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Protective effect of asiaticoside on myocardial ischemia-reperfusion injury in rats
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Abstract: Objective To explore the protective effect of asiaticoside (AC) on myocardial ischemia-reperfusion (I/R) injury in rats and
study the protective mechanisms. Methods Forty SPF Wistar rats were selected and randomly divided into Sham-operated group (SH
group), myocardial I/R model group (I/R group), AC low-dose group (AC-L group), AC middle-dose group (AC-M group), and AC
high-dose group (AC-H group), there were eight rats in each group. Rats in the AC-L, AC-M, and AC-H groups were administered
with AC at the dose of 2.5, 5.0, and 10.0 mL/kg by ig for 14 d, repectively, with the drug concentration of 1.5 mg/mL. While the
rats in the other groups were given 0.5% solution of sodium carboxymethyl cellulose by ig at the same time. Except the rats in the SH
group, left anterior descending coronary arteries of rats in other groups were ligated, the time of myocardial ischemia was 30 min, and
the time of reperfusion was 60 min. The serum superoxide dismutase (SOD), lactate dehydrogenase (LDH), creatine kinase (CK-MB)
activity, and malondialdehyde (MDA) content were detected by 7020 Automatic Biochemical Analyzer; Serum C-reactive protein
(CRP) content was measured by ELISA. The ischemic myocardium apoptosis was detected by TUNEL method. The mRNA
expressions of B-cell leukemia /lymphoma 2 (Bcl-2) and Bcl-2 associated x protein (Bax) were detected by RT-PCR. Results
Compared with the I/R group, AC in each dose group could significantly reduce the levels of LDH, CK, and MDA in serum (P<0.05),
obviously elevate the activity of SOD in serum (P<0.05), markedly decrease the level of CRP in serum (P<0.05), and remarkably
reduce the index of myocardial apoptosis (P<0.05); AC in each dose group could increase the expression level of Bel-2, decrease the
expression level of Bax, and increase the ratio of Bcl-2 /Bax. Conclusion AC by pretreatment has the protective effect on myocardial
I/R injury in rats, the mechanisms may be related with reducing the myocardial apoptosis, anti-lipid peroxides, and anti-inflammatory.
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Table 1 Comparison on activity of LDH, CK-MB, SOD in serum and MDA level of rats in each group (X Ls, n =8)

5 F4E/(mLkg ") SOD/(U'mL™") LDH/(U-mL™") CK-MB/(U-mL™") MDA/(nmol'mL ™)
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Table 2 Comparison of the content of serum CRP in each
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Fig. 1 Fluorescent staining for myocardial apoptosis of rats

in each group

*3 FHXROMMBATRHLLE (Xts,n=9)
Table 3 Comparison on myocardial apoptosis index of rats

in each group (X £s,n=28)
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Table 4 Expression levels of Bel-2 and Bax mRNA of rats in
each group (X *s, n=28)
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