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The mechanism of angiotensin II regulates the calcification

in HUVECs through ERK1/2 pathway
Cheng Zhiyuan' Ye Ting” Ling Qiuyang® et al
('Dept of Cardiology Wuxi Clinical Hospital Anhui Medical University Wuxi 214044;
*Dept of Cardiology 101 Hospital of PLA Wuxi 214044)

Abstract Objective To investigate the pathophysiological mechanism of angiotensin II promoting vascular calcifi—
cation through ERK1 / 2 pathway. Methods After cultured for 5 days in vitro endothelial cells were stimulated
with different concentrations of angiotensin Il  and the optimal concentration of angiotensin I for inducing calcifi—
cation of vascular endothelial cells was screened out. The cells were randomly divided into four groups and treated
with angiotensin [ ( Ang II) according to the following: Control Ang [l ( 100 nmol/L) Ang [ + U0126( Ang
II 100 nmol/L. + UO0126 1 wmol/L) Ang II + Losartan( Ang II 100 nmol/L + Losartan 1pumol/L) . The ex—
pression of BMP2 and BMP4 was detected by Western blot and ELISA to explore the effect of angiotensin I on vas—
cular endothelial calcification and its signal pathway. Results Ang Il treatment of HUVECs led to significant up
— regulation of BMP2 and BMP4 expression and activation. Neither the BMP2 or BMP4 proteins nor the secreted
proteins were detectabled in the control group or Losartan treated group or U0126 treated group; however there was
a significant increase in Ang [ -reated group( P <0. 05) . The BMP2 and BMP4 proteins were not expressed in the
control or Losartan treated groups or others whereas in Ang [[ — treated cells both BMP2 and BMP4 proteins ex—
pression were enhanced ( P <0.05) . The effect of Ang [l could be inhibited by the addition of Losartan ( P <
0.05) . Conclusion Ang Il promotes calcification of HUVECs through ERK1/2 pthway which lead to pathologi—
cal vascular calcification.
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