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Study on protective effect of Sanguis Draconis flavones on myocardial cells in rats with myocardial ischemia-
reperfusion injury LIANG Li-mei, FENG Xiang-ling, LIU Yan, et al. Xiangya School of Public Health, Central
South University, Changsha 410008, China

[ Abstract] Objective To investigate the protective effect of Sanguis Draconis flavones ( SDF ) on myocardial
cells in rats with myocardial ischemia-reperfusion injury (MIRT). Methods 40 SD rats were randomly divided into
five groups: control group, sham group, MIRI group, sham + SDF group and MIRI + SDF group, with 8 cases in each
group. The MIRI model was established by ligating left anterior descending coronary artery for 30 minutes and reper-
fusing for 2 hours. The drugs were administered one week before operation. The levels of serum creatine kinase
(CK), creatine kinase isoenzyme MB(CK-MB) and lactic dehydrogenase( LDH) were measured by colorimetric as-
say. The area of myocardial necrosis was assessed by triphenyltetrazolium chloride ( TTC) staining, and the apoptosis
rate of cardiomyocytes was detected by terminal-deoxynucleoitidyl transferase mediated nick end labeling( TUNEL).
Results Compared with those in the control group, sham group and the sham + SDF group, the levels of CK, LDH
and CK-MB in the MIRI group and the MIRI + SDF group were significantly higher( P <0.05) , while compared with
those in the MIRT group, the levels of CK, LDH and CK-MB in the MIRI + SDF group were significantly lower( P <
0.05). The area of myocardial infarction in the MIRI + SDF group was significantly smaller than that in the MIRI
group( P <0.05), and the apoptotic rate of myocardial cells in the MIRI + SDF group was significantly smaller than
that in the MIRI group ( P <0.05). Conclusion Sanguis Draconis flavones can effectively protect the myocardial
cells of rats with myocardial ischemia-reperfusion injury.
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