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Correlation analysis and mechanism of IL-1RN gene polymorphism and peptic ulcer

WEI Xiao—juan, GUO Yan, GAO Qi

(Department of Gastroenterology, Xinxiang Central Hospital, Xinxiang 453000, China)

Abstract Objective: To investigate the relationship between interleukin —1 receptor antagonist (IL-1RN) gene polymorphism and peptic
ulcer. Methods: A total of 180 cases of peptic ulcer in our hospital from January 2016 to January 2018 were selected, including 91 cases of
duodenal ulcers (duodenal ulcer group), 89 cases of gastric ulcer (gastric ulcer group), and 270 healthy volunteers as control group.
Polymerase chain reaction restriction fragment length polymorphism was used to examine the polymorphism of IL-1RN gene, and rapid
urease was used to detect Helicobacter pylori infection. Results:The proportion of IL-1RN genotype 1/2+2/2 and the ratio of allele 2 in the
duodenal ulcer group were 50.55% and 29.67%, respectively,which were significantly higher than those in the gastric ulcer group and the
control group (P<0.05); The proportion of IL-1RN genotype 1/2+2/2 and the 2 allele ratio of the Helicobacter pylori positive in the duodenal
ulcer group were 50.15% and 29.38%, which were significantly higher than those in the gastric ulcer group and the control group (P < 0.05);
The proportion of IL-1RN genotype 1/2+2/2 and allele 2 ratio of Helicobacter pylori negative patients in gastric ulcer group were 62.50%
and 37.50%, which were significantly higher than those of control group (P< 0.05); The proportion of allele 2 in Helicobacter pylori negative
duodenal ulcer was 31.82%, which was significantly higher than that in the control group(P < 0.05);There was no significant difference in the
cure rates of IL-1RN genotypes between the duodenal ulcer group and the gastric ulcer group(P>0.05). Conclusion:The polymorphism of
IL-1RN gene may be related to the incidence of duodenal ulcer, and is worth further study
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Tab 3 Comparison of genotype distribution of Hp positive groups [1( % )]
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P <0.05 <0.05
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Tab 5 Comparison of cure rates of different IL—-1RN genotypes in

duodenal ulcer group
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Tab 6 Comparison of cure rates of different IL-1RN genotypes in

gastric ulcer group
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