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Abstract Objective To analyze the distributions of virulence genes cagA and VacA from helicobacter pylori (Hp) and to study the
relationship between virulence genotype and gene mutation associated with clarithromycin resistance. Methods A total of 216 Hp were i-
solated from gastric mucosal tissue in patients with upper gastrointestinal symptoms. The cag A and VacA genotypes were detected and an-
alyzed by polymerase chain reaction (PCR). The mutations at positions 2142 and 2143 of clarithromycin resistance gene (23S rRNA)
were detected by PCR and Sanger sequencing. Results The positive rate of CagA gene was 99.54% (215/216), of which CagA - D was
95.83% (207/216) and CagA — C was 3.70% (8/216). The positive rate of VacA gene was 97.22% (210/216), and the sl, s2,
ml, and m2 subtypes were 97.22% (210/216), 0, 35.19% (76/216) and 60.65% (131/216) , respectively. In this study, CagA —
D and VacAslm2 were dominant genotypes in Taizhou region. Additionally, there were 93 Hp strians which were not mutated in 2142 and
2143 gene loci of 23S rRNA. There were 123 Hp mutants, of which 4 strains were A2142G mutations and 119 strains were A2143G muta-
tions. There were no relationship between virulence genotype and 2142 and 2143 gene loci of 23S rRNA mutation types (P >0.05). Con-
clusion Taizhou is a region with high Hp toxicity and is mainly in CagA — D and VacAslm2. The distribution of the Hp toxicity is not
closely related to the clarithromycin — resistance gene mutation.
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VacAsl 210 97.22
VacAml 76 35.19
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