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ABCG1 3k PN 22 2556 e s i M e el o0
Ty IR F) 5 i

LikE X KE WIE HRE

[#HZE] B HT=MRIRTE S & & 17814k G1 (ATP binding cassette transporter, ABCG1)
Jet 87 22 A HL TR PRS2 R S LS 90 (coronary atherosclerotic disease, CAD) 5y JEPERY
KFR. FiE RARGIXERIFZE, X217 4] CAD B350 142 i3] B 19 ABCGL JiE % )5 ) F X3 5%
SR R EEZ 1000 bp R RRIF AN HEATIN R 204, 204 CAD AN BRAL . TR 560 g 2 A
RSO . 2 SO AN S AR 2 W] AL TR IR 2 A5 1 (single nucleotide polymorphisms, SNPs)
FAAE YRR AT 25 57 o SR TS RRE S35 [y sl 56 TR e R 7 368 7 J 2l 5 80, e TR
DN R AT L PR 2R GG I AR () B3 R0 SR P 1) 22 50 AL IA) A S 43 LA R B e
Fisher HEERAS, HHRDEOGR G2 5 IWECR T « I sl PR R Iy 22508, &R 124 1000
bp 3 TF 5 H &3 4~ SNPs [ -384 (A/G) ., 204 (A/C) FI-134 (T/G) ], A[JEI ACG, GAT
1 GCG 3 FhBafE Rl 3 4> SNPs [a] i E 8 A4, Tajima® s D=2.655 (P <0.01), 3 4> SNPs #ii%
A BUATRAE CAD AN FAH R TEGe 22 08 X, 5 AR Sl ik ifn. A8 s 2 7™ o P 32 AR B 0o 5 TG
WEMICNE . 3 FiE S F AT I SR IE M L G2 R, (H6 GAT 848y GAG Jg, #53%i%
PR B (P<0.05), &5 ABCGL 538+ A X193 4~ SNPs 41 i) 3 Al A5 BN 8+ 1 o
SR, BRI SNPs B L ZH B B AR 434 15 CAD 1) 2 S TG b 2 AR G
(ki) lop; =BEFRIRITLS G Gk Gl HaT: BETRESME; B, %
AT FERTERE; B RMHRSEEN RS
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[ Abstract] Objective To investigate the effects of the polymorphisms in the promoter of ATP binding
cassette transporter (ABCG1) on the transcription activity, and the relationship of the polymorphisms with
the susceptibility to coronary artery disease (CAD) . Methods A case-control study was conducted, 217
CADpatients and 142 controls were enrolled in this study. Thesingle nucleotide polymorphisms (SNPs) in the
promoter of ABCG1 were identified by sequencing. The promoter haplotypes of ABCG1 were determined with
allele specific primer sequencing or Gene cloning sequencing. The transcription activity of the promoter
haplotypes were evaluated with dual luciferase reporter system. The frequency of SNPs and haplotypes were
analyzed between CAD group and the control group, premature CAD and non-premature CAD group, as well
as multivessel lesion and single vessel lesion group. The frequency distribution was compared between two
groups with y* test or Fisher exact test. The difference of the luciferase activity was compared between groups
by t-test or one-way analysis of variance. Results Only 3 SNPs were found in ABCG1 promoter sequence of
about 1 000 bp upstream of the transcription start site, which are -384 (A/G), 204 (A/C) and -134
(T/G), respectively. The 3 SNPs are in strong linkage disequilibrium, Tajima’ s D = 2.655 (P <0.01),
which constituted 3 haplotypes. There was no significant difference in SNPs and haplotype frequency between the
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CAD group and the normal control group, and the severity of vascular disease and the early onset of coronary

heart disease were not associated with the polymorphisms in ABCG1 promoter. There was no significant difference

in the transcriptional activity of the three constitutive promoter haplotypes, but the transcriptional activity was

notably elevated as the GAT haplotype was mutated into GAG (P < 0.05) . Conclusions

The 3 SNPs

identified in ABCG1 promoter region A did not alter the promoter activity. There was no significant

correlation between the frequency distribution of SNPs and promoter haplotypes and the susceptibility to

CAD.

