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Effect of Bushen Huoxue Method on Expression of NO and Ang [[ in Isolated Systolic Hypertension Rats
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Abstract Objective:To explore effect of the Bushen Huoxue method on vascular remodeling of isolated systolic hypertension (ISH)
rats. Methods : ISH rats model was established by WVK method, divided into Bushen Huoxue decoction group, amlodipine group, Bush-
en Huoxue decoction- amlodipine combination group, blank control group, and model control group, gave corresponding drug interven-
tion, measured rat’ s tail blood pressure, serum NO level, Ang Il level after 8- week treatment. Results ;: Bushen Huoxue decoction can
significantly increase serum NO level and reduce the Ang |l level in ISH rats compared with model group (P <0.05). The Chinese and

western medicine combination group was more effective. Conclusion ; Bushen Huoxue method can improve vascular compliance in rats of

isolated systolic hypertension.
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