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Abstract

Inflammatory bowel disease (IBD), including ul-
cerative colitis (UC) and Crohn’s disease (CD), is
a chronic inflammatory disorder of the gastroin-
testinal tract. The initiation and development of
IBD involve environmental and genetic factors,
such as microorganisms. Complicated patho-
genesis, diverse risk factors and atypical clinical
features lead to a difficult diagnosis of IBD. The
emergence of proteomics has given new impetus
to IBD research. In this article, we will review
the application of proteomics to the diagnosis of
IBD and prediction of IBD-associated tumors.

Key Words: Proteomics; Inflammatory bowel dis-
ease; Biomarker

Tong MX, Miao YL. Application of proteomics to the
study of inflammatory bowel disease. Shijie Huaren
Xiaohua Zazhi 2010; 18(22): 2333-2338

DA
K JE M B 9% (inflammatory bowel disease, IBD)
L3654 i K (ulcerative colitis, UC)F= 5%

www. wjgnet.com

% B.J%(Crohn's disease, CD), sz § il 14 X
SRR, R, . RAEY. @iefoT
HF W ERERANFTIBDO A AL K. &
TIBD#REA L&, LR EF A S A% @,
o FR R IR SR | R Poi ik 22 % 6935 7 A
FARKAEE. &G s ey B, 18 K et
TR A T e —F e K. A E G ia
A KO VR B R W W BAR R I TR O
o AT 4R 3R

KA TR R, SIERR, RS

EE, 20E. ERRESFEUEERARTPHMA. R
HENBIZE 2010; 18(22): 2333-2338
http://www.wjgnet.com/1009-3079/18/2333.asp

0315

FAE M9 (inflammatory bowel disease, IBD)
TE VG 75 ik B G0 Ok L, b 56 RN & 0 22
Fris1/1 000, BEAE B E 25K 1 sk g, 1
NKIRHFINE EFHEHR, WmATWR % W& Wor b
TS5 Y I b DX R 26 L I R AKX
Y593 B R B A 2R 4 i DL g R 1t 1
5 I L, N2 HR AT A 3% Bl AE AR
PR VRIT TR, ORI PR A 1 v EE A
IBD & i 1 Pk 20 PE i . hEE . 1Ak
WAED . ARy AR RN ILEER NS T
IBDIFRAER KB, HATIBDIW 2 W &5 T Il
IRFHL . WEE . AU MU R B 45 2R,
W T2 W 0 S b D). JEIR 2 2 Ol ) 32 A,
A7 BRI S R, A
FEDA A BE LU U C R 5 i e A AR A if 2 A
A0 2 e ARk B I, il AR B 2= p,
— R ERT-PCREAE T3 R ERE
IRHER], STHRPREDRLS I R 45 2R AR i e R 7 A
ST S e s PR 95 ek AR 48 i AN [R] () B 42 ] e
PERAN R ) i, IeAh, A RTE S R G X
R wARBER AL . MR mURAL . R
S AN R B R P S A ek 7, & 30 DR R B
AR BRI PR /K B 22 5. BRI, A
HE DR A SR KA 3K AN AN 2 LU o o b

¥ 2 %4

IBDZ B Mif 1%
MK R PR IR
g, wmAE. M
A Y. wmiaFe
FEREWER
Y A A-% T IBD
W R A Fe R R
B #TIBD #) #- 7
A TR KR
. AbL. 4R
PR F S
MR, HAD
R g

W@ 5 LA
AEH, #ix, P
BARMHAES
—EEXFEM
FHRAE



2334 ISSN 1009-3079  CN 14-1260/R HRE ) HZRE  2010F8HE8H  $185 552218
%‘%’fiﬁm FERE I AR R, AN DO 2 AITTA B H F 5O S LU F . BT R A
5 £ BLAE T K

A B 5 R
P, AATE AR
FAUAL AR A 7
o & A A5
NN )
A%, i TR
H 41 3] & a4
18] I R A A2 B E
AKX R, B
kBB G R
WEHRA LR
TR E S A
TRAF AR

I 2R 1 B A% AR i i B0 DA A R SR
Wit A5 K ABE g K ) 24 DR 2 D00 PP 1R 56 1, AT D328
ARSI AR 5 22 1R 5 KT AP 51 I AN e i ke
SRR IS, TR 4 B 8 O s ) I
ANFEAE SE G MO0 R, DRI R 9595 (1) 2 1 it
YL 2 WF IO 35 AN TR AR (0 2 SORUURS A 34501,
I HL 2 5T B 0 e B PR A B 5 1) T b
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