[ Key words] Coronary atherosclerotic disease; ATP binding cassette transporter Gl; Promoter;

Single nucleotide polymorphisms; Haplotype; Linkage disequilibrium; Gene cloning; Dual luciferase

reporter system

WM 45 A & %% iz 1k G1 ( ATP-binding
cassette transporter G1, ABCG1) 25 20 Md Py fH [#
i (cholesterol) FI#§NE (phospholipid) [n] &y %5 &
B H AH[E E (high density lipoprotein cholesterol ,
HDL-C) izt e, ATk G JH [ ™ 2 iR
AN E LR, AE H [ B335 (1) %592 (reverse cholesterol
transport, RCT) i & ZAE " . ABCGI 3t [H
WEUH 3T X 1 SNPs 5 CAD iy 5 & HEAT 5
JH BT IX ) SNPs B $ 5 ABCGL 13 1k K Fil s,
T BT CAD 5y B PR 22 5%, B s 3+
TG PE T RER) SNPs [#AR CAD {9 A& XU, 322241
T RE RS T E M AN g U T TR R
ABCGl fF1E £ 45 # P # [X ( promoter region A,
B, C4), XFRhTIX A i) SNPs 2 &5 CAD
(9 53 A e A IF g aRaE S, HL 5 R ko 2 I,
EHEOHET , [H 11378577 JE A5 0 ABCGL J3 5l
T, UKRTER I+ A K& SAA7EH AL 5 CAD
Gy I ME AT OG0 SNPs [ AR I A, A B 5% UL 1
Sanger % (WP AR v 2 1k ) 3 FIAUE DG R
fifi A 2 RG4EE ABCGL J5 3+ A X 5 CAD %
JEMEAE DG SNPs FIHLAEHY , i — 488 ABCGL 2
55 CAD KA &Ry srfistfe il

1 #RESHE

1.1 —fR&ER

1.1.1  WFFEX%t4  CAD 41 ¥ 4% 2008 4E 10 A %
2009 4 11 A, 78] MERF KR SE &
Be. I ARE NRERSD MG BRI, H ik
PN AN 20 B B A B R R A R VL O ML A5 PN
BHEBEA TR 2h ik fE1f 2 h CAD [y 3% 217 i,
X HEZH AN ] — B AE T M B R 55 — B e
TR AR 142 B, JIra WF 5% X 2 4818 ] 359 Sk 1
A =ARLLN Ry v E R 7 DU A o

L 1.2 AAruEFHERRbRME (1) CAD Aikdr
. DCAD BEFER < 80 ¥ QF2 MR ik
Won, ARSIk ET, ARk (FEE

XA . BIEST (& EEDZ L) gk 8 ik
(TR ERM) b, Z20H—XMER
AR = 50% , HED2 2605 &L FIRRE
AL PEA 3 R 25 ;. B CAD & BE A i stk
kE 2 AR S OR AR = 50% , 5k
IHEEOHUESE, (2) CAD 4HERbrE: BEER
= 80 X3 . TR M2 A48 DR R R A AR
FYIA CAD 4, (3) CAD WAMH AkhriE: HiEds
Bl S XL EE AL WA (n =
128), —XIMEWRLENARIREN (n=77);
OB E T, BHAER< S P < 65 %
WA %5007 (premature coronary heart disease,
pCAD) @, B> 55 % Ltk > 65 FHHMAE
B %5098 (non-premature coronary heart disease,
non-pCAD) 2, pCAD 2 (n =121), non-pCAD
H (n=96), (4) fdHNHEXTHRZH A LR UE
SRR, TR . BSEREIR, o I
WG, FINRILAE . BEIRSG . CAD, 0158, Bk
Dife A4, JAE MR . WA gy, TR
H P 30 7O L o sk, TR (HE R 55 < 90
em, < 80 cm) FITCHME I (BPIRZAH AR I x
TERWIHEL < 100) 5 525 IR 3 ki 5 7 eIk
BNk LA B H 32 S i A T OB A

