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[ Abstract] Objective To study the protective effect of Sanku (SK) dropping pills in rats with ischemi-
a/reperfusion (IR) injury and myocardial cell apoptosis. Methods 70 Wistar male rats were selected and ran-
domly assigned to the blank group (n=10),the model group (n=10),the sham group (2=10),the positive
control group (compound Danshen dropping pills,n=10) and the drug group (SK dropping pills). The drug
group including the high-, middle-,low-dose groups,each group had 10 rats. The positive control group and the
drug group were medicated for 7 days,the other groups were treated with equivalent distilled water. Myocardi-
al ischemia reperfusion was performed in all groups except for the blank group. The creatine kinase-MB (CK-
MB) in serum,superoxide dismutase (SOD) and malondialdehyde (MDA) contents in myocardial tissues were
observed. Western blot was used to detect the gene expressions of Cleaved-Caspase3 and Bel-2. TUNEL meth-
od was used to detect the cell apoptosis. Results MDA and CK-MB contents in the positive control group,the
sham group,the model group, the high-, middle- and low-dose groups were higher than those in the blank
group while the SOD contents reduced except for the sham group,and there were statistical differences (P<C
0. 05). In the high-dose group,levels of MDA and CK-MB were significantly lower than those in the middle-
and low-dose group,SOD level was significantly higher than that of the low-dose group. The difference was
statistically significant (P<C0. 05). Compared with the model group,Bcl-2 gene expression in the positive con-
trol group,the sham group,the high-,middle-,low-dose group significantly increased while Cleaved-Caspase3
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and apoptosis counts significantly decreased, there were statistical differences (P <C0. 05). In the high-dose

group,Cleaved-Caspase3 apoptosis counts,and level of NF-¢B were significantly lower while Bcl-2 gene ex-

pression was significantly higher than those in the middle- and low-dose group, there were statistical differ-

ences (P<C0.05). Conclusion

SK dropping pills can inhibit the oxidative stress,reduce the systemic inflam-

mation response and increase the myocardial capacity after I/R injury. It protect the myocardial cells through

the action on Caspase protein and the regulation of Bcl-2 gene expression.
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