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Abstract: Inflammatory bowel disease (IBD) is a chronic, recurrent, and refractory inflammatory disease of the gastroin-
testinal tract, accompanied by inflammatory cell infiltration and damage to the intestinal mucosa, with a certain risk of
cancer. A large number of studies have shown that dietary fiber, as a prebiotic, has significant effects in improving intestinal
flora structure, strengthening intestinal barrier function, alleviating intestinal inflammation and other aspects, with multiple
nutritional and health functions, showing great potential in the intervention of IBD, but the mechanism of action remains
unclear. In addition, DFs can be classified into soluble dietary fiber (SDF) and insoluble dietary fiber (IDF) according to
their water solubility, which have different characteristics and effects on IBD. Therefore, this paper reviews the basic
principles, existing evidence and mechanism of SDF and IDF in the prevention and treatment of IBD, and comprehensively
analyzes DFs intervention strategies for IBD, so as to provide reference for further research, development and application of
DFs.
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RAEERIR (Inflammatory bowel disease, IBD)
SRR DR 1 AS B 1) i 3 P P A AR, R R
IR RS NE TS | G L R IR VRS A5 S I B
R, T EE A S I R al R R S gl et
VTR, Bl ATV B S F R 7 v 7 Ak (R b L
5. ARETF4E), IBD 7E A0 N i L 3% 4 T,
B A BRI AR IBD AL = 2%,
P R R, HP IR R mE B RN R —.
AR SCRRZE I, A4 VR R 2T 4 (Dietary
fiber, DF) H AT £ 5105 5% M AR Th&E, 76111 IBD J7
MR B R 7. BRI, 4308t 1BD FYEUR
[NIZR A1 DFs -1t IBD MVEFIMLHI I 745, K
IBD A7 AR FIIREME DFs (19T & 0 FHER AL
(S
1 DFs #fif

DFs J2& A GEZE/INZTH AL B I, AH ] ¥ 43ak 58
&t J5 B R B%, 77 A J 4% N8 DT 2 (Short-chain fatty
acid, SCFA) ZE( Rl ¥ v nl & A sl 53 ), B
5T W], DFs 7R85 78 R EESS 1 | s biim it 5
FELRE . WA SREREIRT 7 AF Ty i T =, 2
SR I IRYT B SR MBS i BARTE HE Y BT . AR
KV, DFs ] 3 al P IRE BT 4T 4E (Soluble dietary
fiber, SDF) Fll A~ % M J & £F 4k (Insoluble dietary
fiber, IDF) (& 1), —#F4eHA R, 2EADIREHAIS
RIS, Bl A ERHT & DfENE DFs B85, AT LA
&5 DFs MIZGE M INE, 6828 1BD $&f—Fupriny
A RAAITIREC, REG 25 00 FERIVE F AR B Tnl i, L
@4 IRl AN RN A S 2
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Fig.1 Classification of dietary faber

2 IBD #Hr

IBD DAt dz 45 7 4% (Ulcerative colitis, UC) £l
5% K (Crohn disease, CD) U, —FHLEImIKRE
B, G ERARAE | R ARYL IR WA AR S
PERZE SRR 1), UC MRASERAIRBR T4507 . H
5 G )2 R Wi, — N B A, 164 T 45 3k
ek, foli BIEAEA K, LIS IR
JE BRI SOE M RRAER . T CD ¥ A A i,
SRS AT T S SIATT T =2 TR AT 2 B Rl Aor, SehE
S BEESMAT, DA IE BREPE B IR G A S S e AR
SARFHERT, 33 PRI R34 AT K A AT AT AR R B B, —
5 % F 20~40 B AHE, 21 22 LIHT, IBD & 4% T
AEIEPNFIRR N RO AR bt 2 A 16 5 2 v
I LA M a2 e v it el 2 e, S L AEVH . FE 3
AR A5 TBD [ K9 S FITRA TR 4 s B T2
ALFE T EFE N AR Z & R T EISE, IBD LA H UL,
B RS AL RGeS FE PRI VS 50 3= ZEN, J
B NS, DRtk A 27 21 BRIy 7 FIRMHF T AE
FHHIEE. HAET, 1GIT IBD MGy, Im R 258
WASHTAEZR | RS2 IEIR, (B LL25EIT R
ST TELE IR E Sk, 2555 BE R4 AT 245155
'] R0 B a1 N ISR AN A S RS Yy ] S & Jie 2,
PRI, SR X IBD A 22 ffAE H BLRIVE /NG R SR 1
PEYTEA AR JEE
3 DFs 7 IBD 89#L# 54