113 EEHAFIALEE  E-Z 96TM Blood DNA Kit
(OMEGA /A 7], %[ ); Prime STAR Max DNA
Polymerase (SR EIREGHE) . FREIENVIMGE: Kpn
L Hind T, T4 ¥ 6 K FF R 45 21
DHSo (Takara 23 7], HA); £ W8 R Bk 4
A& (TIANGEN o], o) B4-mig . &b
Bigedk (Gibeo 24 m), &) 5 PN B2 40 M BL Atk B %
K (Lonza /AT], Hi1); Luria-Bertani ¥53%3: (A
fid) ; Lipofectamine 3000 ( Life /A &), 3% ); Dual
luciferase reporter assay system ( Promega /N ], 3%
[€); Veriti™ £ i PCR {{ ( Applied Biosystems /%
A, RE); IR (Thermo AW, SEHE);
Berthold LB 9507 # R #if 44 =L & )6 1Y ( Berthold
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1.2 FHi%

121 FEARUWES P RE CAD % (n=
217) FXHRE (n=142) ##JKIfl 2 mL, EDTA 4
&, MIEFEAT SR 0.5 ml/ 34T -20 CLLR
KA o AR A2 INERFR = e 2
it JFRTA 2 T RIE R E A . R
E-Z 96TM Blood DNA Kit #EEUIM G IE R 4H , #/E8
R ™ et e RO G B P A 7

1.2.2  ImIRfebrtads A 5210 G 24k =5 1
10177 & I N s 9 2 s - (%939 = i e W £ i [
e 2 2 N A 1 H T S A DG 2R A T8 A o

1.2.3 5|t A NCBI Bdli i) ABCG1 e
J¥4 (Accession No. : NW_ 004078109) & F41,
FIA Primer premier 5.0 $E475|¥1&it, §71#% ABCG1
Ja N IX B i 2H R RS B RS B 5 | 5
T Kpn I-ABCG1, 5’ -CGGGGTACCAAGAATAAACA
AAGC-3’; & Ui# 5| 9. Hind M-ABCG1, 5° -
CCCAAGCTTAGTGAGCAGGGTTACTAAAG-3" ; fufEsR
A A B FR A B S | W) 04E Kpn [-ABCGL | Hind 1II-
ABCGI1, M-P2F, M-P3R. K-P2F #1 K-P3R, &% Un
T: M-P2F, 5° -GTGAGAGCTGGGTAGATTTTCCTA-
3’; M-P3R, 5’ -TAGGAAAATCTACCCAGCTCTCAC-
3’; K-P2F, 5’ -GTGACTTGGGAGGGAACAGAACTG-
3’; K-P3R, 5’ -CAGTTCTGTTCCCTCCCAAGTCAC-

b

37 AR YS9 . ABCGI-SEQ2R, 57 -
GCAGTTCTGTTCCCTCA-3’ .

1.2.4 PCR ¥4 AR ddH,0 (XLFEK)
22.4 L, Prime STAR Max DNA Polymerase 25 pL, 1F
F5H) (10 pmol/L) 0.5 wL, ZREIFIH (10 wmol/
L) 0.5 uL, gDNA (10 ~30 ng/pl) 1.6 pL, EfRF
50 wL, PCR i &5tF: 95 CHiiAs 4 3 min, 95 “C10
s, 60 C30 s, 68 °C1 min, 3L 35 MEH, H5 68 C
FEfH 3 min,

1.2.5 fkiyd FHRGIENUIEG: Kpn 1 F1
Hind 143 5% 15 22 B A2 A8 7 ABCG 3 31+
BT PCR =4 A1 pGL 3. 0 control AR HTHED],
4l S5 A T4 SR ABCGL )3 3 Fr Bod Wl i%
#2231 pGL 3.0 control ZH {4, MM & fi Luciferase
HEPR R SV40 J5 3l 1. Bk H A R B
05, e Y B KGR 2 S 40
(DHS o), iRth, HiFIR, PBCAEADREE T S
mL Luria-Bertani ¥537 36 H, 737 °C . 225 r/min §¢
PEEE IR, 25 3 R BORL /4 1250 A 4 IS
R, o I S v R BT S R HER I o

