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Application of Low FODMAP Diet Combined Mesalazine in the Treatment of Patients with Ulcerative Colitis. Zhang Xiaoyan,Shu Long,
Wang Weiguang ,et al. Department of Nutrition and Gastroenterology ,Zhejiang Hospital, Zhejiang 310013, China

Abstract Objective To explore the effect of low FODMAP diet combined with mesalazine on patients with mild to moderate ulcer-
ative colitis( UC) , and to provide basis for dietary intervention for this disease. Methods Patients with mild to moderately active UC who
were treated in the Department of Gastroenterology of Zhejiang Hospital from October 2018 to February 2020 were selected as the research
subjects. They were divided into experimental group (low FODMAP diet + mesalazine oral) and control group (ordinary diet + mesalazine
oral) according to the random number table method. Patients in both groups were treated clinically for six weeks and followed up for six
weeks. The symptoms and treatment effects of UC patients were observed every week. Results During the clinical intervention, the defe-

cation frequency, mayo score, and inflammation indexes of the experimental group were significantly lower than those of the control group,

and the differences were statistically significant (P <0.01). During the follow — up period, the differences between the two groups of pa-

tients gradually decreased, and the differences was not statistically significant (P >0.05). Conclusion

Low FODMAP diet combined

with mesalazine can effectively improve the clinical symptoms of patients with mild to moderate active UC.
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