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Early Protective Effect of Fluvastatin on Vascular Endothelial
Function in Rabbits Fed by Hyperlipid Diet

MA Hong, LIU Qun-feng, ZHOU Shao-chun, ZHENG Zhen-sheng

(Department of Cardiology, First Affiliatled Hospital, Sun Yatsen University of Medical Sciences Guangzhou 510080 China)

Abstract: [Objective] To prove early pwotective effect of fluvastatin on vascular endothelial function in rabbits fed
by hypercholesterol diet. [Methods] Forty white rabbits were randomly divided into two groups: control group (Hyper-
lipid diet: 1% cholesterol, 1. 84 lard, 7.5% yolk powder and 83.75% cnmon pellet) and treated group (Hyperlipid
diet+fluvastatin 10 mg°kg ' °d '). Four rabbits were randomly selected from each group before experiment and 1-
week, 2-week, 3-week and 4-week after treatment with highlipid diet. The blood samples were drawn in order to measure
serum lipids, then the rabbit was killed by air, the aortawas isolated. The aorta was used to test endothelium-dependent
and -independent vasodilative response to acetylcholine and nitroglycerine. [Results] There was no difference in the aortic
relaxing response to nitroglycerine and acetylcholine between the wo goups before experiment. As time passed, the re-
laxing response to acetylcholine was shown to be different between the wo groups in the first week ( P<Z0. 05), but the
relaxing response to nitroglycerine kept unchanged in the o groups throughout the studies ( P> 0. 05). The elaxing
response to acetylcholine was shown to be different in the first week in the contwol group as compared to that before exper-
iment ( P<Z0. 05), but this difference was found in the second week in the treated group ( P<Z0.05). [ Conclusion}
Hypercholesterolemia results in endothelial dysfunction. Fluvastatin not only reduce plasma lipids but also early potect
vascular endothelial function in rabbits fed by hypercholesterol diet.
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1
Table 1 Charge of the total cholesterol(TC) between the 2 groups

(x=% s mmol L)

Group n Before treaiment I-week after 2-week after 3-week after 4 week after
Control group 4 2. 7240.28 10.457+0.56 ¥ 13.411.48 19.714£2.17 ¥ 22.95+1.98 %
Treated group 4 2. 68=0.24 7.60£1.24 72 9,29441,87 ¥ 13,194£2.51 Y 15,03 E1.84 0¥

1) Compared to the contio] group, P<_Q. 05; 2) compared to “before treatment”, P< 0. 05
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Table 2 Change of tigly ceride('TG) between the 2 groups (x5 mmol/L)
Goup n Before treatment I-week after 2-week after 3-week after 4 week after
Control group 4 0. 912-0. 21 1.6140.29 ¥ 2.1440.55? 2.904-0. 34 ? 3. 4440.49 ¥
Treated goup 4 0. 8740. 19 1.1040.28 V 1.2540.32 7 1.5740.49 "% 1.9440.40 12

1) Compared to the contiol group, P<C0.05; 2) compared to “ before treatment”, P<Z0. 05

3

Table 3 Change of the high density lipoprotein cholesterol(HDL-C) between the 2 groups (X% s, mmol/ L)

Group n Before treatment I-week after 2-week after 3-week after 4 week after
Control group 4 1. 5740. 03 2.7340.29 ¥ 3.3440.37? 4.44740. 46 % 5.384:0.59 ¥
Treated goup 4 1. 594-0. 02 3.2440.32 2 4.3740.49 % 5.5440.52 0 6.4940.64 17

1) Compared to the contiol group, P<Z0.01; 2) compared to “ before treatment”, p<<0. 05

4
Table 4 Change of the low density lipopmotein cholesterol (LDL-C) between the 2 groups (x=* s mmol/ L)
Group n Before treatment I-week after 2-week after 3-week after 4 week after
Control group 4 0. 744-0. 08 6.9941.71 % 9.1042.25 % 13.9541.13 ¥ 16.0141.09 ?
Treated goup 4 0. 697-0. 04 3.8640.97 % 53541.2Y%  6.9441.41 2 7.664-0.87 %

1) Compared to the contiol group, P<C0.05; 2) compared to “ before treatment”, P<Z0. 05

5 (NG
Table 5 Aottic relaxing response to nitraglycerine(NG) between the 2 groups (x+ts)
2-week after 3week dfter 4week after

Group n Before treatment lrweek after

4 0. 80240. 051 0.79540. 048 ?
0.80040.022 "2 0. 780+0.061 ¥

0. 79840. 045 ? 0.80540.037% 0. 788=+0.030?

Contmol group
0.79540. 026 "2’ 0. 808+0.042 "%

Treated group 4 0. 803+0. 031

1) Compared to the contiol group, P=>0.05; 2) compared to “ before treatment”, P> 0. 05

6 (Ach)
Table 6 Aortic relaxing response to acetylcholine(Ach) between the 2 groups (x+ s
Group n Before treaiment lweek after 2-week after 3-week after 4 week after
Contol group 4 0.6424-0.021  0.583%0.033 2  0.533+0.043 2 0.48540.062 ¥ 0. 43340.017 ?
Treated group 4 0.648£0.019  0.62540.029 " 0.5854:0.026 '*?  0.54540.057 '*¥ 0. 50040.042 ¥

1) Compared to the contiol group, P<Z0.05; 2) compared to “ before treatment”, P<Z 0. 05
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