228 F 12
2022 412 H

SR = T S

Journal of Chinese Institute of Food Science and Technology

Vol. 22 No. 12
Dec. 2 02 2

AR E 5 5 I K FE 1 B i B S i R

PR A,

frx&E, *

(PERLAFRBAFEEALRER HHEOS LM M ILRTELLEE

FRFA L ITRBERBRL PO

JL® 100083)

WE B RENKRES K ERBHABD) = AFra, S48 AN B F R TR T R34 BN LSR5 AR K
W R LE LR A R X R B AR P e IR o e AL F R RRR ARG ARSI R A d R R KRR
BB AE A BRI E AR ARR , R R RSN A0 AR G R I B R G B3 5 A A e E IBD 4 KK,

BLA B At T KW R R T A A — e 7] 87
XKER LS4 KEMWR; MidgiEd,; XERT
XEHS 1009-7848(2022)12-0389-10

RAEYE W (Inflammatory  bowel disease,
IBD)f£ 150 4F [ e i AT, H A A 1990 451U
KA T HE AN 2 W% FIHES, UHZET
P AR D R 2 A R AR ST % Tl A DX 4 R
JEALHRY, TBD 2 — i IR B, i S 1 A 3 1Y
18 PR 38 SAE A 2 B M) | g DL A e 2
BB R R, EERH ™ E
MIIETS R W iE RAE B BE RS ISR — &
FIREIR o 15t 97 PR 45 I 58 o 728 6 8 4 T B O S
B 55 i 3w v BB 5 2 R B b T R R BT
JZ,

IBD Y & AL & 2 R Y, (45 352 1% B 2%
P bR R R | G g S 2R )R AR PR R D] 2R AR
H AT IBD 8% MG IT 29 WA S-= Bk Kb
PR T W IS D PP S RN 45 S-S HE /K A R K
ZRGEERE R, EEEAEEIE F AR
9y Tt AR 15 58 R0 T 32 /A~y (Peroxisome  prolifer-
ators—activated receptors—y, PPAR-—y) {55, 8%
J i b R AR A BR B R T 2R A 25 i RV, EARIX
YA —E IR, RSB S LS TEAN
PRIN GRS 251 | 25 W Mg ™ o Ay R A JH 25
A AN 2 AN

TR IBD A E R, MR PG 5 IR

KRB 2021-12-10

E&WB.: “t=1"EEXE LSRRI H
(2016YFD0401103)

E—1EF . BRME D g

BIS1EE . LHf E-mail: shenqun@cau.edu.cn

VAL-My g st B R IR B B iR o A KR M B o 6 A

DOI: 10.16429/j.1009-7848.2022.12.037

TR RS | PR A 2 R IBD & R
MEHEAY 5 IBD )& 32 0 35 7, il
i IR T HUR MR IBD A —Fh = 2 B AR K A 3R
7B, AR NERE R TER R B B 4k
HERMEZORE, RXGEARBY P A 58—
e B LT 4 MWW o | s B IR 22 % 1BD (T AE
BL, A 22 2 Wi EE 1BD A9 JRL AL, LT X 4%
AR IBD Z[A] 15 & A AT AR,

1 31 1BD BEBIERNBIRERS

HER 1Al REOK e mR AT BEAE
Bk S RAT B R MCEER . BRI R
YT IBD AT ST A TR R 4y, X AT
e T Ym R I e 27 2 . Rk 2:
[ 5 FEAR AR R TSR & A Y
T NGB S R KRR —
A 3SR, 2 B A R A R B i A U /L 5t 9 DX S,
A W iEE B TR SR R > R gcE T
K%, TNF-o IL-6 55 5 5E T 7K FRAIK, 7= AE i s
BT R | (0 2 R A A= 0 S5 A L B FLFF B ™ T
TR DA A 5 R R T
1.1 BERgH

