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ABSTRACT

vascular smooth muscle cells( VSMCs) proliferation, apoptosis and intimal thickening.

ized into two groups: treatment group, non— treatment group.

diets and iliac artery endothelial denudation.

Apoptosis

Aim The aims was to investigate the effects of Fluvastatin on intimal thickening and the relationship between

Methods 56 Rabbits were random-

The atherosclerotic lesions were established with high cholesterol

The animals were killed and iliac arteries were removed at 1, 2, 4, 8 w respectively.

With HE staining, immunohistochemical staining and in situ cell death detection, we observed the effects of fluvastatin on the

thickness of intima and intima/media, and the proliferation of VSMCs and cell apoptosis in neointima and media.
The thickness of neointima and [/M were thinner in treatment group than in non— treatment group.
tive cells and the content of actin in the intima of treatment group was lower than that of non— treatment group.

apoptosis in treatment group increased with the time and was higher than that of non— treatment group ( P< 0. 05) .

Results
Percentages of PCNA— pos-

Percentages of
Conclur

sion Fluvastatin inhibit excessive thickening of vascular intima effectively, which may partly be related to its inhibiting the prolif-

eration of VSMCs and promoting the apoptosis of cells.
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Table 1.

sis in the treatment group and non— treatment group (x *s)

The comparison of thickness of intima, percentages of PCNA- postive cells, the contnets of Actin, percentages of apopto-

Groupe Time Thickness of M Percentages of Contents of Percentages
(w) intima( mm) PCNA- postive cell Actin of apoptosis
treatment 1 48.32 £10. 63° 0.33 £0. 09" 32.73 %5, 44 4.14%0. 52° 41.55 *6. 6"
2 165. 52 £8. 55 1.09 0. 06* 37.5%5.95" 4.96 £0. 34* 47.14 £5.22"
3 229. 66 £50. 7° 1.37%0. 13° 30.17 £5. 16 5.53 0. 82° 51.47%4.78"
4 186. 3 13, 44° 1.32%0. 12° 25. 84 £3. 68" 4.17 0. 34° 54.10 £4. 32"
norr treatment 1 151. 63 £18. 57 1. 05 £0. 09 39.15%4. 17 5.42%0.36 34.57%£3.84
2 234.118.78 1.24 0. 04 44,9913 4 6. 65 0. 57 41.041£3.96
3 345.63134.0 1.75%0. 14 36. 60 £4. 16 7.50 %0. 58 45.34%4. 4
4 7477.50 £91. 67 2.83 0. 83 31.21£3.49 6. 07 £0. 69 40.970£7.8

a: P< 0.01, b: P< 0.05, compared with non— treatment group.
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Table 2.

The comparison of percentages of cell apoptosis and proliferation of arterial neointima in different time(; *5)

Groups Time(w) Apoptosis( A, %) PCNA positive cell(P, %) A/P
treatment 1 41.55 £6. 6* 32.73%5. 44 1.27
2 47.14%5.22 37.5%5.95" 1.26
4 51.47%4.78 30.17 £5. 16 1.68
8 54.10%4. 32 25.8413.68 2.10
non— treatment 1 34.5713.84 39.15 4. 71 0. 88
2 41.04%3.96 44.99 %3 4° 0.91
3 45.34%4 4 36. 60 £4. 16 1.24
4 40.97%7.86 31.21%3.49 1.31

a: P< 0.05, compared with the other three groups, b: P< 0.05, compared with 1 w group.
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