Vol. 24 No. 3
Mar. 2 0 2 4

i S e = T S
A

Journal of Chinese Institute of Food Science and Technology

BREFRSREMMREXENFRLR

ZH, T R, F K, F B
(R RA IR 5 B R AEATH AF 100081)

WE KM (IBD) M Lk £ ARG E AR LI AT S A B RFF R LI, R H 0 & IBD % K % o ik 9 04
T REBRX B TR FHIBD AmE LA TR EZL— SCEBERTRAIMREREXRTE BRI IR L E, BHEL
BAREFEFGEARRNEFTZL—  ERBARAGAET PAELEELEN, B IBD ARG T AGM LT AE, £ LR
BT ik SR pgm, 45 R AR A, 5T IBD & # AT R T T A L% M IBD R A EBELL, KL TTHE
AAHGNER D Zh BFERBDZIBRREHFRARFERE AW XE, AXLERER RS IBD KA & 5k i 7
HHh AR ERERRSFAHAEREIBD EF PHERAGRAFALERE, A IBD B 5 HFERRN LR E R+ Lk

5 M IBD B EEERFRAEFTE BRAFEEN
IBD 4k & F 7 & R 04 #F 52 7 &1, 4 IBD #4916 /R 8 4% F e ik &

KB KuEBhmm; BRTHR; KRETR
XERS 1009-7848(2024)03-0370-15

1 RIEM M m

RAE M9 (Inflammatory bowel disease,
IBD), i 5 it 975 1 4% 4 98 (Ulcerative colitis, UC)
5L B B K (Crohn’s disease,CD), & — 18 1 |
SR NE TG il (0 SR VE I B e, LU IR TS
R BT 1t 930 58 Ry E R AE), RE M i 5% Tl
a4k, R R TE 2k —HE b
FHtaFe FEh A 2T K1 R AT AR
6 kA B RAR AL IBD Y & s R AL W T 5
TAT W B Tk, 2019 4R K [H IBD (AT %
KA BETR T Bk E 47 5110 J7 A3 610
TINL0.3 /10 T3 N, DB BE S AG TN R 4
(HQMS) W4 9 [ IBD M 3% i 4E Be 508 i
2018 45 TBD AH G AYAE B 2% HI 2 ik 21 30 42508,
tEAE S N R 2 0 R R EL K IBD S R
I S BB e 2 T A R IR G i, DA R 2
Az B B A T O ARG RS T T G DR A TR R

FAR IBD WY UL AT AN WG 2, B 5k
HY 22 i PR 2R 3, T3t 4% ) Sk T B R L
B SN R FRBEIAE R R o S MR R AT

Wi AHE . 2023-03-18

EEWA . P EARA B QDT T H (CAAS-ASTIP-
2023-1FND)

E—EE: FH MW, &, WL B 5

BIEMEE: L4  E-mail: wangjing07@caas.cn

ARSI, B AT AT B AT e AR T IR R A AR 8 e PR 3R
TR RREAF

DOI: 10.16429/j.1009-7848.2024.03.036

2 AR A Fe HLAE BT 24 Tk Ak B R K 9 5 0 3 Jin 2%
WY, PREEAR AL R K st A% by Il N I 3 A0 1
LR 2 2 17 5 IBD 5 R A 56 A E S EREE N &
AR E R AR5 Y PR R A AR Ao
R AE R —A 1T A8 A B KBS 7, % IBD %
KAEMPEEREEAE EEEW, 28K IBD &%
T AT AU R 2 T A [ SR A X
1] 76 7 Ak LA B A i 22 (0 i T e — T34k
RS IBD 5 7 986 AN i T8 AR OC R 1Y
AT AT IR IBD &R AR B I 5 0 R AE
FEAE f 25 FH S PR

R T LR T B 3 AR B T R e e R
gl S LA, AT T BUA ST IBD B Il
PR IVE FH B R R SR 48R | A DG ATF oY B B IR 9
DL B854 iR YT 25 S IBD St A 307
o ARSCHE G E N AMEOR I HE R 2538 T RE B
A3 %F IBD B9 520 L KX IBD 1877 A A Ak & T 14
W&, A IBD Byl RS 57 T Filie it 2%

2 BER RS X AE I R R R B #
WAT A OT S E 3R], Tl Ak 2 Fi iR B A
BV T7 R B R S 5 TBD A0 R A 38 i
DIAR IS, Tl AL Z AT B ik & LAt B B RS
PR A KRG S S E AR Jr
TR IR A s i JEE A8 A Sh W IR R 3 5 R A A



