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[ Abstract] Objective To investigate the relationship between c. 553G/ T polymorphism of apoli-
poprotein A5 ( ApoA5) gene and combined hyperlipidemia in Zunyi population. Methods Blood samples
from 222 subjects including 100 patients with combined hyperlipidemia and 122 healthy individuals in Zunyi
area were collected. c¢.553G/T polymorphism was tested by polymerase chain reaction and restriction frag-
ment length polymorphism (PCR-RFLP) assay in both groups. The distribution of the genotypes and allele
frequencies in the combined hyperlipidemia group and normal control group were analyzed, and its relation-
ship with combined hyperlipidemia was analyzed. Results The genotypes and gene frequencies of the
ApoAS gene c. 553G/T showed statistical difference between combined hyperlipidemia group and normal con-
trol group (3> =12.081, P=0.001; y* =17.469, P <0.001). The risk of hyperlipidemia for carriers of T
alleles (TT or GT genotypes) was higher than those of GG genotypes (OR =6.042, 95% CI:. 1.962-
18.607, P=0.002), after adjusting age, gender and blood glucose by Logistic regression analysis.
Conclusions ApoAS gene c. 553G/T polymorphisms has a relationship with combined hyperlipidemia in
Zunyi population. It may be an independent risk factor for combined hyperlipidemia.
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FEREE R R AL RAE R EE R . 6 R AR i A= 1k
O 2 28 OB = MR IUAE 1 — 25 23 Sy v HIh =R I E
o JIE [ B2 IAURE VA5 284 755 B IfLAE ( combined hyperlip-
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T 1 ML o 24 78 T IR K

H Aij & I — 2L AR QAR DT R 22 5P E 2 i L
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40350 ApoAS LA & 2001 4 Pennacchio 25'% % #il
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L1 W% 2014 4 3—8 H Pt SC B “7 B b
g 1% e WSO 38 S IX 3 PR VR AR v I ML S A BT
EEIMAE 100 5], FHorb 55 79 {51, % 21 {51, 4F- 15325 ~ 81
AW (47.23 £ 11.97) % [ 5 (45.09 =
11.29) % ; 40 (55.29 + 11.23) % |, i b JC 1M ¢ %
F IR RN HZE 122 44, R ) S R ARG o, o 5
86 44,11 36 44 , A% 22 ~ 83 X SEAE NS (48.91 +
13.34) % [ 55 (49.86 + 14.18) %' ; 4z (46.64 +
10.89) & |, I TC 1M 2% 56 &, 1A | i Ag 7K - 24 1F
L0 A BRI R L . IR AL E AR AR 12 K
PrifEZ: BRECrb 8N L i S B 3R 48 7 ) (2007
4F )+ EBRIEIEE=S. 18 mmol/L(200 mg/dl) A ==
1.70 mmol/ (150 mg/dl) ; 1 7 X B A FHE G JIE [ it <
5.18 mmol/L ( 200 mg/dl ), LDL-C < 3.37 mmol/L
(130 mg/dl) , HDL-C = 1. 04 mmol/L (40 mg/dl) , Hjifi
=g < 1.70 mmol/L(150 mg/d)"" . HER B R % . &
LR R R D e ssR T | T e v IR
W RGP LI BRI R B B2 A
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B E MR R B AABE A R B B BT R SR AT G 1R
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228 R g A VR A A R 1) o

1.2 FZRAH DNA £ 050 & o8 RAR A | 7~
i, 1V A TAE M BOR AT BR A A G, PCR
P 141 Dream Taq Green PCR Master Mix (2 x )}
Thermo 23 F] 7= ity , Msp 1 FR il 4 A I il °A Promega
NPT

1.3 ik

L3 1 imARE S g e DA A R i 4
KA A 2 R A KM 5 ml, —F8 53 H T
MG AR e, e SR [ i H 9l = s \HDL-Ciz
FHBEE N € , LDL-Ciz F A5 He i i 0, i b 0
iz FI OB, DL 8 bR 347E Abbort 4 [ Bl 4k
SITAL BT o BRI AL (=2 ml) T -20°C R
fFo DLt FRI 7R X 2 e B i = e 1o Bk 56 1o

1.3.2 DNA 28 BURA R = 5 I00AE £ 2 41 R IE
WO R L R 4 1M N2 ml, Il YR LR 2 DNA $2
BRI & 4R B IL R 41 DNA 2% Bt I8 1 868 J5c FL Tk e
DU DNA $2HCEER  ZAMT T METFHAMIC . Ko
HUR I DNA JCT - 20°CARAE4 o

