o5 29 55 24 1 B/O= OFE K OK ¥ ¥ W Vol. 29, No. 24
2007 4E 12 A ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Dec. 2007 2347

LR S 1000-5404 (2007 ) 24-2347-03

ABCAl HETRE MR SZEIEEHBEE/KFRHXER

= w' ExR' W B, AL (' RABEE S B AR AL S 22, LA 610083 ;7 U 1| o2 4 1 5 o 1L 5 P9 0, S
610041)

®OE. HM FUHIRTE S #ERRLS & Rz ik AL (ATP-binding transporter A1, ABCA1) & [H £ 25 45 00 A B I 3%
i 44 U )5 2 1 10 1 % high-density lipoprotein cholesterol, HDL-C) K- (1) 6%, Jitk F FH B8 A B R 7 - 1 e B
HE 22 A PE A TR ARG T 376 100 1.4 25 22 1 1 41U A ABCAL S5 M8B31 RIS87K Fll R219K £ A, &4 W A
o KK1587 JSEPH )2 HDL-C /K SE-B] GA% T RR1587 1 RK1587 JEHBE (P <0.05) . MR, (L &Pk KK1587 3K
) % HDL-C 7K AT RR1587 £l RK1587 KL I (P <0.01) , — 2R PEBLAY S 07 7, R1ISBTK 275 % & #~& HDL-C
AKF-AE S TTRRE 8 2.3% (P <0.01) . &5 ABCAI1 3£ M8831 Ml R219K & 74 51Uk A HDL-C AKF X, {H K1587
LR R LA BREAE H 7 305 Lo HDL-C KSR 56

LA . MR S BRRRAS S BB R AL R bR Sh kS R R Ak O B ; o R AR R

FE%5 5 RI8L. 33;R344. 81;R446.69 YRRAFIREG: A

Relationship between ATP-binding transporter Al gene variation and plasma high

density lipoprotein cholesterol level
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Abstract: Objective To investigate the association between the ATP-binding cassette transporter Al
( ABCA1) gene polymorphisms and plasma high density lipoprotein cholesterol ( HDL-C) level in Chinese gen-
eral population. Methods M8831, R1587K and R219K polymorphisms of the ABCA1 gene were detected by
polymerase chain reaction-restriction fragment length polymorphism technique in 376 unrelated Chinese healthy
subjects. Results In the study population, the subjects with the KK1587 genotype had markedly lower HDL-
C levels than those with RR1587 and RK1587 genotypes (P <0.05). When subgroups were divided by gen-
der, the KK1587 genotype was associated with lower HDL-C levels compared with the RR1587 and RK1587
genotypes only in women (P <0.01). Moreover, the general linear model showed that R1587K polymorphism
led to 2.3% of the variation in HDL-C levels in women studied ( P <0.01). Conclusion M8831 and R219K
polymorphisms of the ABCAI gene are not correlated with HDL-C level in Chinese population, but the recessive
K1587 allele may be involved in the decreased level of HDL-C in women.
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a:P<0.05, 55 AA fo AB LB AkAE: A B A FORIF A UA LR
AR B 5 AT A B

Fd4 WAOTHEERFERAEE HDL-C 7K FEEE (mmol/L, x £5)

P A 0 P4
AA AB AA AB BB
RIS87TK 1.42 20.47(96) 1.53£0.46(71) 1.01 £0.57(15)* 1.45 £0.58(97) 1.40 £0.37(79) 1.29 £0.44( 18)
MS8R3| 1.49 +0.37(99) 1.41 £0.43(69) 1.39 £0.35(14) 1.34 +0.47(107) 1.46 £0.33(70) 1.42 £0.61(17)
R219K 1.36 +0.48(57) 1.47 £0.32(85) 1.44 £0.39(40) 1.43 £0.56(58) 1.35 +0.38(97) 1.41 £0.57(39)
a:P<0.01,5 AA #o AB LB A L35 A B 55 ATH AN fo & F A FLLR 455 AU F AHHH
3 e RI1587K Xf £ P58 ABENR] HDL-C 7K SF-A4% 5 14) 53 ik JiE
0K 2.3% , 1A ABCAT He[R7Z8 S o HDL-C 7K
WF9T 4 W1, ABCAL JEPH 2 b s HDL-C K SF £ 8 [REma{5 24 B, HDL-C KFAF —Fh Bt vEoIR,
WAEGLE 2 —, EA KL, B % EH 10 &5 AB- A A7 B At 22 A4 F P A K 22 BRI PR 3R L [l .

