M — 1
2BEE DN OBUE £ 72 13RS S MR L <. BE DI
PUED RN & B F o THRICHIZIZE > T v, 3
5. HATYH FMT %ML S 5 % O BRI R ER DS B4 w2 &
BIGSNTHB Y. Stk BN E & B L 72 B0k $
Lz LIS Cnb,
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(a) B-glucan (B-1,3-1,4-glucan)
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Fig. 3. Barley f-glucan improves metabolic condition via production of gut microbial SCFAs.

Barley (3-glucan suppresses HFD-induced obesity via SCFAs. Body weight change (a), fecal SCFAs (b), plasma GLP-1 (c), and plasma
PYY levels (d) were measured in male mice that were fed Co, HBG, or LBG diets for 12 weeks. (e) Actinobacteria in feces were
measured using quantitative real-time PCR from mice fed Co, HBG, and LBG diets for 2 weeks. Values are expressed as mean + SEM,
n=4=8, *p <0.05, **p < 0.01, and ***p < 0.001, compared with Co (Tukey-Kramer test). SCFAs, short-chain fatty acids; HFD,
high-fat diet; Co, control; LBG, general barley; HBG, B-glucan-rich barley; GLP-1, glucagon-like peptide-1; PYY, peptide YY; PCR,
polymerase chain reaction; SEM, standard error of the mean.
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