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Abstract ; Objective To investigate the relationship between the ATP-binding cassette transporter A1(ABCA1) gene polymor-
phism and metabolic syndrome(MS). Methods A total of 326 unrelated MS in patients and 308 MS-free inpatients simultaneously
treated in Xinjiang Shihezi Municipal Hospital of Traditional Chinese Medicine and Mumicipal People’s hospitals from June 2014 to
February 2016 were collected. Genotyping of rs2230806 locus in ABCA1 gene was analyzed by SNaPshot technique. Results AB-
CA1 gene rs2230806 locus gynotypes and allele frequency distribution had statistically significantly difference between the two
group(P<C0. 05). The risk suffering from MS in the patients carrying rs2230806-G allele was 1. 320 times of that in the patients
carryingrs2230806-A, the difference was statistically significant(P=0.014,95%CI.1.058—1. 646). The blood fat level in the two
ABCA1 gene

rs2230806-G allele is a risk factor of MS in Han nationality; Rs2230806locus allele polymorphism has no influenceon serum lipid

group had no statistically significant difference among different gynotypes genotypes (P > 0. 05). Conclusion

level.
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1.1 —fg%ekl #EHC 2014 45 6 HZE 2016 H 2 H ¥4 E /R
B KA TN RS B A B e A BE A 12 19 AR 2 S AE R
H 326 BiAE i B 4, [543 B 1 12 19 R A 25 G AE SR E 308
BIFE % B4, Hohoxf B4l B8 162 B, % 146 B, - 35 4 4%
(42.32£13.00) % , - B 5 (157, 35+ 6. 32) cm, T (R i &
(52.31£6. 77 kg, V- 2 14 Bt & 15 £ (BMD - 45 (19. 81 +1. 09)
keg/m” MR AR 42 $i] (13. 63%6) , 4KV 46 ] (14. 93 %) ; 5 il 41 55
168 i . & 158 ], S 24 4E #% (41, 67 £ 12. 10) 2, E ¥ B &
(158.5648. 22) cm, - B & Fi 1 (68. 21 8. 72) kg, % BMI
(27. 13+ 2. 46) kg/m*, WL M 72 5] (22. 09%), 1R 7H 66 1
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WAL, B MR s AR MR R . A 2N R
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1.2 Jiik

1.2.1 EEARBRMWE i 2l G ¥t 17 in) & 2 4
N 2 A L A R AR RO 45 A 3 T 15 A R A [ o o
I FE B A L LB E . R A Olympus AU-800 4 H
A A BT AL CH 4 Olympus J6 2% R 20 2 4D K 0 il 3
HDL-C. Z W 1l (TG) AR % B2 A5 8 5 & 53 (LDL-C) Al g fJH
E fE(TC) K,

1.2.2 BWiksifE S8 2005 4F [F ProBE R BE 610 28 &
HE RIS Widm v B Hpot o A B CFE o I B A SR 53 o
Bl =90 cm, e MEEE >80 cm (A& I MW A FAL & 2 T
Enal 2 Wi AR 2 & AE . (D Il TGZ=1. 70 mmol/L 5f & %
ZAB9F 5 (2) I3 HDL-C. % 4 < 1. 03 mmol/L, % < 1. 29
mmol/L 8¢ B 4323577 ; (3) W 46 [E (SBP) =130 mm Hg =% #F
ik FE (DBP)=>85 mm Hg 8 & 12 Wi & Il JE I 45 Z 16975 (4) %
& 1 B (FPG) =5, 6 mmol/L, I AT E 12 Wr 2 BUME IR % IF B2 %
HARLIRYT

1.2.3 DNA I IR 5T X 448 31 i Bk i 5 mL, R F AL
HUR N B AR 2N A A 4 o 2 PR 4] DNA B 45 0K ) 6 4
BB 1MV A R 2 DNAG 3R T 38 41 4356 06 B2 3 X0 il 32 19 DNA FEAR
AT WOGBE 1. 7~2. 0, K >>50 pg/pl, ¥ 48 BULF 1Y
DNA FE i f7 i T 4 Cokatif M.

