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Effect of compound red wine solid beverage against ulcerative colitis
SONG Guang-ming, XIE Wen-li, JIN Xin, YAN Ren-yi, ZHENG Yan-chao, LI He-yu, YU Hong-jian (Section of

Biological Products, Center for Drug Evaluation, National Medical Products Administration, Beijing 100022, China)

Abstract: [Objective] To study the preventive effect and mechanism of compound red wine solid beverage (CRWSB) on dextran
sulphate sodium (DSS) induced ulcerative colitis. [ Methods] The mice were randomly divided into control group, model group, positive
drug group (olsalazine, 0.5 g/kg), low dose group (CRWSB, 2.5 g/kg) and high dose group (CRWSB, 5 g/kg). Ulcerative colitis model in
mice was induced by 2.5% DSS. Continuous gavage was given to the mice for 7 days. Body weight was recorded. And the symptoms of
colitis were observed. After 7 days of medication, mice were killed, and the colon was intercepted and the length of colon was measured.
Part of the colon was kept in paraformaldehyde. The serum content of TNF—a and IL-10 was determined. [Results] In the CRWSB
group, the symptoms of acute colitis were alleviated, weight loss was inhibited, and the degree of colonic atrophy was significantly
improved. The serum TNF-a concentration in the CRWSB group was decreased, while the serum IL-10 concentration was significantly
increased. CRWSB also inhibited COX-2 expression in colonic epithelial cells. [Conclusion] CRWSB has obvious preventive effect
on ulcerative colitis, and its mechanism may be related to regulating the level of cytokines in vivo and inhibiting inflammatory reaction.
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