IBD 14995 BRI AR &2 i ML i >R 58 4= e W, H Ak
SR DA R L . B L S N | BB TR AR
MHRELZEEVERHEE R, IRAIRSY IBD 1990 R A
SRBILHPREXT TR AT XHE T HHAY P IR R 2 — 2 35
F1EMH. DFs ££ IBD Biig /7 1 B ORI B R
J1, AR AP AE LS A 1438350, H SDF 5 IDF
e AN R . AT LN, DFs X IBD
AL AR 5 A8 i 8 B R A A A A Rl B
bk | AT SR L (E 2),
3.1 IBERMIEEEE

PNBAL AR AE AL AE DNA ZAFIR)F 91 B i
P, it DNA H 34k | 8 (& F1 RNA 3%
AT 25 S N Fak B T B L P E AR, & 5 2Rk
il B2, 78 IBD A& EmEAVEN kAh, it
AL AT Bt IR A A A, DAL DRI 7R 241 e R0 (R el A8 1T S
T — R FNARBE R CE IR g [, ot

%1 UC HCD 5 [F 5

Table 1 Similarities and differences between UC and CD
ucC CD
oA ¥ 25l . AR 2R E FHUEFIALT ] Z (R AT B I
S PR yrigd: | Lk SUREME B
SRR TEATAERE B BE, — B 5) & T20~408 b | F4E ATHE
SR FREEMENGYS | IR L N IR . LT TP BRE . A IRt | (R E R S

#: UC: Ulcerative colitis, 15371425 % ; CD: Crohn disease, 7% B
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Fig.2 Mechanism of dietary fiber intervention in IBD

FHRF BB 1071 BOR, IBD MY AR A TR S T E
ASTEIHB X, PR AR R e i 22 55 . BVARE R, 9
LAV T A IR ESE IBD FYLEMAR & Jps St 5y TV K HE,
X @5, H IBD J5{ti CD = UC BYFE Rk e iE
NBER 2~13 f515, FRWIB AL 2 AH G EE A 1 Rk AR
A& 5 117 ol B G 28 RN 875 A0 Sz 1o 238 VI AH 2, FR ] IBD 119
T IEAL AR IEARAE R R, Hir, 5
IBD SHFRAHICHR 1) ) BRI A M R 58 R, 2248
HHAE: ZHR TSRSG5 15 (Caspase recrui-
tment domain-containing protein 15, CARD15) . Toll
FESZ A (Toll-like receptors, TLR)ZEU jc s JL X AT
RS SEURI R, Bt TR,
HLLE A= ) e VB AL B A ZL A B PR 5, PRI RE
A SPN B SNt E P VR ¢ ko ik <=L S R 1) v /£ LN
DFs 858 R B A N] DS SR IE R 23k, siAE Sk
I BN GE, PR B B RR . A, s
TE PR ] Ge SR B B 3 FE AL ST Ak S R 5
SEFOMBAL A . HHT, DFs SEMRALARZ 5
feAEi R IBD PUMFFEAR WL B 4E4RIE, {5 DFs 221
T B AR T = A2 9 SCFAs T #E AR SS 1% . i
JIE . BTSSR0 B A 0 LB AR KD il R
R0 T iREL . LRRER A WiE T/ NP,
el = 5 21 RS R A 3D GE A PR, PAITT
SEWfE EA M R H . DIRE DL M IR Y R iR U,
DF's J& 77 7] B 4225 i 2o 7 T8 B A Gt 22 5 iy
T EFMBAL S R T Z2 /% IBD 5 R AT .
3.2 EERMERRE

