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BAEBAIERERBEER. LFRFXKIN, HEABRERARP W RFT AL T2DM 69K £ K
J, ST B Hrmsa s g, 2R, AN FieFRiltEn, AT RERL . SR REEKEE
Do REWHEA “Foffr i, NIBHRE” R AFTH, H “FR. F. @7 5%5 T2DM “I AR 695%
MAFEREA —RAMXME. BRI, KEAHDIKESFNETTTKE T2DM & Kitda4r; —AAN 17
R EAAT REAT 7. 4k 1525 1) B89 Meta AT R, KEHAHIKEETT TEAME LK G (HbAc) K-F

(MD=-0.90%) , F & &Mk & F KI5 HOMA-IR (SMD=-2.04) . #LF R FHHFRXRT, KEHHTH
@A M R B R B AR KKK, B R, KRR R -IT 40 1E 585, A E ARG
Rt FEH . AL ZERMER R LKA T2DM FagtE A ek, 222 KRN H AR A4 A KiERZ
T T2DM &9AF Lt e, AL £ 2 EM RS0 I4E A, LAHAN MR KR35 IARAE AALE ZF B2
AT T2DM A4 HF

[XBERA) K97 2 A Km; MHERA B, BHiE Kitd

[EEWMB) T8 AFRFA0HFAE (S202510531008)

[YFsHEAY 2026 8 A 3 A [EFIBHHAY 2026 -9 A 2 B [DOI] 10.12208/j.ircm.20260039

Research progress on the mechanism of Dachaihu decoction in intervening with type 2 diabetes by regulating

gut microbiota and metabolites

Weitong Yan, Zhongmin Ou, Xuan Zhou, Yiting Li, Jiayi Zhang, Yinyuan He, Liangjing Liu"
Jishou University Medical College, Jishou, Hunan

[ Abstract] Type 2 diabetes mellitus (T2DM) is a chronic metabolic disease characterized by insulin resistance
and progressive decline of islet B-cell function. In recent years, studies have found that intestinal flora imbalance and
abnormal metabolites are involved in the occurrence and development of T2DM, and can regulate inflammatory
response, intestinal barrier function and glucose and lipid metabolism homeostasis by affecting metabolic pathways
such as short-chain fat, bile acid and trimethylamine oxide. As a classic prescription of “ harmonizing Shaoyang and
internal diarrhea and heat accumulation”, the treatment of “soothing, clearing and unblocking” has a certain
correlation with the pathogenesis of “liver and stomach heat stagnation” in T2DM.Clinical studies have shown that
Dachaihu Decoction combined with conventional treatment can improve the metabolic indexes of T2DM patients ; a
meta-analysis of 17 randomized controlled trials involving 1525 patients showed that the combination of Dachaihu
Decoction could reduce glycated hemoglobin Aic (HbAc) levels (MD = -0.90 %) and improve insulin resistance
index HOMA-IR (SMD = -2.04). In recent years, experimental studies have suggested that Dachaihu Decoction may
affect intestinal barrier function, inflammatory response and intestinal-liver axis signaling pathway by regulating

intestinal flora composition and related metabolite levels, thereby improving glucose and lipid metabolism disorders.
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This article reviews the basis of the role of intestinal flora and its metabolites in T2DM, summarizes the research

progress of Dachaihu Decoction in regulating flora and related metabolic pathways to intervene in T2DM, and

summarizes the pharmacological effects of its main active ingredients, in order to provide a reference for explaining