1.3.3 PCR P ApoA5 HHc. 553G/ TL AL
& B RS 5-CAGCAACTGAAGCCCTACACG - 3
(21 bp) ; P54 :5'-ATGCCGCTCACCAGCTCTCG - 3
(20 bp), =¥y K BE #5227 bp'™ o 30wl SR 1A F
2 xMix15 pl, I FHES14 (10 wmol/L) 41 pl,
M DNA 1.5 pl, Jope 2 8 17K A 2 SRR 2230 pl,
JZ I 254 :95°C FiAE 45 min, 95°C A5 P4 30 s,65°C iR
k30 s,72°C FEARA5 s, FEHR 35 K, RIRIEH 5 72C
FEAHI0 min, 2% BrAEHEEE S H Uk Al PCR 35 45
B EAMT P I IRE SR

1.3.4  Msp I B§Y] Msp I BgYIR 25 wl s i
%:10 x NE Buffer 2.5 pl, Msp I N ¥ /i 1 ul
(20 U) ,4iifk PCR ™9 5 wl, K £ 8 1 KA 2
RFR25 Wl IV EAE:37°C 8 h,65°C 30 min, Xl
VI 1815, 2 % Byt B A8 Fe v Dk A 00 g B0 285 2R, , 5%
HMTTFEE I D . FEHGE 4 PCR =3k -
TR T A TARAT FRA BT, S0 ik B4 2R .

1.4 Gt b3 A Bk SPSS17. 0 ik
gt 8, IERS TR TR, & £ FIR;
WX R B9 Hardy-Weinberg V-1 ) 75 15 F2 BZ  411H]
AEANT R e e DR A R 22 H AT R FH xR s ST
FERA 5 i AR 9 5C R ¢ K99 ( Shapiro-Wilk 1) 5%
Wilcoxon AR 6 125 1447 3 Bt , 25 PR AU 56 s 15 I
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2.2 ApoAS5 JE[NEE 4 41 F PCR FiMsp T fiFb) 45
By T N ApoAS SEH A 4 Ah RN, A
Msp I BEDIAL L, 772 R/IN227 bp, 28 2% 3 IR WEBE
JEFEL UK A TN ApoAS BE[RI 55 4 41 i - PCR 4 425 S 1
Msp I B4R o8 REF (1,18 2) . PCR ™2
Msp I BV G, T L 3 Fh3 7Y 4 7 (TT 3£ [
R) A 227 bp— A~ F B i A 1 (GG R )
173 bp#l54 bpMiA~ B, 22/ F (GT B H &) 4 I
W3 AR B, B 54 bp LR 7 51 K, A% 5T
JreR /N BB M P VK M DX G, (EL AN R M
PRIALHN G , DAL H ARG I 31227 bp— Z% 7l Sy TT K& A Y,
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GG LRI, FE[R 43 70 550 25 RARAT (181 3,84 3) ¢

2.3 ApoA5 FEPH B P45 ApoAS JLIHES 4
AMEFMsp T BEYI07 258 CGG—CTG p %45,
I, GG JLPH I o] )3 25 5% &y CGG, L& 3A,3D
(F3) s GT FLPHAYIE il 7 45584 CGG/CTG, Al

3B,3E (3 3) ; TT KA A fz m] I J§ 45 2R 24 CAG, L
K3C(HE3),

2.4 ApoAS BLPR AU B 3 RN KL KUK AE VR A 1 5 I
MAEZH AN IE 30 B i A 452R TEIR G AL S AR
IMAEZH N TE 5 XS BRE H , ApoAS K Msp T 37 557 4% ik
PRIARUART A e PRUA 32 3 A Bl Hardy-Weinberg V-1 A5
LSRR 2, 2 ) KB AT 1 LR A fE i 41
T4 Hardy-Weinberg FEHE (P >0.05) , FEA
ok At PAF A, AT DRER BT AE b X ) A 5317
W2,

2.5 AFEZEFBS MASKTFRER  EIEH X R
L, 2N (GT + TT) JEFRIALAS PR Y i3 H - =K
S R T GG BRI AN (P <0..001 ), {H H A 1
BEAT BIR A 1 5 B A 2EL 20 9 b 25 s34 e e it
FRSL(P ) >0.05) , WK 3,

