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Effects of SAA protein on biological behavior of nasopharyngeal carcinoma CNEZ cells”
Jiang Qingshan s Deng Shan s Shen Baoming”
(Department of Otolaryngological sthe First Af filiated Hospital of the University of South China , Hengyang, Hunan 421001, China)
Abstract: Objective To observe the effects of over expression and inhibition expression of SAA protein on biological behavior
pcDNA3. 1(+)-SAA-CNE2 cell lines of high expression and pGPU6/GFP/
Neo-SAA-CNE2 cell lines of interference expression of SAA protein in vitro. These two cells constructed by transfection of peD-
NA3. 1(+)-SAA plasmid of SAA high expression and pGPU6/GFP/Neo-SAA plasmids of SAA inhibition expression respectively,

plasmids of which were previously successfully reconstructed by the research group. Cell cycle of these two cells was analyzed by

of nasopharyngeal carcinoma CNE2 cells. Methods

flow cytometry with PI staining. The ability of cell proliferation was inspected by plate cloning-forming test. Results Flow cytome-

try showed that with the increase of expression of SAA protein,it had effect on promoting CNE2 cell division. Plate cloning-forming

test showed that SAA protein can improve proliferation of the CNE2 cells. Conclusion

SAA protein has the effect on promoting

proliferation of human nasopharyngeal carcinoma CEN2 cell and migration in vitro.
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