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The study on the effect of the MNP- hTR compound on the

Apoptosis and proliferation of K562 Cells
MA Yan, NIU Xiao- juan, LI Jing, GAO Xia, LI Xing— yu
College  Life and Environment Science, Shanghai Normal University, Shanghai 200234
ABSTRACT: To nvestigate the influence of the magnetic nanopartides (MNP) — tolemorase antiense oligonucleotide compound to the
K562 cells, especially about the apoptosis and proliferation. Fluorescence micoscope was used to watch the changing morphological characters of
K562 cells, and we also used the clonoly forming uni to detect the poliferation. The apoptosis and inhibi the proliferation of K562 cells might
was induced by the MNP- tolemorase artisense oligonucleotide compound. According to the satistical analysis of the experimental data, the dif
ference is significantly (p< 0.01- 0.001) compared with the control goups, respectively. The MNP- tolemorase antisense oligonud eotide com-

pound can promote cell apoptosis, besides, the effect depends on the desage of the comound strictly(r= 0. 998) .
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The appearance of GFP posiiive MSC cells home at the ischanic cortex and ,MSC
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