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ABCG5/8 J& = W 8 B 1 45 &5 & ( ATP binding
cassette , ABC) % iz (R X T i 5%, IR fig 2 5 JIEL [] AR
TR AE R TR . B 2
FEHRIE , ABCGS/8 FEI | rs4148217 () BAA% TR LN
ZAMEXT LR Sh 25 P fir A 25 5 ), -k — 2538 nary
G L85 22 XU 2 00 o 2 A a5 7 R U TR v 35 [ 7
G340 5 E DU ANFEAETE B B Pl 22 o A
FEIEBOZ A AR A AT 2, T H S v A IO
ML AE7KF B CIPEREFY , B A S8 4 i 4 s 52 i v [
T DU B A5 15 B 396 R () A SR, Ay oo il
AR AR BT v B L T 52 () B AR -

1 #ERERFE

L1 —#50R R A 3 MR A 1l Xl i
NEHE 334 2 il m LI 8% 305 44, i A4 511y
LR LMl PR B A X e R B2 R R Wi B, A0 4 R R L4
B RS R RS AE R L RE 12 bR oE 2 R
[ A I B S B A T ) A9 bR T RAA [
(TC) =5.18 mmol/L, HiH =FEE(TG) =1. 7 mmol/L,
I B R 2 A B [E i (LDL-C ) =3. 37 mmol/L, & %
JE e FH [ B (HDL-C) <1. 04 mmol/L, — 4545
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1.2 AAededntenml Ay A SR IS I i K o
3ml, 7 B, RAFTE —86 CZE 3. KM H AT
7170 4= { 3l A A 43 A AR I 1l 3 H TG\ TC ,HDL-C
% LDL-C K-,

1.3 AW %ZAMHEN R Gentra puregen I 5
EFRPOEAH DNA, J Nanodrop 1000 & W€ i 2
10 ng/pl, #R#E Primer-Blast T. HLAE LR T4 75
W, 1E X 4% 5'-CCG AGT CCT ACG AAG ATG CC-3’
(20 bp), & X %% 5'-GGG GGG CGG GTT CAG T-3'
(16 bp) , PCR JWAKFA145 10 x PCR ZZ il 1 pl,
25 mM MgCl, 1 wl,2.5 mmol/L dNTPs 0. 25 pl, Eva-
green U FI LKL 0.5 wl, 10 pmol/L B ¥4 0.25 ul,
DNA 1 pl,Taq B§0. 1 pl, #8247k 5. 65 pl, ¥ 1844k
95 CAZ4: 5 min;95 °C 10 5,60 C 155,72 C 25 s,
50 AN B 5 i o P R e i 2o B P 4y Y. 95 C
1 min,40 °C 1 min,95 CHEFKIM TG 40 K, EHI N
40 C 10 s,

1.4 itsear® R SPSS 17. 0 B4 74511 4y
Bt o B PR 2R Rk DR A3 30 R Tk R T B0 3 H 5 F%
Hardy-Weinberg ~F-ffif (HWE ) 5 #1153 2% 55 40 K 45
FILMW AR ( K56) o TR v 25 #
7N, R R BT O ¢ K56 5 THECRORH LR 3R
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KX K, P<0.05 N2ESAGEIFE L.
2 5 R

2.1 —fEFA ARBFR AR AR B 305 4], H
b 5P 155 5], Pk 150 4], 4R % 55 ~ 75 % 5 R AL
BHE 334 f5i], S 169 5], Lot 165 ], 4F k% 55 ~ 76
4, PR BTHEE(BMI) [TC TG \LDL-C b3 % &
At L (P <0.05,P <0.01) , HAbFE b5 Ho A 2%
SEGEEE (P >0.05), LR 1,
2.2 ABCG8 Thr400LysC > A (rs4148217) % B 4 &
FA AL 14 328 3 Y94 HRM-PCR ¥ 3E 47 35 9 45
T SR R L 1
2.3  ABCG8 Thr400LysC > A (rs4148217) & B 7! =
SRR S A G, rsA148217 {37 4 3 PR 7
17 /& Hardy-Weinberg - & 46 36 ( HWP = 0. 985) |
HA R M B MBS 4 b rs4148217 v 4
CC.CA  AA FE[H 55 245 51 7 80.54% . 17.96% .
1.50% ;A \C 55 JE PRS- 531 2k 0.10,0. 90 ; 55 IfiL.
RZH AR = 1 A 20 rs4148217 £ 5 CC CA (AA JE
DR 250551 2 43 5 Ry 72.79% (23.28% 3.93% ; A C %
P SE AT 01 R 0. 16 ,0. 84 5 & PRI A 43 A A1 454 3
DRSS L[] LA A et 22 57 (P 1 <0.05)
W2,
2.4 ABCG8 Thr400LysC > A (14148217 ) %45 4 B
Bk F AL T H LR A 154148217 (1) A
LS E R, T 4L AR & A AL TG K
A8 E2 R (P <0.05) ,LDL-C \HDL-C J% TC 7K
TE 1s4148217 (1) A S5y H PR #5147 35 S AR #5717 # G
Gl 257 (P ¥ >0.05), dE@imAg4l TC, TG,
LDL-C } TC K- TGt %25 (P >0.05), W,
*®3,

x1 WHELZHABLER (xzxs)
SH Bl =3I = R A 21 P

(n=334) (n=305)
RIS () 62.23 +11.46 61.36 +10.41  >0.05
BHH(%) 49. 40 50. 82 >0.05
240 (% ) 32.93 15.57 >0.05
R (% ) 39.02 19. 34 >0.05
BMI(kg/m?) 21.81+ 2.73 23.68+ 3.14  <0.05
45 ( mmHg) 124.52 £13.53  140.26 £15.89  >0.05
# 8K % (mmHg) 76.99 +10. 36 81.24 +11.37  >0.05
TC( mmol/L) 4.79 £ 1.26 5.31+ 1.02  <0.01
TG ( mmol/L) 1.99 = 0.51 2.37+ 0.6 <0.05
HDL-C( mmol/L) 1.20 + 0.31 1.10+ 0.30  >0.05
LDL-C( mmol/L) 2.71+ 0.68 3.56+ 0.93  <0.01
23 16 1fi4% ( mmol /L) 5.26+ 1.52 5.36+ 1.57  >0.05

R2 BEmMEASIESMmMARA 4148217 HEFEE
MEMERTERILE H(%)

. FE[R Y
45l e CC(%) CA(%) AA(%)
dEEmAgdl 334 269(80.54)60(17.96) 5(1.50) 10. 47
e Il 2R 305 222(72.79)71(23.28) 12(3.93)  15.57
P{a <0.05 <0.05

T : MAF Sy fre /NG BE A

R3 4148217 EREREHERIFFEFEMEKFSH

MAF( % )

(x +5)
MAgdats 251 cC CA +AA
TC Ak v i AR 21 4.77 +1.27 4.81 £1.24
e I A 2 5.30 +0.99 5.32£1.04
TG el AL 1.96 +0. 49 2.02 £0.53
e I 2 2.08 £0. 64 2.65+0.56*
HDL-C Ak v am A 21 1.21 +0.36 1.19 +0.25
e I 1.18 +0.31 1.02 £0.29
LDL-C A i LR 21 2.65 0. 71 2.76 +0. 65
[ELIEEE 3.52 +0. 88 3.59 0. 98

F:SAEm MR LA, * P <0.05,
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