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SRETE e (inflammatory bowel disease,
IBD) i &I bl 2= A AT i A 58 2 B, 7T RE
5% B R F LR R A K Hb, 8
B E Q5 30%~40%., BFREM, LR
0 B R B 5 IBD B &SR KU Fi &
R BRI, i R O 55
FRR AP —BUESE T BiE MY
TFEARE R T R R B AR A, R, K
Fy R £ 3 TR i BT G 2 B e R
DLt B 7S 7 IBD fE 3 A B AR P AR £
[ TE PR A R R, FT AR IBD Wit 4 it
BRI

BB RE : BEid

A i BA £ B R HEY , RS
AR G5 g 23 i i 5 sh s 1) 25
o TR R AP E R, B A
/N A AR B TS B P O TR
Bk 10"'CFU/g, 2 R EEIREH, W &
BER BRI RS

B4 LB A Y A BT IR A,
HkEZEIESENNEZN, 2 2~3 FHH
i T B AL AR R B AR
M) %2 &1y LR 3 ol A 0 e B B L R R
AR 4 LR o307 AR5 3, th T8

FBAE N &A KEFLRRFTE , BT U™ 22
JLIE] ) E =2 LA b, H R o LR AT B
HEL, BARFSANTRFERLYILHIE
AR B2, IR HE
&l LA A A B 2 B U AP 1,

B DNA P A MG B AR & R
FNE BT B X e A T HIRAR
AR i2 16S rRNA M5 A 3k K 4H 4
W0 AT LA 8 PR s 5 s A A 4 i PR 4
A AT 55, R B 75 A R 2R FNRCR . 2
PRI 20 S 4 v 0 5 B A A HE T R SR (L B A
H(E R, A5G TSR IR 4 & T3, 5
AW DA% A ) A 3 R TR B B R 37
AR, SR P A A N 250 BN A )
BETE AT R AR A 2T aE

i 38 1A 0 P AT R T T R BE B 1] R
FEMBERE BT — 250 R AT
PRI FR B JERE A | [ ] AR B 2
FEAE T RRIUANEFP . Bl i A ik
B AR 1R 1 B0 A R4 D T e B
Mgl R HEEEEH. BhEMEYES
1) 5 PR 5 H R HE R AR B B T Ak B TR 8K
H & 150 %, #6718 1 A Y Ae (e e 5 0%
R EEEA/ER,

IBD SlimiE R : Biid

IBD & AP i A 75 Ok A B AR A 2 40 7
ZHAESYIR SRR R, RNV ETEHT]

3



FERAEMCBURE 14 2 | M ERER ] F 3L
HE R,

1 15t 973 P 45 1 R (ulcerative colitis, UC)
b JERER T TR BB IV AN X IVa #E5 , Bin, 3%
FCZEAT AN 2 W FE B EC TR S5 76 2hi UC &8
FH P AECE I BAL T IE R XA, H UC %
9o 05 201 5 1M A T e R AR A
AN, R S UC BB E B KRG PR
L B e PR 2 e S B A 13 A 5, g e
AR T RRER I ERER AR O, T
A1 ECIR B R | M AT AN S A -
WF 5T K B, UC 5 55— S LA () 14 hn A
5, AT TR 2 AT B i TR AT B R
FRAMERR . SR — IR IE & B, FERL
fffif v IBD 8] UC F 35 5 5 H £ B i AU
Jify 5t o R UL ok EL A AR R) A 3 7 Ak, B
B U W R AT B AE TR e

BN A4 U B A 7 2 B, 5 it f L
Jif S o BAH SR AR e, CD B E T R
WA, % AT A BARFR LB,
TETFARATIBR AR B [ gy 285 A A o G ) 1)
W AT LI EBAR A B HE  ARJG 6 AW
B 5 R XUB A e , R RS AT B Y
i E W0 5 CD ARG E K e KA
KL BT i — I % s LRI PRAFF ST
N, 7E [ i A ELRA 6 K, B2 W BoR &G
JTH CD BE PR 22 H HUFF A B A
B H 8 &R, WA AT R AT
Bl 35 R BR R AR AT A & e
T Bk — 25 B KREA YA 1) 5% 3k BA i ik A
VIR R EME R X R, BERmPFRE
A 3¢ e FEU IRURS: B MR P AR A AR S
SV X —FF A B T I R

