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Abstract;: Objective
leukemia cells(K562/ADM) is different from that in sensitive leukemia cells (K562). Methods The apoptosis of K562 cells and
K562/ADM cells were detected by flow cytometry (FCM) ,in which cells were double labled with FITC-Annexin V and PI. The

morphological ultrastructures of the cells,including endoplasmic reticulum and mitochondria were observed through transmission e-

To investigate whether the mechanism of arsenic trioxide ( As, O; )-induced apopotosis in drug-resistant

lectron microscopy. FCM was employed to detect intracellular calcium concentration and caspase-3 activity. The expression of
GRP78 was detected by Western blot. Results During the apoptotic process of the two cell types,the endoplasmic reticulum exhibi-
ted obvious expansion and degranulation, the mitochondria showed fusing inner and outer membranes,disorder and swelling cristae.
In addition to that.the inner membrane of mitochondria expanded and exhibited vacuolar degeneration. Meanwhile. The intracellular
calcium concentration increased and caspase-3 was activated, especially obviously in K562/ ADM cells. Upregulation of GRP78 at en-
doplasmic reticulum in apopototic K562/ADM cells were detected by Western blot, but not in K562 cells. Conclusion As,O; can in-

itiate the endoplasmic reticulum stress in K562/ADM cells, and causes the apoptosis of drug-resistant cell via endoplasmic reticu-

lum-mitochondrial pathway,while induces K562 cells to apoptosis via the classic mitochondrial pathway.
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