G BAG R ZRAE IBD R T E AR ZA,
{EAA 25% 14 IBD g% SCHEERR ], H R & e
H [ Z A o AR I ARG, AR TRA T TP T E 2R
IBD 7EA P E A B T AT A, iAo,
BT 3L R ER, PR AR DR R A2 L IBD &)
NBERIRIE LR, vl 3@ o s i d LA g i s

PRSP PR AT S RECY . A Bl b 2 A

R LA N RS RS A I 0 1S R e I B 2454, s

B AR IR . W B A AR P R A A S

PERSHNSE IBD 19 B B BRZH S A (b2, 24T AN
12232 HNIE AR LRI iz i 5 s n e IR, g i

F PRGN, BUEHUA ™ A 3o B 4 R R S R

W BRI RME N, ST BENE IBD 4 51E
RAEPIR . WIFERI, & SRR TR &R T A

BN R P2 YN N 75 1= A S et :< S ey 111):7)

IV, $E 5 IBD MR XU P BRAE SR

BT eI N, W38 v R T B A5 T VB DA 25 B e 1

Z, 2 IBD 195 XU, 13X 7T BB S etk st
o2, iy LA T ae A <l dEEE T,

IBD B S A e A S IR, ook
it 80% I IBD R FF: H LR 4EFE A R NS AR R Y [
IR (25~30 g/d)P, %MFE DFs X 7 7 £z 2% fit
IBD HABWRAEN.

3.2.1 SDF SDF XHLIA Nz 5t ki 6 49546 52 A6
S RKEHRE, A 10% (w/w) FIURIE(Guar gum,
GG) F#HB 53 7K fift I SR B (Partially hydrolyzed guar
gum, PHGG) 7] LIZEfi# DSS 55 IBD KX RAVAEE
K| IBD FEAR M R RS B A 473, 40 i b PHer 248 A
IRE AR R, FIR B R ERE 1 (ZO-1. Occludin,
JAMA %5) 135k, H 2 A LR & 5, =]

SDF TEJ7 il % W= 4= i) SCFAs 254 HLIR S 4 31 57
FEDIRE Y EE A 5T, Al s IBD /N BT i3 BT bk
¢4 F1 9 , F0 1 Az 38 v 14 SR E e 28 I ), SCFASs
VEREE A ZERR L R AR A0 3= ZERE R IR, nT{EuE L Hz

