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Correlation of ATP Binding Cassette Transporter A1 Gene Polymorphisms and Lower Extremity Athero—
sclerotic Disease

Lin Xiaofeng Dai Chengjia Lian Xia Fei Yan ( Department of Pharmacy the 175th Hospital of PLA  Affiliated Southeast Hospital of
Xiamen University Fujian Zhangzhou 363000 China)

ABSTRACT Objective: To analyze the correlation of single nucleotide polymorphisms ( SNP) of ATP binding cassette transporter
Al gene ( ABCA1) and lower extremity atherosclerotic disease ( LEAD) . Methods: The clinical data and peripheral blood were col-
lected from 630 participants ( 314 LEAD cases and 316 normal controls) in Han population of Minnan. The 9 SNP genotypes in the
ABCALI gene were detected by Sequenom MassArray. Results: Among the 9 SNP genotypes 152980083 was rejected because it wasn’
t in accordance with Hardy-Weinberg equilibrium. Obvious linkage disequilibrium was found between rs2066714 and rs2066715
1s1800976 and rs2246293 rs2246293 and rs2980083 and rs1800976 and rs2980083( D*>0.9 r* >1/3) . There were no significant
differences ( P >0.05) in 6 haplotypes of ABCAI gene groups between the LEAD cases and the normal controls. No significant differ—
ences ( P >0.05) were found in frequency distribution between the LEAD cases and the normal controls in 8 SNP according to the re—
sults of genotype statistics. There was no onset risk of LEAD according to the gene logistic regression analysis. Conclusion: The SNPs
of 1510124755 1s2980083 1s1800976 rs4149341 152066714 rs2066715 152066716 1s2230808 and rs2246293 might not correlate
with the susceptibility of LEAD in Han population of Minnan.
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1310124755 GENO 0/3/221 0/5/155

ALLELIC 3/445 5/315

DOM 3/221 5/155

REC 0/224 0/160
151800976 GENO 49/93 /82 24/80/56
ALLELIC 191/257 128/192

DOM 142/82 104/56

REC 49/175 24/136
154149341 GENO 24/82/118 16/70/74
ALLELIC 130/318 102/218

DOM 106/118 86/74

REC 24./200 16 /144
12066714 GENO 17/80/126 14/54/92

ALLELIC 114/332 82/238

DOM 97/126 68/92

REC 17/206 14/146
12066715 GENO 37/123 /64 31/72/56
ALLELIC 197/251 134/184

DOM 160 /64 103/56

REC 37/187 317128
152066716 GENO 25/79/112 11/70/77

ALLELIC 129/303 92/224

DOM 104/112 81/77

REC 25/191 11/147
12230808 GENO 40/103/81 36/76/47
ALLELIC 183 /265 148 /170

DOM 143/81 112/47

REC 40/184 36/123
152246293 GENO 49/93/82 24/80/56
ALLELIC 191 /257 128/192

DOM 142/82 104/56

REC 49/175 24/136
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SNP Al TEST OR 195 Uu95

rs10124755 T ADD NA NA NA

T DOMDEV NA NA NA

T GENO_2DF NA NA NA
rs1800976 G ADD 0.842  0.210 3.382
G DOMDEV 1.19 0.274 5.17

G GENO_2DF NA NA NA
rs4149341 C ADD 0.970  0.685 1.374
C DOMDEV 0.757 0.472 1.214

C GENO_2DF NA NA NA
1s2066714 T ADD 0.942  0.645 1.375
T DOMDEV 1.149  0.688 1.917

T GENO_2DF NA NA NA
152066715 T ADD 1.022  0.758 1.377
T DOMDEV 1.463  0.964 2.219

T GENO_2DF NA NA NA
rs2066716 T ADD 1.25 0.852 1.834
T DOMDEV 0.62 0.376 1.024

T GENO_2DF NA NA NA
1rs2230808 T ADD 0.803  0.602 1.071
T DOMDEV 0.979  0.648 1.481

T GENO_2DF NA NA NA

1rs2246293 G ADD 1.181 0.877 1.59
G DOMDEV 0.672  0.441 1.025

G GENO_2DF NA NA NA
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; GENO_2DF 2 df
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