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Relationship between Helicobacter pylori infection and upper gastrointestinal
hemorrhage induced by anti-platelet therapy in patients with coronary
heart disease

WANG Qi-ping
(Department of Cardiology.People’s Hospital of Changxing County,Changxing 313100,China)

Abstract ; [ Objective ] To investigate the correlation of Helicobacter pylori (Hp) infection with upper

gastrointestinal hemorrhage after anti-platelet therapy in patients with coronary heart disease (CHD) ,and
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the effect of eradicating Hp therapy for treating upper gastrointestinal hemorrhage. [ Methods] One hun-
dred and twenty cases of Hp positive CHD patients and 30 cases of Hp negative CHD patients who under-
went anti-platelet therapy were enrolled in this study. The Hp positive patients were randomly divided into
observation group and control group with 60 cases in each group. The observation group was given eradica-
ting Hp therapy,and the therapeutic effects were observed after 4 weeks. All patients were followed up for
1 year,and the incidence of upper gastrointestinal hemorrhage events was observed and the difference a-
mong the groups was compared. [ Results ] The incidence of upper gastrointestinal hemorrhage in the control
group was 11.67% (7/60),which was higher than 1. 67% (1/60) in observation group and 0 in Hp nega-
tive group, respectively,and the difference had statistical significance (P <Z0. 05). After 4 weeks of eradica-
ting Hp therapy in observation group,there were 5% (3/60) patients remaining Hp positive,including 1
cases of upper gastrointestinal hemorrhage; and 95% (57/60) patients turned Hp negative,and no upper
gastrointestinal hemorrhage occurred. The difference was statistically significant (P <C0. 05). [ Conclusion ]

Hp infection can increase the risk of upper gastrointestinal hemorrhage in CHD patients with anti-platelet

therapy,and eradicating Hp therapy can reduce this risk.
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