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A case— control study on the distribution of apolipoprotein Al gene polymorphisms in the survivors of
atherosclerosis cerebral infarction WANG Luya . GU Yun, WU Guixian, e al. bq;artmmt of
Atherosclerosis, Beijing Heart Lung and Blood Vessel Medical Institute, Beijing 100029, China

[ Abstract] Objective To investigate the frequency of the restrict fragment length polimorphisms
(RFLP) at 2 Mspl sites in the 5'— end of apolipoprotein AT (ApoAD) gene and its potential interaction to
atherosclerotic cerebral infarction (ACID) in Chinese Han population. Method Polymerase chain reaction
(PCR) technique w as used in a sample of 199 cases with documented ACI and 204 healthy matched by age
and sex individuals selected from Chinese Han nationality in Beijing. The studied loc indude promoter
region (— 75 bp) and the intron— 1 (+83 bp). Results (1)Both ACI and control groups M1+ -+ and
M 1+— were major frequent genotypes in Beijng area, M2+ + were major frequent genotypes in intron—
L 2)M1+— genotype appeared more common among patients than in controls (0. 487 vs 0. 368 P<<
0.05 OR = 1.64); (3) Individuals with M1+ —/M2+ + haplotype were significantly increased in
patients campared with controls (0. 437 vs 0.314, P<< 0.05 OR=1.70). Condusion It is suggested
that both M 14+ — genotype and M 1+—/M2++ haplotype of ApoAl gene might associate with ACI in
our study.
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2. : DNA ( JApoAT
L Msply MI++ MI1+—

P1: 5-AGGGACAGAGCTGATCCTTGAACTCT TAAG -3
P2; 5-TTAGGGGACACCTAGCCCTCAGGAAGAGCA -3

MI1+—
(0. 487 vs 0.368, P<<0.05, OR=1.64),

ApoAl 5 —141 bp~+292 bp M1+—
433 bps M spl . PCR (1% Mspla(+83bp)
:2.5 mmol/ L MgCh, 1 g DNA, 1 M2+ + ; M2—— s
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). Weinberg ( : Mspl; X*=2.01,
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199 144/ 55 88(0.442) *  97(0.487) ** 14(0.07D) 173(0. 869) 26(0. 131) 0
204 146/ 58 116(0. 569) 75(0. 368) 13(0. 063) 179C0. 877) 25(0. 123) 0

* df=1,%*=6.44, P=0.011, OR=0. 61; * *

df=1,0*=5.91, P=0.013, OR=1. 64
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408 (00752 (0.248)  (0.939)  (0.061) M1+ M1/
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(P<0.01). ( ’
[ 10]
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3 ApoAl
MI+-+/M2++  MI++/M2+— MI+—/M2++ MI+—/M2+— MI——/M2++ MbE—/M2+—
199 72(0.362) ° 16(0. 080) 87(0.437) *° 10€0. 050) 140. 070) 0
204 102€0. 500) 14€0. 069) 64(0. 314) 11€0. 054 13€0. 064) 0
* ,df=1,%>=17.84 P<0.0l, OR=0.57; * * , df=1,%?=6.55 P<0.05, OR=1.70
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