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Effects of Cuttlebone polysaccharide CPS-1 on experimental ulcerative colitis in mice
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[ABSTRACT] Objective: To study the protective effects of cuttlebone polysaccharide CPS-1 on experimental ulcerative colitis
(UC) in mice. Methods: Dextran sodium sulfate (DSS) was used to induce UC in mice and mice treated with SMP+TMP were
taken as control. The protective effects of cuttlebone polysaccharide CPS-1(Chigh and low dose) on experimental UC in mice
were evaluated with clinical symptoms, body weight changes and pathological changes in local intestinal mucous membrane. Cy-
tokines related to endothelial cell proliferation and inflammation were determined in mice serum using ELISA kits. Results:
There was no obvious change in body weight in mice treated with CPS-1 and the mice were well alive. Serum EGF and PDGF in
CPS-1 treated mice were obviously increased compared with those in normal mice, while serum TNF-¢ in CPS-1 treated mice was
significantly lower than that of positive control mice(P<C0. 05). Conclusion: Cuttlebone polysaccharide CPS-1 can obviously in-
crease EGF and PDGF levels in experimental UC mice and accelerate the concrescence and repair of ulcer. Meanwhile.it can also
decrease the expression of TNF-q and relieve inflammation.
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Tab 1 Body mass of mice at different
time points during experiment

(n=6,x%s,m/g)

Body weight

Group - ,
Before experiment  After experiment
Blank 25.2140.56 35.1540. 23
Negative control 25.6240.13* 24.4740.63"
Positive control 24.86+0.37" 30.8440.85"
CPS-1(Low dose) 24.794+0.59" ¢ 23.5740.76" "
CPS-1(High dose) 25.53+0, 224 33.1140. 744

* P<<0.05,** P<C0.01 ws blank group; £P<C0. 05 vs negative

control group
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in mice serum in all groups



30

TR R 2006 4E 1 H L 27 &

(n=6,r%s,08/pg* ml—1)

Group EGF PDGF TNF-«
Blank 141.4+5.42 56.65+6.21 27.23+4.36
Positive control 135.247.38* 64.34+4.91* 43.74+7.26*
Negative control 165.6+3.47* 72.23+5,38* 52.21+5,67*
CPS-1(low dose) 174.84+2.21+* 68.54+£7.15* 34.86+£3.79*
CPS-1(high dose) 178.2+6.33 77.24+3.98 27.34+5.25

* P<C0. 05 ws blank group; 2 P<C0. 05 ws positive control group
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