1.2.6  ZHfussFRfmeege NEIUmani (Hela 20
L) F N SE AR B Bk B2 4 MY ( Human coronary
artery endothelial cell, HCAEC) /)5 F & b 3 3k
(%10 % NG4S ) FN A0 BERT G TR0t (&2
% MaF IS AR EF) Higi. TR YA — K
#, Hela ZH ffi F1 HCAEC 43 54% 5 000/cm® 1 15
000/cm® &k, T 37 °C, & 5% CO, 0y — %A 1Lk
BEFRFA 3 37937 . M Lipofactamine 3000 ¥4 | —
AR IR ABCGL i3 3l + 244 BTRL R pRL-SV40
Bk Ht 4% Yy 3| Hela 40 Mg 2 HCAEC 1, LA
pGL3. Ocontrol #% {4 fF Jy Xf &, 4 1 ™ 4% #& M’
lipofectamine 3000 Ui, B 43347,
1.2.7  RCHICRMHCE LRGSOk % g
YL 48 h J5 AT AU O 2R I R 2 PR T M A A
H &I H Dual luciferase reporter assay system | %
UL AT, 40 A 2 A TR R A OGRS R
Berthold LB 9507 8 7 4 =X % 6 AL #1705,
ABCGI 4% Ji3 2 B A% Y (%) AF X 37 4 L HCXoF 1o 1Y) 3
SCE GG TE LS pRL-SVA0 14 B, SR
JE BREAXT B pGL 3. 0 control [147¢ 5 3 B 1 B AL 1
{Ho &AL DOCRMHG L) 3 YO 7 5250 1)
SR EL S
1.3 SJUFEFEREVEEREDN

