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The investigation of the proliferation inhibition and apoptosis of K562

ninduced by dexamethasone
LIU Chang,et al
(Key Laboratory of Laboratory Medical Diagnostics of Ministry of Education, Faculty of Laboratory
Medicine , Chongqing Medical University)
[ Abstract] Objective:To investigate the effect of dexamethasone on the growth and the mechanism of apoptosis in K562 cells.
Methods : Treat of different dosages of dexamethasone in K562 cell cultural to observe cell inhibitory rate and cell morphology
variation. To detected telomerase activity,Fas expression and NO release. Results:Dexamethasone can inhibit the proliferation of
K562 cell,decrease telomerase activity,increase Fas expression and induce apoptosis. But no significant effect on nitric oxide
production. Conclusion :Inhibit telomerase activity and increase Fas expression maybe one of mechanism of apoptosis.
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