2020 4 4 J1 o g PR A AR April, 2020
F30HE FH4M CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 30 No. 4
FRZE M, 4. FRMMRRSE S Bzt AR R R (1], PE IR EFZSGE, 2020, 30(4) ; 142-146.

Chen SA, Jin SZ. Murine model of dextran sodium sulfate-induced ulcerative colitis [ J]. Chin J Comp Med, 2020, 30(4) .

doi: 10.3969/].issn.1671-7856. 2020. 04. 022

142-146.

MR I BN 175 5 BRI 07 P 45 i R A 5 3

R, A

(WREERL KM B 28 — B IH LR B/RE  150081)

(FE] BUETESTH R (ulcerative colitis, UC) S JAEVE I 19— Fh £ IR WL AR, UC Kl RIZ ARG AN,
FERAGHLE B AR TT B AR TE A AR 8 BB AR 5 ( Dextran Sodium Sulfate, DSS) 5 S f UC BEAIIA 5 A

Wt V4G I 9 R BURANMU T 4532 A5G0 . AR SO IEAEK DSS 755 UC s iRt i) £ FHALH | 347 ik Ko [
EN U0/ I SR EE SUs

[RigiR)] BUmTEEmR R R G ; sh P
[FESES] R-33 [ SCRkFRIRED] A [ XZ=HS)1671-7856(2020) 04-0147-05

Murine model of dextran sodium sulfate-induced ulcerative colitis

CHEN Suao, JIN Shizhu*
( Department of Gastroenterology, the Second Affiliated Hospital of Harbin Medical University, Harbin 150081, China)

[ Abstract]

become a focus of concern because of the increasing number of patients in recent years. A model of ulcerative colitis

Ulcerative colitis is a major type of inflammatory bowel disease. Its pathogenesis and treatment have

induced by dextran sodium sulfate has attracted much attention because it is the most similar model to human ulcerative

colitis. This paper reviews research progress in recent years, mechanism and influencing factors of dextran sodium sulfate-

induced ulcerative colitis animal models.
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Table 1 Comparison of different Murine model
ViRt s 738
Models Advantages Disadvantages
T B AT, AR, ARG, AT UC 2t Fne
e N RIETFE , 5 A2 UC TRASAHL Ll AR ]S -
g LR SR UG . R AHUILA UC F
Easy, high success rate and good reproducibility. It can , . . .
DSS . A It can’ t fully simulate human UC lesion points.
simulate the acute and chronic inflammatory processes of
UC.1t is similar to human UC lesions.
G AR, 3 N MR, R A, T R AR S & 5 NPT, o
EEVRILAR IRAFTI SRR FUME TSR e\ UC it 1 RIS & S L0 B 52
. I 2 N 3 A A . . .
B AR 1 It can’ t simulate the chronic and recurring characteristics of

Acetic acid

It is economical , easy to use, highly adaptable, and has a
short cycle, which can induce the acute inflammatory

response process.

SRERORRERR PR UC Stk s R
TNBS It can simulate acute and chronic dynamic processes of UC.
L T?T%{’Ef*ﬁ@,i?ﬁﬁﬁ%ﬁ,ﬂ?ﬁ—;gﬁﬁ .
OXZ It is easy to use, the experiment cycle is short, and the
repeatability is good.
s RS 55 N UC S bl il s 228 L AE 4630, A5 Bl
I Josical T AZE UC S5
fmumetogica The model is close to human UC, which is helpful for
methods .
human UC immunology research.
A3 IR B — T S A B S A I A UC R
EPE
S "

Compound method

PR RO

Traditional chinese

medicine model

FEH

Genetic model

It can overcome the shortcomings of single induction method
and more comprehensively simulate the characteristics of

human UC lesions.

AT UC B A B TR b 25253 #8K UC 1R
VIg VIR

It can replicate human UC model, help to develop Chinese
medicine pharmacology, and explore new methods of UC
treatment.

BERAF MBS UC BB 1 58 By IR X B /s I 1A
) BH 50 i e R o L)

It can better simulate the human UC model, identify
susceptible genes, reveal the etiology, and elucidate the
genetic pathogenesis of the disease.

human UC, and is not suitable for the study of immune

mechanisms.

AN SRR I T 5 1 R e Sl B T i
Small doses lead to short duration of inflammation and easy self-
healing; large doses lead to high animal mortality.

AR EREI VL, 5 A, 8 P
Short duration of lesions, easy healing, lack of chronic

processes.

SER R R BOR S R AIT
Long experiment cycle, high technical requirements and low

success rate.

BRARBEBA I

Cumbersome operation and few applications.

WU A 5 me DR R ol | 1ot FH 40
The mechanism is more complex, the influencing factors are

difficult to control, and few applications

PRVEE 2%  BOREOR S W
Complex operation, high technical requirements and few

applications.
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