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Protective Effects and Molecular Mechanism of Ligustrazine
and Ferulate on Myocardial Ischemia-reperfusion Injury in Rats
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[ Abstract ]

ischemia-reperfusion injury and probe into its possible molecular mechanism in rats. Method: Sixty male rats were

Objective; To observe the protective effect of ligustrazine and ferulate on myocardial

randomly divided into five groups: sham-operation group, ischemia-reperfusion group, ligustrazine (4 mg -kg ')
group, ligustrazine + ferulate low dose (4 mg -kg™') group, ligustrazine + ferulate high dose (8 mg -kg ')
group. The rat model with ischemia-reperfusion injury was established with 30 min of myocardial ischemia and
followed by 120 min reperfusion. The rats were treated for 10 min before reperfusion through jugular vein injection.
After the reperfusion was finished, the biochemical indicators in serum and histological index in myocardium were
investigated. Result; Compared with ischemia-reperfusion group, ligustrazine and ferulate could lower the level of
creatine kinase isoenzyme ( CK-MB ), lactate dehydrogenas ( LDH ), cardiac troponin I ( ¢Tnl) and
malondialdehyde (MDA) in blood, increase the activity of total-superoside dismutase (T-SOD) in blood, reduce
the myocardial infarction size, increase the expression of Bel-2 protein, decrease the expression of Bax protein,
reduce the myocardial apoptosis index and Bel-2/Bax ratio (P <0.01); all indicators for ligustrazine and ferulate
showed dose-dependently superior to ligustrazine (P <0.05 5 P <0.01). Conclusion; Ligustrazine and ferulate
had a well protective effect on rats with myocardial ischemia-reperfusion injury. Anti-apoptotic effect was related to
up-regulate the expression of Bel-2 and down-regulate the expression of Bax by ligustrazine and ferulate.

[ Key words | ligustrazine ferulate; myocardial ischemia-reperfusion injury; apoptosis; Bel-2 gene; Bax
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5,30 min, P AR AT WRZE ) . 3F Beafi IX 2 05 (A |k i A
FEIX 45 68, Bl R A AE X SR L 200, SRJF K Y)
Fr 8T 10% rpopk B [ 2 24 b 4 D0 LA BT
R AR BIME 6 A 6K IRE L, A0
« 232 -

11 AR (Teft ventricle, LV ) Sy # 4 | 21 €8 1 1 0,7 AL 2
FI 5 B ifn, X T AR (area at risk, AAR) Jy 21 €6 A1 14 (41
FRZ 05 5L DX AR (Infarct size, 1S) S 6, 18 A2,
A3 A BRI DX TR AR A3 A X AR A L

ke ifit XA = AAR/LV x 100%

I BE X 1 B = IS/AAR x 100%
2.5 L JULAR B R TR S TR OC Y R Ak iy AR
W oK A WLH AT 4% P (pH 7. 4) b i E
48 h(4 CHJEE T 75% LB, R 5 M4 i 4
0 WURBEBE X b FR 0T A2 B 2 19 B 1 mm 3% 52
YIS 5K 3 ~4 pm BRY A, 8 T4 H .
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E TRE(P <0.05) , I 3 B fle il -7 88 3 5 0 A F 7
LA A T SRR ZH HO R, B BRI 25 W 45 2H 1Y
Bel-2 25 1 BH M 200 J W) e 39 22, Bax 25 1 BH 20 1 %%
W 93 />, Bel-2/Bax 1 b AE 48 & . 3% (P <0.01)
W, B I 0 7 1| 5 W4 ) 200 B 0 T g LA 9 O
T P Bel-2 1Y 3K A1 I8 I8 T 4 #F 2 K Bax
IR A G, T2 BE XS Bax KR PR 5K T W W 52
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