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ABSTRACT Objective To observe the influences of Tongxinluo on vascular endothelial function
and its related mechanisms. Methods  Totally 48 New Zealand rabbits were randomly divided into the
control group, the model group, the low-dose Tongxinluo group, the medium-dose Tongxinluo group, the
high-dose Tongxinluo group and the Atorvastatin group, 8 in each group. Rabbits in the control group were
normally fed, while those in model group and drug intervention groups were fed with high-fat diet in to es-
tablish hyperlipidaemia model. While molding, rabbits in each drug intervention group were respectively
offered Tongxinluo Capsules 0. 15, 0. 3 and 0.6 g/kg and Atorvastatin 2. 5 mg/kg by gastrogavage, once
a day, for consecutive four weeks. Blood lipid (TC, TG, HDL-C, LDL-C) level change were measured by
biochemical method. Serum endothelin (ET-1) and nitric oxide (NO) level were detected by ELISA and ni-
trate reductase method. In addition, HE staining was used to observe arterial morphological and Isolated
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vascular ring was used to test aortic endothelial diastolic function, while protein expression levels of
PI3K, AKT and p-AKT in carotid tissue were detected by Western blot. Results Compared with the con-
trol group, serum TC, TG, HDL-C, LDL-C, ET-1 level were increased (P <0.01) and NO level and aortic
diastole rate were decreased (P <0.01) in the model group, while the relative expression levels of PI3K
and p-AKT in carotid tissue were decreased (P <0.01). Compared with the model group, serum TC, TG
and LDL-C level were reduced in the high-dose Tongxinluo group and Atorvastatin group, and serum TG
and LDL-C level were reduced in the medium-dose Tongxinluo group (P <0.05, P <0.01). Serum ET-1
level were decreased and NO level and aortic diastole rate were increased (P <0.05, P <0.01) as well as
the relative expression levels of PI3K and p-AKT in carotid tissue were increased (P <0.05, P <0.01) in
the high-dose Tongxinluo group, medium-dose Tongxinluo group and Atorvastatin group. Conclusion
Tongxinluo could improve endothelium-dependent diastolic function through activating PISK/AKT signal

transduction pathway.
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