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Relationship between hTERT expression in human gastric carcinoma and its precancer-

ous lesions and Helicobacter pylori infection

WANG Guo-an, LIU Hai-feng, FANG Dian-chun (Gastwentemlogy Research Center, Soutlwest Hospitab Third Military Medical Universi-
ty» Chongging 400038 China)

Abstract: Objective To study the expression of hTERT in human gastric carcinoma and its precancerous le-
sions and to explore the relationship between HTERT expression and Helicobacter pylori (Hp) infection. Methods
hTERT expression was detected by immunohistochemical method. Hp was detected by rapid urease test and Warthin-
Stany silver staining. Results The expression level of hTERT in human gastric carcinoma (78.95%) was signifi-
cantly higher than that in gastric dysplasia (64.29%), in intestinal metaplasia (46. 67%), and in atrophic gastitis
(25.00%, P<<0.05). The positive rate of hTERT protein in patients with Hp infection (77. 42%4) was significant
higher than that in patients without Hp infection (33. 33%, P<Z0.01). Conclusion The results suggest that the
activity of telomerase may play an important role in the genesis and progression of gastric carcinoma. Hp infection may
be one of the mechanisms in the telomerase activation in the epithelial cells in gastric mucosa.
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