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[ABSTRACT] Aim To study the nondipid mechanisms of atorvastatin treating atherosclerosis by observing the
changes of oxidative stress and inflammatory response. Methods The rabbit model of atherosclerosis were prepared by
feeding the high fat diet and immune stimulation, then 0.435 mg/ (kg * d) suspension of atorvastalin was given for 1
month. Tt was observed for the rabbit serum superoxide dismutase (SOD) activity, malondialdehyde (MDA) and oxi—
dized low density lipoprotein (ox-.DL) levels and lectindike oxidized low density lipoprotein cholesterol receptord (LOX-
1), vascular cell adhesion moleculed (VCAMH) , intercellular adhesion moleculed (ICAM-) , monocyte chemoatirac—
tant proteind (MCP-) gene and protein expression. Results Compared with the control group, rabbit serum SOD
activity was significantly decreased (P <0.01) , serum MDA, ox-L.DL was significantly higher (P <0.01) ; mRNA and
protein expression of aortic LOX-, VCAM-, ICAM-, and MCP- were significantly increased (P <0.05 or P <0.01)
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in atherosclerosis model group.

Compared with model group, rabbits serum SOD activity was significantly increased (P <

0.01) , serum MDA, ox-LDL levels were significantly decreased (P <0.01) ; mRNA and protein expression of aortic LOX~

1, VCAMH, ICAM-, and MCPH were significantly lower in atorvastatin group (P <0.05 or P <0.01).

Conclu-

sions Atorvastatin possesses anti-oxidative stress and inflammatory response, thereby it can protect the vascular endotheli-

um and play a therapeutic role in atherosclerosis.
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Table 1. Name, sequence and amplification length of primers

5§ =
51947 5199 i; ;g
B-actin F3E: 5°-ITCTTCCAGCCCTCCTTCCTG 3~ 409 bp
K¥E: 5-CGTTTCTGCGCCGTTAGGT3”
ICAM4 3§ 5 TGGCGGCTCAGTGTCTCA 3 185 bp
FiF: 5" ACGCAGTCCTCGGCTTCT3”
VCAMA 3§ 5-CCAAACAAAGGCAGAGTA3” 191 bp
T 5 CCAAACAAAGGCAGAGTA 3
MCP4 3§ 5-CAGGCAGAGGATCAGGAC3” 232 bp
K3E: 5-GAGGTTTCAAGGCAAATAAGS3”
LOXH4 F3E: 5 ITTTGGAAATGGCTGTTGA3” 218 bp

Fi#7: 5-GCTGTTGCTTTAGGAGGT 3~
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AR RA 6 128.95+11.10 3.89+1.64 95.40+6.19
PRI 10 81.18 £14.98" 7.48 +1.16 153.65 +19. 64°
FlFEA%ABTTZ4E 10 121.29 £13.33" 4.93 +0.82" 115. 15 +14. 30"

aly P<0.01, 52 FIMIRA A by P<0.01, SHIEALE.
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Figure 1. Thoracic aortic observed by naked eye and aortic

arch pathologyof rabbit modeling
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Figure 2. The gel electrophoresis result of total RNA on cells
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Table 3. mRNA expression changes of inflammatory factors

in thoracic aorta

B 75 AR AL R FITHE AR A YT 4L
LOXA 0.09 +0. 01 0.92+0.11° 0.54 +0. 05"
MCP4 0.06 +0. 02 0.86 +0.08" 0.38 +0. 06"
ICAMA 0.19 +0. 04 0.66 +0. 02" 0.36 +0. 04
VCAMA 0.17 0. 02 0.43 0. 03" 0.24 0. 01*

ayP<0.05,b K P<0.01, 5EAXRALLI ¢ HP<0.05,d NP
<0.01, HHiAIHE L.
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Figure 3. mRNA express gel electrophoresis for inflammatory factors in thoracic aorta
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Table 4. Protein expression changes of inflammatory factors

in abdominal aorta

[ 25 xR AL RER YL R FEARAR YT 4L
LOXA 0.13 0. 02 0.89 £0. 13" 0. 44 +0. 03
MCP4 0.11 £0.03 0.91 £0. 04" 0.42 0. 04
ICAMA 0.22 +0.06 0.73 +0. 02" 0.42 +0. 03*
VCAMA 0.26 +0.04 0.89 +0. 04" 0.29 0. 02"

a yP<0.05,b K P<0.01, 57 AxFHEALLLE e AP <0.05,d /P
<0.01, SHEH .
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Figure 4. Inflammatory factors protein expression for abdominal aorta
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