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HASEH AS ¢.553G>THRE LA M
SRR DR N D AR B AY

b LEH MR BRT HEF LA FRls XF ERE

(RE] B HRFENEAHREED AS(ApoAS) ¢.553G>T E5M S5 E0% R i
KFWHRE. HiE RAREGMERMN-REEHFBREZSHETE R S6HTOHRES
01501 %1 BR ) ApoAS ¢.553G>T 44k, Rl B MLARK T . &R ApoAS c.553G>T A
ER BT ORH HxT A B RN %R A ST FE X (¥ =8.757,P=0.013), EidE&H
logistic MK EAF M7 BORE MK BMEABRFE R SEHHER, THAEREHE
(TTHGT &K B ) /M B 05X £ GG &M 1.753 % (0R=1.753,95%CI : 1.030 ~ 2.983,
P<0.05), O XSRS ¢.553G>T E MR WA B H it =B85 (TG) K FHERA TR
(¢=-5.242, P<0.013:=-3.499,P=0.001), T {1 B N 4 £ 3 GG RIA EMM TG K F; &0
ATHEMERBTERGCHAERNREM(TC) K (:=-2465,P=0.014), & ApoAS
c.553G>T H AN HBNEABRME TC.TCKEAEW, A5 ORMEER —E XK, T
S ERATERERE.OR—MERHE.
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[Abstract] Objective The aim is to investigate the association between coronary heart
disease (CHD) and ¢.553G>T polymorphism of apolipoprotein AS{ApoAS5) gene and the influence
of serum lipid level in the Han ethnic population of Xinjiang. Methods The polymorphism of
ApoAS gene in 486 patients with CHD and 501 controls was analyzed by methods of polymerase
chain reaction and restriction fragment length polymorphism analysis. Level of serum lipid in each
patient was detected at the same time. Results There was significant difference in the distribution of
genotypes between CHD group and controls group ( x*=8.757, P=0.013). Non-conditioned logistic
regression analyses, after adjusted for age, gender, smoking, total serum cholesterol, presence of
hypertension and diabetes, revealed that individuals who carried T allele (TT + GT genotype) had an
increased risk of CHD, compared to GG genotype(OR=1.753,95%CI: 1.030-2.983, P<<0.05). There
was also a remarkable difference noticed in the level of serum triglyceride by genotypes in CHD group
and control group (t=-5.242, P<<0.01; t=-3.499, P=0.001). Individuals in the two groups who
carried T allele had higher level of serum triglyceride than those carried GG genotype. Individuals in
CHD group who carried T allele had higher level of serum total cholesterol than those carried GG
genotype (¢=-2.465, P=0.014). Conclusion It seemed that the ¢.553G>T polymorphism of
ApoAS gene had influenced on the level of serum triglyceride and the total cholesterol among Han
population in Xinjiang, ¢.553G>T polymorphism was associated with the development of CHD,
while T allele might be an influencing risk factor on CHD.
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BRIBFRIES, MAERIHEFL SEORB KR
BREEY, hEHH=/(TG)H &5 LRIX
ZHABRHFER I BEANTRFAZERTGH
& A E R ORI S ER R, BAREE AS
(ApoAS) ¥ & B AT i UM i 18 TG /K Ry ERAR
HA, BRI RN ApoAS RN S AT E R A
HHREEM, ETHMRECEERH ~, AppASERES
%5 TG Rt RO X R BT KXt TR s+
XH-1131T>C, A HH FH 2 5 450 BFHY c.56C>
G FcSS3G>TH SR W E . AR 8 ERT
7 98 H X TUE A BE ApoAS ¢.553G>T(152075291) 4
BESSROR KRS E R,

MRS hE

1. e R BT 8t 7 Lo 21 3k 486 Bl , #2006 4F 1
A ZE 201047 1| A7EFEER K¥ES— B E O
R R E BRIk E R E (2D
— X M EHRRAE =50%) i3, X BI04,
WFE A Bl RS ks 2L RATMABRR R,
REs A KA bRdE 12 RGO E PR B AR
REEMIRILFEE . VA EFHA XS0 T M
Gk ROV DR AR, B EES] ERS T — R
HEGitERREER, BRI HHE., EHAZH
EMHEERERES. FTRA2LEHE3MkFE
B RIBHECHERR e RKAE OIS O 1508 B HERS
e IR F R —H T UUHER

2. g WERKEHEESE KEHEIA
B AR s A ST A R ARG Ak E
B (BMI) =& /8 & *(kgm?) . M 1E 2 A8 B %
(TC) . TG . B H E g HE LB H M (HDL-C) K EH K
E AR R (LDL-C) & n Y B ER K22 —
MR EBERR PG — R, RAN 8 LX202H
BT, KR A O 52 8 R AT £ i AR ARSI K30