245 H3M

MR B R E K RN R X A BT R R

371

AL A T | K SR P 20 A
0 1 R 0 B L
A Al B R T A 2 R T R M i i
(1), BRI B 2 W1 | R M B (b

« JHEATF: TGFY,
- RERTF: WEFEATF-o B4

B T R W L AR £0 PR A T 2 ) Y
IBD S8 0] DL e i R Al , O 28035 I 1 R
iE S

. BEMBHE
- FEpEES

B E-18. BARANF-6/A AR . S - BHEAMRER (dkkermansia
NE-10. ESE-FHASE ﬁﬁﬁﬁﬁﬂ muciniphila)
(iNosyF1 B 4RfEA T334 N ﬂ‘ﬂ‘y:%i}"%ﬁ q « BHFEI (Bacteriodetes)
- WREY i};:ﬁzg? - EE2H (Laclmo:piraceae){/
- WREEY ﬁﬂﬁw - BERRE (Prevorellaceae)
- ZRKEY « BERE (Enterococcus) « BEEKE
. @SN AR (Escherichia)P

- “BRRRERTARREE. (AOCS3.
LAMC1+ KRT17#0DES)y,

o BEER] (Firmicutes )}

- AR, (ZER. WERMTEOY
- JRitERAE

B 1 A REE IR R 0

Fig.1 Influence of Western dietary patterns on inflammatory bowel disease
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Fig.2 The role of dietary management in disease management in patients with IBD
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Table 1 Ameliorative effect of high quality animal and plant proteins on IBD
KEEGRR FRAAE ARER AM FHLR E RN
i
TR P 6 Al SD =ik 48 LR ET & WA B4 H podoplanint®y iF i [58]
FaARBRAKR KK EN 403 2. ) 45 B AF 8 8 B F ot fm i 1A RANKL & ik
2% 9 (35%) (TNBS) J.aHEEGPRREFTMHIBRRE T -af g mAF-6
&k
4. R4z TNBS 314269 K R & 208 20 Mo R & Ao B 0 & 2 3 4)
Ll AR R P R A el DSS 6 1. A% A AW B (MPO) Ao FITC-#) R AB S B 47 5 £ % [59]
&8 kiR AR M SPF B4
2% 4 (20%) SAMP 2. #G97 B kT EARJE K
R 3.5L8E 4T @ A (Lactobacillaceae ) #= Leuconostraceae F 3§ /m ;
4. R B B BEM: | T BRI LK An | o 32 T S BR R JE K
@R P e C5TBLY DSS 12d 1. A& T 40 F £ § MUCL A= =+t B F TFF-3 8943 ; [60]
FEaRRAR 61K 2. # ) DSS i 89 45 0 K E 4K
2% 4 (20%) 3. AR 2 M KR4,
4. BEARZE D A= F I MY B IR B T —a KA
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HEG
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8 £ J3
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B2l /b SFCAs B R, IS BOA F A H I,
3 2o )2 WA I G i B BT, H T
AR X IBD AR5 I A 9 15 B 4F 4 50 A s 7Y
FEARRZARBIE 9, (b E R AEVE e 8 3R 12T 3t
PO R IBD 1% 2 9], o HO= i 18 48 i ™ 8
M ELAEAA W0 e RS B, B8 I i 1 78 B
HEBEIER N, RPN S EE DS R AT 4
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T5I, a] 25 A 700 W S RS R AT R B .
3.4 Omega-3

Omega-3 Z JU AN ARG Wi R A1 3 A = 222k
R O3R o= MR | - R TR (EPA) Fl —
TSI (DHA) o o= 2R 32 BEAETE T4 W

b WRRFF AR PE Y h  EPA I DHA ) 3 22
FAAE TR MRS Y Y L s, AT
9 27 B BT omega—3 X FEAIR IBD XU A5 1
TERY 4 Ak FE 502 UC, 856 A B8 & 5 (1) omega—3
] RE 2 BRI 1Y R 3, —SE I I T R B
#PFE omega—3 ] LUA RUA YT BLZE A IBDU, il
Tk = A8 1 K L5 34 ESPEN A HfEFE IBD
BEFRANFE omega-3"1, it , % T omega-3 H
A W ECE I 1B E R 2 RV B iE Y RE R
T f 8 ZR e AR T RE | [ PR A AE P e A5 41
ZUR B R HERE UC B T UMK AR EBUR
SRKVE omega—3
35 BHEHR

B N & 3% (Enteral nutrition, EN) & H TiF 5
IBD Z&fit i) £ 2RI T Tz — U H R e % U .
e 2 fros, i AE IR Al pa g IBD S RAE
Fe b, ¥ e R AR IR KO b ARG R &
Az AR PR i TR RE R AT R R R RN AR
JUEE ve & R0 Mt R 22 A J7 T 5 1 ot 2% [ 06 9 7 4%
AR, TR S RIS Oy L T B B [ G
Y08l 2 e A R B [ X LA KR E
(2R ESPEN £ SCHs iz 9 7 3 ) A S 2 — 26
BT LA o i LB M A 2 s s e B R
TR, P R TR N B 2 R R R LA
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Table 2 Clinical application of enteral nutrition in patients with IBD

