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Abstract
The fact that a low concentration of
high density lipoprotein cholesterol is a
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powerful and independent predictor of
coronary heart disease has been
established beyond
Apolipoprotein (apo) A-I, A-Il and A-IV

are the major proteins of HDL particle.

dispute.

Genotype of these apos have been
with
The present

reported to be  related
cardiovascular disease.
study was to find out the relationship of
gene polymorphisms of apo A-I, A-IV
and apo A-II genes to plasma lipids and
lipoproteins. Results showed that G to A
mutation of the 75 bp upstream of apo
A-I decreased plasma lipiprotein a
concentrations, while the +83 bp of apo
A-I mutation (Msp -) increased plasma
cholesterol and low density lipoprotein
cholesterol concentrations. Substitution
of apo A-IV'?" A" =S¢ decreased both
cholesterol and low density lipoprotein
cholesterol concentrations. The 3’ end
mutation of C to T increased apo B

concentrations.
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Apo genotype n Lipid profile P
Apo A-1(-75) Log lipoprotein (a)
AA 11 1.40+1.63
AG 36 1.73£1.67
GG 43 2.39+1.12 0.04
Apo A-1(+83) Cholesterol (mg/dl)
MSP +- 14 235+111
++ 160 189+57 0.01
LDL-C (mg/dl)
+- 14 170+108
++ 160 126+52.2 0.075
Apo A-IV
127 Asn—Ser Cholesterol (mg/dl)
AA 76 200+65
AG 55 205+71
GG 12 165+49 0.05
LDL-C (mg/dl)
AA 76 134+57
AG 55 140+71
GG 12 102450 0.05
Apo A-II (3’ end) Apo B (g/L)
CC 71 0.54+0.18
CT 77 0.56+0.20

TT 14 0.69+0.27 0.05