LRI TR, X AR RN 5T B S B, 7 1 4 PR AEAL

FC B EAEHPY, IRAHA ZEP7 W58t & 30 7 251D
ML, #8#: SDF 1 LU A& 77 =CFH 1k H,0, 175
T R BRI REM IR, WA T T B AERE T,

R OBV Ol i L 0 1) 77 0 S - B Uk o el =
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Claudin-1 28335 /KF, 3F3#H] TNF-a. IFN-y, IL-13
SR DR X 1 B A A6 40, B SR B R T
e, feik Rz
3.2.2 IDF IDF XA IE B WA B e
FHo /NEAEMEESIN 1.52% R IDF H A, fig
A DSSiF T 45 K/ R4S I B % 8 A
Occludin A1 Mucin 2 B3 ik, FJ# Claudin-1 A
R, Y 25 s 5 FEDIEEPY, T Claudin-1 5
IBD AR EAEE 2 IEAHE, H Claudin-1 21
eIk AT RIARIR 40431k, 138 i Notch 4K
AR VLS e i) A AR, IR, #hFE K EZ T IDF Al
L BRI Claudin-1 28 P4 23R8 B E % DSS 75 5/
FR IBD Stk iy B AP, AT BEHLHIZ IDF X iz B F
AT AR, AR i BE IS AR M 3 1, 97 1k
18 A 3 TR AR K R 3, AR B R,
PETAR P 7538 BB [RI, IDF - w35 AE 3+ 03 ik
53, /D RRBSIE AR ZE 4R i R AP . TR
JRET Y AEAR PV ECHERES#, R Ik, DFs s FI iz IE B
TEZ [RI0 HAEXT BB e 2 R A Rt 28 S 2L, Al
REfHFH DFs 1b-& 938 5 17 18 57 e 58 35 PE B9 SR B A
25 R T B AN [RIZH 43 (8] i B AR 43 h 227
3.2.3 IRA DFs 3K D-ZLEHE | —Hiéa fblifi(Dia-
mine oxidase, DAO) &M . 45 HTE SIS T kG I
Bt BRI RERERT Y B FHAE bR . 7E LTRIENATA S S IR
FL IBD #5735 A SDF (3485 : Bl 4 JiE - S b=
1:1:1) F1 IDF(£F4E = hrdE ey - KT £F 4E=1:
1: D) AECHIAYSE A DFs, 1T 8 3 BEAIK IBD K R 3E
D-FLERHCEE . DAO {H: . 451 RAARTIE 5351455 LA S &%
W R B A 24 P43, FEHH DFs FUEE A T REAIC I Y
Jis&ia i M, A 52 IR 5 %, P EJE: DFs Wiz pai#F
iz fit =21 SCAFs B2 THEMH . AHL 45054 ({#Fsx
WA IAUSEHE, R T RT3 L iRgs Ialass Lz
REEE H (ZO-1 Fil Occludin) R Rk, sriblim
i Bt PR DI RE, Sl 8 s REIR . 25 I, DSS 5%
IBD /N3 A SDF #1 IDF J&, ¥ 0] 38 i B r= A= 14
SCFAs SR = ) 7F — & B2 B A& 2 1 i BT Ba 1)
HE. iH SDF #¢ IDF B2 5, # i ff & ¥4 SCFAs,
I 202 e, SEEMIEREZ: B S G AT
#rh IDF (5 70%~75%,SDF 5 25%~30% “A/E,SDF 5
IDF HyHefE L )52 DFs SRR . 454518 22 R ZE 5200,
N 2SR A T 2P BIE
3.3 AT REZ

IBD J&: FpAE4RE S VI I8 S RE P, SRR T
RERRE VI, ARRE SR G GRS U BT .
T BBORE 1A W AR L RO U T/B 48 e 531600,
7 IBD kAR RS AEEZAEH. ®IiG CD4'T
A EEAZ RIS, FEA RG] 55 T 501k
AR DI RERY T 40 ML W H#E, andi B T 4ifie 1(T
helper cell 1, Th1), Th17. Th2. J#5PE T 4Hii(Regula-
tory T cells, Tregs) &, WFFTRAP T, UC BH HF;

JE R TL-13, TL-4 25 Th2 AHCAH IR T mRNA ik
= R, i CD R AR IL-23 . IL-18 IL-12 4§
Thl 1 Th17 FHCHHHE N F mRNA Fik= LA, $2
7~ Th2 FEZANF UC IR AE, Thl 1 Th17 =2
-5 CD MYIBRERAE . IBD RS2 RS TERS I A
a2 53 455 B9 B RS, TLRs 23 55 1 4 ife 45 Ak b J

14(CD-14) FifERE 53R 1 -2(MD-2) H: [FI/EH, 33

1% NF-xB 122 2455 A6 0 (Mitogen-activated
protein kinase, MAPK) {5 53/ %, r=4 S Mg IRsE
Bl a(Tumor necrosis factor-a, TNF-a) . IL-1. IL-6
SESMEANIE A, JINEE S 5E S P

3.3.1 SDF SDF K& HARY al i 2484 S 1915
A, PR AR e L Vg RIS I RS TR Y B-

TP TAEATLAE Tregs FHICHI S HYTE L R4 JAK-
STAT i& X+ Th17 AHC 4 57 (IL-17A IL-17F
T TL-22) K SZAAR(IL-23R Fil 1L-6) FZIE AT e i)
FIVEA, BEfSURAE IBDYY, Heah, BRI AR RN 358

R B Ak 2 R TR U EE R BB ER KA, SR e

i Akkermansia F|FHFEE CACEH - AE N R, Jfid iof
Gpr43 ZAAEHFRmE L, i 5 [ dE— Z2 27138 AR

L LIRS e i VE MY A i 9E 2, SDF 19

AR =4 SCFAs Al i GPR RIS NALP6 &
M, S P78 Zh R A AR A 533 BT, AN B A

b B 2R 53 B, TCPE 2 B T 3R AL S Ak BE S i

REEA T, AN[EISR IR SDF V875 17l 2 imia s
JSAAE], AT 38 o G A e B A, VR Sk D4k, BH

1A E R SRa R 22# IBD.

