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Analysis of cagA™ Helicobacter pylori infection and expression level of COX-2 in gastric tumor tissue
Qi Hongxia',Li Xiaohong® ,Yuan Ya*

(1. Department of Gastroenterology » Shibei Hospital , Shanghai 200432, China;2. Department of Gastroenterology » Putuo
People's Hospital , Shanghai ;200060 ,China; 3. Department of Pathology s Putuo People’s Hospital s Shanghai s200060 , China)
Abstract; Objective To observe the cyclooxygenase-2(COX-2) expression of gastric tumor tissue,and to study the relationship

between cagA" Helicobacter pyloriCHp cagA™ ) infection and COX-2. Methods 42 specimens of gastric cancer tissue (including
gastric carcinoma, paracancerous hyperplastic tissue and paracancerous normal gastric mucosa) in our hospitals from January 2010
to August 2011 were collected and detected the Hp cagA expression by PCR. Results The COX-2 protein positive rate in the gas-
tric tcancer tissue was significantly higher than that in the paracancerous hyperplastic tissue and normal gastric mucosa(P<C0. 01).
Among 42 cases of gastric cancer specimens, Hp cagA™ was in 25 cases, Hp cagA~ was in 17 cases. The COX-2 protein positive
rate was 88. 0% (22/25) in the Hp cagA™" group and 35.3% (6/17) in the Hp cagA~ group. The COX-2 protein positive rate in the
Hp cagA™ gastric tissue was significantly higher than that in the Hp cagA~ gastric tissue(P<C0. 01). Conclusion Abnormal ex-

pression of COX-2 exists in gastric tcancer tissue,cagA " Helicobacter pylori infection may promote the occurrence and development

of gastric cancer by regulating the expression level of COX-2.

Key words: stomach neoplasms;nelicobacter;cyclooxygenase-2;cagA
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