the modern mechanism of Dachaihu Decoction and the precise intervention of T2DM by traditional Chinese medicine.
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2 BUBEPRIG (Type 2 diabetes mellitus, T2DM) 2
— A DUBR R B ARBTAIBE S B AN D e RS A% O Ry
TERAEPEAC B [ B b PR 95 16 W B8 s
ARRRAFE R ERR CIEE] 11.11%, BHEHEL
5.8912., Tt 22 2050 4 E NECK i — P % 8.53
12, BIREFE 12.96%. FRIEHERFEEHLEEE
BRYAL, (R IR SR AT SR, T2DM K
ST P O] S 0o O IS W PR I B B R
TR Z I AORE, MU B AT E, g
T AL TAEEE AR, L0 T2DM EAMLHIT)
UNDERE Uy NG N E A
R R . SR, BEEWFFIIRN, T2DM A K
FrARFRLAl R R S DR S 51k, 20 R A% RE
Ri. ReE AR B Rt LR i i A A o
G2 S AR o, iiE RN
Z 5 2 E AR R W E B S RS 1E
YRR AT R B R AL SRR AR
e R A AR, H= AR 2 R, ansa SRR
R (short-chain fatty acids, SCFAs) - JH{T (bile acids,
BAs) . %81t = F % (trimethylamine N-oxide, TMAO)
DL SRR =55, v 25 - O E 5 R
T, FRRE SRR B R By U, ik, FESE
Jiri o B S AR = TF . T2DM T FU 7234 ik
AR EEL 1)

T2DM fEHEEZFEHZ 8T “WHiE”  “ B
umkE, HRRBHOROE KRR, (KN4
WY FHEH . “HbIESEZ B kA, AN DEEH SR
M2 REH, AEE 4 AW, HE S A, Ak
i, HOHE” DR B T SENRIRE, HF
BB R v R AR, TEAR R KB OHITE (R R
2 IR AR R, TR T AT AN 5
JZe” , SRR AR B AR R A AR o K SEHH
B EAGE S BIEHRTIR, H s . m”
PIVE FRE 55 T2DM i pfL s 328, mrid i i i
S IEVE AR IS IR AT o 5 RBI A LIRS,
KEEHH 7 T NERE T2DM BB 67 I, AT st i A

EHIACT, BRI S =1, I B 4MTiRe,
FARRA A A B A IR IR PE R -0 (TNF-0) « E4
Mifr%-6 (IL-6) 7KF N[ RGBSy — T
ARGV 5 Meta 0T 17 BIREHLA BEBT 7T, 3L
1525 5 T2DM 3, 450 8R, fEREMEIT R L
A B R SE IRz Be % i — P 0% HbA . M
BB G 2 h UK, AR HOMA-IR 4645
b, FoH HbA ¢ & FF 2N 29 MD=-0.90%, HOMA-
IR 74 SMD=-2.041101, i AR FLRliiff F gk — 28 R i,
KRG ) B A 2R 7T e -5 0 R 1 Tl T B R 45 4
HCE T A AL B UIA DG . (H H AT TZ7 W]
T8 I 1 T 3 T R S AR A 5 e T2DM A 5T
VI B MOCAER NS B> Rég gl R, A
Sl B8 K 58 W 3 A 4 T B B R AR R T T
T2DM FIWF S AT 4RIR, AN 3 BEE R A%
SYZGIAER, LA T2DM B EE 250 ia s ke
MELE 225 5170 .

| MEE A R EASII7E T2DM FRIER HLH

TE B A . U SR BRI R,  E 4ERF
RS RSk, HeRalnEgaeaEn
W B JE S B K PN A A R 4 2 i 42 4B T2DM
KA Hod, BERACUR YR - S S X,
TE IR & 2 ALPT 5 BB AR AU 7 T RO SEH

1.1 T2DM /%3t B #4545 AR P T

T2DM 3 B B Ak, HIX Fl
U IR R I B — B e 3 sl b, 1 s
ZARDUN R A B S MR BRI 22, AFE
WEZFEME TR 00 2 1 k2> DA S T TE AR % A 3
Jnn2-131, Qin S50 203 i 27 ik R 21 S T R B, T2DM
BEAELE T A TE A R A, R BRI T IR
A, TS BURE I 2, 278 T2DM IRE T
ERAESFRASZ RN . BE/5, Karlsson ZEU3F 58
BRI, BE RS K T2DM B B A4 R AT
IIRERHEII A E WA, VRSB T R R AT
BE IR A B H AT AN, S54RI bR R 5
HPE P7LE SCFAs BT 90 [ NAH S A Be 8,
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Faecalibacterium. Roseburia. Clostridium leptum .

