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ABSTRACT Objective To investigate the effects and mechanism of urotensin II (U Il ) on cardiomyocyte oxidative

stress.  Methods
neonatal rat cardiomyocytes. The content of reactive oxygen species ( ROS) was measured by ROS sensitive 2, 7-

The model of cardiomyocyte oxidative stress induced by U Il was established in the primary culture of

dichlorofluorescein diacetate( DCFH-DA) probe. As indexes of cardiomyocyte oxidative stress, the cell vialibity, cellular contents
of MDA, SOD, and LDH were tested. The expression of NADPH oxidase p22 ™ was assessed by Western blot.  Results

Urotensin Il significantly enhanced the intracellular dichlorofluorescein( DCF) signal, inhibited cell survival and SOD activity,
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upregulated LDH and MDA, and increased the p22 "™ expression.

Conclusion  The stimulation of urotensin Il for

cardiomyocyte oxidative stress may be associated with upregulation of p22 ™ expression.
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Tab.1 Effects of UIl on cell survival rate, MDA content, LDH activity and SOD activity of myocytes xX*s
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X HE 240 91.39+9.28 0.580+0. 090 31.16+5.78 53.87+7.22
Larmarkiz | *'P<0.05, **P<0.01
Compared with control group, *'P<0.05, **P<0.01
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Fig.2 Effects of UIl on p22""™expression
A. control group; B. 107" mol L™ U I group; C.
10° mol - LU I group, D.10°* - L' U II group; Compared
*1P<0.05, *2P<0. 01

with control group,

I FR A RBEUR A b T R R R B0 UL L P
R R AR e AR, AR R, U T i 35 42
FL DCF 9860555 B, FRARA B 15 R S SOD 7
P, B8 LDH 3% P & MDA & &, #2/x Ul #REiA S
O WUV RN, A A0 LA 473

AN, AR SRR A & B U I A] 13 NADPH 48 LT
Bf p22 MKk, NADPH 48 Ak i 22 Fh 0 2007 #4 A,
FLFEAEAE T M3 I ) p22°™ 1 gp91 ™™ #4) il 1) S 8
TR UL RAFAE T IR A pATM | p6T | pA0P
Rac2 %5 JLFP i 3 86 (1 B 4™ p22r™ J& 4 i 5 %
h558 SR 1 5 24 1 B F & 338 {4 D\ NADPH 1%
BT EIE A 0, AR p22 H L2 E
PRI fE R R 2

ZE LR, AP R U I s SR AN 3R 1 3L
SO JUL A e 480 1 33 s iz, ML AT i 5 1 9% NADPH
FALEEI AT p22 P Fik A 5,

DOI

WATANABE T,ARITA S,SHIRAISHI Y, et al. Human urot-

ensin I hypertension and  atherosclerotic
cardiovascular diseases[ J]. Curr Med Chem,2009,16(5) :
550-563.
BT ATl TR IR 2R 11 X JUL B 2 4 4 i
FREEW [ ]]. 25 S ,2011,30(10) : 1275 -
1278.

Razeg i, k. RMER 550 LA H AL K
&xf ERK/NF-«B 52 [ 1], B 25 5:4%,2011,30
(5) :566-570.

WILLIAMS A R,HARE ] M. Mesenchymal stem cells:

promotes

bio-
logy, pathophysiology, translational findings, and therapeutic
implications for cardiac disease [ J ]. Circ Res. 2011, 109
(8) :923-940.

MURDOCH C E,ALOM-RUIZ S P, WANG M, et al. Role of
endothelial Nox2 NADPH oxidase in angiotensin Il-induced
hypertension and vasomotor dysfunction [ J |. Basic Res
Cardiol ,2011,106(4) ;527-538.

NABEEBACCUS A,ZHANG M,SHAH A M. NADPH oxid-
ases and cardiac remodelling [ J ]. Heart Fail Rev,2011,16
(1):5-12.

LEOPOLD J A, LOSCALZO J. Oxidative risk for atheroth-
rombotic cardiovascular disease[ J]. Free Radic Biol Med,

2009,47(12) :1673-1706.
10.3870/yydb. 2012. 10. 010





