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FHAZ R IBD g LA IR 25 25 TR R 4% 1) fe e
MNERRTIRA, R KEREA TR RBFSE, &
IS 2H FLIR T SUBC AT 1 22085 B i 22 T HA
P, I HIA R i A T v & A RS [R) A LR AT 11
MUSEFF BT T4 Tl s E AR S AR A B Bl
1.2 S5EWME(CRC)  CRC 785 Wb b A7
05 =B IR SERAE IR e AL R T 44 50 I, LR
FHEFRSA 120 J7 % CRC g, LA K 60 JTHET:
i, T3 CRC BRI R R Z 445 IBD
S A B | AR TR B DL RO PR AR . H
I A B ) %) I 5 28 B 3 6 A5 565 PRI 28 %) g 3
A=) K A AF IR BT 3 B T 52, I HA K Y
WESE T —SEEMZ 5 T CRC WY BRGERE . I Un7E
1,2-— F Lk (DMH) fir 25004 45 11 98 Firie A8 KRR
B A HE Y g K B B 3 21 5 fd R A
I, CRC B Wi v ) BUB AT 1 . BROAR ZFHAT I DA
Jo g8 B ER A EE B s 1 HAZ MR FF R 7E CRC
R B B T8 OB T o i Ak, BRI
FETE CRC 78 e = FE R J2: R 3R A T I 21X
FEIRPA , (H 2 AR RRAE Ul B AE i 18 A 1 v i S A7 A
— SRR B T TS SRR T RE A T R K AT —
FE FAE UL,

BARE 7 8 UE Y 23 CRC R AR ERHL
il , B A B A, (5 H AT 98 UE S B Be 4 i, 026
BRUE, A EE A SR s s
SN B AETETEAE T, A0 s g B 8 1 nT LA
COX=2 7=, LA R o fish % 43 24 1 s 2, 11 Dt A1
6T 290 398 5, DT 254 o 4400 2% £k A0 ik DR 5 A28 1) L
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JL T 175 2 W 9 o i 3 P g 181 A e 2 B ) AT
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M3 DR R A0 RN R T RS T AR 4 kR S i T
AV A B UIRR .
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PEAHEE > B ek s . R RAILHD R 2 R,
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- AR AR L BN A2 E T
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IBS F8 35 i R SRAAT TR AT AN [R R B 1 P T 2B A 24
FaFNZE W R | JUHR /N 20 TR 1 3ok BE HG 5 . AF

FEIN N —FP S S B Bl A W 45 # T R 2 S B0 RE T
BSEH, T B SE G RAE W™, Shukla 520
iz FH RIS A Ml S WEAGHI 1 47 1) 1BS FR 25 (20 4]
RAERL 1BS-C, 20 B AIEYS 1BS-D LI 7 6 Joks =
PEFRIN IBS-U) I 30 1)t S e He 2 24 v ()
PGB, Z L IBS F8 35 5 rp XUBL AT B AR I T % R
20, SRR TR 5 SR ER A BUURT AT ] % M P R LA
K8 2% P RAPE TR 5 3 X BB 7 1BS HE i Af
TE2 5, 40 IBS=D 4 [t IBS—C 4 FLEAT T 50 B0
1%, FUFT BRI ZZIR A I IH S e 22 0 SR, %5 58 ) 1BS
sSSP & A O N 23 R AL A E S A
A~ IBS FiRE, R AR g R A T Sk P R S el AR 1
TEOLA STz, BT LA BT 48 H 1BS 3 FE
X IR Z R A NG D R TR, E i
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I B S AWTE s .
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A% XK R 25 2 B HLA-DQ JE PR e 19 5 S8 R R
7P SRE 2R G ) Dy RE B i 2 5 200 B B e A5
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[H 5 B A A ek 2 3 CD B kA, —RER R
A HAB AR TN EREE R 2R AU 5201, Cicerone S5PIF5Y
KT M-S, JUHOE CD4+Thl7 40f,
FE A FHEHT YN IR SRR DL R B 57 s K 1 R AE
J AR T R EH . BRI T i 518 %
J2E o7 285 22 [B] 1R A8 ELAE FH AT 8 S 8893 1) 22 s ML 42
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HEBr 0 DL AR, TG FAYY CD RIBHRE .
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&L IR T A — o R R4 I i 1) i
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T R 9% 5 (HBV) B9 8 B R 5 4 1% IR A1
K, AN 5 B A A G . %
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FH SR i T 0 5 A A 8 TR 1 /) Bk
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PNTTIESE 1 7 30 T R 2 9] 5 2 JBR R 9% 1) 4 3%
AR E MR
2 RESRE

g5 Rk B MAE Y ST R SR A & %
VIR OC &, I B4Rk, #1781 Ak 9k 16 97 TH
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FE (FMT) 3224 i F7E 15 1 308 T A 2% 8 AH DG 0w
h, FLANTE IBD WIRYT T . Ah, T R ZGFE A S
VAT TR AT DR E A Th 25X i iE A S A I
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Effects of intestinal microbes on digestive system diseases
LIU Lei-lei, MENG Jing-yan
(Ttanjin University of Traditional Chinese Medicine, Tianjin 300193, China)

Abstract: There are hundreds of millions of microbes in human intestinal tract, they and their metabolic products,
which are involved in the body’s metabolism and immune protection function, contribute to the human gut
homeostasis. Most of the present studies of the digestive system diseases are closely related with the exception of gut
microbes. With the probiotic preparations and fecal microbiota transplants widely accepted in the treatment of
digestive diseases, intestinal microorganisms has become a hotspot in the modern researches. In this paper, the
digestive system diseases related to gut microbes were reviewed, and brief introductions of fecal microbiota
transplantation (FMT) and traditional Chinese medicine (TCM) regulating the intestinal micro ecology were also
mentioned. The purpose is to attract the attention of the researchers in the gut microbes and the interaction between
TCM and gut microbes.

Key words: gut microbes; the digestive system diseases; fecal microbiota transplantation; traditional Chinese

medicine
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