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Effects of Enalapril. Nifedipineand Lovastatinon Experimental Atherosclerosis in Rabbits
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ABSTRACT Aim  To investigate enalapril, nifedipine and lovastatin had the effects on experimental atherosclerosis in
cholesterol-rabbits. Methods Thirty-seven rabbits were divide into five groups accidentally. Group A received normal
chow, group B received cholesterol, group C received cholesterol plus enalapril, group D received cholesterol plus nifedipine
and group E received cholesterol plus lovastatin. All rabbits were fed for sixteen weeks. At the end of the study, all animals
were killed to determine the aortas cholesterol concentration and the percentage of aortic lesions covering the intimal surface.
Results Enalapril and nifedipine didn’t affect lipid level. Lovastatin reduced total cholesterol, triglyceride, and LLDL level.
The LDL/HDL ratio was less in lovastatin group than that in cholesterol, enalapril, and nifedipinegroups. The aortas choles-
terol concentration and the plaque square in all drug groups were lower than in cholesterolgroup (P<C0. 05). Conclusion

These three drugs had the effects of prophylaxis in experimental atherosclerosis.
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Table 1. The concentration of total cholesterolin all groups (£
Weeks Normal group Cholesterol group Enalapril group Nifedipine group Lovastatin group
0 1. 7840. 06 1.9440. 40 1.8540.16 1.80+0.16 1..192:d= 0. 25
2 1.80+0. 14 6.0742.51 8.2042.27 4.37+1.42 2.9140.72
4 1.8640.13 9.63+3.61 9.05+3.06 9.73+1.87 2.84+0.99
6 1.9440. 04 19.9145.83 16.00£3. 34 19 69=+2. 53 3.17+1.19
8 1.904+0. 06 24.2445.19 18.10+3. 35 21.24+3.33 4.63+2. 32
10 1.9140.10 22.75+4.00 19.96+2.15 23.9943.01 4.30+1.87
12 1.9440.11 24.22+6. 40 21.63+2.40 20.23+£2.73 4.0441. 39
14 1.9140. 09 23.2043.27 22.434+1.82 22.1643.02 4.0441.54
16 1.90+0.19 23.021+3.21* 21.65+£0.90* 22.244+1.51* 3.64+1.03"

a: P<C0.0005, compared with normal group.
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Table 2. Comparison of TG, LDLC and LDL/HDL in rabbits at 0 and 16th week (zx=+s)
- Normal group Cholesterol group Enalapril group Nifedipine group Lovastatin group
0 16W 0 16W 16W 0 16W 0 16W
TG 2.6701+0.15 2. 854:0:.12 3.0740.70 4. 1440. 302 2.9240.28 3.8540.60a 2.6110.24 5.0542. 48a 2.8540.40 2.1040.58b
LLDL 0.83+0.10 0.914+0.19 1.00+0. 14 21.2940. 832 0.83+0.10 19.122. 394 0.934+0.10 20.53+1.68a 0.94+0.18 2. 71+0. 94b
LDL/HDL 0.0540.01 0.0540. 00 0.06£0.01 0.5540.00a 0.050. 00 0.522£0.00a

0.06+0.00 0.7140.00b 0.054+0.00 0. 124 0. 00b

a: P<C0.05, compared with pre experiment; b: PP<Z0.05, compared with Cholesterol, enalapril and nifedipine groups.
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Table 3. The aortas cholesterol concentration and the

square percentage of the plaque in five groups

Groups Concentration Percentage

Normal 1.06+0. 16 0
Cholesterol 4.95+1.19 38.93+7.97
Enalapril 2.5740.62° 19.98+4. 42¢
Nifedipine 3.4240.90° 27.79+38.28"
Lovastatin 3.12+0.52° 18. 944-6. 75°

a; P<C0.05, compared with Cholesterol group.
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