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Effect of L-carnitine on Cardiac Cell Apoptosis of Diabetic Cardiomyopathy Rats
WANG Bo LIU Dong-fang YANG Gang-yi LONG Min CHENG Wei Department of Endocrinology the Sec-
ond Affiliated Hospital of Chongging Medical University Chongging 400010 China

ABSTRACT OBJECTIVE To study the effect of L-carnitine on cardiac cell apoptosis of diabetic cardiomyopathy rats. METH-
ODS Diabetic cardiomyopathy model rats were established by using high-lipid high-sugar forage and intraperitoneal injection of
streptozotocin then randomly divided into model group normal saline  L-carnitine low medium and high dose groups 30 40

50 mg/d and normal control group pure water 10 for each with drug administration for 6 weeks once a day. Rat ventricular
pressure cardiac myocyte apoptosis index and protein expression of B-cell lymphoma 2 Bcl-2 Bax p53 gene were determined
after the last administration. RESULTS Compared with normal control group and model group the heart rate left ventricular sys-
tolic blood pressure  maximum rising and falling rate of left heart indoor pressure were decreased and the left ventricular end-dia-
stolic pressure was increased in L-carnitine treatment group there was significant difference P 0.01 . Compared with model
group apoptosis index Bax and protein expressions of p53 gene was significantly decreased and exprotein pression of Bcl-2 gene
was significantly increased in L-carnitine treatment group P 0.01 or P 0.05 especially significant in the L-carnitine medium
dose group. CONCLUSIONS The L-carnitine can suppress the cardiac cell apoptosis of diabetic cardiomyopathy rats.
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Tab 1 Comparison of cardiac weight index in each group
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n
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Tab 3 Comparison of cardiac cell apoptosis index in each

group X+ s
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Tab 4 Comparison of expressions of Blc-2 Bax and p53
gene protein in each group X+ s

n Bel-2/B -actin Bax/p -actin PS3/P -ctin
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