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The improving effect of Zizyphus jujube on dextran sulfate sodium—induced colitis in
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ABSTRACT

Objectives : Zizyphus jujube (ZJ) has been used as a traditional medicine for various diseases. However, the
inhibitory effect of ZJ on intestinal inflammation has not been fully understood, yet. The aim of this study is
to investigate anti—colitis activity of ZJ in dextran sulfate sodium (DSS)—induced colitis mouse model,

Methods : To investigate the protective effects of ZJ,the colitis mice were induced by drinking water containing
5% DSS for 7 days. Mice were randomized into groups receiving ZJ (500 mg/kg), sulfasalazine (SFZ) (150
mg/kg) as a positive control, or water as a negative control, We assayed the effects of ZJ on DSS—induced the
clinical signs, measuring weight loss, colon length and disease activity index (DAI). Additionally, to find a
possible explanation for the anti—inflammatory effects of ZJ, we evaluated the effects of ZJ on the production
of prostaglandin E; (PGE2) and expression of cyclooxygenase (COX)—2 in colitis tissue,

Results :

loss, and reduced colon length, However, administration of ZJ significantly reduced the weight loss, shortens

The results showed that mice treated with DSS showed considerable clinical signs, including weight

colon length, and improved DAI as clinical symptoms, Moreover, ZJ inhibited the PGEs production and COX-2
expression levels in DSS—treated colon tissues,

Conclusions : Collectively, the findings of this study provide us with novel insights into the pharmacological
actions of ZJ as a potential molecule for use in the treatment of intestinal inflammation including ulcerative

colitis,
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Table 1. Disease activity index

Score Weight loss (%) Diarrhea Rectal bleeding
0 None None Normal
1 1-5
2 5-10
Mild Occult
3 11-15
4 15-20
5 »20 Severe watery Gross bleeding
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Fig. 1. Effect of ZJ on DSS—induced the body weight loss in
mice. Experimental colitis in mice(n =6 / group) was induced by a
5% DSS dissolved in the drinking water for 7days. ZJ (500
mg/kg) was administered once a day for 7 days prior 5% DSS
supplement. SFZ (150 mg/kg) was used as a positive control.
Body weight of mice was measured. Data were represented in
the mean = S.D. from triplicate experiments (#p<0.05 vs. control,
"p{0.05 vs, DSS alone).
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Fig. 2. Effect of ZJ on DSS—induced the DAl increase in mice.
DAl was calculated as described in Materials and Methods. SFZ
(150 mg/kg) was used as a positive control. Data were
represented in the mean + S.D. from triplicate experiments ( foX4
0.05 vs. control, ©¢0.05 vs. DSS alone).
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Fig. 3. Effect of ZJ on DSS—induced the colon length shortening
in mice. (A) Experimental colitis in mice was induced by 5% DSS
dissolved in the drinking water for 7 days. ZJ was administered
orally at doses of 500 mg/kg once a day for 7 days prior to 5%
DSS supplement. The colons were removed at day 7 after DSS
treatment, and the colon lengths were measured. (B) Relative colon
lengths were represented. SFZ (150 mg/kg) was used as a positive
control. Data were represented in_the mean + S.D. from triplicate
experiments (*0¢0.05 vs. control, p<0.05 vs. DSS alone).
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Fig. 4. Effect of ZJ on the level of COX—2 and PGE: in
DSS—induced mouse colitis tissue. Experimental colitis in mice was
induced by a 5% DSS dissolved in the drinking water for 7 days.
ZJ was orally administered at doses of 500 mg/kg once a day for
7 days prior to 5% DSS supplement. At the end of experiment,
colitis tissues were obtained from mouse and immediately lysed.
(A) The expressions of COX—2 were determined by western blot.
(B) The levels of PGE. in colitis tissue were evaluated by PGE:
ELISA Kit. Data were represented in the mean £ S.D. from triplicate
experiments (*p¢0.05 vs. control, p<0.05 vs. DSS alone).
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