W IBD SmiEss v : ik

Bifi 25 2R 0. B AL AR 25 & R v R 1
IBD AR Tt , T AR a5 IBD 6
ZZ R R L e, — TS

S RS RIETE R A L

xif B JL Rk B HE AR BE g R AR AL
B A I T X b, AR JLEE )
o FF R GEBE AR R FC) & T3E
ML, RIAVE I IR BT RAEH A
— AR R, LU R AR 4 E R
JEMILE g E A A Y R AR TR
(short-chain fatty acids, SCFA ) & HLAB IR
Wi o E R LE &, SRR L
HAIKEIHFAERBREY) 20, 3 30™ SCFA
) 200 P .2 A, T T B AR . B
FERI, Ash Wik & 3 i v ik Bt
25 R AB T 32 PR A= 9 (5 B s (v R
R AU B ) 1 2 1 VR BE G T B 2L
et s b &8, sh vk & & S 8UE T
i 52 P A 4, JCHR IR (R B PR A %658, HL
—L_-]‘ IBD *E;é[ 34.35]Q

1A AR B A8 0T AR i 1 7 2 AR
BA &, SR, B ok 8 sh ot
SEEHR A A Wa 2T 10
Ff 2R AT A RIFRIT , 2K B
5T R /AREF 4R B el AIRNR T / BT 4
R, 10 K Hr e i, RAETE 24 /)
i P AT ARSI B BT R A, 3 SR AR 2 LA
BUERIAIE I AR, tehh, 5 HAbZ K
B, $E32 T HUR A WAL s S5 1
RIAIRPEIE R AL David S§AHF 5T L
RETH (R E R E) SBERED
S PR O T PSS G 2 KA [ 32
LK, DA A R T R AR

. AT AT RERE BB TR T,

At 5 $4 3R AR B Al i SR e
P2 R, R R ATER LA 2SR R £
R 1BD ARFRE UM , IRA IR
R IBD S Py AL , KA
B T8GR IBD. WIBRHERE .

“HYE
AR R K AL S PAE /N AT P Y



1R KR WS RAETEIARI K R

KA LUK oK AL S T3 26 ok
&9 (BpE 1 TER) 16/ BK ff Fnimk
o Bk e 2 RRARBERR R 2L
SHURERER , AN RETE /M h oK R {E e Bk
KA k. TEHE KRS 4E, tn
EFAERBEK B, AT 52 B i o T A A B
B L, 738 i s oA 725 490 # [) ef JELA 3 f
HyZhAE,

TEJLEFBRABIFE R & B, K SR 3
FREESTETYRARS CD KL R
HIKDSP, — KR B S TR B, &
A YR AR A CD KUK 52 9 8 9 A
KA FFE TR F AR RN 3 o 1 T Y 2R
H', Sk B @M AE KL 4
ABEFEAK CD 5 UC 19 & KUK . SR 1T, A
TR IR EF 4k T T o i 2 R R AT A
ES,

SCFA 55 [i& £ £F 4k 81 7 4 7] 4 i 4
HHEBCEERER G & {BEKSZK (G-protein
coupled receptor-mediated , GPR43 ) /1 5 ) &
W358 1 27 A 1, 38 2ok A2 32 98 35 4 T (T regu-
latory, Treg) 20 2 1 R 14 5 S e R 52010,
Erickson 55 & BL7E BUL AR H , f8 CD A9~
[ e A~ A EL , SCFA 7R B2 A ;9 A
ZREVERIE A, Morgan 254t % B 5 e
Xt B AR L, CD 83 /9 SCFA RS 12 W
B, Smith %] TNBS i S458 4 4
ROk A REEHETTRERIV . X Va fl
X VI o rH 9 249 17 b 40 8 T ik T A2 46 45 P
AR Treg 4R LE , 2/~ SCFA A E 545
% Treg TEMLH A/ INFI T Rl