SR ) 1 — 0025 FE 43 B & B, R AT A A
TRET 43 2% 5 W B 45 B S sk, S H
TN 25~29 o RE T LR 2, A0 o JRUIRS: o A1 s 2 e
KU 2y v B R 4T 4k SR B R BT RN
RBERE UM Ve FPUERIRT 38 & 4 D 0 41 4t
FORUH 8 0 . TG 27 4t B AT s oK M | AR AR 1Y



390 hoE B o E i 2022 4E 55 12 0]
F1 BLEBYBEHRENERIEAR
Table 1 The alleviating effect of various kinds of cereals on IBD
smArE ARG KX % Villa R 7 38 T B &R
K’ A DSS 650 glkg  MUC2 1 A%k 2z iz 1 - [5]
A Wy 3 58 k|
K B DSS 530 gkg “m¥kE TTreg? & FRKE S (Prevotella) T [6]
C57BL/6 > & iNOS | cox -2 | ‘Ffl' # ¥ & (Ruminococcus) |
MPO | TL-6 | TFN—y % % K ¥ /& (Dorea)
! %3k ¥ % (Coprococcus) T
A H B (Bacteroides) |
W 3. & (Enterococcus) |
# & DSS 100 glkg  MPO | TNF-« | IL- - [7]
G ELHE  CSTBL6N I K 1B LIL-6]1-17 |
Muc2 1
SCFA T & & 5 X it
1
Kk ELBE  DSS 100 glkg %K E L MPO | L 4T 8 & (Lactobacillus) 1 [8]
Wistar X & Ji A7 # (Enterobacteriacea) !
Dk Dk AOM/DSS 397 ghkg  1L-6 | MCP-1 | IL— U #F # (Bifidobacterium) 1 [9]
BALB/c ) & 17 | MPO | iNOS #.4F # # (Bacteroidales_S24-7) 1
} TNF-a | COX-2
|
PGE2 |
SCFA | & & 8 A
w1
mE AFH AOM/DSS 30 mg/kg  FLM 5 | B-GA | - [10]
CD-1 & M4 | GSH T
B2 ¥ - IL-8 | NF-«kB | $&xKHET [11]
TNF-« | T 8 ¥ & (Butyricicoccus ) |
4% M AT (Catenibacterium) T
£ 314 3 (Coprococcus) l
BLAIN B B (Desulfovibrio) |
A &4  DMH/DSS 250 gkg M EBEEF | FE B - [12]
ICR & A& %l
BALB//» &
BRE AW AOM/DSS 450 ghkg £ 4AKE T SCFA - [13]
SD % R 1
% 3 F By DSS 907 glkg HE Ty B | % 9% # 17 (Proteobacteria) | [14]
C57BL/6 BA K B (Escherichia) |
v B SLAT 8 B (Peptoclostridium) |
X&E  R*EH 41 & ¥ % 30 g/d TNF-a | IL-6 - [15]
* BH -8

- DSS 7 JAE B R 44 AOM . 40 fb A &0 H 45t ; DMH . 1,2-—

0S: 15— A LA
N ZE-18;1L-17: 11

4 COX=2 TR 43 1 2;MPO ;i i

I E-17;

3L JBE S TNBS ;2,4 , 6 — WY SE A 1 s MUC2 . 26 8 1 s Treg:

JEE T 40 M0 5 iN-

oA 1L-6: FI A -6 IFN—y: TR —y; TNF-a: IR SR SE K T 5 -1L-1B: A

3% GSH i J5 7R 45 e H Ik . NADPH . iR 480 Ak 38 J5L B 1 ;NF—xB: #%H T B,

IL-8: F19™ -8 ; MCP—1; HuA% 40 ¥4 1k 2 11 —1; SCFA . % 5 5 15 12 ; PGE2 : i 51 IR £ 2;8—GA . B % I % R
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A 140 38 () 0 S U0 W A e N AR AR

