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Abstract
AIM: To determine the correlation between iceA
genotypes of H pylori and gastric mucosal lesion.

METHODS: H pylori strains were isolated from
552 patients with chronic gastritis. The iceA
gene was amplified using PCR. The correlation
between iceA genotypes and gastric mucosal le-
sion was analyzed.

RESULTS: Single iceAl detected was 67.21%,
single iceA2 detected was 21.74%, double infec-
tion of iceA1 and iceA2 detected was 7.61%, and
iceAl and iceA2 absent was 3.44%. There was
significant difference between the positive rate
of iceAl and that of other genotypes, the posi-
tive rate of iceAl was higher in severe inflamma-

tory cases than in moderate inflammatory cases
(83.1% vs 10.8%, 85.5% vs 10.5%, 75.6% vs 13.0%,
75.6% vs 13.0%, all P < 0.05). The positive rate
of iceAl in gland analosis, intestinal metaplasia
was higher than that of other groups (P < 0.05).
The iceAl in gastric mucosal lesion was signifi-
cantly different from those uninfected (P < 0.05).

CONCLUSION: The iceAl is the dominant gen-
otype of H pylori in He'nan Province, China. The
positive rate of iceAl increases as inflammation
degree becomes severe. The positive of iceAl
has close relationship with hyperphlogosis,
especially in gland analosis and intestinal meta-
plasia.
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