1.2.4 rs2230806 fif S5l ¥  AssayDesigner 3. 0 #4131 5]
Y. B4k 5'-CTT GTG CTT GTC TCT CTT TGC-3',

TWBI A 5'-ATT GGC TTC AGG ATG TCC ATG-3'. #
P ) DNA R A 3% 75 F 1 B B 75 ) T/ 2% w) % ) SNaP-
shot Jrik S A A AL N Y

L3 Giite#hb s KA Epidatad. 02 8PF g 57 8 5 3L
FNTT AT A e AR A S R o K5 ot A
Hardy-Weinberg V- . & H] SPSS19. 0 B AT GL 3% 53 »
V5 WAL 1 F) S5 0 2 PR % B DR R A 5L AL ) LR T o A
B o L Il PRAZ HR ) ¢ A B0 57 22 o M. L P<C0.05 2 5

NS -
2 # R

2.1 TFHALRAE W — MG R FRAE BB AL FR AR L o i) 41 W
8 R B SBP.DBP,TC. TG fil FPG 7K & T ) B0 . 2%
A G L (P<<0.05) . L 1,

2.2 PIZHABFH rs2230806 fi s K K] AL FH S A7 B K] A5 A 05 A )
i Jt H Hardy-Weinberg - P41 rs2230806 {7 s, () 5 A
W FF A Hardy-Weinberg “FAfif , 22 5 ¥4 G35 8 L (P<
0.05), RATFER R Rk, PI4L rs2230806 i s Jik K 7 43 113 22
SE S FE L (P=0.004), % fl H A %560 5L H %R
(0.536 8) B i & F X BR 41 (0. 467 5) , E R H Fi il 2= X (P=
0.014), W% 2,

2.3 VAR rs2230806 fif g B A I fg K P LR R BF
JEAE R W R, W2 rs2230806 i g K H A 5 HL ik TC. TG,
HDL-C 1 LDL-C JoAf X (P>0.05), WL 3,

*®1 WEBE—RIGEKRFITRRIGKRELIBIRER(TEs)
ikl n o JEMm) () SBP(mm Hg) DBP(mm Hg) e o HpLC LLC e
(mmol/L) (mmol/L) (mmol/L) (mmol/L) (pmol/L)
papiicea:) 308 73.6446.35 88.50+3.42 112.21419.06 76.42+10.66  4.18-+0. 86 0. 9040. 22 1.2640.19 2.32740. 36 4. 62740. 56
B4l 326 88.84+9.43 103.1548.21 126.124-20.86 86.32412.85 4.61--0.76  1.33436  L144+0.20  2.3640.42  542--0.48
t —23. 669 —29. 062 —8.750 —10. 526 —6.6797 —18.022 6.125 —1.284 —19. 346
P <0.01 <0.01 <20.01 <20.01 <0.01 <20.01 <0.01 0.199 <0.01
*2 FIEEH rs2230806 (L A B FEFEM EFNE S R H Hardy Weinberg FE K[ ()]
e R i KA
20 5 n
AA AG GG A G
POgiEEEE] 308 80(26.98) 168(54. 54) 60(19.48) 328(53. 25) 288(46.75)
9 1) 41 326 66(20. 24) 170(52.15) 90(27.61) 302(46. 32) 350(53.68)
XZ 8. 481 6. 081
P 0. 004 0.014
Hardy-Weinberg 0.094 0. 380
%3 LB E rs2230806 i m & 5 [F B 1 BE 7K F L&
20 5 J R Y [n(%)] TC(zx=%s,mmol/L) TG(x=£ s, mmol/L) HDL-C(z=+s.mmol/L) LDL-C(z=+s,mmol/L)
Xt B 4] AA 60(19.48) 3.99+0. 86 1.2240. 46 0.96+0. 31 2.114+0. 66
AG 168(54. 54) 4.12+1.02 1.484+0.72 1.2840. 26 2.0140. 84
GG 80(25.98) 4,06+1. 20 1.3640. 66 1.2840.22 2.33+0.68
95 B 41 AA 90(27. 61) 4.2641. 08 1.57-0. 46 1.180. 45 2.28-0.79
AG 170(52.15) 4.21+1.04 1.46+0.68 1.2340.46 2.1140. 66
GG 66(20. 24) 4.33+£1.12 1.5640.32 1.2040. 36 2.1640. 45
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2.4 152230806 fif i £ A5 M 25 G A B KR 40 B DA
AN JER T R 2 B0 WF 58 45 R B R #40 rs2230806-AG K& A 1Y
A B A &5 A AR 1 KUK 2 rs2230806-AA FE R B AN K 1Y
1. 22715, #5417 rs2230806-GG B A R (AR i} 45 & 1iF A9 KUK 2
rs2230806-AA L H TSR 1. 818 5. rs2230806 fii & G &
PR SRR H R LK Z R WA Rt #E X
(P<<0.05), W4,
x4 rs2230806 LR HEHM SR B EELE

