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Study on Bellflower Saponin D inhibiting AT1-CARP pathway to improve

AMI rat cardiomyocytes apoptosis and cardiac function”
MENG Qingwen sLIU Huajiang” s HUANG Shan sYANG Shanshan ,YANG Yang
(Department of Cardiovascular Medicine sthe First Affiliated Hospital of
Hainan Medical College , Haikou , Hainan 570100,China)

[Abstract] Objective To investigate the effect and mechanism of Bellflower Saponin D on myocardial
injury in acute myocardial infarction (AMI) rats. Methods After ligating the anterior descending coronary ar-
tery to construct a rat model of acute myocardial infarction,it was divided into the AMI group,the Bellflower
Saponin D low, medium and high dose groups.and the sham group was set as control. The Bellflower Saponin
D low.medium and high dose group was administered by intragastric administration at 25,50,100 mg/kg,
once a day for 4 weeks,the sham group and the AMI group were given the same volume and frequency of sa-
line. After that,the heart function of each group was detected,and HE staining was used to detect myocardial
tissue damage, TUNEL was used to detect rat cardiomyocytes apoptosis, Western blot was used to detect my-
ocardial tissue apoptosis-related proteins and angiotensin 1 (ATI1)-cardiac ankyrin repeat protein (CARP)
path. Results Compared with the sham group,left ventricular end diastolic diameter (LVEDD) and left ven-

tricular end systolic diameter (LVESD) of the AMI group significantly increased,left ventricular short axis
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shortening rate (LVFS) and left ventricular ejection fraction (LVEF) significantly decreased (P <0.05),my-
ocardial tissue damage was obvious,and myocardial cell apoptosis significantly increased (P <C0. 05),Bax and
cleared-caspase-3 expression increased significantly,Bcl-2 expression level significantly decreased (P<C0.05),
ATI1-CARP signaling pathway was significantly activated. Compared with the AMI group, LVEDD and
LVESD of the Bellflower Saponin D low, medium and high groups decreased, LVFS and LVEF significantly
increased (P <C0. 05),myocardial injury was significantly alleviated,apoptosis significantly reduced, while the
expression levels of Bax and cleaved-caspase-3 was down-regulated, Bcl-2 expression level was up-regulated
(P<<0.05),ATI1-CARP signaling pathway was significantly inhibited. Conclusion

Bellflower Saponin D can

improve myocardial injury and cardiomyocytes apoptosis in AMI rats. The mechanism of inhibiting apoptosis

is inhibiting AT1-CARP signaling pathway and regulating the expression of apoptosis-related proteins.
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