K clustalx 1. 81 X5 7 (4 J5 b 2 90 1464 7 EE KT,
W ] TFSEARCH (http; //www. Cbre. jp / research/
db/TFSEARCH. himl) %} ABCG1 & 8h F-#% 5 A 74
B HEAT I, >R SPSS 13.0 GEit i/, X4k
PEHEATSE . IR A0 T OB AR + BRfE 22
(xxs) 3R, FFESHAAFER LA (U5
B [M (P, Pi)] Fomo THETERER IR X
W n (%) Fome —MIKRFERIAFF G IR0,
KPS AEAS ) Mann-Whitney U A1 53647 L
B WA AR SO R BTG P S R 155 1
oA, KRB ¢ K% X TARFE T 2551
PHATSIE LR RS IE /Y ¢ K. 22 4 ] B A5 Y
PR BHEMEXESE R L WAFEIESSM. T
Z5E, RARRE I 200 AFAEIESa A
a7 22550, RHAESEL Kruskal -Wallis BRI 55
HEAFLLEE . R FH GraphPad Prism 6 Xof 45 Fift B {5 U 2
SEIGPESGE R A TR, PRALIA A S R, SR A
Je SRR A FUAE . Y n >40, R X K,
2n <40, g H] fisher A 8 4 50 #E47 L 8. R
Arlequin 3.5 X T 45 A 58 X 42 1) FE X 43 B 25 R i 4
Hardy -Weinberg V- 73 17, Hr #4556 Fl SNPs 3 i,
] (1) 3% 8 3 BRI DNASP 4. 50 547 .
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o mm ZH ) Lot AR R A . AH DA AR b s I I b
. il = RKFAE CAD 419455, T CAD £ A R[5
2.1 —fRIGERER o s R M R 1 O T e PR i A ) R[] e A
XA LS, CAD 4IpAFit e, H.CAD ik (P<0.05) (£1),
=1 ADABERIEL TR
Table 1 Baseline data of the enrolled population
Ei=tan CAD 41 (n=217) YTERAL (n=142) P
P [, % ] 159 (73.27) 67 (47.18) <0. 01
P [, % ] 58 (26.73) 75 (52.82)
AR (%, dxs) 58.00 (52.00, 68.00) 54.00 (50.75, 61.25) 0.001 2
ZEMEIAE [mmol/L, M (Py, Prs) ] 5.59 (4.96, 6.74) 4.67 (4.38, 5.10) <0.01
HM=M% [mmol/L, M (Py, Pss)] 1.44 (1.03, 1.99) 1.05 (0.82, 1.34) <0.01
SR [mmol/L, M (Pys, Pys) ] 4.42 (3.84, 5.46) 4.945 (4.58, 5.34) 0.003 3
15 %% J3 N 2 JOEL ] e
[mmol/L, M (P, Pys)] 1.02 (0.88, 1.22) 1.30 (1.13, 1.48) <0.01
V%5 2 e 8, 1 A ] e
[mmol/L, M (P, Pys)] 2.64 (2.12, 3.42) 3.16 (2.70, 3.52) 0. 0002
2.2 ABCG1 irim/EzhF SNPs 4b- TR &A1& ) BAE RIA Be A AT
S ANASAE VT i 2 5
?ﬁﬁ 35/9\ ';LMKH/J ABCI?I ﬁg\.ﬁlﬁﬁ)ﬁ@? £2  CAD 4UAIX AL ABCGT J 8 T 2 A5 PE 0 S5 (i SR
E (291 000 TRER) BATMFRH. ZAT 3 SR BRI (9,
SNPs fii i, Il DNASP 4. 50 Xf P43 F 51 347 Table 2 Comparison of allele, genotype and haplotype
Tajima’ s D #: %, Tajima’ s D {H4 2.655, P < . .
frequencies of ABCG1 promoter polymorphisms
0.01, $a7Ri% XAk 2 Hh 32 2R SR Y 5 SR 2 b
etweenthe CAD group and the control group
FEITE S, 3 A SNPs {3 4010 % (A 5 8 L1 e
B, % SIT A0 B, ABFC e
A7 N .
U3 SNPs LA HIRT ABCGL # T A s e, S0A L g gy
B SRR G L A i 384, 204 Fi 134 i, R - 384 S AR
VESS
(A/G)., =204 (A/C) Fi1-134 (T/G), X3 4 _384 (A/G) A 87 (20.05) 56 (19.72) 0.012  1.000
SNPs {37 5 3% 81 3 A1 /R B AT 1A T 0% BN G M7 (7. 95) 228 (80.28) 0.012  1.000
UL 3 FALER . B ACG. GAT A1 GCG, L, -204 (A/C) A 224 (51.61) 152 (53.52) 0.251  0.647
. e e C 210 (48.39) 132 (46.48) 0.251  0.647
=204 Al - 134 7 B ESL, B A-T F1 C-G %8 ~134 (T/G) T 224 (51.61) 152 (53.52) 0.251  0.647
2.3 ABCG1 Fd]?g..,\l‘;’ﬁ’_ﬁ CAD Ryt M4 1 G 210 (48.39) 132 (46.48) 0.251  0.647
384 (A/G). 204 (A/C) FI-134 (T/G) 4  HRE
. , -384 (A/G)  AA 7(3.23) 7 (4.93) 0.419
pCAD %5 non-pCAD ?ﬂ$u$ﬁzm1mfﬁ§ﬂ2ﬂ5§i GG 137 (63.13) 93 (65.49) 0.208 0.649
G5 T 2 (] 2 5 TC 45 122 S 2AAETR ACG 204 (A/C) AA 57 (26.27) 43 (30.28) 0.688  0.407
, - AC 110 (50.69) 66 (46.48) 0.609  0.435
GAT 1 GCG 7 CAD 415X 41 . pCAD 415 non - cC 50 (23.04) 33 (23.23) - 1.000
pCAD 4H . A I A& A8 4H 5 22 32 1l 48 s 720 4 ) vp S134 (1/6)  TT 57 (26.27) 43 (30.28) 0.688 0.407
E’J%ﬁzﬁjﬁiﬂﬁﬁﬁéﬁl‘f%ix (%\%2 ~4)D TG 110 (50.69) 66 (46.48) 0.609 0.435
- N GG 50 (23.04) 33 (23.23) 1..000
S HV =R B AR B R L o R R R ACG 100 (23.04) 56 (19.72) 1115 0.291
%{%#.?XT %E/Ja;ur] ﬂguﬁﬁ 713 Loglsmg E]Jﬂ GAT 200 (46.08) 152 (53.52) 3.801  0.051
GCG 134 (30.88) 76 (26.76) 1.405 0.236
/
orT, HiA CAD &5 ABCGL R 8 7 X 2 A5 T ORI BN n <40, T Fisher RS