BRRESHL(%)]
e R A OR 95%CI P
AA 1. 00 — —
AG 1.227 0.831~1.811 0. 304
GG 1. 818 1.146~2. 884 0.011
A Z R 1.320 1.058~1. 646 0.014
:— R R
3 i it

s2230806 (R219K) fif 45 & ABCA1 A &% Wi £ &
RO 2 ABCAT B A 7 SR 1 1 051 i 4% 1 IR i 5
Gy AT 2058 219 AL R th RS = IR e o i &
B2, T3 80 ABCAL I &5 I RE M slc . AR PIUA
152230806 1 5 #F & Hardy-Weinberg i , 1 ] B A 847 19 %
WACFRYE. Horh G LA 50. 3206 R HS H X DU A
HE 46. 00 YO HIA™ , 1 5 T 37 58 4 R T L PR T A Rk
5 F A AR 3 T 32 A5 3 35 TR AR S A A ol T R RS R 1 22
FORA AT B s R S A A G

N M 5% 152230806 N7 6 5 Il B /K V- Z 1] 1) % R A7 AE
T R IE A 22 5. 4 F &R BE 5T & B A8 T E Il R DR
AR, ABCAL 2 [H R219K £ 25 4 5 1fiL 5 7K - JG 5% ; Coban
GUURES & B ABCAL N R219K 248 ¥ 5 i & HDL-C
Jo ¥, Mokuno 512 % B7E R 35 A B ABCAT L R219K
ZAMEM M HDL-C JG3&., fH o B 28 257 % 3 6 4t 5 /K
T FIDUE NBEDE I8 & B, 4 B /R B 219KK B R 4 4 2, I
219KK  219RK Jt FH 347 % 1135 HDL-C /K & F 219RR 4t
R % . Kolovou 251 Xt b ot | b 5 45 b DU ABERE 9T &
B, ABCAT £ F R219K % K& RR #] G 1 I ik 5B ¥ w9 TC
KA. PR AT R TR WL B AE 41 ABCAT £
R219K Z &M KK SE [N 8% HDL-C KF- B 8 & F# 4 RR
BRI, AR RBFITLE R B8 72 w4 ¥ Ak & B rs2230806
7 855 1M g 7K P A7 AE HE OGPk L W] BB AE T3 5% X 52 0k R T B o
BT 42 52 2o BE AR AR IR YT N ) — 5 TN 56 iF T rs2230806 fif
ST 5 IR KT 22 181 1 56 R A7 18 R A b 3 1 X500

PR 25 G AE 2 LA 22 B AR I PR 5 993 40 BIL 4k it Big 5 i AR 1
B I R O P I R S R AR o I O R AE AR . A G B
I & BRI 45 A AE 32 20 A0 B Cln e AR AP T R
CHnJEFRD 52w T 0 st % K7 R R A & I 1 K
S AILTHRE 25 S AU 28 B A i By 42 S LT A SR B . ABCATL H: A
BIA g 5 e AR VAR OG L R i B DF SR A #E AT . R B AB-
CAT B PR 2 25 MR AUAY 55 L% it A AR 35 A 0%, 5 Al AR 38 1
B9 QI PR RIE i 55 1Y R 2B A OEE L Deger S5 X AR P
B ABEOT ST R B ABCAL JEH R230C f S 285 R s &
TE R KA R % YU AR G L T B AT G DU A BE ABCAL JE

