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ABSTRACT Objective: To investigate the prevalence of virulent genotypes of Helicobacter pylori (H. pylori) and the relationship
between virulence factors and gastric cancer. Methods: H. pylori were cultured from gastric biopsies obtained from 31 patients with
chronic gastritis and 21 with gastric cancer. The virulence genes, cagA, iceAl, vacA s, i and m regions were amplified by using PCR and
the relationship between virulence factors and gastric cancer was analyzed. Results: The prevalence of cagA, vacAsl/il/ml, vacAsl/
il/m2 and iceAl in 52 isolates were 92.3% (48/52), 48.1% (25/52), 48.1% (25/52), 90.4% (47/52), respectively. All the gastric cancer
isolates were cagA (+) vacAsl/il (+), and the positive rates of vacAm1, vacAm?2 and iceAl in group of gastric cancer were 47.6% (10/21),
52.4%(11/21), 95.2%(20/21), respectively. There were no statistically significant differences in the positive rates of all the genotypes
above compared with the positive rates in gastritis isolates (P>0.05). Conclusions: The majority of H. pylori isolated from East China
possess virulent genotypes are cagA, vacAsl/il/ml, vacAs1/il/m2 and iceAl positive. It appeared that the virulence factors of H. pylori
had no significant association with gastric cancer.
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Table 1 The primer pairs for amplifying the iceA I, cagA, vacA

Gene Primer designation Primer sequence5'—3' PCR product size (bp)
CAGAF GATAACAGGCAAGCTTTTGAGG 349
cagA CAGAR CTGCAAAAGATTGTTTGGCAGA
iceAlF GTGTTTTTAACCAAAGTATC 247
iceAl iceAl R CTATAGCCASTYTCTTTGCA
VAI-F ATGGAAATACAACAAACAC 259(s1)
vacA s1/s2 VAI-R CTGCTTGAATGCGCCAAAC 286(s2)
vacA i1/i2 VacF1 GTTGGGATTGGGGGAATGCC
CIR TTAATTTAACGCTGTTTGAA 410(i1)
C2R GATCAACGCTCTGATTTGA 410(12)
vacAm1/m2 VAG-F CAATCTGTCCAATCAAGCGA 570(ml)
VAG-R CAATCTGTCCAATCAAGCGA 645(m2)

Note: S=C/G, Y=C/T

2

Table 2 The number of strains with different genotypes in different diseases

Number of isolates

Genotype Total (n=52)
Gastritis (n=31) Gastric cancer (n=21)

cagA(+)
iceAl(+)vacAsl/il/ml 13 10 23
iceAl(+)vacAsl/il/m2 11 10 21
iceAl(+)vacAsl/i2/m2 1 0 1
iceAl(-)vacAsl/il/m2 2 1 3

cagA(-)
iceAl(+)vacAsl/il/m2 1 0 1
iceAl(+)vacAs2/i2/m2 1 0 1

iceAl(-)vacAsl/il/ml 2 0 2
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Fig.1 The result of amplifying cagA
2-11  cagA 349p 1  100bp Marker.
Note: 2-11 reveal cagA positive (349bp); 1 reveals Marker of 100bp.
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Fig.2 The result of amplifying iceAl
2-8.10.11  iceAl 247bp 9  iceAl 1 250bp
Marker.
Note: 2-8,10,11, reveal iceAl positive (247bp); 9 reveals iceA I negative;1
reveals Marker of 250bp
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3 vacA

Fig.3 The result of amplifying vacA

a  vacAs 2-11 sl 259bp b  vacAi
2-11 il 410bp ¢ vacAm 2.3.89
vacAm1 570bp 4-7.10.11 vacAm2  645bp 1 100bp

Marker
Note: a shows the result of amplifying vacAs: 2-11 are vacAsl positive (259
bp); b shows the result of amplifying vacAi: 2-11 are vacAil positive (410
bp); ¢ shows the result of amplifying vacAm: 2, 3, 8, 9 are vacAm1 positive
(570bp),4-7,10, 11 are vacAm2 negative (645 bp), | reveals Marker of 100 bp
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