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The effect of simvastatin on high glucose induced vascular endothelial cells injury
Li Hua ,Li Yudong ,Yang Shouzhong
(Department of Cardiology -the Central Hospital of Nanyang city , Nanyang, Henan 473009 ,China)
Abstract : Objective

action mechanism. Methods

To study the effect of simvastatin on high glucose induced vascular endothelial cells injury and explore its
Endothelial cells were devided into four group:control group(A),high glucose(33. 3 mmol/L) group
(B) ,high glucose(33. 3 mmol/L) 4 simvastatin(1. 0 pmol/L) group(C) ,and high glucose(33. 3 mmol/L) + simvastatin(10. 0 pmol/
L) group(D). The inhibition of cells was detected by CCK-8 assay. The apoptosis was determined by TUNEL assay. The protein ex-
The cells survival rates were (42, 5+ 6. 4%),(58. 6 7. 8%),and
(71.34+11.7%) in B,C,and D group respectively. There was significant difference among the three groups(P<C0. 05). The per-
cents of apoptosis were (1.840.6%),(45.848.9%),(22. 746.4%) and (12.6+4.2%) in A,B,C and D group, respectively.
There was significant difference among the four groups(P<C0. 05). The protein expression of Bcl-2 was lower in B group(0. 134-0.
03)than that in A group(1.02=40. 16). The Bcl-2 expression was higher in C group(0. 28 +0. 04) than that in B group,and in D
group(0. 6840. 11) than that in C group(P<C0. 05, P<C0. 01). The gene expression of bax was higher in B group than that in A

pression was detected by Western blot analysis. Results

group. The bax expression was lower in C group than that in B group.and the bax expression was lower in D group than that in C
groups(P<C0. 05,P<C0. 01). Conclusion Simvastatin can inhibit high glucose induced vascular endothelial cells apoptosis. Upregu-
lation of Bcel-2 and downregulation of bax may be its action mechanism.
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