Akkermansia fll Bifidobacterium %5, f£ T2DM &3
hHEEETEES, MEsN2BURE, W
Escherichia coli & )| A] GEXG It4-151, X LAY $IR,
T2DM AHC BB 7 A S R R A s

WA RE S B AR S TIREIRAS R B G . F[EER
(e, 2K K FIRE L5200 T2DM 22 il o e 45
¥J. Forslund ZFUOFEH, 78 75 o PRI AH G B B RE
FERS, L7875 R R 25 e R s . RIS HERR
THXUMEEZG IR 2 G, T2DM BFJIRIH =T
TR B VR0 AN T A Dh RS2 A Rs i 0, bk, iz
HARZEITH T2DM BRI, T & ]
SR PRI, PR AT RES 5 R AR RS,

AR R KR AR IR U718, i, ASEHT
TN — 257, X0 Re SR AU GHIX

CERREE MEERRRE . 2948 A A5 L DA A PP e R
ANFAE U401, JeF ik, T2DM [ o B 4 MR AIE
AIHEAE A DADDRR R A% O AR A E A, 8
KINA™ SCFAs B A7 FE CR 3 AH O TR AR, 1T 4
S AH G B R AU S WORH OC TR B AR NI 22 o X Bl 4
Py 1t R ANV I SS T i e b e B v AR AR A 4E
FFRE /I, 128 SCFAs J/b . BAs fREIZEL. IRZHE
( lipopolysaccharide, LPS ) K % tb = H J&
(trimethylamino oxide, TMAO) A% 55 BE |
AR A HE A

1.2 T2DM /%18 i 2K ft = A 4 A2 R

T2DM 4 1) iz 8 o R A WX 28 % A R etk
M, FBOCERB MRS E TS, SRS
HISS 7 b BERE g, REL T - AR AS
BRI, VUREIETEAYI/E T2DM HRILH B
O, SCFAs /KT, JLHEREMREN
T IR L WE s BAs AR, IREIRVTER1E
FZEL: TMAO K P8l s Ml A AT AR AR
BB . IR E I E RS RS
1 E AR BEAG I B ML, ARV N A i T Re A 4E
FFMBEARA 7 I H A H S .

1.2.1 fEEEAENTR (SCFAs)

SCFAs & i g BE AU I £ 21 4E 1A% 0= 40,
HAKF RS T2DM #l R X 5L % U AH ¢.
SCFAs FE HE B A AL E M R4, OfE
LR IR TIREE, =M b E gk
U, BRI RIERIER: — s

NEWTTR 324k 2/3, (it 25 i L 24 0 2 Jle s I B 2R
Jik-1 (Glucagon-like Peptide-1, GLP-1) 1 B 7 & ik,
ORI S B AN D) Re M BEBUR MR TR
SCFAs & n] 3 i # i 40 5 1 2 £ e 40§ (Histone
Deacetylases, HDACs) Z5RUEHE . Hi,
TRREAENRE K HDAC fMfliE 1, NRINEA
—E I\ HDAC #i/E Y. T iRid i i HDAC 7%
PEAR A B Sk, kT U 7 AOREAH DIk [R] J 48
MRl 7315, FERI52M NF-xB 55 8015 5 1@, M
1125 [l 18 Bt [ D) Re AN 9 0E IR (1) 28121220, Tl
T VR FUUESE, K S nT 25 G AL 3 IR R
FUIT 13 8 OSSO i 8 55 ™ SCFAs W F1E, 25
T8 5 2 I 22 i JEE B o

