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[ Abstract] Objective: To investigate the protective effect of Baicalein(Bai) on the myocardial injury
induced by Doxorubicin( Dox) in mice, and to elucidate the mechanism of myocardial injury induced
by Dox. Methods: 80 mice were randomly divided into five groups (n =16): control group, Dox
model group, high, medium and low Bai dose group (40,20,10 mg/kg). Intraperitoneal injection of
Dox (20 mg/kg) was adopted to establish mouse cardiac toxicity model. Myocardial ALT, AST, CK,
LDH, superoxide dismutase (SOD) , malondialdehyde (MDA) , catalase (CAT), glutathione reduc-
tase (GSH) level were detected, and electron microscope was used to observe the changes of myocar-
dial tissue ultrastructure. Results; ECG showed that DOX could lead to mice arrhythmia. In model
group of mice, myocardial enzyme such as ALT, AST, CK, LDH levels were significantly elevated,
while in high, medium and low Bai dose group the myocardial enzyme activities showed a dose-depend-
ent decline. In the model group, SOD, CAT, GSH activity was significantly decreased, while MDA
content increased. In high, medium and low Bai dose group SOD, CAT, GSH activity showed a con-

centration-dependent increase, while MDA content decreased. Electron microscope showed that the ul-
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trastructure of myocardial tissue in Dox group was obviously damaged, the myocardial cells were swol-

len, some of the muscle fibers arranged in disorder and were broken to dissolution, the mitochondria

was obviously swollen, and the the mitochondrial crest disappeared. In high, medium and low Bai dose

group, myocardial tissue ultrastructure improved to different degree. Conclusion: Baicalin can play a

protective role on myocardial injury induced by Doxorubicin in mice, and the mechanism may be relat-

ed to its antioxidant activity.
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Effects of Bai on electrocardiogram in

Dox-induced cardiotoxic mice
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Fig. 1
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Fig.3 Effects of Bai on myocardial tissue ultrastructure in DOX-induced cardiotoxic mice
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Fig.4 Effects of Bai on myocardial ultrastructure in DOX-induced cardiotoxic mice
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