CA1 L[ 4 f5 X 2274, Hidp R219K  R1587K Fi1 M8831
SRR, 41 91 5 30 ABCAL S 56 219 Fi1 587
AR G — 0 R 25 883 (i S A &R — F Al (IR 110
R, Hir, REEANCA - X TZIMEEYS
HDL-C 7KF-75 b 1 SC IR IE 0, (HUHAF 9T X0 52 K %2
NIRRT . A, AW T A DU I F AR B
ik 3 BhEB AT AT, IFAERF TR T B 25518t
LA s 45 o il 2 1K) 28 XM e 4 SR 1 1k

Clee % B9 % T, K219 2 {7 5L K 76 A 7t &5
HDL-C 7KV RTHE &, FAT B A 7 5605 B e 1)
YEF s 1l MB831 5 Ak (A U [H] HDL-C /Kb Jo Wt 2%
5o 15 Clee SEHB AR, TR A T7E IURE A -t A 6 i)
) M8831 il R219K £ 5 HDL-C K FAR{b ek, 2
T AT A ] P A7 A DURE A P %R ) K219 %
(i 3£ 5 HDL-C K FhEi A3 it al WL, ABiF 5
ZERS FRHE A R e T Rl 22 Sl U3 R T
FEX BRI A R A 58 FER TR B DU — AR, 1M
THBAS% ' BT S e O R %, AR
i AR 0 %A BT AR

AT R, DU REA R1587K 5 HDL-C /KF728
R R AR FREE AR 2 A KEEARMS 5o,
K1587 %5 {vi 3 [H 5 Bk 38 A Bf HDL-C 7K - [ IK #H
3T RBFST R4 KK1587 3 14N A HDL-C /K
T4 I T RR1587 I RK1587 LR (H#E— 2404
RIX A HDL-C /K - 25 FANAFAE T Aot b ok i (5 Y
AMATE], HR R1S8TK 22 4% K1587 %537 3 (K Al fiE LA B
PEVEF ) 7 20— B2 L FRAIS 1 DU% Lot KK1587
H R 4~ & HDL-C 7KOF

HAh, WAMlis HEZ G T2 HikE &R T
RI587K X4z A#E HDL-C 7K - % 82 0, 45 5% 8 7,

(EASE R B9 e , AR B 98 (A Lo M P WL %2 1) RIS87K
5 HDL-C /KA el . FRATTIA A R fE ) I A
27 A« 165G, AS ) ) %) a8t 1% A A ], I
Tt HDL-C 7K 24728 B 5 i [R] 36 1) S5 it 3 ] i
AN —F 5 oW, AR B AT A 25 57 5 Mok, th 3
A ERRE A 2 (Anme i AR 45 ) 5 B i 28 B X A
[l P ) HDL-C K - f 5 i i AS A ] Lt 070 00 L )
{HAE— 9T

B 3Lk -

[1] Wilson P W, Abbott R D, Castelli W P. High density lipoprotein cho-
lesterol and mortality. The Framingham Heart Study[ ]]. Arteriosclero-
sis, 1988, B(6) . 737 -741.

Brooks-Wilson A, Marcil M, Clee S M, et al. Mutations in ABCI in
Tangier disease and familial high-density lipoprotein deficiency [ ) ].
Nat Genet, 1999, 22(4) . 336 — 345.

[3] Singaraja R R, Brunham L R, Visscher H, et al. Efflux and athero-

[2]

sclerosis: the clinical and biochemical impact of variations in the AB-
CAl gene[ J1. Arterioscler Thromb Vase Biol, 2003, 23(8): 1322 -
1332.

[4] Tregouet D A, Ricard S, Nicaud V, et al. In-depth haplotype analysis

of ABCA1 gene polymorphisms in relation to plasma ApoAl levels and
myocardial infarction [ J]. Arterioscler Thromb Vasc Biol, 2004, 24
(4).775-781.

[57 Clee S M, Zwinderman A H, Engert J C, et af. Common genetic varia-
tion in ABCAL is associated with altered lipoprotein levels and a modi-
fied risk for coronary artery disease[ ] |. Circulation, 2001, 103(9):
1198 - 1205,

[6] FEhig, ff 0F, L8R, abOfil & ABCAL JEMH R21OK 2254
SRETLIT. WAL AT, 2004, 20(4) : 215 - 218,

[7] Frikke-Schmidt R, Nordestgaard B G, Jensen G B, et al. Genetic vari-
ation in ABC transporter Al contributes 1o HDL cholesterol in the gen-
eral population| J]. J Clin Invest, 2004, 114(9): 1343 - 1353,

(44t IR )



