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Inhibition of p38MAPK / NOX4 Signal Pathway Mediates the Protection
of CGRP on the HUVECs Injured by Oxidative Stress

OU Qilin,ZENG Siyu, LUO Jingfei, et al
( Department of Cardio Medicine ,The Second Affiliated Hosptial ,University of South China,
Hengyang 421001 , Hunan , China)

Abstract: Objective To study the protection of cacitonin gene-related peptide (CGRP) on human umbilical vein
endothelial cells (HUVECs) injured by oxidative stress, and explore whether the mechanism involved in inhibition of
p38MAPK/ NOX4 signal pathway. Methods HUVECs cell line were cultured in vitro,angiotensin I (AngIl ) or hy-
drogen peroxide (H,0,) serves as the gent of oxidative stress, CGRP serves as the protection agent. MTT was used to test
the viability of cells, distribution of cell cycles and proliferation of cells were observed by flow cytometry. The protein or mR-
NA expressions of the p38 MAPK NADPH oxidase 4 (NOX4) was measured by Western blot or RT-PCR , respectively.
Rethods Compared with control group,Ang Il or H,0, decreased the cell viability and proliferation index ( PI) dose-de-
pendently , which were inhibited by 100 nmol/L. CGRP ; Meantime , the level of phosphated p38 MAPK was induced by Ang
Il or H,0,,and increased the expression of NOX4. Pretreatment with CGRP and SB 203580 can inhibit the up-regulation of
NOX4 induced by Angll or H,0,. Conclusions The protection of CGRP on the HUVECs injured by oxidative stress
from in vitro( H,0,) or in vivo( AngIl ) is related to inhibition of p38MAPK/ NOX4 signal pathway.
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