JRE LT e 8 SR e T HOR ek | W i
PEFEEE gr i My AR B R X 45
REPAITROR 550 F A & AR T =0 B-H R
e S A o ) G o T I e b e RSB I T
S DR 4 43, T (e 3 1 1 B SR T LLAE
BE F A UOR ), 0000 o R 266 5 2 9 L 4 i
YRS IS IR T e 3 AT RE = AR 4
T AR A BT T PR R T T, ) A0k IR
DK 22 0 3 ok 4 o) 22 4TS A AR RS (Mito-
gen—activated protein kinase, MAPK) {55 if %,
AR T DSS 753 45 1 98/ BL TL-1B 1 iNOS Y
ik BRI AR R AE K it W) BE 5 1 /D Caco-2 Fl
HT-29 &5 g9 40 M R AIE 2R AE PH 5~ TL-8 #1733
1.2 #EYLEIR

AL 2= W) BB HE A7) KR B S FLE e
Yra s R BAA AT JRE R i
B AT 2 WK AL G A
FAAEYZER AW A A=) B A
ZW2e A=W (HEZE T i ) S B (B-A BB ) .
A W5 3 I 22 19 7 i AR R D5 i A A8 x4 i ¢
el dE A RYPERNS, sy 2mEis
WIRh R B T 5, 40 A B 1R R0 B I R 2K | 1y R SIS
FEH LA BTELRR X & SRR NHERR T TR
B R FEAINR MR R =
RO R TSR R M I RE 8 U 52 4
G/ BRI AL ot (5 RN VS SRR, R R AR R
i K V- 00 B 2 M T R I T L R T LA
A I H BRI
1.3 SEBMEAR

AR 1 O R 2 R R 1) o R B 5 e g 4% E 1Y)
RN LANE . AR KD FE 231G 0 00T 2 R
MR, 5 TR RE SR L AT PR B R AR
WTHT R I 18 R 2B S0, A% S i RE
98 /0> DSS 755 19 45 7 9 /1> BRUSEUT0 R 80T ok 1) 43
Pt NG 2R v LA O I 2 A 5 m g ek 2D iN-
0S ik FEE RAE N F 1L-17 K, gbok A
FHWNNBYE A SIMES SR /DNEAER, XT
fig 2 P sh ) 2 G0 1 g rh i R 6 3 4 BRI
BT gy A AR A5 A T A ) AR R R
AL, 2 IBD B HEH LRI,

SR, 25 1 TOR IBD B4 52 M) 1 A7 AR 4 180, 2 26
AW R A A AR BRI GE Ry i - B SR A A R
(Amylase—trypsin inhibitor, AIT), BEf&E4k IBD
o NAE AR o 2K 560 45 22 IR A A, & i il
BB AN, 2 —FhE a8, /N & &
B (80%0~85% ) , Ho B 22 F 47 W) e 22 (10%0 ~
15%) K R Fek FHh iR, Bk
SN IBD W 82 7™ A 22 I £ 1 AN 2 4L 23 S Tt
MR UAA , S B 5 R ) RE Y R A R 5 2 2D
RE 9 B IR0, i A | 2k o i o 5 B 7L BE VS AR FL
JETE 2R B RBURR , IXSEP S IBD A7 14 il ] £
N

TE W3 i — e AR A ) R (Amylase—trypsin
inhibitor, ATI) 2 KA W) —MAEER B E H , 4>
THELZN 12~16 ku, £ 10 DMRSF PRI,
AR E i R R AR, WSS R B AT i
J/IN B S B ) RE AL 403 , M 3 R AR 22 RE TR R A,
/N BLE5 I 98 RE IR 3R] BE 2 R T ATL 3T T
Toll ¥£2Z & 4(Toll-like receptors 4, TLR4),fE %
S 200 B PR B, DTS AN T 1 3 S RE R

