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Abstract: Objective To investigate the relationship between Helicobacter pylori( H. pylori) and ulcerative colitis( UC)
Methods A total of 58 patients with primary type UC who visited the department of digestive diseases in Henan Province
People’s Hospital between September 2014 and September 2016 were selected as case group in strict accordance with the
inclusion and exclusion criteria of cases and controls,and 80 patients of the same period with digestive tract symptoms but
without organic lesions or normal colonic presentation by colonoscopy were selected as control group. * C-urea breath test
was performed to determine H. pylori infection. Age, sex, body mass index( BMI) , years of education, smoking history and
status of H. pylori infection were compared between two groups. Multivariate Logistic regression analysis was performed to
analyze the influencing factors in UC. The H. pylori infection rates of different extent lesions and different degree lesions in
UC were compared. Results There were statistical differences in age,smoking history and status of H. pylori infection be-
tween two groups (P <0.05,P <0.01). Logistic regression analysis showed that there were no associations of age and
smoking history with UC,but H. pylori infection was negatively correlated with UC( OR =0. 350,95% CI =0.166 —0.735,
P =0.006). The H. pylori infection rates in patients with mild, moderate and severe UC were 37. 50% ,31. 58% , and
26.67% respectively ,namely, H. pylori infection rates decreased with the aggravation of degree of UC lesions,but no signif-
icant difference was found in them (P >0.05). The H. pylori infection rates in UC of the rectum, the left colon and the
whole colon were 37.50% ,31.82% and 30.00% respectively,namely, H. pylori infection rates decreased with the increase
of scope of UC lesions,but no significant difference was found in them( P >0.05). Conclusions H. pylori infection rate

was negatively correlated with occurrence of UC. H. pylori infection may be a protective factor for occurrence of UC,but its
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concrete mechanism needs to be further studied.
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