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[ ABSTRACT] Aim To investigate the effect of oxidized low density lipoprotein (oxLLDL) on proliferation, apoptosis, and
expression of bek2 of endothelial progenitor cells ( EPC) from human umbilical cord blood in vitro. Methods Total mononu-

clear cells were isolated from human umbilical cord blood in vitro by Ficoll density gradient centrifugation and then the cells were

Oxidized Low Density Lipoprotein;

Afiter 7 d of culture, attached cells were stimulated with different cencentrations of
EPC were identified by demonstrating the expression of CD34, KDR and CD133 under
MTT assay was used to detect the effect of ox- LDL on the multiplication ability of EPC.

plated on fibronectirr coated culture dishes.
ox-LDL (5, 10 and 20 mg/ L)) for 48 h.
a laser scanning confocal microscope.

The expression of bek2 genes mRNA and protein were de-

Results  After exposure to ox-LDL, the proliferation of

Flow cytometry was used to detect the apoptosis caused by ox-LDL.

tected respectively by RT-PCR and immunohistochemistry technology.
EPC was lower than that of control group, apoptosis rate was higher than that of control group ( P< 0.01), and it was dose depen-
Conclusion Ox-LDL

can inhibit the proliferation of EPC and promote the apoptosis of the cells by dowrr regulation of bek?2 expression, which may cont-

dent in experiment range; expression of beck2 mRNA and protein were dowrrregulated ( P< 0. 05) .

ribute to vasculogenesis and reparation of blood vessel endothelium.
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F 1. FRERE G LB IT 5 RS 5 5 xT #8 Ak [ P B4R 4R HE5E OB T F0 beb 2 FIAMIBM (x L5, n= 6)

| 2 A o Y 1 2 bek2 mRNA bek2 HEH

X HE AL 0.280%0. 110 10. 54% 0. 05% 1. 264 £0. 050 0. 896 £0. 041
5mg/L. oxLDL 0. 188 £0. 007* 17. 24% £0.07%* 0. 781 0. 071° 0. 644 0. 011°
10 mg/L.  oxLDL 0. 113 0. 008° 25.31% 0. 08% © 0. 329 £0. 043" 0.416 £0. 021"
20 mg/L.  ox-LDL 0. 072 0. 007° 41.29% *0. 06% 0.212 0. 013¢ 0. 241 £0. 016*

ay P< 0.01, 5XBALLE; b P<0.05 ¢ A P<0.0l, 55mg/L ocLDL ZHH 4L d 2N P< 0.05, e 8 P< 0.01, 5 10mg/L ox-LDL ZH L4 .
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