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Abstract ; Objective

,Ke Qing® , Huang Tiezhu'®

The purpose of this study is to explore the influence of dihydrotestosterone (DHT) on human endothelial
progenitor cells (EPCs) proliferation in vitro. Methods Peripheral blood mononuclear cells were isolated from adult healthy male
blood donors. The cells were plated on fibronectin-coated plates and maintained in endothelial growth medium-2 (EGM-2). After 7
days, EPCs were identified by double-positive for Dil AcLLDL and FITC-UEA-T under laser scanning confocal microscope (LSCM).
In order to study the effect of DHT on EPCs,the cells were incubated with a series of concentrations (0,1,10 and100 nMol/L) of
DHT for 24 h. The EPCs proliferation was detected by cell counting and 3-(4,5-dimethylthiazol-2-yl)-2, 5-diphenyl-2h-tetrazolium
bromide (MTT) assay. Results DHT significantly enhanced the proliferative ability of EPCs with DHT concentration increased
(P<<0.01). However,as the amount of DHT attained 100 nMol/L, proliferative ability of EPCs decreased to a level which was still
significantly higher than that of control group. Conclusion DHT can enhance proliferation ability of EPCs with a dose-dependent
manner in certain limits in vitro.
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