2 BYRERSF M IBD KA

7k N R N 7B e A VAN = R AR
Jo 18 W RE ZE L2 IBD 1 E 2R R ) S KR
PR3 38 18 52 1 18 R R B, 4 ) S Y
Fe IR UL R 245 i 968 240 B 1Y) 14 58 T 2% A 1BD, B
RAGHLEHE I E 1R,
21 BEBFERE

% %66 FE o W A 95 Ak 2 o . AL e | B 52 o
e R A ) e B, i 266 B I e A2 4 45 5 BU 1B
BEPEIGIN, b  A B S RE s R R
A, W b B RRIR 20 R A0 2 e ZE LA
B0 B2 AL 45 occludin,  claudins T occlu-
dens , /E4EHF |- Kz B B o6 B2 R 1 DG, 28 W) 8 e
TR 4EE R E RIS M4 A 21 occludin (93
IR Muc2 S ARAR 40 A 53 W 7 A i AR,
PRI Bk 2 2 30/ BRBE R 1) | A PESS I R, 98 &
B, IBD [ MR 0 52D Muc2 A Bl A 73 208
AL R FERE ST T AR A M A B TR
1 MUC2 431 Jeff 4% 110 44 328 & 17
ATRETEAESY, KM pIEEEVE S IBD G RAT I 2



392 hoE B o E i 2022 4E55 12 ]
R2 BYWERMRSXEKENERER
Table 2 The alleviating effect of cereal ingredients on IBD
54 AR BT ik ik a R W iE B j;
F %® BALB/c A & 1.0 mg/g NF-kB-p65 | miR-149 1 - [35]
2K EF IL-10-/-1 & 4% IL-18 | TNF-a | TL-23 |  £#2 & # (Lachnospiraceae) [36]
AKE W4 IL-6 | CXCL1 | 9B B #H# (Ruminococcaceae) |
BORF AT E XIV ( Incertae
sedis XIV) 1
EAF S %3 CS7BL/6] v 125 g/kg [37]
o R BAT ¥ BR AT
i
®#%  B-WE SD KA/NBS 1% CRP | IL-6 | IL-12 | IL-10 - [18]
¥ | coxX | PGE | TAX2 |
MPO |
KH HEHE ICR HA/MDSS 500 mgkg  TNF-a | IL-1B | .COX-2 - [20]
FT 4548 liNOs |
A&
5F  5® C57BL/6) & 75 mg/kg, COX-2 | EMR1 | PCNA |
AOM/DSS 150 mg/kg Cleaved Caspase 3 1
dE o MiEM Caco-2 B/LPS 500 wg/mL  TL-8 | TNF-a | - [38]
AR A
- 4% %  BALB/c ) & 0.05% occludin T LPS | IL-6 | - [39]
E TNF-a |
- B-5% CSTBL/6J 0.40% £ it E G | NF-«B | - [40]
B R/DSS . & Bg COX-2 | CSF-1{
42
- M EB  CSTBL/6 s A/ 24.6 g/kg G-CSF | ILIB | TNF-a | 4 # /& (Bacteroidetes) T [41]
RATHEBRATA -6 | J 4% 8 11 (Verrucomicrobia) |

T TNBS:2,4,6- = fif ZE AR 5 5 DSS « ) M 61 82 51 ; AOM . AL 20 Bt s LPS : I§ 24 1L-10: A F -10; NF-«B : & H F-Kb; IL-18: 1
A FE 1B TNF—a: IR IRFE I F—a s 11-23 : A K =23511-6: AN % -6;CRP . C [ 2K 15 1L-12: A/ % -12;11-10: [ 4 % -10;COX : 37 5
1L ; PGE BT 41 IR 2 TAX2 : A2 2 A2 MPO . 33 A AL # i ;iNOS : 5 F 1 — S8 fb 40 & Bl ; occluding ; % # 12 8 11 ; EMR1 . EGF #idR 5 E
FIREZ PR 1;PCNA 34 1 40 A% BE R ; caspase—3 ;21 I % B2 28 11 A -3 ; CSF—1; 42 95 3 N~ 15, TGF-B : # fb 2 K I F—B ; CXCL-1: ¥tk K

