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Antioxidant Effect of Vitamin E on Vascular Endothelial Cells Damaged
by Reactive Oxygen Species

Seung-Han Suk*

Department of Neurology, Wonkwang University Sanbon Medical Center, Gunpo-si, Gyeonggi-do, Korea

In order to examine the injury of vascular endothelial cells related with oxidative stress of reactive oxygen
species(ROS), mophological changes of vascular endothelial cells were observed by light microscope after bovine
pulmonary vascular endothelial cell line (BPVEC) was treated with 15 uM of hydrogen peroxide. In addition, the effect
of vitamin E against ROS-induced oxidative stress was examined by light microscope. In this study, the cell number
of BPVEC treated with ROS has significantly decreased than that of control, and the loss of cytoplasmic processes
and cell swelling were observed in BPVEC treated with ROS. Whereas, cell number of BPVEC treated with vitamin
E has significantly increased than that of BPVEC treated with ROS and also, cytoplasmic processes of BPVEC treated
with vitamin E were preserved as control. These findings suggested that not only did ROS induce damage of BPVES
by decrease of cell number, loss of cytoplasmic processes and cell swelling, but vitamin E also has protective effect
against ROS-induced oxidative stress in cultures of BPVEC.
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Fig. 1. The shape of vascular endothelial cells in control group were
triangular at the begining of cultures, but, they were changed
polyheadral according to the time-lapse. They were grown on the culture
bottle firmly, and some of them were connected each other by cytoplasmic
processes. X 250
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Fig. 2. The number of vascular endothelial cells treated with HzO»
was more decreased than that of control. Shape of cells treated with H:0;
were changed from triangle or polyheadral to round, and some of them were
found nucleus in cells, Cytoplasmic processes of cells treated with H,0, were more
short than those of control, and the loss of cytoplasmic processes was founded
in some of them. x 250
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Fig. 3. The number of vascular endothelial cells treated with Ha20»
and vitamin E has not decreased when compared with that of
vascular endothelial cells treated only with H2O2. Shape of cells treated

with Hx0, and vitamin E were polyheadral as control. Some of them were found
to connected with each other by cytoplasmic processes as in control. x 250
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