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Abstract ; Objective

cells. Methods

To determine the the effect of hypercapnia preconditioning on the apoptosis of the umbilical endothelial
Cultured Human umbilical vein cells were randomly divided into six groups (n=12) :control group (group C),hy-
poxic and reoxygenation group (group H/R) ,hppoxia preconditioning group(group HPC),30% CO, preconditioning for 10,30, 60
minutes group (group 10,30,60 min HCA). Cells in group H/R received hypoxia in the 95% N, ,5% CO, anerobic culturing box for
4 hours and reoxygenation in the 21%0, ,5%CO,,74% N, anerobic culturing box for 24 hours. Cells in HPC groups received 10
minutes hypoxia/10 minutes reoxygenation preconditioning that repeated for two times followed by long time hypoxia/rexygenation
as in group H/R. Cells in HCA groups received 30% CO, in 21%0, ,30%CO, ,49% N, culturing box followed by the long time hy-
poxia/ rexygenation process as in group H/R. Cells in group C were cultured in the normal atmosphere until the test was over. Ap-
optosis index was obtained by the flow cytometry. Results The apoptosis index in the group HPC,10,30,60 min HCA were less
than group H/R s(P<C0. 01). The apoptosis index in the group 30 min HCA was less than group 10 min HCA(P<Z0. 01). The ap-
optosis index in the group 30 min HCA was less than group 60 min HCA(P<C0. 05). Conclusion Hypercarbonic acidosis precondi-
tioning can prohibit the apoptosis of vascular endothelial cells and inhibition of 30 min Hypercarbonic acidosis preconditioning is

most effective.
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