3.3.2 IDF IDF #3795 i1l fe i 22 it 1BD Y4
TEAEXTR A, 8 H DA IE R = s s TR

A iz GeE . BFILAT SR A IDF 778 N
it 7= A2 SCFAs A] [ 1E P pH, A2 2 : ] K
FREA . Aol (ORI 26 BR A, (2 3 ZLIRAT TRURTSUBE AT 4 11

VER™, ZLRRATBA . XU AT T 45 25 2B PR Y 25 A= R0

T HAC = (SCFAs . MR . Eudaibdy. —

PRI FNFLIR ST ) REASAE U TE PSS h 4 11

TR, DTS GaRE S, YA IBD Hh 4 i i 25

A FLELR B BENE IE YT Treg 4 I A0 SR A 24k
4 i ( Dendriticceils, DCs) BYiE7% , 45 DCs 4l = [a]

F) EAEA] fE 32 BE )5 X Thl, Th2, Th17 B¢ Treg
AP R E T 4UIER 2, teAh, 1R & 1

4 22 ) ek Y /s BRI s HD AR B 2R 52 A ( Melatonin

receptors-1/2, Mtl Fll Mt2) J& sl FR X34, X St (K]

T 2 B8 S TR T R e YR 5 A S5 1 98 S B AR

T AR R NS B2, IDF P i a2 i ol

BE T34 FR, 5 SDF B HWLIFHE & 4 3 4y 1 fa s A

TEH

3.3.3 R4 DFs DFs $IaiE B~/ SCFAs
(BRI T YEAT T 40, B 4, HoRe i (= mg
0D . Tregs 55 ) LA M £ {5 518 % (TLRs. NF-xB

) S 5Ty, MR R EF(JL-1. IL-6. IL-17,
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TNF-a %) RSP R T (L-4, IL-10, IL-13 %5) %%
PRIk, PETE S WURE I, YR8 RAEN . “EA
FEMNFE LAY DFs GEIMH] NF-xB 54 553800 LA K 5 1
ANfit R AR R, BEL L SR AT R
ZHI i TR, X SE P DFs X7 IE RS, b,
T ERER AT S A AN NF-xB 454
K FZih MATFE, NF-xB B9%% STt E =2 FAIG, 15
P22 B il S AE 1 B 1997, Rk, DFs BEfee =4 19
SCFAs( S H:ERFS) A5 NF-xB 255 S0 I AE o
FISENE 2 b Hh R R A, W]V T s 4u i,
s HSM b | SEEE AR T, SRR IA IBD B &R AR KR
BERE . 1AL, SDF FlI IDF A 3 3 34 5 il B e 4544,
YRS AR TR (FLIR TR . ST B4 FERE, HEmT 5 e &
Ge HAEAERF B AR, (B2 S PR GZE s
34 ZRAERIE

