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Effects of L— Arginine on Atherosclerosis and Serum Lipids in Rabbits
HE Rong- Hua, LI Tao, SHI Xian— Tong, LIU Zi—- Gang, ZOU Yong— Guang, YU Xiao— Min and YANG Ji- Zhou
( Department o Cardiology, the Ceniral Hospital o Xiaogan, Hubei Province, Xiaogan 432100, China)

MeSH Arginine:  Cholesterol:  Atherosclerosis:  Nitric Oxide:  Aorta:  Models. Cardiovascular: ~ Macrophages:  Endothelium:
Rabbits
ABSTRACT Aim  To observe the effects of L— arginine on athersclerosis and serum lipids in rabbits. Methods Forty— five

rabbits were divided into three groups accidentally. ~ Normal group received nornal chow, control group received 2. 5% cholesterol and nor

mal drink, treatment group received 2. 5% cholesterol and 2. 25% L— arginine solution for 7 or 14 weeks.  The levels of serum total choles-
terol (TC) and triglycerides (TG) were investigated, while atherosclerosis was measured by image pattern analysis method after ascending aorta
and descending aorta were stained with Oil- Red- O. Results The serum total cholesterol and triglycerides had significantly inhibitted
by treatment with L— arginine at 7 weeks. But there was no significant difference between treatment with and without L— arginine at 14 weeks.

Similar results of atherosclerosis was seen in ascending aorta.  But at 7 or 14 weeks, atherosclerosis was less in descending aorta of argi-

nine fed animals than that of rabbits fed cholesterol only. Conclusion  The results suggest that chronic dietary L— arginine suppllem-

intation does not result in a sustained limitation in atherosclerosis and decrease in serum lipids.
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Table 1. Comparison of plasma lipids level in three groups (;
*s, mmol/L)

Groups n TC TG

Before treatment

Nomal 7 1.82%0.3 1.08 0.2

Control 8 1.78 0.3 1.07 X0. 1

Treatment 7 1.80 0. 4 1.08 0.3
The seventh week

Nommal 8 1.80 0.2 1.07 0.3

Control 8 31.5+3.24 1.62 £0. 3¢

Treatment 7 24. 6 %3. 6" 1.30 %0, 2
The fourteenth week

Nommal 7 1.83%0.4 1.09%0.5

Control 7 42.6%4.2¢ 2.2 0. 5¢

Treatment 8 39,315, 2° 1.9%0.3°

a: P> 0.05, b: P< 0.05, compared with control group; c: P< 0.05, d: P

< 0.01, compared with normal group
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Table 2. Comparison of the percentage of atherosclerosis be-

tween treatment group and control group (; ts, %)

Groups n Ascending aorta Descending aorta

The seventh week
Control 8 49 18 20 *6
Treatment 7 39 +¢6b 12 14b
The fourteenth week
Control 7 6718 28 *8

62 £10° 17 £5°

Treatment 8

a: P> 0.05, b: P< 0.05, compared with control group
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