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An investigation on the effects of ligustrazine in attenuating apoptosis of myocardial ischemia reperfusion

injury in rats and its mechanism
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[ Abstract ]

myocardial ischemia reperfusion (IR) in rats in vivo and to investigate the possible mechanism. Methods Forty male Sprague-Dawley

Department of Geriatric Cardiology, Nanjing General Hospital of Nanjing Military Com-

Objective To observe the effect of ligustrazine ( tetramethylpyrazine, TMP) pretreatment on apoptosis caused by

rats were randomly divided into sham, IR, TMP, TMP+wortmannin ( TMP+wort) and wort group. All hearts except those in the sham
group were subjected to 35 min ischemia followed by 120 min reperfusion. Apoptosis of myocardial cell was measured by TUNEL stai-
ning and caspase-3 activity. The expression of Bax and Bcl-2 mRNA was detected by real time PCR. The expression of phosphorylated
Akt and total Akt were detected by Western blot. Results Compared to the IR group, the myocardial tissues of the TMP group showed
a decrease in the apoptosis index, caspase 3 activity and the expression of Bax mRNA. The expression of Bel-2 mRNA and phosphoryla-
tion Akt in the TMP group increased significantly compared to that in the IR group. However, these effects could be significantly re-
versed by wortmannin which abolished the decrease of caspase 3, apoptosis index and Bax mRNA and increase of Bel-2 mRNA and
phosphorylation Akt brought by TMP. Conclusion Pretreatment of ligustrazine attenuated the apoptosis of myocardial IR in rats in vi-
vo. PI3K/Akt pathway may be involved in the protective mechanism of ligustrazine.
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REEFLN TN, FRERHIN 35 min J5 5T K745 L4 Al i
TP SR AL S AT RE AN O R Y ST Be T
B 172 Db B m Y R BEHR IR AR, A O
HIEE Q WL, R b R Wril.oom B, FREEE
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PI3K/ Akt {5 5 il B J2 A5 5 5% Sl 1) — R <F
FE, AT R, PI3K/ Akt {5538 f& 7] figJ2 410
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