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Clinical Effect of Berberine in the Treatment of Non — Steroidal Anti — Inflammatory Drugs

Associated Peptic Ulcer Complicated with Helicobacter Pylori Infection
SHI Peng, YAO Jie, FAN Xiaoyun, OU Shan
( Department of Gastroenterology, The Sixth People’s Hospital of Chongging, Chongging, China 400060)
Abstract: Objective To investigate the clinical effect of berberine in the treatment of non - steroidal anti — inflammatory drugs(NSAIDs)
associated peptic ulcer and Helicobacter pylori (HP) infection. Methods Totally 56 HP — positive patients with peptic ulcer admitted
to our hospital from December 2015 to February 2017 were selected, all the patients were treated with NSAIDs for at least 4 weeks,
and the NSAIDs were not stopped during the treatment. All the patients were divided into the control group(n =30) and the observa-
tion group(n =26) by the random number table method. The patients in the control group were given 10 mg Rabeprazole Sodium
Enteric — Coated Tablets, 220 mg Bismuth Potassium Citrate Granules, 1 000 mg Amoxicillin Capsules and 100 mg Furazolidone
Tablets, all drugs were administered twice a day, on this basis, the patients in the observation group were given berberine (300 mg
v5.96.15% ) and the incidence rate of adverse

per time, three times a day). Results The remission rate of symptoms(86.67%

reactions (26. 67% wvs. 11.54% ) were similar between the two groups( P > 0.05), but the eradication rate of HP and the total
effective rate for the treatment of peptic ulcer in the observation group were 100.00% , which were significantly higher than
83.33% and 80.00% in the control group( P < 0.05). Conclusion Berberine combined with bismuth quadri — combination thera-
py can significantly improve the eradication rate of HP and promote the healing of peptic ulcer, its effect is superior to the effect
of bismuth quadri — combination therapy alone.
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