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[Abstract] Objective To investigate the effect of lorsartan on rat model of atherosclerosis. Methods Totally 30 male
Wistar rats were randomly divided to three different groups: control group, model group Chigh lipid + Vitamin D overload +
endothelium injury), and treatment group Chigh lipid + Vitamin D overload + endothelium injury + lorsartan). Rat model of
atherosclerosis was established by high lipid plus Vitamin D overload plus baloon angioplasty-induced endothelium injury. and
animals in the treatment group were models treated with lorsartan. After 90 days the blood samples were drawn to examine the
serum lipids and calcium, H-E staining was used to observe the structure changes of thoracic aorta, and immunohistochemistry
assay was used to observe CD68 and a-actin expression in the thoracic aorta. To study the relationship between Ang [[ and
severity of AS, radio-immunity analysis was used to assay Ang |l in each group.with the thickness of intima used as the index of
AS severity. Results The serum levels of total cholesterol (TC), triglyceride (TG), LDL-C and serum calcium in model and
treatment groups were significantly higher than those in the control group (P<C0.01). Compared with the control group, the
model group had a thicker intima and thinner media. Compared with model group, the treatment group had a significantly
thinner intima and thicker media (P<C0. 01). Immunohistochemistry showed that CD68 was negative in the control group,
strongly positive in the model group and weakly positive in the treatment group. Compared with model group, o-actin positive
level was higher in the treatment group. The serum Ang]l levels were not significantly different between the three groups. Ang

Il level in the thoracic aorta tissue in the treatment group was significantly lower than that in control group and higher than that
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in the model group (P<C0.05). Ang]l level in the thoracic aorta tissue was positively related with the intima thickness (P <C

0.01). Conclusion Lorsartan has anti-atherosclerosis effect in rats.
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Tab 1 Changes of serum lipids in rats of different groups

n=6, r+s, cy/(mmol » L™ 1)
Group TC TG HDL-C LDL-C Calcium
Control 2.49%0. 20 0.84=+0. 38 0.98+0. 22 1.13%£0. 48 2.4540.51
Model 16.34+4.39*~ 2.9340.45* " 1.1440. 35 13.46+3.55* 3.9740.91**
Treatment 15.94+4, 20" " 2.8940.41* " 0.96-+0. 50 13.49+3.27 3.9940.86* %

TC:. Total cholesterol; TG: Triglyceride; HDL-C:. High density lipoprotein cholesterol; LDL-C: Low density lipoprotein cholesterol.

** P<C0.01 vs control group
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Fig 1 H-E staining results and thickness of intima and media of thoracic aorta of rats in different groups

A Control group; B: Model group; C: Treatment group. Original magnification: X 100(A-C). D: Thickness of intima and media. ** P<C0. 01
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Fig 2 Immunohistochemical staining of CD68 in thoracic aorta of rats

vs control group; 24 P<C0. 01 vs model group

A Control group; B: Model group; C: Treatment group. Original magnification: X200
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Fig 3 Immunohistochemical staining of a-smooth muscle actin in thoracic aorta of rats

A Control group; B: Model group; C: Treatment group. Original magnification: X100

*2 SHMERBENBKELE Ang] Kk F 120
Tab 2 Ang]l in thoracic aorta tissue g 100
and plasma in each group g 80
n=6, xts E 60
° 40
Gro Plasma Thoracic aorta E 20
up os/(pg > ml™ 1) (pg+*mg 1) é’ 0
1000 1200
Control 146. 4425, 8 454, 3440, 1 -20
Angll level in thoracic aorta tissue (pg-mg-')
Model 138.4419.3 935.84100. 7" *
4 MEZK AnglI ERNEEEHRXXEZRAE
Treatment 143.5425.0 707.8+31.0* x4

Fig 4 Scatter diagram for relation between Ang ||

"7 P<<0.01 vs control group; © P<<0.05 vs model group of thoracic aorta and thickness of intima
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