122 JHHER (BAs)

BAs AU M) 2 HIE W #ES 5 T2DM KA K
BEPATCA, B ERHYT ERAE N VTR 5K i (Bile Salt
Hydrolase, BSH) & 7o-liiZl#% (7a-Dehydroxylase,
7a-DHD ER T, @i JE R X /4 (farnesoid
X receptor, FXR) fl G HEMBBHTEEZ1E& 5 (G
protein-coupled bile acid receptor 5, TGR5) *Z{&, M
PR ORIEAE Y 9 1 FAC AR ALY, Ho—: FXR #IHIfR
TEEGNE[E BE 7a-F2106EE (Cholesterol 7a-hydroxylase,
CYP7A D) FIE1E 120-F24LH (Cytochrome P450 family
8 subfamily B member 1, CYP8B1) 753 /i sl 44
A=K KT 15/19 (Fibroblast Growth Factor 15/19,
FGF15/19) 155, AR AT 4 SIH A IR 15 20
.+ TGRS fie#t GLP-1 733, 3955 5k 5 2 AU,
SR YE R & b8 5 RE BT Wang R 25 8HIESE
KEETAG R B IHIER . BG4 R IRYT R
BWEREPTR BUINR K483 LR FXR RIA, 1)
CYPTAL #eIf(e st By IR AR, AR M IE BRI
JE o R R T RO R A AL, R EE
7R FXR/TGRS Vi, s pifg Qs =L, AT
it T2DM $efit 7 BT A A R P2 4K 45

123 AH=H% (TMAO)

Wi TMAO fEERFIER LS T2DM L
A A R R DS 20 1, F i /K -F T s 5 i
B Ay Th ekt 2 UIAH G . & RN P B
PR O = F kg, B S 76 I 2800 A i TMA OB,
TMAO W @ i &% /b = % IR I 7 ( adenosine
triphosphate, ATP) “ERl. G NOD FEZ ik #E A
SERMIIAHORER 1 3 SO/ TR IRINLIR/ P 5T X4
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T ATP [ 2 ik LR Ca¥' iads, HRE B
Y AR TS, AT s s it B,

1.2.4 HAh 7 1E R =)

B FERERR B SCFAs. BAs. TMAO %548 g
BAk, ErEE N EER AL 7 F R E SRR SR
Z MBS 5 T2DM HREIS R .. ONFREK: S5
A TFRASUER (Occluding OCLN) . E#5khi4 8
4 1 (Tight Junction Protein ZO-1,ZO-1) , Wbtk
#1800 LPS AIfiL, LPS % TLR4 (Toll-like Receptor
4) Ak, HMBEZMWE FHFES T X. H—H
MyD88/NF-kB 433 : iX;& TLR4 F P55 iEE,
£ T2DM [8PESRE Rk = AR . 0l S
SERMERT TNF-a. IL-1 2R, THUES &R
SEEEKB2, TN TRIF/IRF3 4037 iZ3@ M0 5
TR B A, PR ER . EANMXIE S
25 T2DM W5 RS, R ARV 485 i
TUERIEH A K MyD88/NF-kB 7032 i % . @75 HFRA
BERRE G B REAQU 2R ™ A | AT A P s
PXR/AOR @, PRYIEE B AR, KLEE 1
TR B3 R 2 AT (i e S R A A S -3 PR R AR
B, WOE AhR/IL-22 Gl Es, B 5ERE. FfEi: %

P R 1 P R R T AR AR S I E B 25

2 REHAPIEMEREREREDET
T2DM RYIRIL AL

WL BJC T2DM i 44, (HARAE Il KRR I &
T 7 R R UETENE . PIAR R ST R )
IR Z M BH R SRR 039), (HIT K, “RAFokmt”
58V R A R R B DDA O I A, B 32
NEROL, w0, SRS AT 1)
XA, 7h2 s IR e s KIEr B R, &
BRI IREATT ST K wiitt, — WS AR,
B 1B AR KR AN T AT, ST
FHES N IR AR E A R R,
SN IR KA T AR S = B AR R K, )
P, RNTE . 5T Ik, KEEEHZ “ o iE. 13”7
LA s, 324 T2DM “ T B ARH b, J7 s
A S ERAL ST, R I B Tt T A
K. PS@EER, i EES, mERmnHE
Wi AR GES, FE . B KA E R, St
[F S B [F . SLIA RS Z G YT B A,
SRS e &k, 1 BAs K SCFAs %7
FEARURAD, 30T 5 P IR 5 R AT, SRR AR

