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Abstract

AIM: To investigate the distribution of
Helicobacter pylori and metaplastic lesions as well
as their correlations in gastric mucosa.

METHODS: Whole-mucosal step sectioning
were performed using 10 surgically resected
stomach specimens (5 cases of gastric or duode-
nal ulcers, 5 of gastric carcinoma) that histologi-
cally showed H pylori infection. Serial paraffin
sections were prepared and stained as follows: (1)
hematoxylin and eosin staining; (2) immunohis-
tochemical staining for H pylori, and (3) immu-
nohistochemical and alcian blue (AB) double-
staining for human gastric mucin (M1). After
each section was histologically evaluated, the
positively stained areas were plotted on photo-
graphic copies showing the stomach specimens.

RESULTS: The staining properties were as fol-
lows: (1)H pylori*; (2) complete intestinal meta-
plasia (IM); (3) incomplete intestinal metaplasia,
and (4) pseudopyloric gland metaplasia (PM)
and mucous neck cells. The 10 stomach speci-
mens were then classified into three types: In
type I (H pylori'IM'PM"), the distributions of H
pylori and the metaplastic changes, especially

PM, overlapped. In types I (H pylori'IMPM)
and TI(H pylori'IMPM’), the distributions of H
pylori and the metaplastic changes, especially
IM, did not overlap. In 4 out of 5 type I cases, H
pylori was observed in the areas of incomplete
IM epithelia. Typelland IIl cases generally
showed higher degrees of mucosal inflammation
and atrophy of proper glands than type [ cases.
Four out of 5 type [l and Il cases were associated
with carcinoma, whereas only 1 type [ case was
associated with carcinoma. The other cases were
associated with ulcer lesions.

CONCLUSION: In conclusion, areas of PM
with mild IM may include areas of H pylori
infection, as observed in type [ stomach speci-
mens, which may associated with the induc-
tion of ulcers. On the other hand, areas of
marked IM associated with severe inflamma-
tion, as observed in type II and Ill specimens,
do not contain areas of H pylori infection,
which may increase the risk of carcinogenesis.
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