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Abstract ; Objective

7901 in vitro. Methods

To investigate the biological effect of maspin gene on growth and apoptosis of gastric carcinoma cell SGC-
pCDNAS3. 1-maspin vector was constructed and transfected into SGC-7901 cells. Maspin gene expression
was detected with RT-PCR and cell immunochemistry. Cells growth rate was detected with MTT,and cell apoptosis was tested by
TUNEL. Results After transfected with pCDNA3. 1-maspin, both RNA and protein levels of maspin increased obviously ( P <C

0. 05). The proliferation of gastric cancer cells SGC-7901 was suppressed obviously, and cell apoptosis is obvious. Conclusion

Maspin gene can suppress the proliferation of gastric carcinoma cells and induce cell apoptosis.
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