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Abstract: Objective To observe the therapeutic effects of sanguis draconis flavones (SDF) at different
concentrations on myocardial ischemia-reperfusion injury (MIRD) in a rat model and explore its effects on the
PI3K/AKT signaling pathway and apoptotic proteins. Methods Fifty-six male SD rats were randomly divid-
ed into 6 groups: control group, sham group, I/R group, SDF low-dose group, SDF medium-dose group, SDF
high-dose group, and SDF big-dose group, with 8 rats in each group. 1/R injury was induced by ligation of the
left anterior descending coronary artery. Serum lactate dehydrogenase (LDH) and creatine kinase isoenzyme

(CK-MB) concentrations were detected using enzyme-linked immunosorbent assay (ELISA); myocardial path-
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ological changes were observed using HE staining; myocardial infarction size was measured using TTC stai-
ning; and protein levels of PI3K, AKT, and Caspase-3 were detected using Western Blot in rat myocardium.

Results (O Compared with the I/R group, the expression levels of LDH and CK-MB were decreased, myocar-
dial infarction size was reduced ( P <C0.05), and the protein levels of PI3K and AKT were increased ( P <0.
05), while the protein levels of Caspase-3 were decreased ( P <C0. 05) in the SDF low-dose group, SDF medi-
um-dose group, SDF high-dose group, and SDF big-dose group. @ HE staining showed that the myocardial
cell structure in the I/R group was incomplete with disordered myocardial cells, obvious cell degeneration, nec-
rosis, and infiltration of inflammatory cells. In contrast, the degree of injury was reduced in the sanguis draco-
Pre-treatment

nis flavones groups with different concentrations compared with the I/R group. Conclusion

with sanguis draconis flavones at different concentrations can protect against myocardial ischemia-reperfusion

injury by activating the PI3K/AKT signaling pathway and inhibiting cell apoptosis.
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