THRAR-1,

FHOCME . 22 ZEMIORS T8 2 9899 17 — e AR B AT D—
FLER WK W b K 45 T tH 85 405, WAV g
N,

2.2 HPHIKE B FRIE

2.2.1 NF-kB {55 NF-«B J& & i 50 1
BT, 2 5056 1BD 76 N IR £ Fh RORE 5
9 I A AL, 1 23 5 T 02 A0 48 A TN - Y

Feik I a AR RE A C B I bR 4n i
NF—B 3 5 ) 35375 2 5 3505 I 200 it R 25 4 i 45
RAEMMIRN , B TNF-a IL-6 IL-1B {2 4
i 20 B DR, AR T RRE R R AR R

B F Z il i B W NF-kB A94% 5 17, B AR A2
R F IL-1B IL-6 IL-8 AY/KF, $REMEH T
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Fig.1 The mechanism of cereal ingredient to alleviate

and aggravate 1BD

IL-10 (KT, 0.49%6-4% 5 BERE S 2% M 45 1 R /s
B85 i 72 e, AR R 288 08 1 2 28 1 e, i 28 A
BT 20 RAE , FRARZS W v B 32 Sy 1Y) e s 45t
Y5, Ml CSF-1  TNF—a A F3KH ) ROKBEVA 5 11
i NF-kB W6 16, FRAK T ie 2055 R0 -
2 40 R I A0 SR A% A0 RS Ak SR MCP-1
IL-6 TNF-a {32350
222 WEBRAWRE HIES A RN R R
& SHEA S PR B R4, 51 Ak R i,
5 fi 3 AN L ) D 8 BRI S R G AN A S
M58 FAE I RE ST o XY I B2 2 4 38 2ok Y0 9 vk
YA AR AR NP A LR 9 F 3k, LT DPPH H
M3k HEAES T H R SRR [l 2 i 9Bk I
V7 5 I £ 2T 4 6 BE AR INOS (14 7K SF- | M i 4 il —
AR = D AR R AR, A R
H W A PR AR E 0T LA D S8 A0 I I R
fE R ANAE R 7 A9 430, 40 e~ B I A1 y—/1 B B RE
% 98, 55 TNF—a #l IFN—y %} Caco—2 40 il i 45 43
BT 45 2 /N RIEYS ILAE 25 A8 R AR TL-
6 Ffig Z WL 6 KT,
2.3 HPH % 40 Al Y 15 R

IBD s A 28 45 g g 1) RUBS: B 1,k AT B
PRI Ay 8 i 200 B R 7 03 P SR8 1 i R R R i
I A0 S PR A S 3 TR A 2R I B, RORE SR

‘ FRE G B~ B 1B ‘

I 2 55 Mg At M 5 Ak A7 TR O AR 28 A AR L
PR G YR, I B IBD V848 S 25
BN B,

e S T Y 3B AR AR R RE S I 45 L g
20 it 5 B G R AR 4 W e 1) R HEEE A
AT $ R miR-129-3p ik, B e 2L A ps3
B FUKOF I 5 g s 4 M e 2 IR SRR S S
W5 M R AEAOG S5 AR k1B R COX2
FEIEWI A vl B B R IR NG A LR T e D 4
P/ BRI R BRI B R b R A S5 A7 4
F; 48/ miR-149 MRk, FEML COX-2 EMRI,
PCNA F caspase—3 7K -5