hE KX NR BT, R ZFEHE AR BAZ Y, Jhm WAL SRS R A, L 1.
o B o - -
—a”; e o 3 1 2F 7
S— L RO B R BARGH = A KA
TR TR R A Wy it I kIR
B T WA e TN
T AR,
> I PR K R
A R :ymggzgwj Al RS AR
A
B 27K SR I
F REAR 3 95 A FIFFa H X % B2 i AE AR A
K2
KB A% 7 £z DA ER. AEAEAE BT R R A IR T
3= K 23 % X A& e 5 8 A A S P
1 REHAEIZHEREFREREYETT T2DM ML AR

3 KEHABAIERERERER S =YETT
T2DM HIZ53 ) B 2L A
KEEHA 7 (P BRI T R F 5 3L 22 P o 1 o0 5

DIMR. BT, 27 AEAL S o fE il W
RS AR FLAE R R R 2%, SRR S R
SER I LACIRR S ey, W& 1.
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R 1 REHHEEHEERRERH~MIETT T2DM B4R AR
KEeH 1 o N | n
| gty T A 4 fEFTpL BT
ALY
SE I . . i o . .
Clostridium. Lactobacillus. Bacteroides acidifaciens. 7T SCFAs Fl BAs fX#f, £
S SR A (36-39]
Ruminococcus gnavus e JORE SR AR 2L
SR D
TR K BT Hi N SCFAs %54 atACHIH,
- -, Lactobacillus. Akkermansia. Bacteroides. Bacteroidales s .
W WHR DU M o P ) R T D e A K (24
. S24-7. Bifidobacterium
W RAE
. Akkermansia. Mucispirillum. Odoribacter. Turicibacter. ‘ .
FEH A BN SCFAs, It RIERA
SMB53. Oscillospira. Ruminococcus. Lactobacillus. . .
PN} PN EREWED, SCERIEA (46 45-49)
. Roseburia. Desulfovibrio. Lachnospiraceae NK4A136 .
Ko R B
group. Clostridium spp.
Lactobacillus. Peptostreptococcaceae-
o Desulfovibrionaceae. Erysipelotrichaceae. Lactobacillus . B
D-Fr i W75 SCFAs. TMAO %At
. " salivarius. Staphylococcus sciuri. Desulfovibrio C21_c20. e et
e Tan , o ‘ W, B RS 5153
Helicobacter ganmani. Helicobacter hepaticus. . .
(0% _ , o , S, RS i AL
Bifidobacterium pseudolongum. Mucispirillum schaedleri.
Akkermansia. Rikenellaceae RC9 gut group
I TLR4 /-3
k] AUt Sutterella MyDS88/TRIF i, 3%/ B4
B T REFF 0 1) SERE & R
Muribaculaceae. Alloprevotella. Akkermansia-. . o
VH5 IR /SCFASs AH AR H,
6-£: 1) Lachnospiraceae. Lactobacillus reuteri. Bacteroidaceae. ) . .
Gt . . . _ TS % By AR ORI R s (57591
6-ZLJF Ruminiclostridium 9. Alistipes. Ruminococcus_1+ o
AR
Desulfovibrionaceae. Odoribacter. Mucispirillum
) Erysipelatoclostridium. Bacteroides. Bifidobacterium. N .
RAER HGE IR S BT MU
K& norank f Muribaculaceae oo 60-61]
PNAE , HEREAR AR ZE AL
Lachnospiraceae NK4A136_group
3.1 % (¥ FGF21 {55 e RE A 57, SEn 2wl i

