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Clinical observation on helicobacter pylori infection in type 2 diabetes mellitus

ZHU Zonghua ,CHEN Ling.
( Shanghai Dongnan Hospital ,Shanghai 200023 , China )

Abstract: Objective To investigate the correlation between the infection of helicobacter pylon ( HP) in
type 2 diabetes mellitus. Methods 100 cases of healthy people were randomly selected in the examination
center of our hospital from August 2014 to September 2015 for health examination group. 100 cases of type 2
diabetic patients were selected in department of internal medicine clinicaccording todiagnostic criteria of A-
merican Diabetes Association of 1999 for type 2 diabetic patient group. These people were supervised with
their Hp* infection rate by " C urea breathing test,and then conducted with anti-Hp quadruple therapy for 10
days. The " C urea breath test were conducted again for six weeks after stopping the medicine. Following up
for 6 months the inflection rate of HP,the radical cure rate of anti-HP and the recurrence rate of HP after a
radical cure were compared, between two groups. The Hp-positive patients in type 2 diabetic patient group
separated into two subgroups that were Hp eradication success without recurrence and Hp eradication fail.
The glycosylated hemoglobin of two subgroups were supervised before and after HP eradication. Results For
health examination group,Hp infection rate was 47. 0% , eradication rate 85. 1% ,recurrence rate 7. 5% . For
type 2 diabetic patient group Hp infection rate was 61. 0% ,eradication rate 67.2% ,and recurrence rate 12.
2% . Comparative differences of infection rate and eradication rate between two groups hasstatistical signifi-
cance. The recurrence rate between two groups has no statistical differences. There is no remarkable differ-
ence between the glycosylated hemoglobin before and after Hp eradication treatment for the diabetic patient
that didnt eradicate HP,while the diabetic patients who has eradicate Hp without recurrence have significant-
ly different glycosylated hemoglobin before and after the treatment. Conclusion For type 2 diabetic patients,
the Hp infection rate is higher,and the eradication rate is lower. Its helpful to control theglycosylated hemo-
globin after the eradication of Hp. Helicobacter pylori infection and type 2 diabetes mellitus have correlation.
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