Z MM LR G E 2 7] 2 & B AT R W ARE . AR
RIHEHT rs2230806-G 4537 Jk PR 1 A~ 4 A8 AR I8 255 6 AIE 19 fis B 2
WY rs2230806- A %5 {7 JL R AN Y 1. 320 %, 3R 7% rs2230806-G
SRS A B N &, nREJR K /£ T ABCA1
RO o W ABCAL 2 A 3R 3K, T 98 95 AL 44 B 17 . 1 b
RS 5 RERMEYE—-RINLBES H5SRELEMEN
K,

ABFITE KBS T BUR A RE ABCAL % R £ 75 1 5 18 it
LEATEM R AR 28 A IR BT A SR HE B Y i L 2= Bk . 53
Sb A 25 A AE 2 YU PR A SR R 1 e W] £ B 45 R Bk R R
HLHIE AT R B . A 28 R ERT B — S R 5 Q0 5 4 fiE 0 4
Ktk IR X ABCAL F& R AR A 25 A AF 19 &9 AL T
TRAIFSE I R B AR 255 45 AiF He Al AH 5€ 56 B/ 4n PPARY
45 ABCAL LM HAEH . L ) ABCAL 5 5 355 38
HAER SRR SRR OC R B IR 7 250 2 850 i DL il Bl
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A FT A R F W], 20 000 Bl JC A%k i # . HBsAg ELISA
il 178 491 (0. 89 %) iy HBsAg S R P, Fe o 40 v ik 1. % 1)
HBsAg WM RH B & FELZMRIME . ZRHRITFEE X
(P<C0.05) , 4 B 1 40 W ik 1l 2 46 BG . B Ak i 2 HL A B
SRy

KR AH K B 24 0 9T 2 I, — Lk o & 2T BB M HBV &
JualabF HBV 43 0817, B i 7% HBsAg BI4% .HBV DNA [H
4% 5 1 i HBsAg 0 2 J5 fi Il 1% #% B Y HBV 3% & K
G, ARk R Z WoRBFFE T HBV DNA il HBsAg B
PR 3 P ASOR S B SR BR F HBsAg i & i 57l . HBV DNA
56 0 R0 1 5 A A AE AR KRR b v s %5 H HBV DNA B4
U O PRBFFT A LA W, ELISA & U059 P4 1 b5 A o 4% g
Rl & B 17 5] C0. 094 %) 2y MPX 2 i . 257 1 7§ HBsAg
B . HBYV DNA BH P ik 0 A3 54 1035 27 P9 % 21 4 U A7 7E 4 Fh
M — RS aiHi-HBe P, Z & s alihi-HBs BH M, = 2 4i-
HBc f40-HBs % B U2 B2 4B . Hoop DL s s 4- HBe
BHE R 320 DRI 25 PR 3 B U 500 vT LAE L 8 ik & P
1 ik 3 A H J5 HBV DNA B %, H 4 35 45y i 7§ HB-
sAg P11 HBV DNA B, 2R A& Hidk - £ AR A 3 F
Biz . — & Hi-HBe. $i-HBc & J FHPE, — & $i-HBs. $ii-HBe.
Hi-HBe & 3 M, = A aif-HBe FHE . 38 5 B 55 BE U7 508
AT LA S R0 kRS b F HBY S R U 11, R N 9 B K
F KA . 33 ELISA Ji ks

MBI F SR UL, ok i # HBV A% B2 5 2 RE 4% 0 1 3 2
AR HE— 20 ORUE B A IR R B /0 AL, HBV %R A 0 BH M
Wk 1 % HpT-HBe BH A L 4 8, D B AR HBY 28 i 7% 4 (4 R
W6 » L TS A T B A% TR A U0 4y 0L 3 T 38 o i, 9 A% 0 $- HBe
T E AR 4
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