S e T R0 S LSRR PRI AR S
AR, 20 P E s 7 T R A AR
PSR, SRR D AT SGE NERE LA AR
N E R KA, (2t SCFAs £/, BB LA
RERACHSRHOT IR, FLAEACHIAR S AR B ME TR
BB B g UE SE ATl WS PPARa BUE T
¥yl SREBP1c A g iy R A= 4 & oA i 3 i
U R B PR A0 I R AR DR T AR B o AR e
By ARPIS, SEHRH A R EA—E B i
TYEH, W7 RoR Tl B TE R A A . 1
T BAs i mZIE FXR AHXAES, MIMSCEE R
JRACE KL RE i S &5 AR b, SERISR I
7 e M R 5 3 AN PR 2R e R ol 5 g T A

BA RS WA R AR 8 110, BONE BN
WEHESR A YA 2 0, AR EE IRV R 2R 15 3 00 R v
B /N R R TSR i T E B A 2 AR, ORI T
TEERE, B RRIIRE, AR as I A S I JORE, I
b 21 1 10111 I WIS 1 S I S S A NS A <
WAL,  SElHE nl i i 1 1 s AR OC B-TE %)
WEE TR T B 1, 3 58 28 2551 1) i 1 e A AR WAL
T e A QU AH S AR 7 P 28 1421,

32 HEX

BRI SR S ] @ A iE
PR A S AR P2, o3 T2DM R HAH AR5
PEG o IEIRBFFEREN, 76 = H XUITELAI BB s
ZEIKBIIGYT T2DM, R4 i) 2wl i & i 42
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iE R, R R 2E n % 3E H Lactobacillus
Akkermansia WABRT F2FE, $E7m 5% 0P BE AR 1 st
A] Be5 il b A B R A ORI A e 5 i
WY, SR STZ BE &R miE R &iB S
FEIRI R B A, AT BRI M FIEER LPS 7KF, M3
JoR B FRARTT ARAE MR B 2L, FAE AR
TH TR S5 KRR i B UZ 1 )R A SCFAs & &7t &1,
HAr Bacteroides 1 Bacteroidales S24-7 SR 4
SIS, #RmE R e F 2E 2k SCFAs AH
KR . W5 e B Dh e A3 FEREAE . ik
bb, BWETHEERIRE S SIAREREEA G, nlff
¥ T TR A A RS ) R X RESERE, 30 SCFAs P2 AR B
FHAEmE(E SCFAs /K, M el B8 A Qi i s
AL P48, WETIEIN Bifidobacterium
A Lactobacillus 56 w5, A EREAK,
FEIE T SCFAs UV RRACHT . 035 1 BF Rt A2 ik
BIRERN, AR AR OCHR 7 Y S b R
P AH AU 15 AR LR I 1 101,

33 k&

K8 i vt P 0 v O T R R L AR
M2 588 PRI SHA BRI T, b ARG
A FURE BB AR BN . PRI, &G
A TR ENGE db/db /NP E TR . AR AL,
JE AR 2R AL AR B Z A hT,  FAE A b il B R
HIE, FEAME N SCFAs £ JE . (et 4y L 418
GLP-1 ik S & GLP-1 /KF,  JEIfi 50 i 5 3= i
JEVEFN e AR S 17481, R, SRIETORIE Y
K B S 1) 570 7R T I 2 T2DM K BR P B R
RS IR ZOIE NI F S GLP-1/cAMP 3@ 1%, M
T 0 g 5 2R AR PU R AR 2R LY. KB & 5T
O A T 5702 B JHL T ot 10 4 i 1 o A o PRI R 2=
WG| R S IR e PR B 2, JE G218 1k B o it Fe 0T,
2 & B LRI B 8 TR R BB RE, K
TR ] ReIE I 7 TE - TR AU - B AR A
X HE PRI AH G B I 5 R R ER . AHELZ T,
RIE My B COHOIE S A PUIEE o58 g 5 &= 4K Pu
P 98 RE S Y, R I i B R S A A e
S WE PRI A O PR I EL B IE o H AT =

