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ABSTRACT

Objectives : Ulcerative colitis (UC) is an inflammatory bowel disease, which is one of chronic gastrointestinal
disorders, Orostachys japonicus (OJ) has been used as a traditional medicine for various diseases including
gastric cancer, gastric ulcers and intoxication, However, the regulatory effect of OJ on intestinal inflammation
has not been fully understood, yet, The aim of this study was to investigate the effect of OJ on dextran
sulfate sodium (DSS)—induced colitis in mice.

Methods : To ascertain the pharmacological effects of OJ, the colitis mice were induced by drinking water
containing 5% DSS for 7 days. Mice were randomized into groups receiving OJ (100 mg/kg), sulfasalazine (150
mg/kg) as a positive control, or water as a negative control, We evaluated the effects of OJ on DSS—induced
the clinical signs, measuring weight loss and colon length, In addition, the inhibitory effect of OJ on the tumor
necrosis factora (TNF—a) level was determined by enzyme—linked immunosorbent assay in colitis tissue.

Results : The results indicated that mice treated with DSS showed remarkable clinical signs, including weight
loss, and reduced colon length, However, treatment with OJ significantly improved the weight loss and DAI as
clinical symptoms, Moreover, OJ reduced the TNF—a levels in DSS—treated colon tissues,

Conclusions . Collectively, the findings of this study provide us with novel insights into the pharmacological
actions of OJ as a potential medicine for use in the treatment of ulcerative colitis,
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Fig. 1. Effect of OJ on DSS—induced the body weight loss in
mice. Experimental coliis in mice (n = 6/ group) was induced by
a 5% DSS dissolved in the drinking water for 7days. OJ (100
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 (*o € 0.05 vs. control,
p € 0.05 vs. DSS alone).
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Fig. 2. Effect of OJ 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. OJ was administered
orally at doses of 100 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 *=SD. from triplicate
experiments ("o ¢ 0.05 vs. control, p { 0.05 vs. DSS alone).
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Fig. 3. Effect of OJ 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 ( o <
0.05 vs. control, "p { 0.05 vs. DSS alone).
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Fig. 4. Effect of OJ on the TNF—a levels in DSS—induced colitis.
Experimental colitis was induced by 5% DSS drinking water for
seven days in mice. OJ (100 mg/kg) was administered orally
once a day for seven days prior to 5% DSS supplementation.
SFZ (150 mg/kg) was used as a positive control. At the end of
the experiment, the colon tissues were excised and homogenized.
The levels of TNF—a were quantified by ELISA. Al data are
expressed as the means =+ *S_D_ of three independent
experiments (*o ¢ 0.05 vs. control, p { 0.05 vs. DSS alone).
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