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Protective effect of astaxanthin on endothelial progenitor cell apoptosis induced by oxidative stress
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Abstract; Objective To investigate the effect of astaxanthin on the peripheral blood endothelial progenitor cells (EPCs) apop-
tosis induced by oxidative stress in vitro and to explore its underlying mechanism. Methods Human peripheral blood EPCs were in
vitro cultured and divided into the control group,model group with 100 pmol/L tert-butyl hydroperoxide(tBHP) and the astaxan-
thin plus tBHP group(with 0. 10,1. 00,10. 00 nmol/L astaxanthin pretreatment for 24 h,then adding the final concentration of 100
pmol/L tBHP for 6 h continuous culture). The cell viability was measured by the MTT method. The level of reactive oxygen spe-
cies (ROS) was determined by the DCFH-DA method. The changes of mitochondrial membrane potential(MMP) and the apoptosis
ratio were detected by the JC-1 method and the DAPI method, respectively. Results Compared with control group,100 gmol/L tB-
HP could obviously caused the apoptosis of EPCs(P<C0. 05) . while astaxanthin could decrease tBHP induced apoptosis, which man-
ifested by the decrease of the apoptosis ratio(P<(0. 05) and MMP increase. Conclusion Astaxanthin has the protective effect on the
apoptosis of EPCs,its mechanism may be related with the protection of the mitochondrial function.
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