. J& A TR R A ik F IR B Lk
EEUNES
LN 4~10 & 1BD 7~13 & % LLEE M AY a- % F ML F I [109]
2.8 % &M H (Faecalibacterium prausnitzii) . = 7 B2 38, T &
MA@ (Dialister propionicifaciens) #= 4% & @M AF @ (Parabac-
teroides merdae)
3. K W 3% A B 1E K /& (EscherichialShigella) . % ¥ 3% T 3= #f
45 W (Dialister invisus ) #= Negativibacillus 2 2 #
Ak 8 J7 CD #= UC 5~18 A % 1. % % 4 KW B (Blautia) . £ #) 3 I8 3 (Sellimonas ) #= & & [110]

B R AAERRMEA (Uncharacterized bacteria from family
Ruminococcaceae ) F 38 #n

2. B4k B % (Granulicatella) . %% So 41 8 /% (Haemophilus ) Fe
4 R & (Streptococcus ) F B AL
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CD #= UC

CD

CD

CD

CD

CD

10~17.7 &1 %

6~18 & %

7.8~16.4 A %

26~57 )& %

15~34 A %

20~30 & #

16~38 7 %

20~74 A %

1.CD W AR 2 i & & T Bl —45 UC W6 IR % 5 3 o B 40
34,

2.UC 0%k o 2m 0 K F 3 T 2 B 20

1. )L 5 % B IR 9k 9k & 30 35 2 (PCDAL) 3 4 A= 45 L% & K -F
T,

2.t 4 A R T BRI M BB R R R

3. B @ I (Firmicutes phylum) 3% & J& (Flavonifractor) #= V
AR W (Clostridium V) # 48 35 & ik %38 Jn
L4t 5 (ESR) \.C R B & & o 4245 L% & B % BAK;
2. hirtk G AR GRAAEEENG;

3 REBREL S

. RiThFkaZxa Takag hafa ks TEmAET
A w20

2. RJE I & I B & & AL

1. ESR.C Bk @ A= 5L ¥ B % & 50 45 % (CDAL) 2 % T %

2. ik & AKT I,

3. BB 1 (Firmicutes) . 7 B ¥k # /% (Ruminococcus ) . % ¥
A # (Lachnospiraceae) . JR 2 4% 4k H & (A naerotruncus ) . % #F
# /& (Flavonifractor ) = % ¥5 £ BE AF B & (Novosphingobium) +
FERE3 | E WA I (Proteobacteria) ¥ B T &

1.CDAI.C R &% & ESR . e /N R 2 51K

2. 8%8 hakastg;

3. FF 5405 KE A B IRIRATA X0 S A IG K R A FE KB
4. L RS

1. KEAn&dh C Rk G fe 4245 L& GKF T

2. BhRAFEMLIF IGF-1 O &G I &

1 A& A F AR

2. C R &G Gi&, i & & § 3 hn Ak T E 38 Im g

3. Y FRFRAARARGEF LA

[111]

[112]

[113]

[114]

[115]

[116]

[117]
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FIBET B  Rfr + Hial # f) 1BD 834 72
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T3, DT 45 55 55 E RE A4 Tl RYT 2L, B2 B 2R
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Research Progress on the Correlation between Dietary Nutrition

and Inflammatory Bowel Disease

Li Qingye, Wang Jing’,

Li Hu, Li Na

(Institute of Food and Nutrition Development, Minisiry of Agriculture and Rural Affairs, Betjing 100081)

Abstract The incidence of inflammatory bowel disease (IBD) is increasing globally. Epidemiological and clinical studies

have found that diet affects the onset and treatment of IBD, and westernization of diet pattern is one of the important

factors leading to the increase of IBD incidence. Reasonable dietary nutrition is very important for individual health, is

one of the basic factors to reduce inflammation and maintain the normal operation of the immune system, and plays an

important role in the prevention and treatment of diseases. At present, the clinical treatment of IBD is mainly drug ther-

apy, which is mainly aimed at inducing and maintaining remission. In recent years, clinical studies have found that di-

etary intervention in patients with IBD can effectively relieve IBD symptoms and prevent disease recurrence. Dietary in-

tervention has attracted more and more attention from researchers and clinicians because of its advantages such as low

side effects, safety and economy. This paper summarizes the influence of dietary components on the onset and treatment

of IBD, as well as the latest research progress on the role of dietary components and enteral nutrition in the treatment of
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IBD, recommends that IBD patients undergo nutritional risk screening and professional dietary consultation, and encour-
ages IBD patients to pay attention to daily diet management and cultivate scientific and healthy eating habits. At the
same time, in view of the limitations of the current diet intervention studies, the future research direction of IBD diet
intervention was proposed to provide reference for clinical nutrition intervention and diet intervention studies of IBD.

Keywords inflammatory bowel disease; dietary nutrition; dietary intervention