2.6 ApoAS c.553G/TZ M 51R G B = iR MLAE Y
FHPE AT X ApoAS ¢. 553G/ T 551G 1
TR IR LAE 25 2 3 (0 AH SC Ve 3 47 Logstic 18] )4 43 47
7B R R AT AR HEBR IR A2 R 3R 6, T 4507 i [
HEATE RIR A L 5 R IAE (9 XU 5 G S5 467 i PR 4
AT ¥ (OR=7.303,95% CI;2.259 ~ 23.612,
P =0.001) . HIEAREE LB 07K PR A4 &R
Jei T S SR H4 3  A TR G 78 1 T AL 7 DAL
R TEAE (OR =6.042,95% CI:1.962 ~ 18.607,
P=0.002), 034,

F1 RGN R ME 20 A E H 0 IR 2 AR — s RO U (% £ 5)

15 BECERCE) O To(mel/l)  TC(mmoty PR WDLG o SR
REB IS MAEL4 100 47.23 £11.97 79/21 3.56 £2.47  5.87+0.95  0.96+0.10  3.84+0.42  4.66+0.51
IEH 0 HR 4 122 48.91+13.34 86/36 1.11+0.30  4.22+0.52  1.32+0.44  2.43+0.54  4.68 +0.45

¢ {Hek Z (& 0.977 2.082 12.764 12.811 10.076 12.808 0.714

P& 0.329 0.149 <0.001 <0.001 <0.001 <0.001 0.475

TG Hh =i s TC . SRR s HDL-C . 155 % B 6 4 - [ B ; LDL-C - i % BE g 4 1 -0 [ e
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K2 IRE A M RN E RO IR A AR R AR R Msp 1 s 2SS [ n (% ) ]

5 L B EE S iT] S i KR S A Hardy-Weinberg V-6 1
TT GT GG G T X P
TRA Y v G I RE 4 100 5(5.00) 12(12.00) 83(83.00) 178(89.00)  22(11.00) 4.221 0.121
1E H X R4 122 0 4(3.28) 118(96.72) 240(98.36) 4(1.64) 0.329 0.848
¥l 12.081 17.469
P1{f 0.001 <0.001
F 3 IRA R ENR MUE ZAE F 0 HR AL CE R R EE R A LS /KO R (mmol/L, % £5)
- IRA R IR MAEAL (n =100) , IEF AR (n =122) .
L4t GG GT +TT A s GG GT +TT 7 i
TG 3.41 £2.24 4.31 £3.36 0.06 0.95 1.10 £0.30 1.38 +0.04 8.46 <0.01
TC 5.88 £0.99 5.81£0.72 1.11 0.27 4.22+0.52 4.38 £0.56 0.49 0.63
LDL-C 3.87 +0.43 3.73 +0.41 1.77 0.08 2.43 +0.55 2.61+0.22 0.30 0.77
HDL-C 0.97 +0.08 0.92 +0.16 0.42 0.68 1.33 £0.45 1.09 £0.11 1.52 0.17

TE TG H M =8 s TC . SUIR [ ; HDL-C 5 % BE g 8 11 -IEL R 5 5 LDL-C« AR %5 B2 g 2 1 - L T e

R4 ApoAS c.553G/T ZAMEIE B SR 5 1Y
e I LA RS A 14 5 R

RBOERAY KA

KA 7Y

T OR{E  95%CI P{i ORI  95%CI P{g

GG 1.000
GT +TT 7.303 2.259 ~23.612 0.001

1.000
6.042 1.962 ~18.607 0.002
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M B100  # A58 H C1 R I5E A C2 k&1 C3 A1
HIEE A EN . ApoAS 2 2001 4F K B 4 g &
FRTGROL, ALF 45 11 S Yk q23 X, f 4 4
SN TR 3 AN E TR, He 5536/ T2 %
PR 5 J2: 2003 4F i Kao %5 1 56 % B 7 S A%
1% Z2 A ME 55, T ApoASFE K 25 4 4h 2 F-11) C v,
HIL R Z B PEARGE M L AE K, 38 500 i 1489
TR AR S S

Pennacchio 2‘?“7: MR RN, ApoA5 H: K c. 553G/ T
LS ZVE T S50 L N kA % 4. 2% , P IE N
TS b =R 7K T B S8 AH O 5 (B AE + H AR
T &8y B K931 24 2 {N0. 6% . Ruiz-Narvéez fff[lg]
FERIMZR N PGB 8 B b 3 A R D 3032 A7 5 AR
5, RIZAL S A F IR AR AR ZES