A H RGN 5 R i K R BB S
REAFT UC 3 CD BFHIMERE, —L/)
FEAB BT T 2 A Jo R A4 S s Fn g =
YIRI AL , AT AL R T Ak & paE ik b 71
BB i R 58 4 TH AL, PRI CD A1 UC &
FIRNILAE R B % SUEies i
BB (fructo-oligosaccharides, FOS ) B #51E
N TE ) 4t A TTHEA TRT T

5

RV FOS IPTRAEH B L X 10 44
CD BEL T 5¢ FOS 11 3 &, % B Harvey
Bradshaw 1§ %5 bifi 5 XUSL AT 58 ¢ BE 14 3186 i 1oy
BERE Y. ER PR P, 103 4 CD &
HWHEHLAr R FOS Z st B4, 4 9 45 T
15¢ FOS M E 7| 4 FlJ5 , &8 FOS B
BT (HX) FOS H AL Y o )5 KM,
[ b Bz 84 2 5 1L-6" B 2R 41 (dendritic

¢ cells, DC) Jd 2, T 1L-10°DC Behn , ZEfHEFEA

0 2 PR 9 24 7 EC AT T AN UL AT 7 22 £k
T pERE R,

fE—TE X 194 UC BEHED
$ R IR YT I IR T B AT AT R EG , SE 50
A2 W IR R R 4 M b 7,2 A
i A 2 A 5 T3 1 KOF, 45 R R SR G
20 B A T X B (5 0 K:4377;: 56 7 K.
1033; P<0.05 ), {HIZ B 72 A SR AL T A= P 4 O
B B —iarseE 3 NG T8
45 I R 1 G M #h 20 24g, KBRS (E  ifE
55 $UFF 2 TR BE RIS, BB T B i R E 2
JE LR

i X & 2R EZ B (germinated barley
food, GBF) 7 UC " /£ H B9 B 5%, & 30 L Xf
B hEUCHBESREMEN, Hrh—mar
FRIIEE T RRELVR RN, 55— TRk 5T
R IANFE GBF J& BUSLHT B AN e ELAF B 7K
TR T R RR T X
TR AU 8 RO e, Ttk e 9
FIAC A 277254k 5 50995 TS A 45 3 64T
KAEARIG AR BRI

Nl

VG 7 AR B B R S A M B T
F 4 & R BRI ARBEE R B
TR, J0H 2 & -6 2 A1 IS B R
(polyunsaturated fatty acid, PUFA) kX & 5
TBD f¥) U S I e I e A K,

—fBEIA e B TR AT 38 i B M R



THAE , Wl AH AR R A 538 1, SO il
HE YU REROR AL, T S RCIAED BT
n, e BT ERE SC AR B B B 1 (carcinoem-
bryonic antigen-related cell adhesion molecule,
CEACAM) 7£ CD B #& P Rk, T B 4
R/ R IR KRG, & B CEACAM 7E /)R
ot i 3k, CEACAM AT 3 B P fife 3 W 1)
T BB RGN, 51 B A 2 E M FARR A
H B kA , T (2 2 R BT 28 K I A I
(adherent-invasive E.coli, ATEC) 222"/,

5 55—/ AR BY o 7 B Ak B T
# TL-10 HE R EFR /N U R 1 K e, 42
A B AR AT &, B e £, g fE
AT SE 1 2B R £ AL 2 B0 R IR R P B B
B, 5ZRM ARAEDHYEKRE
Je 2 B A5 v # 6 G AS s A o A A A
T 52 B A R B S T L BT A
% e 3 Bt £ R A0 A O BRI S £
WA R A A oL . [RIR, SX TR 5
i A A B A P s, R R
SCFA.

