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ABSTRACT Aim  To mvestigate the effect of fluvastatin on endothelial, coagulative and fibrinolytic functions in experr
mental atherosclerotic rabbits. Methods 28 male New Zealand rabbits were divided into four groups randomly: normal
group, pathological group, 5— week fluvastatin— treatment group ( 10 Hg/ g. d ) and 9— week fluvastatin— treatment group ( 10 Hg/
g.d). Plasma 6— Keto— prostaglandin Fi4( 6— Keto— PGFy,) , thronboxane B,(TXB;) , endothelin ( ET), nitric oxide (NO),
tissue— plasminogen activator (tPA), plasminogen activator inhibitor ( PAI) and fibrinogen (FIB) concentrations were assayed in
different intervals during the experiment. ~Results At the end of ninth week, TXB,/ 6- keto— PGF)q ratio, EI' levels and PAI
levels in the two treat groups were significantly lower than those in the pathological group ( P< 0. 05); TXB, concentration in the
pathological group was much higher than that in the normal group (P < 0.05). NO and tPA concentrations in the pathological
group were significantly lower than those in the normal group ( P< 0.01) . Compared with the pathological group, the concentra-
tion of 6— Keto— PGFjq in two treatment groups had a increasing trend, but the concentration of FIB had a lowering trend.

Conclusion Fluvastatin can significantly improve endothelial, coagulative and fibrinolytic functions.
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Table 1. The levels of plasma 6— Keto- PGF,,, TXB, and TXB,/ 6— Keto- PGF,, in the four groups ( ; *s, ng/L)
Groups . 6— Keto— PGFyq TXB, TXB,/ 6- Keto— PGF
0 week 9 week 0 week 9 week 0 week 9 week
Normal 7 128.43151.50 128.39%54.74 81.52%26.69 83.34%21.7  0.70%0.29 0.71%0.24
Pathological 7 130.28 £41.09 82.25%36.02  79.401+20.97 142.82146.87° 0.64F0.19 1.91 %0. 57°
5— week 7 129.77+37.64 88.021+9.58  79.45+23.94 112.67+28.55 0.64+0.24  1.27%0. 26"
9- week 6 129.55+51.42 118.36£61.32 82.67%28.06 109.99+43.29  0.65 0. 24 1. 02 %0. 38°
a: P< 0.05, b: P<0.0l, ¢:P< 0.001, compared with normal group;  d: P< 0.05, e: P< 0.01, compared with pathological group
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The changes of concentrations of plasma ET and NO in the four groups (; *)

Groups n EL NO

0 week 9 week 0 week 9 week
Normal 7 57.80 £23. 49 57.99 £21. 70 147.71£43.3 148. 90 48. 54
Pathological 7 56.76 £22. 02 106. 07 £19. 17 142. 03 +44. 63 80. 26 £36. 51°
5— week 7 54.96 £16.28 71.04 £19. 81" 147. 88 £36. 48 104. 15 £51. 69
9— week 6 55.41 %16. 40 66. 47 £20. 56 144. 32 £41. 00 122.97 £50. 62

a: P< 0.01, compared with normal group;
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Table 3.  The changes of concentrations of tPA, PAI and FIB in the four groups (x *s)
Grouns tPA PAT FIB
roups n 0 week 9 week 0 week 9 week 0 week 9 week
Nomal 7 0. 26 £0. 05 0. 26 0. 06 0.90 £0. 05 0. 89 £0.07 2.89 0. 76 2.99 0. 55
Pathological 7 0.27 0. 04 0. 16 0. 03* 0. 89 £0. 06 1.7310.15° 3.04%0. 69 4.66 1. 89
5— week 7 0.28 10. 03 0.2210.07 0.91 %0.07 1.20%0.09*  2.93%0.74 4.05£1.59
9— week 6 0.27 0. 05 0.23 0. 04 0. 90 %0. 03 1. 13 0. 04> 2.79%0.77 3.42%0.47

a: P< 0.01, b: P< 0.001, compared with normal group; c: P< 0.001, compared with pathological group
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