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CP - 25 inhibit GRK2 - ERK signaling and regulate

vascular endothelial cell migration and tube formation
Cheng Zhuoyu Yan Shangxue Wei Wei
( Institute of Clinical Pharmacology Anhui Medical University Key Laboratory of
Anti-inflammatory and Immune Medicine Ministry of Education Collaborative

Innovation Center of Anti-inflammatory and Immune Medicines Hefer 230032)

Abstract Objective To identify the effects and part mechanisms of CP25 inhibit vascular endothelial cell migra—
tion and tube formation induced by tumor necrosis factor-a( TNF-o) and angiotensin I ( Ang 1) . Methods Hu-
man umbilical vein endothelial cell HUVEC) were cultured in vitro and treated with Ang I (1 x 10~ mol/L)
TNF-o(5 ng/ml) CP25(1x1077 1x107° 1 x10 > mol/L) . After 24 h proliferation function of HUVEC was
detected by CCKS8 reagent method migration function of HUVEC was detected by transwell method and tube for—
mation function of HUVEC was detected by tube formation test. Western blot method was used to detected Ang Il
downstream signaling molecules such as angiotensin [l type 1 receptor ( ATIR) G-protein — coupled receptor ki—
nase 2( GRK2) p£RK1/2 p-dkBa. Results The proliferation( P <0.05) migration( P <0.01) tube forma—
tion( P <0.01) ability of HUVEC induced by Ang Il and TNF-o were significantly promoted. CP25( 1 x107" 1
x107° 1 x10 7> mol/L) inhibited migration( P <0.05) tube formation( P <0.05) of HUVEC induced by Ang
M(1x1077 mol/L) and TNF-a(5ng/ml) . CP25(1x10"" 1x10™® 1 x107° mol/L) inhibited the expression
of ATIR GRK2 p-ERK and pdkBa induced by TNF-a and Ang I[ ( P <0. 05) . Conclusion CP-=25 inhibit HU-
VEC migration and tube formation which may be related to the inhibition of the expression of AT1R and GRK2 and
ERK signaling pathway.
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