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[Abstract] Inflammatory bowel disease (IBD) is a chronic condition characterised by recurrent inflammation
of the intestines. Although the specific causes is not fully understood, it is generally believed to be caused by a
combination of genetic factors, immune system abnormalities, environmental factors, and imbalances in the gut
microbiota. The interaction of these factors may disrupt the intestinal environment, affecting the host's immune
system, and ultimately triggering intestinal inflammation. This review discusses changes in the gut microbiota of IBD
patients and explores corresponding treatment strategies.
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2 0E T 19 9 ( inflammatory bowel disease, IBD)
e 1 ZH LIS PR R S 1 1 S0 S R i A P
FEALEE 7 P UK (Crohn's disease, CD) Fli5t iz M
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HE, WAEEREEEE . WY EAEY 2R
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prausnitzii) & 1 Fh 7 A= 55 5% 5 1 B2 (short—chain fatty
acids, SCFA) BT ZLTRM, Xt T 245 i 8 fkt B Al
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Fig. 1 Current microecological based therapeutic strategies in IBD
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A 2B AL SO/ B RL Y i 1 A0 70
T (AR TR, JRFE N T 25
TABIG NS IBD Y A KU 52 IE A OGS o
S LA T ARG R 2T 4E IR (Tow—fat diet, LFD)5
B K SR B S A & 0% CHE AR oE 26 KR (im-
proved standard American diet, iSAD)XfUC & )
o, WL, AR 2T 4R TR RE S 8D A AT
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FRR B0 7 A2 BRI 200 38 S VR PR K R AR AR
oy (therapeutic hydrolyzed protein diet) T AU 98 hE
PEW G RATRLL I, AT LA A 1 S0 T A e
BRI F R, Blan, KBFFEE( Escherichia
coli ) F 7= K FE MM B ( Clostridium perfringens ),
(] BN 38 AT 4 B 0B, a0 AR T IR A AR AR 25
AT )R (Clostridia), BEIEINR PN TTIR , 4R
JE 2 A A7 JEIR 197K F-5 >4 C . hiranonis 45 /)™ B
B, AR LUK, Jf Bl T DSS
S5l RAR IR L, IR T HiAE 1BD 43
o HATTEVE A, R )l e O i T A R
AR R IR RAE S o AR Y BIFFE 5 B — 2D
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MAEYIRER A 22 TEEAEY . 78 1BD W2 516
Sridfeh, fiE Wi 2R R HITRL, A
FEAEIEPTA A0 PR 5~ B A= B 4 42 ¢ 4 i PR 5
(R . 15 M 1 5 I D) BB LA B A B SRR S5 BY
MR, FUFTREE Y BUBAT R R ™ ke
JRUY L AT RE Y IR B S E Y
WESE X IBD B BA B A2 . Y 5 —
() gt 2B BRA YT RCRASFRARIN, AT DA% JE A 4 5
M AR AR, a0 VSL#3 4 a5 R TR
BT, B IR (0 T R LT T RN Sl SUBAT B
AT IR DY R IBD 34 i 8 T T A
ARG RAEIR 2/ D7 1T, O BR—Fh 28 1) £ AR TR A
. Dore 411 X 200 4 £ 7% (78 4] CD, 122 44

UC) #EAT [BUBE BA 51 4387 2 30, e 72 v IR 25
AT E] Y 25% ~ 74% 1) CD & SR R FF L
AR IEAR T 64%, R 45 A2 W B H K T 75% 1Y
UCEBH, NRFMHEABEMRT 93%. AW
16 IBD G977 h wos TR TR, (BFREEE
T 5% ok B A AS ] B A 10 LA VR R AL . d5e 59
wWANAIT TR, AN, AWML et 2k
JRURS: A R 55 At 36 7 7 vk i B 1) 4 R 02 R ke A
FERYTE LTy o BEE T 35 A4 AR AL AR A B
fif, A EBCH IBDIRYT P EE A GRSy, iR
H AR AL STR YT I

#eAE IO R 1 Rl fE A E A Y BRI
PRk f5 AR AR R B R Y, BN RE B AR
W, WAHE EIEEXTHUARIER, P TR E @
B A P > UC 1 RAE . 25 /EJC R E 40N
RRAHE(FOS)., LR 2L (GOS) FLAFLAL R b
(HMOs)3 K2, RERFEZLHE(GOS) B HEH AT L
BCEE TR, EG At 2 5 B R S 80 A 1R
FHEI S S5k BUR RS UC B 1Y I R AE
AREEA DT, HOm T i A RS EE,
XU AT B S FIFLER AT R I, R T i e B0m
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SCFAs 7K, 3k SR8 7= ) HO6) i 2 {2
AORAPER, R o3t i 1 57 15 D) Re JT 0 2 4
JiE 2 ISR S (1-kestose ) B I B T DA BACE If R
AR ROR, FF 0T BEXT i 38 G2k W A ) -
PR R AR

A AR T BB HG R 15 A TR AE 45 W ) E HLAICR
R, 1 T A RO B T TR P A
T ST o A 2 R R R TS MR B A
4k (soluble dietary fiber, SDF) Fl4# % FL ¥T B LP9O
XA i RE 0% 10 35 Ik e 25 1 o /N BRI R, e E
PORAIAE AT = A, I B EEE AN RL, A
TR AL . N R AL B A Y
A, BEW LB il 4ERE Th17/Treg “F-f
B4 IL-10 F1 Ig A 7KF, BEAIK IL-17a F1 TNF- o
WA s R T R R R N B B A ) 2R
PE, AEppiE NI . Amiriani 451 $EAT
T I 8 A, BEIR AN A 60 il EE
UC B, L Lactocare® & L U S BB bRfES T ik
SRR A AR IR AR, R 8 JH S
& 5 B PR 25 B R 15 3 38 B ( simple clinical
colitis activity index, SCCAI), IA¥7 4L X6 I7 i R
KRN 64.3%, WRIFIH N 47% (P=0.18); ¥K
B 5all b UCBERITARERN 90.9%, XA
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RA MM R (FMT) 11697, 59 1 A% A
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WiE S B2 T 3 I FMT #24E; iR a5 1%k
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KA AR M54 . HAIFER %847 JF &
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s B ROER, EIHRKIARCR i 2w
H—CA5E . FMT 0520 K, WnsEat 525 g 5
B MEMEEARTRIEAS, DL R 3 5 0 2 R
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X PR AR HEAT Z2 50 e, R4S AT AR 1] HLAC S 4D
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