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1.1 KF 5/ RYEH& k55 ( 25 Sigma 2y
H]) ; iR Z B ( lipopolysaccharide, LPS) ( 40 7°5C
WA BRATE]) ; TH [ ( malondialdehyde , MDA) | #3848
A A i ( superoxide dismutase, SOD) il & ( 7§
SUHERUE W) T REBFSE ) 5 solar3000 £ ThRE.Cr L W
PUL( £ GE 2AF]) ; #2010 Hfk2i &6 b
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significant difference between the trial group and the control group. Conclusion Tree shrew prefers to stay in the

dark box. The suitable voltage for footshock on tree shrew is 16 V. The fear conditioning memory can be evoked

and erased by foot-shock.
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i H NE S CS 41 CHl F i Py
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F2 HHEAFOH MDA.SODATP §ELEE(n=10,x+5)

CS 2 C 2 F g P

TiH N4 S
MDA( nmol/ gprot) 7.624 +1.812 12.471 £2.840* %
SOD( U/gprot) 0.399 +0. 042 0.298 +0.085**
ATP( wmol /g) 9.8+1.8 4.8+0.7%*
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5.9+1.0"* 9.9 +1. 7% 43.274 0.000

5N L#: " P<0.05,**P<0.01; 5 S L#: P <0.05,%P <0.01; 5 CS 4 [L#k: 2P <0.05
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Experimental research on the characteristics of early septic rats’ hearts
and the advanced intervention effects of carvedilol

Chen Junxi'?,Sun Jian',Guan Xihong’, et al
(' Dept of Intensive Care Unit, The Forth Affiliated Hospital of Nanchang University, Nanchang 330003
*Graduate School of Medical College of Nanchang University , Nanchang 330031;
*Dept of Nursing, Jiangxi Province People’s Hospital , Nanchang 330006)

Abstract Objective Trying to demonstrate the characteristics of early septic rats’ hearts changes and the ad-
vanced intervention effects of carvedilol. Methods 40 SD rats were randomly divided into 4 groups: sepsis group
('S group) , carvedilol-advanced-intervention sepsis group ( CS group) , carvedilol group ( C group) and control
group( N group) . The S and CS groups were injected lipopolysaccharide ( LPS) (20mg/kg) into caudal vein to in—
duce sepsis, the C and N groups were injected with the same volume of normal saline. The carvedilol had been o—
rally administered 10 mg/kg once a day for 4 weeks prior to the injection of LPS in C and CS groups. The S and N
groups were administered normal saline instead. After 24 hours, the items including heart rate, blood pressure,
and the concentrations of serum creatine kinase( CK) , creatine kinase isoenzyme-MB( CK-MB) , amino-terminal
pro-brain natriuretic peptide ( NT-proBNP) , superoxide dismutase( SOD) , malondialdehyde( MDA) , andadenosine
triphosphate( ATP) in myocardium were detected and compared, and the morphological changes of myocardium
were observed. Results Carvedilol could slow down heart rate, decrease myocardial MDA concentration and in—
crease myocardial SOD concentration in normal rats. LPS could increase rats’ heart rate and concentrations of ser—
um CK,CK-MB,NT-proBNP and MDA in myocardium, and it also could decrease concentrations of SOD and ATP
in myocardium. Carvedilol-advanced-intervention could reduce the effect of the LPS in the rats. Conclusion Sep-—
sis in early stage could induce the rises of heart rate, oxidative stress, damages of cardiac function, and reduction
of myocardial energy generation of the rats. However, carvedilol can enhance the ability of antioxidant of the rats.
Carvedilol-advadanced intervention of sepsis could ameliorate myocardial energy metabolism and cardiac function
that may be related to the antioxidant property of carvedilol.

Key words carvedilol; sepsis; oxidative stress; cardiac function