AWFFEXT 100 7R A 74 75 BE MUAE 58 5 M 122 44

1E 6 BRI ApoAS 3 [Hle. 553G/ T 1 3 H 2 A
HATHESE, & B ApoAS FE[H ¢. 553G/ T 5 Fk PR U ANl
G B MR A e 2R
(P ¥ <0.05) iRA A AR M AE AL T 5547 56 5 T o5
A FIE# X IEZ (P <0.05) , Kao 257 55 1
XiF 290 15 725 A IMLAE A2 5 0 303 4% fi B X R 512 B X
P 2RISR 2], c. S53TEE A H BT 5 4%
Hes T G 4537 (P <0.05) . Chien 25 i i Xt
T BB R BT IT & B, T 45 037 3 R #5445 2 1
i H T =R O A e 5 T S 8 1 IR 1) JXURS: A A
i TR X B (P <0.001) , K WS TE A [A] 1
BNRE BRI AEAE — 8 22 5, (IR 5 28 S5 AE
TR Z AR T 5 @ i AR DG, R, 4%
WFSE AR TR A5 180 T B I 2L 0 T 85 %o B 2 26 9 AN )
FH PR AR B4 IR AP 2EA T AR, & BT I X R p
ZHPY GT + TT J PR RIS Y i 2% H-7k = e 7K 7 B
FT GG FEEAAMA(P <0.001) 5 5 .0 7 45
PRI 2 25 SR A — B, AT XS 229 44 1F F 6 R 1Y
ApoAS FE [H . 553G/T {3 o5 22 75 Ve A I & Bt , H:
c. 553 T JE [R5 A 5 1L Hih = Tig /K 7B fe & F
GG F PRI RIS {45 (8 HoAth i g 7K - B2 TR A 78 15 g
SEAZ N i 22 R RS2 E L (P >0.05) ,3f
HAEIRA A BB INUAE 4L N AFTE GG 55 P A4 1 %
SB[ N LDL-CoK P15 T GT + TT B AN 3
SRR E Y R NS S R e RS NG i = N
X 2 S5 2 S, ASAEAE B B ) AN P S5 R R
Ao FE R 3 AT AR HEBR T 4% I 2 B, ApoAS
c. 553 FE PR 48 i 2 TR A 78 1 I i e XU 358
GG JLH M 2k % 55 (OR =7.303,95% CI:2.259 ~
23.612,P =0.001) ; 2 Logstic|nl 445 1F P 5] AE % A
MK 22 A geit2# 2 L (OR =6.042,95% CI.
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1.962 ~18.607,P =0.002) , KKK IRAETE o

PAEZERR], ApoAS c. 553T 2k 73 B4 g g 1L
SiE YIS fE R PR T, ApoAS c. S53GEEIR R RE IR &
R A LAE () — AR -, TR e. 553T 3 R i
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WEmR . BR 74 Ak 35 4520 0, 1% 5% 2 T fig
500 224 (0 i 5 — A e R R FL O B — itk
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S IIE , BRI =B AKOE TR IS 8 IR A
TREE RN, 5 | Ak iR A I A2 2 B ST AE I P DT
L, 51 i sl ko B Al 1 S A5 s i L4 9 e
&

RFFHIA o , 7l X R R ApoAS 3
Ple. 553G/ T i 24 5 1R A AL IR UAE =22 (8] 47
TE— A M 5 . S53T A FE P #E+ # FRIR A5 7 &
Jg IILAE XGRS B 3 1 T GG BE PR AL AMA ; . 553 T 454
FEPR AT A Ry YR A 78 w55 Mg IR %) 2 ST s 6 PR
U ARG EL 3 RS o5 B 1 T A v B I ()9 R 27
FRAE , F T2 05, 22 25 P A AS TR) Fof e A0 b SN B o
FEAEZE T R I 5 8 T RO AR L 2 e | 25 b Sl 7y
A ST, 88 TR AL S 250, A
A% FE R 1 22 A5 5 108 S XA BER A )
R IUAE AT — D125 N1, B RERE % Ry LS R
FEPRAEEE SRR, IR0 B S W TR A2 WHR A 7
JI ML AE B2 FAE 3 174 S B RN BV
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