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(Abstract] Objective To investigate the protective effects of Jiawei Shengmai Buxin Dan (BXD) on myocardial injury in
spontaneous non—obese type 2 diabetes Goto—kakisaki (GK) rats. Methods Eight male Wistar rats aged 8-9 weeks were used as a
blank group. 40 diabetic GK rats were randomly divided into 5 groups: the model group, the Western medicine group (Gliclazide
Sustained-release Tablets), BXD low dose group, BXD medium dose group, BXD high dose group. The rats in each group were

sacrificed 10 weeks after treatment, and abdominal aortic blood sampling was used to detect fasting blood glucose
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(FPG), glycosylated hemoglobin (HbAlc), superoxide dismutase (SOD), glutathione peroxidase (GSH-Px), and malondialdehyde (MDA).
The left ventricle was taken for myocardial tissue HE staining. PAS staining was performed to observe pathological changes. The
immunohistochemistry was used determine the expression of Bax and Bel-2 protein related to myocardial apoptosis. Results
Compared with the blank group, FPG and HbAlc were significantly increased in the model group (P<0.01); SOD and GSH-Px were
significantly decreased (P<0.01), and MDA was significantly increased (P<0.01); HE staining showed edema necrosis and fibrinolysis
rupture in myocardial tissue; PAS staining showed a large amount of glycogen deposition; immunohistochemistry showed increased
expression of Bax and decreased expression of Bel-2 in myocardial tissue (P<0.01). Compared with the model group, the FPG of the
BXD low—dose group was decreased (P<0.05), and the FPG of the western medicine group, the BXD medium and high dose group
were significantly decreased (P<0.01); HbAlc in the western medicine group was significantly decreased (P<0.01), and decreased in
the BXD high dose group (P<0.05). The SOD and GSH-Px in the western medicine group and the BXD high dose group were
significantly increased (P<0.01) and the MDA content was decreased (P<0.05). The expression of Bax in the western medicine group
and BXD high dose group was significantly decreased (P<0.01), and the expression of Bel-2 in the western medicine group,
BXD middle dose group and high dose group increased significantly (P<0.01). Conclusion BXD has protective effects on myocardial

injury in GK rats. The mechanism may enhance myocardial cell apoptosis by enhancing antioxidant capacity and inhibiting

cardiomyocyte apoptosis.
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