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Effect of amlodipine and valsartan on expression of the NADPH oxidase

subunits gp91™"* and p22"™* in human coronary artery endothelial cell
Lu Nuonuo' Han Weixing' Liu Chao® et al
(' Dept of Cardiovascular Medicine The First Affiliated Hospital of Anhui Medical University Hefei 230032;
*Dept of Histology and Embryology Anhui Medical University Hefei 230032)

Abstract Objective To study the effect of amlodipine and valsartan on expression of Nicotinamide adenine dinu—



* 180 - Acta Universitatis Medicinalis Anhui 2016 Feb; 51( 2)

12016 -1 -20 10:32:26 *http: //www. cnki. net/kems/detail /34. 1065. R.20160120. 1032. 014. html

PDGF - a RNA RPE

o PDG- (P <0.05) . PDGFR-x shRNA hRPE
FR-)  RNA
( hRPE) < RNA
( PVR) . S
shRNA hRPE MTT hRPE R 774.1
; RTPCR PDGFR-o« mRNA A 1000 — 1492( 2016) 02 - 0180 - 05
: Western blot PDGFR-« : Hoechst
33258 ; ( proliferative vitreo—
PDGFR-a shRNA ~ hRPE 24~  retinopathy PVR)
72 h (P< . .
0. 05) ; PDGFR-oc shRNA hRPE 48 h ( retinal pigment epi—
PDGFR-« mRNA thelium RPE) N
(P <0.05); L ( platelet
(37.10 0. 55) % .(50.8 1. 41) % (11.7 +
derived growth factor PDGF)
1.11) % (13.5 +1.05) % X PhGE
(P <0.05): G, (64.76 = ‘ °
1.16) % . ( 75.64 + 0.93) % (54.51 = RPE \ PVR
1. 40) % (56.04 +2.19) % o PDGF
PDGF  ( PDGFR)
2015 - 11 -06 PDGF PVR
( 1 KY2012021) ; . PDGFR PVR
( :RRROIL . PDGFR a B PDGFR-«
541000 3
PVR T
_— PDGFR-o. shRNA hRPE
yypeng= @ hotmail. com PDGFR-o shRNA hRPE N

cleotide phosphate ( NADPH) oxidase subunits gp91™” and p22"™™ in human coronary artery endothelial cells
( HCAEC) . Methods HCAEC were preincubated for 24 h and the control group remained untreated and the test
groups were treated with different concentrations of amlodipine( 1 x 107> 1 x107° 1 x1077 1 x10™° 1 x107°
mol /L) and different concentrations of valsartan( 1 x10™* 1 x107> 1 x10™° 1 x107™7 1 x 10 ®mol/L) . The
NADPH oxidase subunits protein expression were assessed by Western blot analysis. Results  Expressions of
gp91™* and p22"™* were significant in the experimental group and the control group. Amlodipine induced the
expession of NADPH oxidase subunit p22™( P <0.05) . High concentrations of amlodipine significantly reduced
expression of gp91™™ while low concentration promoted the expression of gp91™*( P <0.05) . p22"™* and gp91"™™
were significantly inhibited by valsartan( P <0. 05) and the higher the concentration of valsartan the greater the in—
hibiton( P <0. 05) . Conclusion Valsartan can inhibit oxidative stress. The higher the concentration the greater
the inhibition. Amlodipine suppresses part of NADPH oxidase subunit ( gp91™") only at high concentrations but it
may increase oxidative stress in low concentrations.

Key words amlodipine; valsartan; human coronary artery endothelial cell; xidative stress; p22™*; gp91™*



