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Abstract

AIM: To detect Runx3 protein expression and
Helicobacter pylori (H.pylori) infection in different
pathological types of gastric polyps and gastric
cancer, and to investigate their association with the
development of gastric polyps and gastric cancer.

METHODS: The expression of Runx3 protein
was detected by immunohistochemistry in
specimens of inflammatory gastric polyps (n =
25), hyperplastic gastric polyps (n = 25), adeno-
matous polyposis (n = 25) and gastric cancer (n
= 30). H.pylori infection was evaluated by hema-
toxylin and eosin (HE) staining, toluidine blue
staining and Warthin-Starry (W-5) silver staining.
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RESULTS: The positive rate of Runx3 protein ex-
pression in gastric cancer was significantly lower
than those in normal gastric mucosa, inflam-
matory gastric polyps, and hyperplastic gastric
polyps (x° = 8.967, 5.632 and 4.289, respectively;
all P < 0.05). The positive rate of Runx3 protein
expression in adenomatous polyposis was signifi-
cantly lower than those in normal gastric mucosa,
inflammatory gastric polyps, and hyperplastic
gastric polyps (all P < 0.05). Although the positive
rate of Runx3 protein expression in gastric cancer
was lower than that in adenomatous polyposis,
the difference was not statistically significant. Sig-
nificant difference was noted in the rate of H.pylori
infection between normal gastric mucosa and
gastric cancer (P < 0.05). A negative association
was noted between the rate of H.pylori infection
and Runx3 protein expression in gastric polyps
and gastric cancer.

CONCLUSION: Reduced Runx3 protein expres-
sion and H.pylori infection may play a synergis-
tic role in the development of gastric cancer.
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