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[ Abstract]  Objective To observe the pharmacological effect of ginsenoside Rb, on blood pres-
sure and oxidative stress indicators in spontaneously hypertension rats. Methods 36 12-week-old male
SHRs were randomly divided into four groups: large doses of ginsenoside Rb, and small dose group and
blank group (saline), positive control group (‘amlodipine) . 9 normotensive Wistar Kyoto rats ( WKY)
only for the normal control group. A tail cuff method was carried out to determine the arterial blood pressure
at the treatment of 0 week and the end of 12 weeks respectively. Blood was also collected to analysis the in-
dicators of oxidative stress such as SOD activity, MDA level and ox-LDL at the same time. Results After
12 weeks treatment with ginsenoside Rb, , the blood pressure of large and small dose groups were signifi-
cantly decreased than pre-treatment, but not superior to the amlodipine group; When Rb, of high dose
group and amlodipine group compared with the control group respectively, the difference was statistically
significant (P <0.05) . Detection of oxidative stress index found, after Rb, treatment, MDA, SOD and
ox-LDL levels all have a certain degree of improvement, especially for the MDA and ox-LDL changed most
significantly, compared with the saline group, the difference was statistically significant (P <0.05).

Conclusion Ginsenoside Rb, has significant antioxidant activity, the blood pressure lowering effects as-
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sociated with againsting oxidative stress to some extent.

[ Key words]  Ginsenoside Rb, ;
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12 )4 190 4.3 6.75 +0. 82° 175.62 £ 17.24 72.35 6. 11°
A KA
0 J& 210 7.5 10.32 +2.44 156.78 +21.25 121.52 +5.31
12 )4 211 6.9 11.2+3.24 155.48 £23.25 120.23 +7.21
T4
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