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Aim To observe the effects of Sini decoction on atherosclerosis and oxidative injury in rabbits fed with chol-

Superoxide Dismutase; Aorta; Atherosclerosis;

Methods 24 rabbits were randomly divided into three groups.  Normal group was fed with nommal diet;
Model group was fed 1% cholesterol and 5% fat diet; Sini decoction group was fed 1% cholesterol and 5% fat diet plus Sini de-
coction [ 2.1 ¢/(kg*d)].

dialdehyde (MDA) content of blood and aorta were detected.

At the end of study, the plaque area were measured, superoxide dismutase ( SOD) activity and malon-
SOD protein and gene expression were observed with immunohisto-
chemistry and hybridization in situ method. Results Compared with model group, Sini decoction could diminish lipid plaque
area, intimal plaque area and intimal thickness, reduce the levels of aorta and serum MDA, increase aorta and serum SOD activi
Conclusions

ty, increase the expressions of SOD protein and SOD gene in aorta. The experimental results suggested that Si-

ni decoction had antiatherogenic effects.  The possible mechanism might be that Sini decoction could reduce oxidative injury in

rabbits.
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Table 1. The comparisons of pathological changes of aorta between model group and Sini decoction group (; *5)
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(Rt 8 34.79 £9. 71 30. 86 £13. 59 3 093. 16 £873. 62 0.72%0. 39
DU 35 77 £ 8 9.32%5.41° 8.37 6. 13" 867. 67 £636. 71* 0. 15 0. 12¢

a: P< 0.01, 5B HAL
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Table 2. The change of SOD activity and MDA concentration in various groups (x s, n= 8)

5 @ SRR A AN B WoEEE

I (ky/L) 1% (u/ 100 mg ZHEH) 12 (mmol/ L) 1% ( nmol/ 100 mg ZH#H)
IEHA 182. 28 £33. 46 71.17 £41.56 4.39 0. 61 62.32%9. 21
BRI 192. 72 £12. 76 45.19 £21. 08" 6.58 %1. 10 152.97 £19.31"
VY3 7 41 260. 47 £10. 33" 140. 05 £55. 91" 4.44 %0, 42¢ 108. 65 £14. 47"

a: P< 0.05,b: P< 0.01, 5IEHHAMLEL; ¢: P< 0.05,d: P< 0.01, SHEFRHMEL
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Table 3. The expression of SOD protein in intima and media among three groups
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PRI 3 ZHELARL, XP= 11,04, P= 0.004; TEIH 3 HELHR, x*= 2.516, P= 0.284.
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Table 4. The expression of SOD gene in aorta intima and media among three groups

. W o
IEHH TR 2H VY33 7 241 IEHA TRAIZH 3% 97 41
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I 4 2 1 0 1 0
55 BH 3 6 3 4 4 1
oh EE A A 0 0 2 3 2 2
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IR 3 ALk, XP= 9.379, P= 0.009; FIH 3 4 Lk#, X*= 6.579, P= 0.037.
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