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Expression of nonsteroidal anti-inflammatory drug-activated gene-1 in human gastric cancer tissue and its significance
Nin Sheng feng' Lan Bin® , Zhang Jun® , Zeng Zhifeng' ,Ding Jie®

(1. Department o f General Surgery, The Xinyu City People's Hospital of Jiangxi Province , Xinyu,Jiangxi 338000 ,China;
2. Department of Gastrointestinal Surgery ,First Af filiated Hospital of Fu jian Medical University , Fuzhou, Fujian 350005, China;

3. Department o f Medical Lab, The xinyu City People's Hospital of Jiangzi Province , Xinyu, Jiangzi 338000 ,China)

Abstract : Objective To study the expression of nonsteroidal anti - inflammatory drug - activated gene-1 in human gastric canc-
er and its relationship with the clinical staging.differentiation degree,and lymphatic metastasis of gastric cancer. Methods The ex-
pression of NAG-1 was detected by semi-quantitative reverse transcriptase polymerase chain Reaction (RT-PCR) and immunohisto-
chemistry(THC) in the cancer tissues and corresponding adjacent normal tissues in 76 gastric cancer patients. Results Immuno-his-
tochemistry showed the expression of NAG-1 protein in the cancer tissues was lower than that in the normal tissues (y*=47. 186,
P<C0.05) ;and the expression was relationship with differentiation degree(y’ =7.506,P<0. 05) ,but the expression was not associ-
ated with the depth of tumor invasion,lymph node metastasis,and clinical stage(all P>>0. 05). The result of RT-PCR showed that
NAG-1 mRNA expression in gastric cancer tissue significantly was lower than that in normal tissues(P<0. 05). NAG-1mRNA ex-
pression in well and moderately differentiated cancer cells was significantly higher than those of poorly and non-differerntiated
cancer cells(P<C0. 05) , the expression was not associated with the depth of tumor invasion, lymph node metastasis,and clinical
stage(P=>0. 05). Conclusion Decreased expression of NAG-1 in human gastric cancer,and it may play an important role in the tu-

morigenesis of gastric cancer.
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