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Effect of eradication of Helicobacter pylori with quadruple therapy on posthepatitic cir-

rhosis accompanied with peptic ulcer
MO Mei, PENG Gui-yong (Na 3 pepolé s Hospital of Chongqing citys Chongging 400014 China)

Abstract: Objective To explore the clinical characteristics of posthepatitic cirrhosis accompanied with peptic
ulcer (called as hepatogenic ulcer, HU) and the effect of quadruple therapy in this event. Methods A iotal of 105
cases of PU were subjected in this study, and 126 patients with simple peptic ulcer (PU) served as control. Endosco-
py was carried out to observe the peptic ulcer; bleeding, and healing after treatment. Urease testing was employed to
detect Helicobader pylori (Hp) in gastric mucosa. All patients were followved up for 2 years. Results Most cases of
PU were confimed to have duodenal ulcer. The positive rate of Hp was 72. 4% in HU gioup before treatment. Ulcer
healing rates of quadruple therapy were 65. 7% and 88. 5 % respectively in HU group and PU group. During the fol-
low-up, the rates of recurrence and rebleeding were 68. 4% and 30.2% in HU group, and 48. 9% and 16.6% in
PU gwup, with very significant difference betwveen them (P<0.01). HP eradication raised the rate of ulcer healing
and reduced the rates of recurrence and rebleeding significantly in PU group. Conclusion Posthepatitic cirthosis
concurrent with peptic ulcer is refractory and easy to hemorthage due to portal hypertension. Administration of prop-
ramolol with goal of Hp eradication suggests to be helpful in the treatment of this disease.
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