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Study on the types and clinical value of virulence genes of Helicobacter pylori from
different digestive diseases patients
LIU Lina ,CHEN Qingming
(Department of Clinical Laboratory ,People’s Hospital of Wuwei City ,Wuwei sGansu 733000, China)

Abstract: Objective To investigate the clinical value and pathogenic mechanism of virulence genes of Helicobacter pylori from
different sources of digestive diseases patients. Methods From January 2015 to July 2016,628 cases of gastric biopsy samples were
collected from gastroscopy room of People’s Hospital of Wuwei City, through separating and culturing of Helicobacter pylori,detec-
ting of viral virulence genes,to explore the relationship between Helicobacter pylori and chronic atrophic gastritis CAG) , chronic
superficial gastritis(CSG) , peptic ulcer(PUD). Results Among the 628 gastric biopsy specimens, 214 cases of Helicobacter pylori
were successfully isolated,and 172 strains were serected to extracting DNA , which contained various virulence genes of cagA,vacA,
dupA,iceA,oipA and luxS. VacA sIlml was a risk factor for CSG, VacA sIm2 and iceAl + /iceA2 + increased the incidence of
PUD,DupA + increased the risk of duodenal ulcer. Conclusion Different digestive diseases and Hp infection were related closely,
dupA was considered as Hp induced duodenal ulcer marker gene,vacA slm2 and iceAl-+ /iceA2+ increased the risk of PUD.
virulence genes
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cagA R TTG TTG CCG CTT TTG CTC TC 400
F AAT ACA CCA ACG CCT CCA AG

vacA sl R CTG CTT GAA TGC GCC AAA C 258
F ATG GAA ATA CAA CAA ACA CAC

vacA s2 R CTG CTT GAA TGC GCC AAA C 286
F ATG GAA ATA CAA CAA ACA CAC

vacA ml R GCG TCA AAA TAA TTC CAA GG 567
F CAA TCT GTC CAA TCA AGC GAG

vacA m2 R GCG TCA AAA TAA TTC CAA GG 642
F CAA TCT GTC CAA TCA AGC GAG
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