(1)DNA 2B & PCR ¥ 14 - 75 B ¥l B ik o
5ml, BT EE-80 CHE, Z—F L Mm%
A BB & (KREARARIA), K HRIE
A F R ERSNE bk A48 DNA, 51818 H
Primer premier 5.0 3k {4 % it : & ¥ : P1: 5’ -TCT
CGG CGT ATG GGT GGAA -3’ , Fii:P2.:5' - ATC
TGATGGAGCAGGTGG C-3' (i FHB4EY IR
ARAFIAR). KAEFR A5 pl, 55,2 X Power
Taq PCR MasterMix (It B R AEYERBFRA
@1)7.5 ul, 5(¥P1.P2% 0.3 ul(10 pmol/ul ) ,DNA
BW10pl, AR NAKE R PCRY &M

95 CHIAEME S min, 95 CAE1E 205,56 CiBX20s,
72 CHEMH20 s, TR3R 359K, BcJm 72 CEEf# 7 min,

(2)B5Y143 %) . K FA B A M o SO - PR B
K £ A5 (PCR-RFLP) i, YA R 3L 20 pl, &2
10 ul PCR=H, 10X Zrfik | pl,Msp | IR
4 U (10 U/pl, Fermentas 24 7] , IRFI B C | CGG),
Fl A e = KA 537 TR 6 h, 2% B A5 188 0 BC
(BB Ykl GELVIEW %2 €8, ) , 110 V B 3k 30 min, %
SMETUE, B, ¥ PCR&ZY R 5 DNA
R B EED RS E R E A,

3. GitEa i B 4 # A A SPSS 16.0 84
SEH, ] Hardy-Weinberg &k I HE A FEARAR R 5
FHERUMESMNENTEER KBEHCRE &
ST RIHEHARE; S TN ERESELRER
F A3k %44 logistic FIIF 4347 ; AFFE IEA D1 B8
B3, W TG FMA 0 B2 3 B Bk Pl E R
4346 )5 HEATEUE S A CH EE G R 18 B LA R B i 8
WA ) LLP<0.0SINHERALITEE L,

g R

1. — Rl B ¢ o e i i 7K - L 388 - e 4
AR KBRS BB M ERTGHITHFE X
(P>0.05) ; LA 20 A9 W K8 . A3 80 1 FlE SR AR
9 b1 B BMI. TG 3¢5t BRAE 3B B A+, LR 4
HDL-C WK F Xt BA, ER B H L ITFEEL(P<
0.05) ; LR 4L TCLDL-C 53 BRI E R T
it EL(P>0.05), (e SRR BE ZHA
REASAYE X (E D,

F1 FHBEEKRTR L

3 S
B/ L) 381/105 395/106 0.029  0.864
FEW(F) 59.96+10.76 59.29+11.09 -0812 0.417
3] 212(43.62)  168(33.53)  10.604  0.00!
el 95(19.55) 95(18.96) 0.054 0816
& IR 170(34.98)  150(29.94)  2.859  0.091
AR 132(27.16) 33(6.59) 75.001 <0.01
BMi(kg/m’) 26.38+3.22 2549+3.17 -3.713 <001
TG(mmol/L) 205+1.65 1.70+128 -3.187  0.001
TC(mmol/L) 471£1.03 461+104 -~1307 0192
HDL-C(mmolL) 124+0.32 141+£042 5956 <0.01
LDL-C(mmol/L) 3.14+0.88 312+099 -0360 0.719

- 45 SN B B S BRI A L (%), it iz £s

2. ApoAS ¢.553G>T i B B AHESH 7 . PCR Y™ 1%
YR B A 186 bp, GG AR RN (BPAE 4 &4 F ) Y-
Her=Pyn] g Msp 1 BR&IVEA VIEEST 2 UMY, s 3k ol I
149 bp 89 1 Bt (37 bp i B 1 FAEXT - F B/, 3k 3h
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HER, RE BT RSN, MRS ER BR) GT RHK RN
Z=4F, T 186 bp F1 149 bp Ffh 1 BY, TT ALK (%€
e ) ANRESREUINT, (AL 186 bp—Fp B (K 1),

