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ABSTRACT Objective
myocardial hypertrophy in rats.

To investigate the protective effects of alpha-lipoic acid on isoproterenol ( Iso)-induced
Methods
model group and alpha-lipoic acid ( LA) group. Myocardial hypertrophy model of rats were induced by injection of Iso

Twenty-four rats were randomly and evenly divided into 3 groups: control group,

(1 mg - kg™, ip) once daily for 15 days. The control group was treated with the same volume of normal saline injection. The LA
group according to the above method was injected with the alpha lipoic acid in the abdominal cavity at 100 mg - kg™ - d™" once

daily for 15 days. The heart-weight (HW) , left ventricular weight (LVW) , the ratios of HW/BW and LVW/BW (LVI) were
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measured. The content of angiotensin ( Angll) and the expression of angiotensin type one receptor (ATIR) in the left ventricle
were determined by radioimmunoassay and immunochemistry, respectively. Reverse transcription-polymerase chain raction ( RT-
PCR) was used to detect the expression of ATl receptor mRNA of the left ventricular myocardial tissue. Thiobarbituric acid
method and xanthineoxidase method were used to determine the contents and activities of malondialdehyde ( MDA ) and
Results The HW/BW, LVI and the content of Angll
and the expression of ATIR mRNA in the left ventricle significantly increased in the model group as compared with the control
group. The content of MDA in the left ventricle and blood was increased but SOD decreased (P<0.01). The cardiac indices
were decreased significantly, the content of MDA and Ang II, the expression of AT1R and AT1 mRNA decreased in the LA group
Conclusion

superoxide dismutase (SOD) in the myocardial tissue, respectively.

as compared with the model group, but the content of SOD was increased (P<0.01). Oxidative stress is

involved in the development of myocardial hypertrophy. o-LA is shown to prevent remodeling of Iso-induced myocardial

hypertrophy in rats through antioxidation.
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A 1/10 #£F1 2.0 mol + L™ naAC (pH4. 0) ZE AR
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Tab.1 The effect of alpha-lipoic acid on heart weight parameter in the three groups of rats with myocardial hypertrophy

xts,n=8
. KEV/ [(Nriurvg HW LVW HW/BW LVW/BW LVW/HW
A g mg (mg-g")
a-LA 4 8 218.50+14.42  748.65+61.45°' "7 492.28+32.547'*7  3.35x0.19%'*? 2.18+0.12*'*3 0.66+0.030 "'
RERIA 8 220.50+16.37  814.38+94.16™°  559.78+56.19 "7 3.64+0.23 2.56+0.19 % 0.69+0.054 **
XA 8 220.17+22.76  630.58+46.27 406.07+30. 14 2.930.21 1.85+0.16 0.63+0.018

LA AR P<0.01; 5 A B ER P2 P<0. 05, 2 P<0.01

Compared with model group, *' P<0.01 ; Compard with control group, “*P<0.05, **P<0.01

F2 o-LA X Iso BRROAMBELDE Ang I €20 ATIR RiEKI I
Tab.2 The effect of alpha-lipoic acid on content of Ang Il and expression of AT1R in left ventricle in myocardial hypertrophy

rats induced by Iso x*s
KR/ Angll/ MDA/ (U * mg™ SOD/ (U + mg™!
a1 g ATIR : (U-mg™) - : (U-mg™) -

H (ng+g™) L LlIRG; LI 1R
a-LA 4 8  685.15£234.28"'*% 17.79+4.30%'*2 36.8+3.9°'*2 7.6£0.8'*2 2.95+0.24*'*? 67.8+7.6°'*2
FERIE 8  954.124213.47"°  23.8416.39*° 49.4+4.2%3 9.420.9** 1.76+0.72*3 59.6+6.4%3
X R4 8  482.05:185.04 13.45+3.62 28.6+3.4 6.2+0.6 4.3420.46 78.6+10.3

LAEA L ' P<0.01; 5 4Bk "2 P<0.05, " P<0.01
Compared with model group, *' P<0. 01 ; Compared with control group, “*P<0.05, “* P<0. 01
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