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Correlative analysis of Helicobacter pylori virulence and gastroduodenal diseases
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Abstract: Objective To investigate the relationship between gastroduodenal diseases and Helicobacter
pylori (H. pylori) virulence infected by outpatient patients and showed the role of H. pylori in pathogenesis of
gastroduodenal diseases in Liuzhou. Methods From June 2014 to May 2015 a total of 125 outpatient patients
infected with H. pylori proven by *C-UBT at our hospital and then diagnosed with chronic gastritis or peptic
ulcer by gastroscopy were enrolled in this study. The vein blood was drawn and H. pylori virulence cytotoxin
associated protein (CagA), vacculating cytotoxin A (VacA), urease (Ure), heat shock protein (Hsp60) IgG
were checked by protein combined array chip method. Gastric mucosal tissues were clamped for silver staining
and pathological examination for H. pylori.  Results The majority of 125 patients were young and middle
aged patients, accounting for 48. 00% and 45. 60% respectively. All of them were found with H. pylori associ-
ated virulence IgG antibodies. Among them., the positive rates of CagA, VacA, CagA" /VacA™, Hsp60, Ure
were 92.80% ., 20.00%, 19.20%, 27.20% and 96.80%. The positive rates of CagA in chronic gastritis, gas-
troduodenal ulcer and complex ulcer were higher than that in gastric ulcer. In all the lesions, 86. 40% (108/
125) of them were peptic ulcer. A total of 123 patients finished pathologic examination. The percentages of
mild-, moderate- and severe-mucosal inflammation were 17. 90% (22/123), 75.61%(93/123) and 6. 50% (8/
123) ,respectively. The percent of patients with H. pylori-positive staining was 81. 30% (100/123), the stai-
ning-positive indicated from (+) to (+++). Conclusion Gastroduodenal diseases associated with H. pylori

is common in young and middle aged people in Guangxi Liuzhou, with low infection with Hsp60 and VacA pos-
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itive strains. Mainly patients with H. pylori developed into peptic ulcer; and the gastric mucosal inflammation

was moderate.

Key words:

4 [ T2 FT B (Helicobacter pylori, H. pylori) 55|
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