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Sirolimos suppresses proliferation of human leukemia cell line kasumi-1
Liu Guang fen' ,Cao Kelin*
(1. Clinical Laboratory ,Fire Brigade Hospital ,Chongqing 400060 ,China;
2. Department o f Internal Medicine , Armored Police Hospital , Hebei 065000 ,China)

Abstract: Objective

leukemia cell line Kasumi-1. Methods

ured by flow cytometry. Changes of nucleus were observed under the microscope by staining with DAPI. Results

To investigate the effect of different concentrations (0. 1,1,10,100,200 ng/ml) of sirolimos on human

Cell proliferation was detected by MTT assay,cell cycle and apoptosis were specially meas-

Compared with

the control group,Kasumi-1 cell line showed significantly growth inhibition and apoptosis in a concentration-dependent manner,and

reached its maximal effect with 100 ng/mL concentrations. Conclusion The results showed that sirolimos inhibits proliferation and

stimulstes apoptosis of Kasumi-1 cell line.
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