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[ ABSTRACT] Aim To explore the effects of — 477C/T single nucleotide polymorphism (SNP) in promoter region of ATP

binding cassette transporter A1 (ABCA1) gene on plasma levels of high density lipoprotein cholesterol (HDLC) and its relationship
with coronary heart disease (CHD) . Methods - 477C/T genotypes in promoter region of ABCA1 gene was detected in 124
CHD individuals and 111 healthy individuals by polymerase chain reactiorr restriction fragment length polymorphism ( PCR-RFLP) ,
and distribution of the — 477C/T genotypes was compared between CHD group and healthy group, and also between different CHD
Results The
higher proportion of the TT genotype and T allele was verified in CHD group than that in healthy group (P < 0.05 and P< O.

clinical situations.  The clinical indexes associated with CHD were also compared among the three genotypes.

01). In CHD group, the higher proportion of the TT genotype and the T allele was further affirmed in ACS group than that in

SAP group ( P< 0.01).
< 0.05).
CHD group.
ABCA1 gene in CHD group.
nary atherosclerosis and CHD.
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The proportion of the TT genotype in multi lesions group was higher than that in single lesion group ( P
The plasma levels of HDLC were differed significantly between the TT genotype and the CC genotype( P< 0. 001) in

Conclusions The plasma levels of HDLC may be influenced by the — 477C/T SNP in the promoter region of
The — 477C/T SNP in the promoter region of ABCA1 gene may associate with the severity of coro-
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Figure 1. Electrophoresis of PCR products of ABCA1 gene
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Figure 2. Electrophoresis of PCR and restriction enzyme diges-
tive products of ABCA1 gene
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Tablel. Distribution of — 477C/T genotypes in CHD and
healthy individual group

3[R R S 3 A
s 4
cC CT TT C T
5k LT 2 37 54 33¢ 128 120°
ACS 41 23 37 30" 83 97
SAP 41 14 17 3 45 23
IE#A 46 51 14 143 79

a: P<0.05, ¢: P<0.01, 5IEFHLE; b: P< 0.05, d: P< 0.01,
5 SAP Al %K.
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Table 2. Association of — 477C/ T genotypes with severity of

coronary atherosclerosis
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Table 3. Association of — 477C/ T Genotypes with clinic indexes

in CAD group
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