FE RIS B EANSCNE, ABCGL Ja3h 1 SNPs FijH

W, X
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TEPIFR AN P 3 A 2H R B 2 () e Sl M 2
mﬁwﬁﬁﬁm%%ﬁMﬁx<P>0%)(%@

. 1C) . 7E Hela 4iffirh GAG A5 A5 3l 15 1%
Eﬁmm¢$1ﬂ@%w& ZERERFEIFE XL
(P<0.01), Jj—Fho 8 sfE A GCT 1E hela 4 il
H LS PE S GCG . GAT #Y SRS RIS P bh A 22
FIGIFE L (P>0.05), Fif 2 E HHER
IS8 Kruskal-Wallis # fiLKG K, 22 5% A G 2F
=Y (P=0.0106) (UK 1B); & HCAEC 41}
H GAG BAfERI 3 F1% 5 ACG, GCG, GCT #4
ARG LR ESFARITFE XL (P <0.05),
GCT FAAEARY Y 5 S5 05 1k 5 20 R S5 0% 1 LU e
TGt E L (P >0.05), FiA 4 sk 5
WEITZMT, ZREASIT¥EX (F=4.72,
P=0.0063) (WKEI1C),

h T e HE SR AE A A B R, A
PERNPEATAZIE o RS IE . HERR X HR 4 HP AR 8 < 50
55/‘]/\145 )BZIEE CAD 2 [M (sts P75) , N =
217] S5XHE4L [M (P, Pg), n=114] [aJ4E#
S IGI R (P=0.581), MHIKIER
FEAERRUC LA IS LR, CAD HB ¥ (n=159) 5
YR B (n=58), CAD L tE (n=58) 5

XA LME (n=56) 35147 HhE . 25 R EBIR,
CAD MW A 5XF I B aim, L& CAD %
P20 55 0 REZH 2o 21 (3] ) ABCG1 )5 3l SNPs
BRI A 22 SRR GTF 8 X, = F 8 oh T fr il
GCG. GAT F1 ACG BMR 0 fi Z 7 WA= &
M(F£S5),

2.4 BEINFHFHERFELER

¥ ACG . GAT H1 GCG AL A1 3 3h T2
I YL 2 hela 4, WU 6 KBRS IE R RS
SIRTEIR, S4B ) BRAS T  JR Bh s A
a2 R Igi#E L (P >0.05), (WK 1A),
B4 GAT B AL-134 T 2874200 G, 133571 5
PWGM-Y4&W$%@%2MﬁA%§ﬁ
C, 193 AMER GCT, KAy 2 Fh A8 o 7
%hﬂcmnﬂan&sﬁﬁ&ﬂﬁ%mm\am
F1 GAT 43517 1 25 Hela 4l ifs f1 HCAEC v, F]H
MG B S SE R - Hr ) 8 s k. G5 REoR

%3 pCAD 4IHll non-pCAD 41 ABCGL J5 8l 1 Z 3510 S5 (v 4k
o R R AR RUSR A (51, % )

Table 3 Comparison of allele, genotype and haplotype
frequencies of ABCG1 promoter polymorphisms
between the pCAD group and the non-pCAD group
(case,% )

