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Effect of astragaloside [V on mitochondrial injury of aortic endothelial cells from

renovascular hypertensive rats
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[Abstract] Obijective:The present study was designed to investigate the protective effect of astragaloside IV on mitochondrial injury
of aortic endothelial cells from renovascular hypertensive rats. Methods:Two kidney one clip (2K1C) technique was performed to
prepare renovascular hypertensive rats. Two weeks after operation, the rats were divided into two groups,the operation group and the
astragaloside IV treatment group [5.0 mg/(kg-d)]. The sham operated rats were used as normal control. After treatment for two
weeks , the mitochondrial ultrastructure of thoracic aortic endothelial cells from the rats was observed. The expression of Mn-superoxide
dismutase (SOD2) in thoracic aortic endothelium was observed by immunohistochemical staining. Results; Two weeks after operation,
the rats showed significant increase of systolic blood pressure compared to that of control rats. The thoracic aortic endothelial cell
mitochondria of hypertensive rats showed fracture and disappearance of cristae,swelling and vacuolation as well as decreased
mitochondrial matrix electron density. These changes of mitochondrial were ameliorated significantly by astragaloside IV. In addition,
astragaloside IV augmented the lower expression level of SOD2 in the aortic endothelium from the hypertensive rats compared with
that from the normal controls. Conclusion: Astragaloside IV reverses mitochondrial injury of aortic endothelial cells from renovascular
hypertensive rats, which may be linked to its ability to increase SOD2 expression in the aortic endothelium of the rats.
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Table 1 Systolic blood pressure of rats in each group

(mmHg,X + s,n=7)

ZH 5 ARHI AJg 1 A 2 Ji A 3 JA ARJg 4 JA
CTL 41 121.0 £2.9 1220 £ 7.1 1250 £ 5.8 126.0 + 3.0 122.0 + 9.0
2K1C 40 1180 +25 137.0 £5.9 146.0 = 5.9 149.0 + 5.3 157.0 = 7.6"
AS-IV 4 115.0 = 7.0 133.0 £ 6.7 157.0  13.2¢ 142.0 + 11.0 133.0 + 12.6”

5 CTL 4IAI LA, *P < 0.01; 5 2K1C 41145, *P < 001,
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Mitochondrial ultrastructure of rat aortic endothelial cells by transmission electron microscopy(x80 000)
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Figure 2 The expression of SOD2 in aortic endothelial cells of rats in various groups (x400)
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Table 2 The expression of SOD2 in aortic endothelial cells

of rats in various groups (I0D/area,X + S)
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