RRAG G, — T/ A 5T
— B E T R IR A ELH S IR TR
] 5 X S B2 T R, 5 | R 4 TR W AR R
Z 1k (phosphate polysaccharide, LPS) f) K &
EFF , IR kA8 Bl Tk B AT R IR T i 2
P PRI, SEACHY = B TR P i R A #E ) AT
BEomte A F—RIT

PWE T

W N & 3% (enteral nutrition, EEN) & 5
R E, AEF LT =FE T BRI
B, H B8 58 27K i 1 E SR AR 2 AL
SRR, KB AR SRR R e
Fig s (FE o e H o =8 A KA
R, HATFE 2B A B 7 , Bk k& P Fn
FURT. XEER R E s MR AT
CD Fif5 - FIAERF R AR YT | 103 5 2 4~12

Sy RS SAETE AN R B

J& 958 4= EEN 7% 5 G2 fif sl 8 4> EEN 4k 5
Zm",

Z UL EB R, 5 B [ R
SRR AR FIAR 24, A 80% BT B 1 CD
BE 2 8~12 i EEN WRY7 J5 )L # 5w B Bw
1% 3148 % (Pediatric Crohn’s Disease Activity
Index, PCDAT) B ¥4 FEAR, RAEFE 45 (C 2
IV { S| )Tﬂl‘%”‘“""'“c TR A
—, S5 EEN 76 ABE P RO A—3 .

EEN 2 CD M8 # 2 4E i Ll i A+
IR . ERBCIT IR T S/ Mgl
E 30T S /1N G B W B BT kA,
EEN i i 8038 1 e R T E , B Hemi /Mg &% [
T4, AT 425 B T S R,

EEN {677 5 B 3UAE W) 4 2B T A £
5E . Shiga i BA# 1t DNA < b B il ¥ 1 B
% 75 Y (terminal restriction fragment length
polymorphism, T-RFLP) £ A, #f 5% 33 {i i
Bk CD B H 17 (@R ZE MY
HHEPIBBREERKE IVEETS
H 5 EFE (total parental nutrition, TPN ), fff
FR BRI S5 e 55 ST i B s>, LA
U RS RN A ZHEVE . Leach %558 it K0 )
AR AR Wy e & B 1 R AR B K 5
PCDAI fYZEAL R SRESE , $73 i 18 SR IR
A 5 M 5 WU A L R AE VB T Bl A
9&[66]0

E A P 5T i i EEN 36 97 AT BRI
PR ZBERE T, R B B EEN X4 s i
A YRR VE R, J K Kaakoush [ PA iz A
16S rRNA ] 7 1435k PR 2 S5 A6 0 e 3 A 0
IEH X BRZHFn S 1] CD JLEE#E5Z EEN 3577
HI BT R AGTT 5 S AR YRR 2R 1L,
R CD BEMEMZFEREL, #2278 EEN
SEREMRA —E R HATRENLE R
EEN 38 5 32> CD 3t A= 3 A Y ¥ i P L
R REiEY . TERKBEOBRE L
B EEN X i B A Wy i s e L



B R Y S RIETEIRE G R

75wz s

B A BF 5T & B35 F 4% 52 4K (aryl hydro-
carbon receptor, AhR ) BA e, = 5%
YRR, % IBD BA PR, #
W A6 AERBSE MG O RS AR, W]
PSS ABR #2421, BFSE & B ABR %
PR BB 4 /N RS BB 7= 4 1L-22, H AR REXT &
FE 25 i 5 vh W AT R R T B P AR AR P R
SRARIE LN , 5| TR B &35 | T e A 3 48 v 4
W T, AR & B, ARR ALK
BRZrmENREE MR, 4G T E & AR
EYIJG SR TR A L, PR IBD
BEMHAL AhR FiLHM AR 806 (S S5
S, AL R TR,

ol A 0 AR 7 W B R R PR T )
AhR &%, filin, a2 F R T B T Y
—Fh, Y H Bl o R A Y A
DLE R PR ZLAT B8 0 3 A A 4 ol A 7=
Az | W -3~ TS, 3800 Je KR S 40D ARR 5
S0 1L-22 PR A AERRRE R P9 IR B (1 R E
T Bk E e
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