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Influence of Heme Oxygenase/Carbon Monoxide System on Atherosclerotic Process in Rabbits
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ABSTRACT Aim  To investigate the influence of aortic heme oxygenase/carbon monoxide #H0/CO) system on atherosclerosis induced

by high cholesterol diet in rabbits. Methods Male New Zealand white rabbits were divided into three groups in random: normal group,

cholesterol group and heme group.  Serum total cholesterol TC) and plasma oxidized low density lipoprotein 6x-LDL) levels were detected.
After 10 weeks, the aorta were harvested for assessment of HO activitys CO production and area of intima lesions. Results  Compared

with normal group, serum TC and plasma ox-LDL levels elevated markedly in cholesterol group.  Aortic HO activity and CO production de-

creased about 40% and 30% respectively (P <0.01).  Intima lesions increased to 42.6% +9.2% .  Compared with cholesterol group,

administration of heme-L-lysinate did not altered serum TC and plasma ox-LDL levels; but restored CO production P < 0.01); inhibited aortic

intima lesion formation 28.4% +8.1% vs. 42.6% +9.2%, P <0.05). Conclusion  The activity of aortic HO/CO system is im-

paired markedly in atherosclerotic rabbits induced by cholesterol diet. ~ Heme-L-lysinate inhibits atherosclerotic progression in some degree by

restoring CO elaboration.
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Table 1.  Serum TC fnmol/L) and plasma ox-LDL fmol/L) concentrations & + s)
5 weeks 10 weeks
Groups n
TC ox-LDL TC ox-LDL
Normal 6 1.38+0.42 1.20+£0.21 1.42+0.50 1.32+0.24
Cholesterol i/ 34.80+9.59° 2.45+0.68° 36.98 + 10.43* 2.61+0.61°
Heme 9 32.78 £ 8.47* 2.49+0.75" 35.15+7.13* 2.78 £0.60*

a: P<0.01, compared with normal group
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Groups n HbCO HO

Nomal 6 84.17+4.99 363.33 £47.32
Cholesterol 7 58.29 +7.48" 260.86 + 41.44°

Heme 9 79.22 +7.66" 292.80+50.15

a: P<0.01, compared with normal groups  b: P <0.01, compared with

cholesterol group
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