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Expression of PPARY in Hum an Um bilical Vein Endothelial Cell and the Effect of
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[ABSTRACT] Aim To investigate whether atorvastatin can mprove the endothelial function through activating per
oxisan e proliferator-activated receptor ganma n hum an umbilical vein endothelial cells M ethods Human umbilical
vemn endothelial cellswere culured i vita  And the 2~ 4 generation were used  Experment 1 control group DI
popolysaccharide group( 1. O mg/L); Matorvastatin 1. O group (atorvastatin . O mmol/L);  lipopolysaccharide+ atorvas-
tatin 1. O group ( atorvastatin 1. O mmol/L); lipopolysaccharide+ atorvastatin 5 0 group( atorvastatin 3 Ommol/L). AF
ter hum an um bilical ven endothelial cells w ere mcubated w ith different concentrations of atorvastatin and lipopolysaccharide
for 24 hours the expression of Peroxisan e proliferator-activated receptor ganm a of hum an umbilical vein endothelial cells
were evaluated w ith reverse transcription-polym erase chain reaction  The content of nitric oxide soluble intracellular ad-
hesion molecule-1 in cell culiure fluid were m easured w ith N itrate reductase and ELISA. Experment 2 control group
@atorvastatin & 0 group( atorvastatin 5 0 mmol/L); IGW 9662 group( GW 9662 Q 2 mmol/L);  lipopolysaccharide+
atorvastatin & 0 group ( atorvastatin 5 0 mmol/L); GW 9662 + lipopolysaccharide + atorvastatin group 5 0 group
(GW 9662 O 2 mmol/l, atorvastatin 5 O mmol/L). A fier human umbilical vein endothelial cells were incubated w ith
atorvastatin  lipopolysaccharide and GW 9662 ( the specific mhibitor of peroxisan e proliferator-activated receptor gamm a)
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for 24 hours the expression of Peroxisam e proliferator-activated receptor ganm ain hum an umbilical vein endothelial cells
were evalnated with RT-PCR.  The content of nitric oxide solible mtracellular adhesion molecule-1 m cell culture fhiid
were detemn med w ith the way of N itrate reductase and EL ISA.

vated receptor gamm a of hum an um bilical vein endothelial cells were upregu lated by different concentrations of atorvastatin

Results The expression of Peroxisam e proliferator-actr
The expression reinforced w ith the mcreased concentration of atoravastatin ~ Cam pared w ith control group the contents
of nitric oxide significantly mcreased and soluble mtracellular adhesion molecule-1 decreased m cell culture fliid when H u-
man umbilical vem endothelial cells were mcubated w ith lipopolysaccharide+ atorvastatin 1. O mmol/L. and lipopolysaccha-
ride+ atorvastatin & Ommol/L
vaslatin are partially inhibited by GW 9662 ( the specific nhbitor of peroxisam e proliferator-activated receptor ganm a).

The effects reinforced w ith the increased concentration of atorvastatin  The effects of ator-

Conclision The endothelial function was mproved by atorvastatin partially through activating Peroxisam e proliferator
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