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[ ABSTRACT ] Aim  To investigate the antagonistic effect of amlodipine on oxidized low density lipoprotein ( ox-
LDL) induced rat marrow endothelial progenitor cells ( EPC) vascular tube-like information injury and related mechanisms.
Methods EPC was isolated from rat marrow, and was divided into three groups, control (200 pwmol/L EDTA), ox-LDL
group (50 mg/L ox-LDL) and amlodipine group (50 mg/L ox-LDL + 0.5 wmol/L amlodipine).  Differential adhesion
rate was used to isolate EPC, endocytosis ac-LDL and binding UEA-1 were used to identify EPC, and transwell for migra-
tion, matrigel for tube information, Western blot and RT-PCR were used to measure the protein and mRNA level of endo-
thelial nitric oxide synthase (eNOS), and DCFH-DA dyeing for reactive oxygen species (ROS), Griess Reagent for nitric
oxide (NO), respectively. Results The migration capacity of EPC was reduced almost 3 times by 50 mg/L ox-LDL,
and this inhibitory effect can be recovered by 0.5 pwmol/L amlodipine; The tube-like information was reduced by 50 mg/L
ox-LDL remarkably (P <0.01), and it was partly recovered by administrating 0. 5 pmol/L amlodipine. ~ Both mRNA and
protein of eNOS were reduced by 50 mg/L ox-LDL, also the NO level was reduced (11.44 +1.15 pmol/L vs 24.35 =
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4.62 pmol/L) , and it can be restored by administrating 0. 5 pmol/L amlodipine significantly( P <0. 05) ; The ROS level
was increased by 50 mg/L ox-LDL in EPC(1.00 £0.25 vs 2.53 £0.32), and it was decreased by administrating 0. 5

pmol/L amlodipine significantly (P <0.05).

Conclusions

Injury effect of ox-LDL on tube-like information of EPC

can be antagonized by amlodipine, and it was related to up-regulating expression of eNOS and reducing ROS generation.
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Figure 1. Identification of rat bone marrow derived endothelial progenitor cells( 10 x )
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Figure 2. Antagonistic effect of amlodipine on vascular tube-like information of oxidized low density lipoprotein injuried rat

bone marrow derived endothelial progenitor cells(20 x )
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Figure 3. Antagonistic effect of amlodipine on migration of oxidized low density lipoprotein injuried rat bone marrow derived

endothelial progenitor cells(10 x ,n =3)
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Figure 4. Amlodipine improves eNOS expression both in protein and mRNA level of oxidized low density lipoprotein injured

rat bone marrow derived endothelial progenitor cells(n =3)
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Figure 5. Amlodipine decreases the reactive oxygen species level of ox-LDL injured rat bone marrow derived endothelial pro-

genitor cells(n =3)
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