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Abstract: Objective To investigate the effect of angiotensin I on the expression of calcitonin gene related peptide
(CGRP) in human umbilical vein endothelial cells (HUVECs). Methods HUVECs was employed as the experimental
object, cells were incubated by free serum for 24 h for synchronous cell cycle,then, Ang Il group cells were incubated with
different concentration of angiotensin I (Ang Il ) ,the control cells were incubated by free Ang II. The cell proliferation
and apoptosis were observed by flow cytometry. Western blot was used to determine the expressions of calcitonin receptor
like receptor (CRLR) ,receptor activity modifying protein-1 (RAMP1) and receptor component protein (RCP). Results
Compared with the control group,in the treated cells,Ang I inhibited the HUVECs proliferation and induced cell apopto-
sis,and also up-regulated the CRLR expression of HUVECs (P <0.01) as well. In addition to the other two receptor pro-
teins, Ang Il (0.01 ~ 100 nmol/L) down regulated expression of RAMP1 and RCP expression (P <0.05)in a dose-de-
pendent manner.  Conclusion Ang I can affect the expression of CGRP receptor in HUVECs, which can cause the
functional changes of CGRP receptor in the cells.
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