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Efficiency analysis of probiotics combined with
sequential therapy in treating children with
Helicobacter pylori infection
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ABSTRACT: Objective To investigate the efficacy and adverse reactions of bifidobacterium
triple viable powder and saccharomyces boulardii sachets combined with sequential therapy in the
treatment of children with helicobacter pylori (Hp) infection. Methods Totally 125 children with
Hp infection were treated with sequential therapy for 10 days ( omeprazole plus amoxicillin clavulanate
for 5 days, omeprazole plus clarithromycin and metronidazole for 5 days), and then they were ran-
domly divided into group A (nr =45, without probiotics) , group B (n =42, combined with bifidobac-
terium triple viable powder) and group C (n =38, combined with saccharomyces boulardii sachets).
Eradication rate of Hp infecntion and adverse reactions were compared among three groups. Results
Four weeks after treatment, the eradication rates of Hp infection in group A, B and C were 64.44% ,
88.10% and 84.21% respectively. The eradication rates of Hp infection in group B and C were sig-
nificantly higher than group A (P <0.05). The incidence rates of adverse reactions in group A, B
and C were 31.11% , 11.90% and 10.53% respectively. The incidence rates of adverse reactions in
group B and C were significantly lower than group A (P <0.05). Conclusion Bifidobacterium tri-
ple viable powder or saccharomyces boulardii sachets combined with sequential therapy can improve
the eradication rate of Hp infection in children and reduce incidence rate of adverse reactions.
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