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Role of PARP in endothelial cell apoptosis induced by angiotensin II
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[ABSTRACT] AIM: To explore the role of poly — ( ADP - ribose ) polymerase (PARP) in the cultured endothelial
cell apoptosis induced by angiotensin [[. METHODS : The cultured endothelial cells were treated with angiotensin II at
concentration of 1 pmol/L. The apoptosis of endothelial cells was assessed by TUNEL. Meanwhile, the activity of PARP
and the content of nitric oxide (NO) were also measured. RESULTS: Angiotensin Il induced apoptosis in endothelial
cells in a time — dependent manner. The content of NO begun to increase at 6 h (P <0.05) , and peaked at 24 h. The ac-
tivity of PARP also increased at 6 h (P <0.05), peaked at 12 h, and was lower than that in the control at 48 h
(P <0.05). CONCLUSION: The cytotoxicity of NO has a relevant role in apoptosis of endothelial cells induced by an-
giotensin [, and can increases the activity of PARP.
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Fig2 Influence of Angll on NO, /NO; contents. x +s. n=3.
*P<0.05,™ P <0.01 vs control group. 1:control; 2 -5
6,12,24 and 48 h after treated with AnglI(1 pmol/L).
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Fig3 Influence of Ang Il on PARP activity.
* P <0.05 vs control group. 1:control; 2 -5; 6,12,24
and 48 h after treated with AngIl (1 pwmol/L).
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Fig4 Influence of Ang Il on EC apoptosis. % +s. n =3.
*P<0.05, ™ P <0.01 vs control group. 1: control;
2-5:6,12,24 and 48 h after treated with Ang II (1
pmol/L).
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