I 2 3 4 5 9 10

300 bp

186 by 1200 bp
149 by

#¥:1~3:GT; 4,5,8,9:GG; 6,7: TT; 10: Marker

B 1 ApoAS c.553G>T PCR =AY jr Bt Ik 45 R

3. Hardy-Weinberg V45 % : # R R M 6 76 W
4 ¥4 Hardy-Weinberg - (x*=0.207, P=0.901
i =1.047,P=0.593) , A BEIKI T,

4. ApoAS # R RIS R % B AR B - 0
TP, WILH 3 b Ak LX) RO 43 R I 67 Rk PR A5 R 3
HERBLKITEE XL (*=8.757,P=0.013) , >
FRATEMERBHHE (GTHTTRERE) KRR
14.61%, 8 F X M4 1) 8.98% , EREFKit¥ B X
(¥*=7.531,P=0.006) ; T FH B H #54H & B 0
HIfEk 2 GG EH REH E 1 1.734f5(0OR=1.734,
95%CI:1.166 ~ 2.577) ,

¥*2 T BRE ApoAS c.553G>T HAEM N
- HAY ET

GG GT TT GTHTT G T

FDLARA 415(85.39) 69(14.2) 2(0.04) 71(14.61) 899(92.49)73(7.51)
MEA  456(91.02) 45(8.98) 0(0)  45(8.98)  957(95.51)45(4.49)

by - 8757 -~ 7.531 8.002 -

P{H - 0013 - 0.006 0.005 -

ORE 1 - - 1.734 - -

95%CI - - - 1166~ 2577 - -
&1

5. ApoAS ®H BT R X R A XS
W REEEORIENET R, F58 R,
ki R IR B R .BMI. TG K ApoAS #H £ 5
HERBER, MIE &4 logistic Bl IH 3 #H (a=
0.05), ¥ IMER, B TRAER 5 R
R L LE BERAR JBMI AR AR 1 AARA
W TG; A2 AMRA ApoAS EH B 5H A 3%
ZHELHBRA. WRIFR,ERET EREERE,

0.05), T % {7 2 X #547 & B CHD # XU R GG %A
I 1.753 45 (P<0.05), FHAME3MERH, il
FE SRR R R ORI ER E R (P<0.05),

6. AN [F)H 15 Y (8] 1 B 7K S o3 - inR 4 BTk, '
OFR 4 ApoAS ¢.553G>T B 7] 3 K B T 41 6]
TG . TCKFEHERB LI FE XL ; TE M EEHF
#(GTHTTHEHEE) FHKM TGHMTC K AR E T
GG B T 4 (1=-5.242, P<0.01; t=-2.465, P=
0.014) ; HAtb i A A LIERMER TSI ERE X
(P>0.05), %4 THEMERBERETHNTGK
FREET GG BT A (1=-3.499,P=0.001), T%
P EHEHETANTCKFERRTFGCGHTA,
BERRAESIH#E L (1=-0.851,P=0.395),H
fhi B HEIRZE R L H ¥ B L (P>0.05),

W ®

ApoAS 7 2001 4 /i BN ST IR B E S R
FfR & EERABIEEARGHFBA . RER
I 7 7 HE AR (125 ~ 180 ng/ml) ,{BEIBA H1 9 TG
WHTF, ApoAS HRBGMBIR T ZxiE, %t
HEFAZEHMNTFR MR E, X ApoAS EE X
SHMNRREEREARAFHFHES TGRXEE,
PO FHE 45 BF c.553G>T (12075291 )iz s
Kao ZF" Y i, B— M ERI N R E, HGHITH
RESIBEMEAMET N HEARRE(GI’SC);
7E NCBI £ # FE (http : //www.ncbi.nlm.nih.gov/SNP)
FLEALEEREUKEANRERE R 0.022, HA
A0.023, Wikk# E1 A 4 0.008, JEM L& LA EY
RAARF 0, 7E A S HapMap i1 R84 2 (http: //
www.hapmap.org/) ¥, R T A2 ApoAS B E (11
A~ SNP, K # A 34~ SNP L FINEEX , c.553G>T B
REPZ— BEMN TR FRAEXH-1131T>C,
%25 B FHIER X c.56C>G, ¢.553G>T S
H At SNP 2 [ 7E7E IR FUME B AR T4, ZITABR
B 7R3X 26 SNP 5 ifn 1§ TG & CHD X R &' "2,
BT LA ¢.553G>T Al A% ApoAS % K £ A1 KR4
BB EER. 7EX c.553G>T 5 O fAR X v iF

B 1R TGAMARME 3 BHEREIEAM logistic FIAST
RELGIHFEX(P>0.05); - B 1 A2 A
P{H  OR{H(95%CI) P OR{H(95%CI) P  ORIH(95%CI)

R 2 TR ALER B A GT+TTERE 0023 1.797(1.085 ~ 2.976)  0.038 1.753(1.030 ~ 2.983)
BRELREXBRAGGER 16 0141 1.091(0.971 ~ 1.226) 0314 1.063(0.944 ~ 1.198)
B9 1.797 4% (P<0.05) ; #f ®MUE <001 42802982 ~6.143) <001 43543073 ~6.168) <001 4.282(2.980 ~ 6.152)

