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Effect of anti-Helicobacter pylori treatment for
non-alcoholic fatty liver disease patients
with Helicobacter pylori infection
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ABSTRACT: Objective To explore effect of anti-Helicobacter Pylori (Hp) treatment for pa-
tients with non-alcoholic fatty liver disease( NAFLD) and Hp infection. Methods A total of 129 pa-
tients confirmed as NAFLD and HP infection were enrolled, among whom 61 patients were assigned to
control group and 68 to original treatment group. The control group was given routine treatment, while
the original treatment group was given anti-Hp therapy based on the control group for 14 days. The
treatment group was given '“C urea breath test after one month post-treatment. After Hp positive pa-
tients removal, 61 Hp eradication patients were as treatment group, and digestive tract symptoms, liv-
er function and blood lipid, and liver fibrosis indicators of treatment group and control group were
compared. Results After treatment, the improvement rate of gastrointestinal symptoms in the treat-
ment group was significantly higher than that in the control group (P <0.01), and the improvement
of liver function, blood lipid and liver fibrosis were significantly better than that of the control group
(P <0.05). The total effective rate in the treatment group was significantly higher than that of the
control group (P <0.05). Conclusion Anti-Hp treatment is beneficial to eliminate gastrointestinal
symptoms of patients with NAFLD and Hp infection, restore liver function, stabilize blood lipid lev-
els, improve liver fibrosis, further repair liver fat lesions, reduce related complications, and improve
prognosis.
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