JERE SEAIUAARIT T H B4 18— Fp AR SN, BERS %
P sz AR L RV EIR R 5 | R0, KRR
FEIRIT A TE RAE TR N 22— RIERFafh e
2 F (IL-1. IL-6. IL-17. TNF-a 25) FIFT R K+
(IL-4, TL-10. TL-13 4§), ~HIshZS R i 1s
I H G pE Y S, S 530 IBD e B4 1
ZFE . DFs(S7iE A ™) SCFAs) BAA %K
TFIBHTRAE, REfEVEDTR 033k, ke & K
TFHIFEELY, LR IBD S5 5 PEH% -
3.4.1 SDF SDF RE# A I8 PR R 43 8 1% .
R . TR SCFAs, RIFHIRAR . FIHIAARTNE
T PR INF-y KA Thp 1 FEGRE N & 15T
SAEFHEY, A A @ R TLR-4 Hili% COX-2, J-A
B U g 96 4 Bt 2= b ) £ 2R 4 B Sl 7 TL-8 Rl
TNF-o 1552 S 7E s i P9 a3k 22 FhiE 2 (3
FFEA . ZEFHAT S . ERESE) S8 iR~ SCFAs M/,
£ (CO,. H,. CH, %5)™, 4l toll #£5Z 4 (TLR) 1,
2, 4 3 g0, J R R AN P T IL-18 #Rik, BRI/
FRIVEE 7 S E W P, AH L DSS #HIZH, IBD /MR
TRME K 2 SDF Fl IDF (457K 100 mg/kg AR, &f H
=YOR] R IESE NF-xB BUEE A 2SS FHIH] TNF-o
FITE , HEMTRET TLR-4/NF-xB S5 A5 510 1% G2 it
IBD, {H SDF X} IBD /NRIIRI TR T IDF, Al g8
St F SDF HAA ol iy & et 78 1BD £
Fhsh AL v RS G SR Sk . S 45 SDF &
WETE A AT DAZE fe iz 8 SRE , HURJE RGN T SCFAs
e R AR I A W R R A AL 122 50 HE— B IT ST v,
DFs #hFEil] A 45 GRS IR EA AR X WA T IR
£ 5 DFs #ba R g PRI A LRI AL TR,
3.4.2 IDF & DFs R &8 o 28 /)N BRI 38 R A
AR W A F=5 1 18 PN IR, 0 5 2 A B 1 4%
SiE, WP IBD (RN, I B o] PLid 4= GPrRA1EH
P P WL IE /) BTSRRI 1.52% AR
ZZnt IDF H AR, /AR AEUNIRRR . RE R 4UIHRR . A
ARFRAKSY- 2 T, SRE WGSBS . DAL T

S ANE R AU (IL-6 . TNF-a A1 IL-15) 555
B R SE, W3R DSS 75500 20tk IBD SEIR P,
HALHI AT GEJS2 5k A P U AR - B8 T 3 oo AH iR A S A
WIMZ5i% ROR y* Treg HHIELAYECEE, 1215 12X IBD
A o I, DN ZEfi# 1BD s 57 (1) iz 18 5t Bee 41 405
FISAE . eFb, LR AR T2 (BUFFER . 254 . T8
HEREE S5 ) & WEE r” SCFAs 25724, SCFAs #E—4
il GPR43 S FIRALKIEDTRAEH, i GPR43 1E
Sl b B AR A il 241 25, GPR43 BUER I AT N E
IBD™,
3.43 JRA DFs 7 DSS i FRIRIKE/MNR IBD
PRI & B, B A Wi S DFs Al i3 IBD /NEUAY
PRI TE B BT 43, B R4 B iR e, F i) Rz
ka1 8 1 1(Monocyte chemoattractant protein,
MPC-1) FIRIE ARG (IL-6 . IL-17 . FRE AT 2(Cyc-
looxygenase-2, COX-2)%%) 1) mRNA FKik5FiRE K
YEPLRAE, 22f% 1BD S fkPY, b4h, K&K DFs th
aligE A IBD /N AR SGE A7 (COX-2, TNF-a, IL-
1B &) Rk . LIRVETT M T 40 tb 5 A& B di e 22
FEVE AT E T A, BBk 2 L E, HoAp S
A SBETS, 5 1BD M4k B RA OC) S5 iR1a %%
i/ IN B &k B 28 B, ML T REJZ A PN TR BE % A DFs
B SCFAs RIS b5 400405 11 2 R 25 W AT A I,
PEM AP TRAEAS, BAISRUL, DFs AT 8 iziE s At
K, R R RENE, iR AR BRI BE, L M
re BB REFEAR SCFAs, Al #illiil NF-xB 252 92
B F1% 51, At IaB SR, BE(LE IBD my XU,
3.5 FTIEER

