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Protective Effect and Mechanism of Silibinin on Myocardial Arrhythmia Induced by Myocardial Ischemia — reperfusion. Cao Xudan, Ren
Chunmei, He Tiantian, et al. Handan Central Hospital, Hebei 056001, China

Abstract Objective To study the protective effect of total glucosides of paeony ( TGP) on myocardial arrhythmia induced by myo-
cardial ischemia and reperfusion and to explore its mechanism. Methods Totally 120 SD rats were randomly divided into sham operation
group, model group and SIL low — , medium — , high — dose [ 100, 200, 400mg/ (kg + d) ] group and Verapamil 2.5 mg/kg group(n =
20). The drugs were given by intragastric administration for 7days. 2h after the laste time, the rat model of myocardial ischemia — reperfu-
sion arrhythmia was established by ligation of anterior descending coronary artery. Line ]I lead electrocardiogram monitoring and record-
ing, the incidence of arrhythmia was calculated and scored. The activity of Na* — K" ATPase and Ca’" — Mg’ " ATPase and the content of
Ca’" in myocardium were measured. The activities of NOS and the content of NO in myocardium were measured. The activities of antioxi-
dant enzymes and the content of MDA in myocardium were measured. Results Compared with model group, the PR interval, QRS inter-
val of SIL medium -, high - dose and Verapamil groups were significantly longer and the ST segment elevation was significantly de-
creased. The incidence rate of VT, VF and the arrhythmia score was significantly decreased. The activity of of Na* — K* ATPase and

2+

Ca’" —Mg’" ATPase were significantly increased. The content of Ca’" and NO were significantly decreased. The activity of NOS and
SOD, GSH - Px in myocardium were significantly increased and the content of MDA were significantly decreased. All of the difference a-
bove were significant (P <0.05 or P <0.01). And some indicators in the high — dose SIL group were significantly better than those in the
verapamil group. Conclusion The SIL has a protective effect on reperfusion arrhythmia induced by myocardial ischemia, which perhaps

related to its effects of improving ATPase activity, reducing Ca’" concentration, increasing NO content and inhibiting oxidative stress injury.
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4157 n PR [H] ] (ms) QRS [A] ] (ms) ST B (mV)
BmFEARA 20 45.03 +4.76 31.98 +2.75 0.25 +£0.03
FERIZH 20 31.74 +4.51°" 20.73 £2.63 " 0.55+0.06"
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x5 ZHAKXBOIAL SOD . GSH —Px iEMHEF MDA S 2 (x +5)

2H 5 n SOD( U/mg Prot) GSH - Px(U/mg Prot) MDA ( nmol/mg Prot)
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