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Experimental study of the inhibition mechanism of ASP and Indo on human gastric carcinoma cell line MGC803
Tang Jing' ,Qu Limei' ,Cao Weibin® ,Li Dujun'®
(1. Department of Clinical Laboratory ;2. Department of Hematology ,Yantai Yeda Hospital ,Yantai s Shandong 264006 ,China)

Abstract: Objective To explore the effect of ASP and Indo inducing the apoptosis and inhibiting the proliferation of human
gastric carcinoma MGC803 cell in vitro and its mechanism. Methods Inhibition rate was tested by MTT method;apoptosis induced
by ASP and Indo in MGC803 cells was investigated by applying flow cytometry analysis techniques;the expression of CRP and IL.-
6 was analyzed by immunocytochemistry(ICC) analysis. Results Compared with the control, ASP and Indo significantly inhibited
the proliferation and induced apoptosis of MGC803 cells; CRP and IL.-6 were strongly expressed on MGC803 cells,and ASP and In-

do down-regulated the expression levels of CRP and IL-6. Conclusion NSAIDs ASP and Indo can inhibit the proliferation and in-

duce the apoptosis of MGC803 cells,and can down-regulating the expression of CRP and I1.-6.
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