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—{ Abstract |

The Effect of Cnidii Rhizoma Herbal-acupuncture
at GBss( Yangleungchean) on Hyperlipidemia in Rats

An Geun-hyeong and Lee Hyun

Dept. of Acupuncture & Moxibustion, College of Oriental Medicine, Daejeon University

Objectives & Methods : The purpose of this study is to observe the effects of Cridii Rhizoma Herbal
solution at GBs( Yangleungchean) on hyperlipidemia in rats. The author performed several experimental
items to analyze the levels of various components and enzymes in serum, urine and liver, as well as the
histological change of liver and aorta.

Results : 1. In the Cndii Rhizoma Herbal-acupuncture group, The levels of total cholesterol were
significantly decreased, and the ratio of HDL to Total cholesterol, Phospholipid/total cholesterol were
significantly increased as compared with those of the control group.

2. In the Cndii Rhizoma Herbal-acupuncture group, HMG-CoA reductase activity was significantly
decreased than those of the control group NP(needle prick) group and saline group.

3. In the Cndii Rhizoma Herbal-acupuncture group, phathohistological change of liver was suppressed
as compared with the control group.

Conclusions : From the above results, it is suggested that Cndii Rhizoma Herbal-acupuncture at GBg
has a therapeutic effect on hyperlipidemia.
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Fig. 1. Effect of CR-HA at GBs on body weight
in rats with hyperlipidemia
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Fig. 2. Effect of CR-HA at GBs on liver weight
in rats with hyperlipidemia
sk 1 p<(0,001 compared to normal group by #test.
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Fig. 3. Effect of CR-HA at GBs on serum total
cholesterol level in rats with hyperlipidemia

#xx 1 p<0.001 compared to normal group by ttest.
T+t 1 p<0.001 compared to control group by ANOVA
test.
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Fig. 4. Effect of CR-HA at GBx on serum

HDL/total cholesterol level in rats with hyperlipidemia

w0 1 p<0.001 compared to normal group by #test.
T+t p<0.001 compared to control group by ANOVA test.
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Fig. 5. Effect of CR-HA at GBs on atherogenic
index in rats with hyperlipidemia

w4 1 p<(0.001 compared to normal group by #test.
t 1 p<0.05 compared to control group by ANOVA test.
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Fig. 6. Effect of CR-HA at GBs on serum LDL-
cholesterol level in rats with hyperlipidemia

##% 1 p<0.001 compared to normal group by test.

F+ 1 p<0.01 compared to control group by ANOVA test.
F+ 1 p<0.01.

¥ p<0.05 compared to NP group by ANOVA test.
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Fig. 7. Effect of CR-HA at GBs on serum
phospholipid/total cholesterol in rats with hyperli-
pidemias

* 1 p<0.001 compared to normal group by ttest.
T+ p<0.001.
++ 1 p<0.01, compared to control group by ANOVA test.
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Fig. 8. Effect of CR-HA at GBs; on heaptic
HMG-CoA reductase activity in rats with hyper-
lipidemia.
* 1 p<0.05 compared to normal group by ftest.
+% : p<0.01 compared to control group by ANOVA test.

F% : p<0.01 compared to NP group by ANOVA test.
## . p<0.001 compared to saline group by ANOVA test.
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Fig. 9. Effect of CR-HA at GBs on hepatic cata-
lase level in rats with hyperlipidemia.

% 1 p<0.001 compared to normal group by #test.
¥ p<0.01 compared to control group by ANOVA test.
#© p<0.05 compared to saline by ANOVA test.
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Fig. 10. Histological analysis of liver in rats with hyperlipidemia(SBB stain) x200
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