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Pharmacodynamics of ¥i Medicine Taruosan on prophase atherosclerosis
in golden hamster with hyperlipidemia
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Abstract: Objective To observe the effect of water extract from Y7 Medicine Taruosan (a prescription of podwer) on prophase
atherosclerosis in golden hamster. Methods The golden hamsters were injected with VD3, while fed with high cholesterol diet. After
nine weeks, the models were established successfully. The golden hamsters were devided into model, Simvastatin (4.2 mg/kg), and
high- and low-dose (16.8 and 2.1 g/kg) Taruosan water extract groups. The animals were ig administered once daily for 11 weeks,
and the animals in the control group were not administered. After administration, the levels of total cholesterol (TC), triacylglycerol
(TG), low density lipoprotein cholestorol (LDL-C), and high density lipoprotein cholesferol (HDL-C) and the contents of
interleukin-1f (IL-1B), tumor necrosis factor-o. (TNF-o), matrix metalloproteinase-9 (MMP-9), and tissue-inhibitor of
metalloproteinase-1 (TIMP-1) were analyzed. Carotid histomorphological changes were observed by HE staining. Hepatic lesions
were evaluated by liver index. Results Compared with the model group, the levels of TC, TG, LDL-C, IL-1p, TNF-a, and MMP-9
were reduced, the level of TIMP-1 increased, and the carotid artery and hepatic pathological changes were improved in the other
groups. Conclusion Taruosan has a therapeutic effect on prophase atherosclerosis, which may be due to regulating the lipid
metabolism, reducing the level of inflammatory factors, and conditioning the imbalance state of MMP-9/TIMP-1.
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Table 1 Analysis of blood lipid levels in golden hamsters after nine weeks of modeling (x +s)

4 ) R TC / (mmol-L™") TG /(mmol'L™")  LDL-C/(mmol'L™")  HDL-C/(mmol-L™")
ol 10 2.62+2.05 2.5040.82 0.74£0.13 1.95+0.07
Y 36 13.38+5.34" 14.53+6.77" 8.9445.15" 2.3542.60

A "P<0.01

*P<0.01 vs control group

X
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Fig. Pathomorphological analysisof carotiol artery

in golden hamster after nine weeks of modeling
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Table 2 Effect of Taruosan on blood lipid levels in golden hamsters with prophase atherosclerosis (x £ s)

41l IR /(gkg) W/ 2 TC/(mmolL™") TG/ (mmolL™") LDL-C/(mmol-L™") HDL-C/(mmol-L™")
of I — 9 2.6240.21 2.50+0.82 0.74+0.13 1.95+0.07
i — 8 16.87+4.49" 16.07+6.52"  11.32+3.06" 1.59+0.83
WA 16.8 8 8.63+2.374* 5.841+3.59%4 52142474 2.98+0.69

2.1 8 12.95+7.23**  11.21+£8.86** 6.83+4.53* 2.19+1.31
by T 0.004 2 8 8.39+2.9844 3.27+2.054* 4.834+2.20% 2.731+0.84

SXRALE: TP<0.01; SERIAIE: *4P<0.01, % 47

P <0.01 vs control group; 44P <0.01 vs model group, same as Table 4
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Table 3 Effects of Taruosan on inflammatory factor and related enzymes of golden hamsters
with prophase atherosclerosis (x £+ 5)

4% FIE /(gke) B/ RO IL-1p/(pgmL™)  TNF-o/ (pgmL™") MMP-9/(ngmL™") TIMP-1/(ng'mL™")
pagis — 9 93.25+ 46.78 10.70+ 4.38 0.86+0.32 1.74+1.00
iR — 8 259.18+102.19" 45.12422.08" 1.3540.49° 2572163
BATHL 16.8 8 138.12+ 44.69* 11.09+ 5.74** 0.67+0.4744 4.53+1.45%

2.1 8 357.08+114.32 18.38+ 8.08** 0.77+0.18*4 542+ 1.124*
AT 0.004 2 8 109.80+ 36.95* 28.19+12.78*4 0.69+0.30** 2.74%+0.78

AL P<0.05 TP<0.01: SEIMAILLE: 4P<0.05

44p<0.01

"P<0.05 ""P<0.01vs control group; 4P<0.05 **P<0.01 vs model group

B 21 kg

B 16.8 gkg!
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Fig. 2 Effect of Taruosan on pathomorphology of common carotid artery in golden hamsters with prophase atherosclerosis
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Table 4 Effect of Taruosan on liver index of golden hamsters

with prophase atherosclerosis (x +5)

4HoB FIE /(gkgh) W/ R HPBERER
pagict — 9 2.9610.20
Y — 8 6.1140.64"
WAL 16.8 8 5.19+0.484*
2.1 8 5.1040.57**
FARARYT 0.004 2 8 4.88+0.3844
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