AW B 1 YIE B RE 8 K 4 0 A ik JRE 2
B, AR A e 240 e O T A e BRI R T e L A RS
IS T 5k iz PR B 35ku A, Sk E ALY
JE W) IR, BE % BELIKTT 235 i 98 40 1L STAT3 {55388 1% 1
1755 G1 W B Al caspase Ml A% 481 14 98 1253 B AIG
T T LR Rl i I £ T O A I T )
KT, S EOH B g A 32 B, 6 ATP AN 2 L4k
5 235 7 9 A M 1 A K 5 R 1 I B R R X 5 9RUR
W IE (TR 24 L R BH B 32 4 (e ik AJBE 7 v
B A B o AR Y S M, GRS E Y
TNF -« 43 W 1 RIPK3 2N £ B # ik, iF T
HCT116 1 HT29 40 i & -1,
24 BATHFEFE

Jo 38 R RE S SO A R R BRSO RV B
JE B B i 1B 52, 538 R 0 B WS A 5 i %8 D) AH
Koo LAFR PR 20~ AR 2 2 1 1 20 35 B AT
VS T A R AN IBD Z BB R IR
WEFE K B, IBD FZE Ji i i N M 18 DA B i A 25 L
A, HARFE AR Z R PEREAR , XU AT 5 8 | 54T
)& (Faecalibacterium) 2 1 J& ( Clostridium) %54
i P A R AN R R T R S Aok
ZWR R, fE A 5w 0 E fE R 22 i 1BD
(AT BRI 22— A v B I 4 B T DR R 2E T
2 i 1BD W HARMLEN AN &l 2 Fros .
241 [EELG4 WYTEEFAEMELE |
AN TS A B A R, BN K B TE A ) R
T, 77 AR R N T 2 |, IS 3 RE RS WAl I L e At g
WA, AT 8 3 4B R A R A TR 7 0 6 3801 PR
WIS R W] IBD B 77 T B B A AT 1/ (Faecal-



394 hoE

M

2022 55 12

[meorse | [2m] [cam]
BT
[ustnm]  [mm] | Rmam
WAL
A 2 A 2 &
PPAR-y | | NF-xB HDAC3
GPCRs AMPK | | AhR PIK3

[ Emmmm. HICRAET. MORAN |

TE : PPAR—y « 22 80 {47 ity < 33 5 550 8006 32 1R —y ; GPCRs : G 2R 11
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Fig.2 Gut microbiota improves IBD by activating

pathways through metabolizing grain components

ibacterium prausnitzii) F B, 2808 4 19 55 55 N5 5 iR
B REART T R AL TS i E b AR
PPAR-vy 12 S INZORiAR 1 B AL A g i, I\
A T 240 M i) R o34k, I i B Rz 40 B )
B4 T IR AT DL i 52 fil 8 55 L s &8 1, Rk
HifiE T B R AR O A SO, BRI 1 i
ll’i[ﬂlo

B 7 AT A RO BE 8 1 OB AT T IR . DA A
J& FLIR AT R A5 7 T R ER T, LA N R AR 1 R TR
(Akkermansia muciniphila) ()5 FE2, 16SrRNA ]
745 S R PR E K BE 6% 1 I OBUBE T TR Y R
W% GPR43 (G Protein—Coupled Receptors, G &
FIB IR SZ 1K 43)F5h o T KR 2 0] 5 P M G
T TR B IR R R E ER R A R, $t
PR VE A 8 3 7 AR S BE IR T R ek 2D A8 AE PR T COX -
2 NF-kB HI TL-1B B, $EHHRITRFESS T B(Re-
sistin-like molecule B, RelmB) JE5%HE&E A 1-
IIy  (Regenerating islet —derived protein Iy,

Reglll) \TLR4 335 ; HUik 22 25 WIAG 8 ook 3 in 45

W TR & i, A R A5 TFN—y 3557,

242 ZW FEEZWMAE/NG KRR 10%
I B K o 22 B 9 s 35 B K, 9 18 1
VI R IR . TAEK  Z ARG Y S a4
PR ) 22 TR B 35 2R 52 3 ok B 22 1 G, 2 ie
Wi i TR A T . SUBAT I A EL R AT I
1 = B8 I 20 B T 980 R A I IR T
R N B 2% A0 AR b B (4R 28 O I 1 e
IRE,