SERTHEA
S #%Tﬂ ‘ pCAD 4 non-CAD % X2 i Pl
g (712D (1=9)

SN
384 (A/G) A 45 (18.60) 42 (21.87) 0.719  0.401
G 197 (81.40) 150 (78.13) 0.719  0.401
204 (A/C) A 127 (52.48) 97 (50.52) 0.164 0.700
C 115 (47.52) 95 (49.48) 0.164 0.700
-134 (T/G) T 127 (52.48) 97 (50.52) 0.164  0.700
G 115 (47.52) 95 (49.48) 0.164 0.700

B8PS

384 (A/G) AA 4 (3.31) 3 (3.12) - 1. 000
AG 37 (30.58) 36 (37.50) - 0.313
GG 80 (66.11) 57 (59.38) 1.045 0.307
04 (A/C) AA 30 (24.79) 27 (28.13) - 0. 642
AC 67 (55.37) 43 (44.79) 2.397 0.122
CC 24 (19.84) 26 (27.08) - 0.256
-134 (T/G) TT 30 (24.79) 27 (28.13) - 0.642
TG 67 (55.37) 43 (44.79) 2.397 0.122
GG 24 (19.84) 26 (27.08) - 0.256

FAEAD

ACG 45 (18.60) 42 (21.88) 0.719  0.397
GAT 127 (52.48) 97 (50.52) 0.164  0.685
GCG 70 (28.92) 53 (27.60) 0.092 0.762
g 0 FORIEALFAR M AR n <40, R Fisher KT KK EAT
b

x4 ZIOEAMBINEASA ABCGL 5 3 F 2 &ML
L[ | SER A K PR R A (], % )
Table 4

Comparison of allele, genotype and haplotype
frequencies of ABCGI1 promoter polymorphisms
betweenthemultiple vessel disease group and the
single vessel disease group (case,% )

SRR | e P
R - N1 B
b (n=128) (n=1717)

SR

384 (A/G) A 54 (21.09) 26 (16.88) - 0.368
G 202 (78.91) 128 (83.12) - 0.368

204 (A/C) A 131 (51.17) 82 (53.25) 0.166 0.684
C 125 (48.83) 72 (46.75) 0.166 0.684

-134 (1/G) T 131 (51.17) 82 (53.25) 0.166 0.684
G 125 (48.83) 72 (46.75) 0.166 0.684

A

384 (A/G) AA 4 (3.12) 2 (2.60) - 1. 000
AG 46 (35.94) 22 (28.57) - 0.289
GG 78 (60.94) 53 (68.83) 1.299  0.254

204 (A/C) AA 34 (26.56) 21 (27.27) - 1. 000
AC 63 (49.22) 40 (51.95) 0.143  0.705
cC 31 (24.22) 16 (20.78) - 0.611

-134 (T/G) TT 34 (26.56) 21 (27.27) - 1. 000
TG 63 (49.22) 40 (51.95) 0.143  0.705
GG 31 (24.22) 16 (20.78) - 0.611

HLfEEL
ACG 55 (21.48) 38 (24.67) - 0. 467
GAT 131 (51.17) 82 (53.25) 0.166 0.684
GCG 70 (27.34) 34 (22.08) 0. 244

" BRI LB n <40, SR Fisher *’Eﬁfﬁﬁhﬂfﬁ
ttiﬁ?
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Table 5  Comparison of allele, genotype and haplotype
frequencies of ABCG1 promoter polymorphisms CAD %—‘ﬁfmiﬁ%}\%@}% A8 9 , B ik
between the subgroups after adjustment for age and BERERE AL 1 T 2 i 2 7 T gﬁlsﬁﬁ,ii[éﬂ Hoge g
gender (case,% ) i e ‘/\‘ >
SR 95 FRAS AL A Sl ik BEDTRR I kAR e, AH & AR
SNPs {1 S CAD 41 papiiita! 2 Pl v . v N . /1 [9-10]
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