N R <001 4.631(2.835~7565) <001 4967(3.064 ~8.051) <001 4.773(2.913 ~ 7.820)
B3 TG# iﬂiﬁﬂ l Bg =5 I 0001 1964(1.310~2945) <001 2.198(1484~3256) 0001 1.995(1.329 ~ 2.996)
MARREAGIHEBR (P>~ . logistic MM | SULAMM TG, B2 FLA ApoAs BN ZATE, A H— A ZHICA
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£4 WARFFENRIA M KT AR (%)

&
(mmol/L) GG GT+TT
LR
TG 1.841+1.06 2.94+1.72 -5.242 <0.01
TC 4.6411.02 5.10%1.04 -2.465 0.014
HDL-C 1.22+0.27 1.31+0.51 ~1.478 0.141
LDL-C 3.15+0.89 3.01+0.84 0.339 0.735
pag:ti:|
TG 1.65+1.25 2.334+1.39 -3.499 0.001
TC 4.59+1.02 4.73+1.23 -0.851 0.395
HDL-C 1.424£0.42 1.42+0.38 0.017 0.987
LDL-C 3.11+0.97 3.21+1.17 —0.667 0.505

FEH, Tang & = & B, o B DR A 76008 4 A xf B8
LH 0 T BB 51K 7.76% M1 3.97% , T F4if
F N X GG S T 15 3 B ek U9 i IXUBS:
¥ i (OR=2.089, 95% CI: 1.140~3.830, P=
0.017), Hsu4%'“Xt&BHRXIUEAMALNR, 1A
c.553G>T 50 R A G it B L Xt (OR=
1.79,95%CI: 1.07 ~ 3.00, P=0.028) , i-1131T>C,
c.56C>G MK, XHIAHFFRA LI c.553G>TH T
SMNEHNBHELGCHEFELAETSNIMF
TGKY¥. PLLRIMEERR c.553G>T R EEH:, X
c.553G>THIM R Al IRt T A ENE R,
#E1T ApoAS R £ & 5 CHD KB

7 B 3T 5 357 5 4 (X 486 48 I e L B A
501 45 1E % % B8 A B¥ 4 ApoAS ¢.553G>T Z A5
KR, EFBUEAR R CS53G>T BN
BOEXMBAPTEMEEMBHEN 0045, B F
NCBI ¥ ### ¥ (http : //www.ncbi.nlm.nih.gov/SNP ) (1
#.BER XL ¥ EN(P<005), HE Tang %
Xof B IR A BB 5 R AL @B X 1L TG K
c.553G>T 25 5ECMME X ER, K
BT HAbZmN K fE , iiE TG 7E5d.L i st A
Bl ZFHK(P>0.05), TMic.553T &4 B #EH
H(TT+GT)WAMFER B & T 5 A (P<
0.01), HEREHMEMAREXMHERNEFE.T
AR E B0 XUR R GG R 1.753 7%
(OR=1.753,95%CI:1.030 ~ 2.983, P<0.05) , i@t
B 37 31 logistic FI A R R , ¢.553G>T B A #
EROMEPXES TCREMEMIY K, d.O0RHEM
XTERA TS R B & WA MM E TG KEHAS
HTGGH(P<001), FOMAT SR NEHE
T4 89 i 7% TC K F B F GG A (P<0.05), X BAT
L EHESHENME TCKEERETGGH . B
ERELGH%E X (P>005), B Fc553G>TH
BHUHR-TERIXEE HGRTHEELFERN
HHEEBYE, \TfES 2w ApoAS WINEE, f

1L AR KT IH R TG KAk, {HR2 logistic [T
BIR/R c.553G>TE A S CHDIW X R 5 TGH A
57, R HIFHE : O F B AT KSR 00 B H &R 4E
R R I BE 250 , OT RE(E LB /K T %, A2 T
ZR, OQHM TG 5ELRMXE ML EL, Frid
cSSIG>TEARUER KM KBRS ZE T
TGIE B, TR RN, @ FAR
FEIRA AT ApoAS ¥ K IE HE I E , B SE
ApoAS B 5L B GRS I ApoAS B, th
A REIZ B N 5 H A& (SR S AL LA, AT
Ha e Xk, FEH#—PRRIEL. Hob
ApoAS R ZEHS TGKFEYIME, ELER
[RY AR 2T 5T A BHIE (B H 5 TC K FH X
F B AL W, A BFFT A B DU S O A BE
R cSSIG>TERELTCHXELRTEES
BB UESE , T R AL RS S — ST,
$ £ X W
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