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To investigate whether oxidized low density lipoprotein induces apoptosis of vascular smooth muscle
Methods The cultured porcine aortal smooth muscle cells incubated with oxidized low density lipoprotein of 15 mg/ L.

Then the samples were analyzed by fluorescence microscope- confocal microscope system and flow cytome-

try. Results Apoptosis was triggered by incubated with oxidized low density lipoprotein accompanying with apparently mor-

phological changes. Conclusion

In the process of which oxidized low density lipoprotein induced vascular smooth muscle

cells apoptosis, the abnormal metabolism of cellular cholesterol may be have relation to apoptosis.
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Figure 1.
A: control group.  B: oxLDL group. C:

ox-LDL+ Col group.
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Figure 2. The DNA histogram of VSMC.

group. B: oxLDL group. C: oxLDL+ colchicines group.
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