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Aim  To investigated the polymorphisms of the apolipoprotein AI( apoAl) gene with coronary heart disease
(CHD) and atherosclerotic cerebral infarction (ACI) patients in Beijing area.  And to evaluate the association of polymorphisms
of Mspl with variable of lipid. Methods Using the polymerase chain reaction ( PCR), We studied the polymorphism of Mspl
m 226 patients with CHD and 236 patients with ACI and 321 age— matched healthy individuals. Results  The polymorphic
site was the Mspl site in the third intron of apoAl gene, whose presence has previously been shown to be associated with CHD.
The frequencies of the Mspl minor allele M, were 0. 387 in CHD patients ( P< 0.05). There were no difference in the frequen-
cies of minor allele M, between ACI patients and controls ( P> 0. 05). There were apparent differences in the genotypes of
apoAl gene and several lipid variables among the CHD patients, ACI patients and control group. Conclusions M, allele in
the third intron of the apoAl gene may associated with CHD and ACI and presumably through its influences on lipid metabolism to

increase the susceptibility to atherosclerosis disease.
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Figure 1 The polymorphic site of the Mspl in the third intron

of apoAl gene
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Table 1  Comparison of serum lipids levels between control
group and CHD, ACI group(x *s)

Index Control CHD ACI

TC(mmol/L) 4.6%0.8 4.9%1.3" 5.0%1.4°
TG(mmol/L) 0.9%0.4 l.4%1.0" 1.5%0.9"
LDLC( mmol/ L) 2.8%0.8 3, 21,2 3.4%1.2°
HDLC( mmol/L) 1.4%0.3 1.1%0.4° 1.0 %0.4°
ApoAl(g/L) 1.2%0.4 1.0%0.4° 1.0 %0.4°
ApoB100( g/ L) 0.7%0.3 0.8 *0.2° 0.9 %0.2°
ApoAl/ B100 1.610.4 1.3%0.5° 1.240.4"

a: P< 0.05; b: P< 0.001, compared with control group.
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Table 2 Genotype distribution and allele frequencies for the apoAl polymorphisms in diseases and control group

Mspl genotypes Mspl allele frequencis

Groups n
MM, MM, M,M, M, M,
CHD 226 100( 0. 442) * 77(0. 341) 49(0.217) " 277(0. 613) 175(0. 387) ©
ACI 236 116( 0. 492) 74(0.314) 46( 0. 195) 306( 0. 648) 166( 0. 352)
Control 218 159( 0. 495) 109( 0. 340) 53(0. 165) 427( 0. 665) 215(0. 335)

a: OR= 0.80, X*= 5.64, P< 0.05; b: OR= 1.40, X*= 8.75, P< 0.01; ¢: OR= 0.08, X*= 5.86, P< 0.05
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Table 3 Comparison of different apoAl Mspl genotypes with serum lipids level in control group, CHD and ACI group(x *s)

TC TG LDLC HDLC ApoAl Apo B100

Genotypes Apo AT/ B100
(mmol/ L) (mmol/ L) (mmol/ L) (mmol/ L) (g/L) (g/L)

CHD MM, 5.8%1.5 1.630.9 3.4%1.4 1.630.7 1.030.3 0.830.2 1.230.4
MiM2 5.6%1.6 1.7%1.0 3.3%1.4 1.530.6 1.030.4 0.810.3 1.530.3
MM, 6.0%2.1 1.8 £1.22 3.512.0 1.610.7 0.930.4 1.0 %0. 22 1.1%0.32

ACL MM, 5.3%1.4 1.4%1.1 3.2%1.4 1.730.8 1.130.4 0.810.2 1.410.4
MM, 5.2%1.3 1.3%1.0 3.2%1.4 1.6 0.6 1.1%0.4 0.8%0.3 1.4 0.7
MaM, 5.0*1.5 1.6%1.20 32413 1.630.5 0.8 30.3" 0.8%0.2 1.130.3"

Control MM 4.510.6 0.8%0.4 2.710.6 1.410.4 1.2%0.4 0.8%0.3 1.6 10.4
MM, 4.610.7 0.7%0.3 2.810.6 1.430.3 1.230.4 0.810.2 1.730.7
MM, 4.5%0.6 0.9%0.5 2.730.6 1.310.3 1.230.4 0.910.3 1.610. 4

a: P< 0.05, b: P< 0.001, Compared with control group.
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