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Clinical effect of Olsalazine combined with Meichang’ an in treating ulcerative colitis

LU Yuan, LEI Xiao-wei

( Department of Gastrogenterology , People’ s Hospital in Bazhou,Kuerle Xinjiang 841000, China)

Abstract ; Objective To observe the clinical efficacy of Olsalazine combined with Meichang’ an in the treatment of ulcerative colitis.

Methods

Totally 132 patients with moderate and severe ulcerative colitis were divided into treatment group (n =72) and control group (n

=60) randomly. The patients in control group were given Olsalazine 1.0 g p. o. t. i. d while the patients in treatment group were given

Meichang’ an (live combined bacillus subtilis and enterococcus faecium enteric-coated capsules)2 capsules p. o. t. i. d. The treatment lasted

for 12 weeks and the clinical effects of the two groups were observed and compared. Colonoscopy was performed after the treatment to review

the clinical efficacy. Results The improvement rate and total effective rate were better in treatment group than those in control group (52.

8% vs.31.7% and 90.3% vs.73.3% ,P <0.05). Conclusion Olsalazine combined with Meichang’ an is better than Olsalazine alone in

the treatment of ulcerative colitis.
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