17318 B R B S A I B Y A A B (LS 4
PR ELPE . REEANE A ), RS N MR i
FE LAY, SnEER SR Y], W& IBD 16IT2Y
Yy BB A I E RS, SIS T R 4l
B, A — RSN T, AR B ASRRRIE Y S s
R . WFFE BT, AH Lufg e 3203, IBD 5
IR e R 5 W, T ]
(Bacteroides) FlIJEEBE B | ] (Firmicutes ) H Y ZLARFT B&i
(Lactobacillus) . YU FF B (Bifidobacterium ) %545 35
FEREEEE W3 T U, 28T BT ] (Proteobacteria) FTJiZk
=i ] ( Actinobacteria) W 19 K W% ¥ & ( Escherichia
coli, E. coli) AR M 320 2 Fyal. A
PFFRAMAISUGE IR PRGeit, R AN B BB
FEDUERER [ TR B T T 5 2 32, 1T IBD U SR 30
S JEERETAT ] LRATIAA . BT AT 1 S5 B 0 oy 22k
NERI BRI IR A 0, IR EHE AN DFs 250
BT YEF BTG 1BD 25718 SR AERBR, 2
FIAEXS A A . R A= s,
AT A BT PR AR R, BRGEAT 15 P 2B AR
3%, 4idriA 8 NIRRT,
3.5.1 SDF SDFs il T H AT Wk, AEAR 3 5200
JGIE R . KR & I IR A I = 5 A7
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2 (30 mg/kg IAH) 175 51718 B RS ELAR A, A K5
A8 (3 g/kg () AT 98 K B IE P9 ZLER T 2
( Lactobacillus) . f ¥ 5 ( Bacteroides) . 2 i #F
(Phascolarctobacterium) %544 2508 &, T YEKIGFF
WA T, YR KRB IE RIS, (et iziE
TR BE 4 A 1B H AR, A X 64 T AH S8 AR HEAT
Meta 3148 & BRI ZE RO, SR B] SDFs, 455l & 5%
SRPEFVRER 2NN T 10, <5 2 RGEZLERAT B
(Lactobacillus) . YU FTF B (Bifidobacterium) %535 &
IR . SDF K™ A1) SCFAs(ZIRMR . TR
mE . NFRNESS ) il it Z ik RHERS AEAEA, 7T &g
ZhISAEERALEE R, WEE IBD SSREN 7% AT IR
Wiz pH, (1 SRR MRS, 45 B P LR BRI
A, PR R IR R e AT . FLEREE . W
BREA . SUBAT B 55 170 18 B i B 32 51 ¢ SCFAs 117~
A=U2773 SCFAs 77 A= 145 sl R B T i 18 B
F=EREFIZ AR, S B H T nl R I A 0 e AR
520 SCFAs PP FII, Z2f# IBD.

3.5.2 IDF IDF XMUANZE RR LAt HAT H 2
TAYEA . /NS I 1.52% Kk ZZ T IDF H R
28 d, A B F e DSS 5 19 Sk IBD AR,
Parasutterella(Z 5 H1HERICIE) , Erysipelatoclostri-
dium (T BRr= 418 Ml Alistipes (5 1BD REFE E0=
A ) BYE R, B FEK Akkermansia ZEJE, Ho,
Akkermansia B AT Fh 8 B AR, i & Akkerma-
nsia Z3NNE DSS 755 IBD /N EUZIE BREEBEER, i
JHISEARTY e A RAES B IE R AERT, IDF #Y$t IBD
VEFHBEZ 8 9%, 26 IDF BY$T IBD 15 = AR T
FAiE RO B e A = o AT, &3 IDF 1]
H4m DSS 53/ NRIEE T SCFAs A1 ZIHTHER Y
rEig, FEBHREZ T IDF AT 38 8 98 5 /) B i s 2
BTG TIN BA BT A AR, BOE RS G SR AR
Z AR (Gprotein-coupled receptors, GPCRs), #2025
M 25 2 WAk i, InHIfE & K -F (IL-6 . TNF-a. IL-153)
ik, sRILBRBETIRE, AHEPTRIEFPY, ZHMUMIT LS R
T S AR 258 . P TE R M ZE R DF
VI HRaE s,