HrZmitm THEMEY -2 HE
ER B & | B FF 3 & (Corprobacillus ) #14K AU FT B8
(Parabacteroides ) i = FE | AR T Wi At 9K 7 i 1
RIS F O, w3y 3- B8 A8 R 48
G BT G T R RE TR T B 1T b B Y K A S
P A R K B 38 R 2 R DL AT T
J& FLER AT B & 1 R @RI T S5 g
DA B 2 AR PR AT B R AR R OB 1
T #KH R (Roseburia) M1 B YR (Lachnospiraceae
A2) By F P,

243 AR AR Fh b 157 R
B2, R T R PR TR F LG 2 kA7, (= MR W A )
FOSTEAR N+ 20 TR BR , 7= AR IR A= ) 5-F 6
e \RIR RGN Y, 25— R, A
TR AR P 2 5 A BCAR 9 IR PR A2 A B AS R IR 4%
JiE A F 11-6 \TNF-a IL-1B Al fL ] F Cel2 . Cx-
cll Al Cxel2 MFRIK  4EFe i T HERRE,
HRIRARBR I OARL Y 95%, %kt
AEAS G AhR 155 A 3 1 1 2 R Ik L2 40 B Y 3
Bl o R PRZRIE AT LA 38 T Bz 28 X4 98 5
K 1L-10 By 3Rk, sl A BB R 4k ln
1B F AR RS,

244 MR MRTEZ TIRA SR ERE B, A)
REL T #2% 5 WE LA —3—% % (Phosphatidylinositol 3—
kinase, PI3K)i %1 B—3% P18 FH 0936 1L , 90l 1%
T bR 0B SR A o I T AN Y AR 2
FNZA AT B A SRR
W RE 05 5 = 4 R B QR K-, S ER RS
WAL, 5 il fif DNA %456, O BUE &
i, P A 5 it bniE b A BB R E S
BN FRAF I R
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W) ) 2% 00 A 1 % P A 1 R b 7 40
KA FXT AR T IBD BIRLERF T 7 [ 4 F .

1) BV IBD WA 5 5> K 2 46 h 78 %k
B FR 43 10 K B AR R @ P A B A A A A
JTEARTEAY RS AN T, Al fe in Torp AR R A
Vb B HEGE R IBD DIRE A 8053 5 43 W 2K e
I RE R TEAR R R,

2) BYPHIRE L 2 W | O R A R
R % 1 3 P REAR I, = AR TR BE IR DT R L R L
AR EW A Y, ¥ PPAR—y .GPCRs
AR I R R SR 0 D he , D
PR RAEHF N2 fig 1IBD FEHT . T — 2 5
ALEERGAIE 5 A YA S 25 4200 25 AR TR A
i HAG 25 AR = 1 R0 5 28 2 $E AR FH B VR I A2
EReg il

3) AW R BAEAE N E IBD X
B, (R E R 2R A Y &R AR AR B R
2 JRBEAE R 1T ML () S sie RS, I B 25 1 8 1
55 IBD ZZ[H] 9 45 F4 3800 56 5 2 MR A A 2 g ) R

2 % x #
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Research Progress on the Effect of Cereals and Their Components

on Inflammatory Bowel Disease
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Recent studies have shown that diet could affect the inflammatory bowel disease

(IBD) and cereals are an

indispensable part of people’s daily diet. Intake of grains can reduce the risk of IBD and colorectal cancer. This is be-

cause the dietary fiber, phytochemical and amino acids in grains can repair mucosal barriers, remove free radicals, re-

duce inflammation, fight cancer, and regulate gut microbiota composition. However, the gliadin and amylase—trypsin in-

hibitor contained in wheat grains the gliadin and amylase—trypsin inhibitors contained in wheat grains also have the risk

of aggravating IBD, indicating that the intake of grains is a double—edged sword for IBD. This article focuses on grains

and summarizes the effects of grains and their components on IBD.
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