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[ ABSTRACT)] Aim To investigate the relationships between — 75 bp / + 83 bp polymorphism in apolipoprotein( apo) A1

Methods The distributions of two Mspl
polymorphisms of the apo A1 gene, — 75 bp and + 83 bp, and blood lipids levels were determined among 137 Chinese patients in

gene, lipids levels and the occurrence of coronary atherosclerosis disease( CAD) .
relation to circulating lipids and coronary angiography. Results The control group had higher M, — /M, - frequencies than
the coronary atherosclerosis disease group (M;: P< 0.005; M,: P< 0.05) and the M;— and M,— alleles were associated with
increased high density lipoprotein (M;— : P< 0.0001; M,— : P< 0.05) and apo A1 (M;- : P< 0.0001; M,- : P< 0.05)
levels. M;— and M,— were significantly correlated with CAD ( P< 0.01 and P< 0. 05, respectively) . Conclusions
The results suggest that the base changes from G to A at the — 75 bp site and C to T/G to A at the + 83 bp site do have increased
circulating levels of apo Al and high density lipoprotein and that individuals with these base changes are likely to have a reduced
risk of developing CAD.
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Table 1. The demographic information in CAD group and comr

trol group
w i Xt HE 41 IR AL
(n= 45) (n= 92)
FRE (years) 521+9 54 £11
Hil = (mmol/L) 1.90*0.72  2.23%0.69°
SHERE (mmol/L) 4.8410.78  5.23%0.86°
T 25 % e R (A BE TR (mmol/ L) 1.05£0.20  0.95%0. 18"
% 2 AR 2 1 BH ] B (mmol/L) 3.19 £0. 56 3. 47 £0. 86
HIEEA AL (¢L) 1.12%0.21 1. 03 0. 20
HAEA B (gL) 0.95%0. 15 1.00 %0. 17*
JRE M (a) (g/L) 0.23%0. 15 0.29 £0. 16°

a: P< 0.05; b: P< 0.01, 5IF% B4 %,
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Table 2. The genotype frequency of apolipoprotein Al gene M;/M, sites in CAD group and control group

M] MZ
!
+/+ + /- - /- - + /+ + /- - /- -
xf HEZH 26 (57.78%) 12 (26.67%) 7 (15.56%) 0. 2889 30 (66.67%) 8 (17.78%) 7 (15.56%) 0.2444
RN SR 78 (84.78%) 8 (8.7%) 6 (6.52%) 0. 1087° 77 (83.7%) 10 (10.87%) 5 (5.43%) 0. 1087*

a: P< 0.05; c: P< 0.005, 51F% B4l EL% .
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Table 3. Blood lipid levels related to genotypes at apo Al gene-75 bp and + 83 bp

M, M,
& b
+/+ (n=104) + - /- - (n= 33 + /+ (n=107) + - /- = (n=30)

H i =E& (mmol/L) 2.14%0.72 2.05%0. 68 2.13%0.72 2.07 0. 67
SHE B (mmol/L) 5.06 0. 88 5.21%0.75 5.10%0. 87 5. 09 0. 80
e 5 B 2R A IR AT B (mmol/ L) 0.94%0. 17 1.11%0. 19¢ 0.97 %0. 18 1.03 0. 23*
I 2% B IR 2 IR B (mmol/L) 3.35%0.82 3.44 0. 65 3.37 %0. 80 3.36 0. 73
HAEE A AL (gL) 1. 02 £0. 19 1.18 0. 21¢ 1.04 £0. 20 1.13 0. 22°
HIEEH B (gL) 0.97 £0. 17 1.04%0. 15 0.97 £0. 17 1.0310. 12
JEHEE (a) (gL) 0.2810. 16 0.2510. 14 0.27%0. 16 0.2810. 16

a: P<0.05; d: P< 0.001, 5FAM(+ /+ ) .
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