3.5.3 iR+ DFs DFs 7 15 ML iz 18 TR RE S5
BB YR T O AT IS ZRIET 7Y, SHANG 457
BT R B, AT UR fE I EFER R s inZ2 £k DFs, 7
FIRTHAESE I P ZUAT ERE R R, SRy i i (gt
. SDF 1 IDF SARYIMCEREASF], {5207 18 PR A
P 114 T 2R 1) SCFAs (A 4& T TR EL . INFRER
28, WIVEE S5 Tl R S S AV e AR
PN Z B gm0, i B A &P . g R
BN, E e B 2R T T R ER | L IRER I IKOT B 3
LT, i DFs i3 A GeiE i F 4= LR Eh
MK, G fift iz 8 580, FRII$E A s DFs &4, Al LA
P IAIE SCFAs =i e 2l 53. R, =5 DFs tREH
PRAEDIRE VT BEAR KAERE |15 SCFAs Mg EEFHA G,

3.6 HIBER

15301 1BD B il m R EL, A EUR
Ui . ASTEAF IS B, nl N IBD i
Pafie R AR A Sm ARSI ST R B, K 5L DFs
TERF# (50 °C, pHA4.8, L 4EZR ) W1 UA B B 20k
PR ORI . <o R4 BR TR PR 55 ) JCIm i
SO, Bl 160 min J5 H B EEZECR , 240 min 5410
R TR E, I B B AR T35 9.7~11.3 mm, %
AR 5.9%, Al BESE T KL DFs Pl 31—
FESThE, (R AN FUBERE R A5 T R
PR B BT . TR, LS SR BEAS B TCAM AT
P, (BRI K R 2] —ERRE S, 2 A/ BeR
2 FUNHRE R S5 R T, XA 4 By (a2 35k
PRAE R B B i I B E . TR s i
HORN B ZE AT R . BRI AR AT AR AR B I ] e 2T A
ZKE . FNCHFS . JWE, IDF A SDF B XERFfR, H
Tt it % S Tl AR IRLRE | pHL, 2T 4Rk IR 45155
RIERIACFR . IBD BF W] b FE a5 A e E
DFs Y Peefie A, PR sz fif 1IBD H9&RE. tbsh,
DFs (1955 —f#r=4) SCFAs, [RIFEEA 5 30 B
BRI,
4 EESRE

45 [ JfF ik, #hFE SDF 1 IDF HIRER S — 53 i i
B A1 BVG YT IBD YZSCR, SDF i 155 5 #5178 B
REREfE -4 SCFAs( S HARZE) | IREBNB TR AR
7, RN Reid L s A I G R D RE, #PiIAT FEEE  E
At AR, A I B AN (R S R 4 B 1) S 2 S,
PSR T3R5, BHAE RPN HIRIE 45 2 i R
H SR A S A 018 SORE IR, K iEa5 A DIRE. DFs
1E IBD a9/ PSS A 50 WA, AR MERR AR —
FPALHITE DFs 22/ 1BD w98 3= S Hb vz, HAS R
PAARFER) DFs HAMk . S5 Fo et A~ S AH
[7], X} IBD iGIF YE IR W5 2E— 2D 05T . Bk BT
ZHOCCHRTR Y DFs 2% 1BD v e 5L T 17 18 T 1
fit =1 SCFAs, {HBERE QI ZH “7 FIHE i RO A (4
TERORA A e, T2 R G 45 R GRS Bl i
1, BB T B IR ATZE DFs 2% fi# 1BD fUHLE] . UL
A, H G ZET R E A R 715 2 feff: DFs @8 hnsK
SERNAITROCR, TR EAS B S ), d 20 IR B AE
A D HEEAATEAL, PRITTAS RIS ) i £ R IR B ASE
X IBD BRI ROR TG 3 22 Allm PRAUFFEARUESE
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