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Effect of curcumin on the activity of ATPase in U-251 cells

CHEN Song,et al
(Department of Neurosurgery ,the Second A ffiliated Hospital , Chongqing Medical University)
[ Abstract JObjective: To study the effects of curcumin on the activity of ATPase and the mechanism of apoptosis in U-251 cell. Methods:
U-251 cells were treated with 20,40,80, 100 w mol/L. curcumin for 24 h and the growth inhibition rates of U-251 cells were measured

with MTT method. Cell apoptosis was inspected with flow cytometry (FCM). The activities of ATPase were determined by colorimetry
method. Results:Curcumin inhibited the proliferation of U-251 cells and induced apoptosis of U-251 cells.level of ATPase in U-251

plasma Membrane was low remarkably.Conclusion : Curcumin induced apoptosis and inhibited proliferation of U-251 cell via inhibition

of activation of plasma Membrane ATPase.
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The expression and significance of Dicer in gastric cell lines and gastric cancer

tissue
NIE Na, et ol
(Department of Gastroenterology and Hepatology ,the Second Affiliated Hospital , Chongqing Medical University )
[ Abstract ]JObjective: To detect the expression and significance of Dicer in gastric cell lines and gastric cancer tissue. Methods:
Western—Blot and reverse transcriptase polymerase chain reaction (RT-PCR) were used to detect the expression of Dicer in normal gastric
mucosa cell ine GES—-1,human gastric cancer cell line SGC-7901,25 surgical removed gastric cancer tissue and paired para—tumor tissue.
Results: 1.The expression of Dicer in human gastric cancer cell line SGC-~7901 was lower than that in normal gastric mucosa cell line GES-1
(P<0.05),the expression of Dicer in gastric cancer tissue was lower than that in complete sequence tissue (P<<0.05);2.The expression of

Dicer is correlated with differentiation degrees of gastric cancer.The expression of Dicer in poorly differentiation group is lower than that in
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