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Abnormal Lipoprotein Metabolism in Coronary Artery Disease
Takashi MIIDA
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Nitgata University School of Medicine
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We examined the relationship between abnormal lipoprotein metabolism and
coronary atherosclerosis in 120 patients with angiographically proven coronary artery
disease (CAD: 97 males and 23 females, 58.7 % 7.4 years and 63.0* 6.6 years,
respectively). The incidence of type II hyperlipidemia was 25.8% in males and 43.5%
in females. In the male CAD group, type I hyperlipidemia seemed to be related to
the earlier onset of CAD (below 50 years). VLDL and LDL lipid levels were signifi-
cantly higher in the male CAD group than in the control group (p<0.001). IDL-
cholesterol level was significantly higher in the former than that in the latter (p<0.05).
Elevated IDL-cholesterol level seemed to be closely associated with type IIb hyper-
lipidemia. HDL2 -cholesterol, HDLZ2 —phospholipid, HDLZ2 —apolipoprotein A-1 and
HDL3 —phospholipid levels were significantly lower in the male CAD group than those
in the control group (p<0.05). 1In the CAD group, HDL 2-cholesterol, HDL2-
phospholipid and HDL 2 - apolipoprotein A-1 levels were correlated significantly and
negatively with serum triglyceride level (p<<0.05). These data suggested that abnormal
lipoprotein metabolism might be one of the promotive factors of coronary atherosclerosis.
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