3.4 W%

NS JE G 1 % D-FT N B8 B Jhe B ]
TR il R R AR, SRR SR
P AR O 107 12 JHF 93 B B R 9 I A 5 e 5

WEPRIFAH ST o IR, D-Frigii e mle e
PRI R AR ] AR K, =
P AN B, O G i A ST, AR AR
SRBEIN Lactobacillus 5%, [AR) Nii Peptostreptococcac

-eae Desulfovibrionaceae . Erysipelotrichaceae =5

A R R R, R AR B EN 51
ERAEASE RIS, B EFESRRERS
Y JIE PRASE 2R o R A S PR A 5035 i o P D E
I S TR A A SR A0 — DR SR AR o N B A
TE AR s AH S TR, RERAE] i Lactob-
acillus salivarius~ Staphylococcus sciuri 1 Desulfov
-ibrio C21 _¢20, N Helicobacter ganmani. Helic-
obacter hepaticus- Bifidobacterium pseudolongum X
Mucispirillum schaedleri, M = R & BT EAX
R Ak, W R R I A A SR A R R
FASRBI I ELRIEYS H AT XA IR, HEA T
KW, FATEGE T2DM K R 2743 - R R B KA1
B, IRARHE PRI AR DG LA N e 404y, IR I iR =5
T8 TR B 25 A BRI IR A TMAO 7K, $7 3
Al REIE “ 718 T BE-TMAO- LA 4%~ il R R P
TEHIBA,

35 A%

AT 85 R i M BRI AERE PRIV S FORE S0 )
PRIPVERT, 823 ATt I 38 15 i T A AR 5% -
Jit Wi i S B, H H AT B REGIEE A T AT
TR, AT AITE NOD /N (K TIDM K&
AR DGR R e i RVERE, AR AR
b e 1 R R R R A R e S iniE
BB ATE I, RIUN Sutterella F1F LD, [FIRS
0 TLR4 A5/ MyDS8S/TRIF 15 5@ M, W
Th1/Th17-Treg % 5, HenH Al fe@ “ i B
- B - S P JAE” BiUAAE HORE PRI FHBS). Be4t,
RGLFIRTR PO, AT AERE SR S HIFAORE A B
HAFERE . S5 RS REUSE BT R4, iemT
REEL T B R A e B S 2 iR
FARCRY IR, AE F AT AN [R5 A5 2R o ml B 0
R B TR AR AT

3.6 ¥R

KT PERIEERSy, AR EE ST
FCPUIE e K ot g A AL . A sRie sk
B, EEBUWITE Zucker AEREA R A AT PRARAARE |
Hl =B A0 SRR TR KT, IR kAR R e Ak
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PERAHICRE R R AL, $R7 e B0 PRI AH S BILAR
B EA —E T, S, FHERHKE,
T B M T8 B S LA ) i 2 B B i
B PRI AR DI R B A it FE AT OB =, /T
R T8 X ML) BAR B R 27 LA S SCFAs. BAs 4550
AU ) B -

3.7 &%

A 22 T FLE P S 3Bt R i R S AR
W CSCRE N R A T FRIE S SE N AR gy o IR,
6-Z M E i IR IR 5 3 T A2 rhv] (22 S 2 iy
R, BN 5 44 58T FEAH R B Muribaculac
-eae~ Alloprevotella M1 Akkermansia, F-F#AK Lachno
-spiraceae M Lactobacillus reuteri %55 JEJEA I
PRAE, (A A B I AU O, S U A
M5 iE RS ERE VI8, iRk &/STZ
T FHIBE R AT AR A, 6- 22y ik R BE N Bactero
idaceae~ Ruminiclostridium_9- Alistipes 55, &K D
esulfovibrionaceae, I 2503573 I MHE ik 5 FHHLHLAN
R, SR TRl B A R B
Jor s ST I PR A AR 5945 5 R E L. 6-
LR IR o] B0 7 E T A 2 A, BRAK Firmicutes/B
-acteroidetes tWAH, 5 Akkermansia. Odoribacter
K Mucispirillum SEBEREAHICEL, [R5 AR R ZS
NHE ARSI AR R, SRR
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