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(MZE] BB 50T ApoAS SER BRI RZ S SAMZEGAER C R . ik FEPLEIR2012481 7 &
2013 4F 1 A AEFAZ TR B2 B 323677 100 I CHHER S AE(MS) 3, IR 101 DERC 28 100 91 1E 9 A
WFFE 4 . R 1 PCR-RFLP 43 Hf ApoAS 5 [Fl-1131T>C 1 56C>G M1~ SNP {i7 15 HAZ 11 IR £ A M g2 A
IERIER . &R ApoA5-1131T>C CCHE KR RIHEN £ 1) TG \HDL-C , ApoA 1 /KR 2 55 F TC  TT LR B 57
B ERAGIFE XL (P<0.05), 1 ApoAS5 56C>G 25 K AL [8] MS & 1l R S A= AL s 22 S 2 o ge i 2708 L
(P>0.05). ApoAS5-1131T>C TC JL RT3 b CC I Ry & 45 5 A MS, W43 31 T 1.415 65,10 TT
HIEL R S 2 MS B JRU S CC #[1# 0.302 /% (P<0.05) . 4518 ApoAS5-1131T>C BYIEH £ 8515 MS By & Lk
ARG, nT I MS &R, T ApoAS 56C>G LN Z 45404 5 MS (1 &8 0 B 5 A1
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[Abstract]
phism. Methods

lected randomly from January 2012 to January 2013 in the Affiliated Hospital of Huaihua Medical College.

Objective To explore the relationship between metabolic syndrome and ApoAS gene polymor-

One hundred patients with metabolic syndrome (MS) matched with 100 healthy subjects were se-

PCR-RFLP was used to analyze if there was a correlation between the single nucleotide polymorphisms of ApoAS
gene—1131T>C and 56C>G SNP and metabolic syndrome. Results The levels of TG, HDL-C, ApoAl of subjects
with ApoA5-1131T>C CC genotype were significantly higher than those of subjects with TC and TT genotype (P<
0.05). The clinical and biochemical parameters showed no significant difference between MS patients with ApoAS5
56C>G genotypes (P>0.05). ApoA5-1131T>C TC genotype increased the risk of developing MS by 1.415, but TT geno-
type decreased the risk of developing MS comparing to CC genotype by 0.302 (P<0.05). Conclusion The SNP of
ApoA5-1131T>C is closely related to the occurrence of MS and can increase the risk of MS, while SNP of ApoAS

=.

56C>G has no relationship with the occurrence of MS.
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() MS fB 5 55 FREAARAE A HE . ARG 28 A A AT BEZH
IFFEXT G A A B S D fic (P<0.05)

1.2 SR A HE SR v

12,1 YHARRE  MSI2HrS IR 2007 4 [
B I A 5 5 B I 46 B ) B2 Wibs o < (1) 7 I, 0
95 5 /&F 5% . =140/90 mmHg (1 mmHg=0.133 kPa);
(2) /5 I B, 25 1 1M B = 6.10 mmol/L; (3) &5 H i =
fi& (TG) =1.7 mmol/L; (4) & % B g & 11 (HDL-C)<
0.9 mmol/L (35 £)F1<1.03 mmol/L (k) ; (5) i FE F>
85 cm (M) F1>80 em (). LA 33 Je 31D |
S E W W AZEAIEMS)

122 HEBRARHE  (D)HEBR G IF 45 40 2 2U50%
N3 D95 RE R T 25 RR 5 ()R (8 FH 52 i 414G
R B R R I B Q) SR RN T
AL H WG fHga 2 B AME R B A5 .

1.3 ik

1.3.1  FEH LSS F2E50 : DNA G .
PCR i & BRG0Py DI 25 PG K Bl B . DNA
Marker  Tris fifi  ALHH 05 S EE SRR . 70%
fi S 0 AR T AR TR ) B A R
F AL - B0 HL(Sigma, 3£ [H) ; PCR{L(ABI, 3
) ; HL VK BEA A 43 BT (Bio-Rad , 25 ) ; B IKAY L HEL
7k % (SCIE-PLAS Biochrom, % [#]); UV-7504 45 4} ]
A3 CEE TR RO AR AT B Fl) ; YI-875 Rl
FHME TAE S ORI 22820 R)) s i R
AR ERL = AR A PR A F) .

132 FEARTERHLE TS 50X 4 E
Rl L 25 pl ) — o7 = A 3 A 0o, B = vl v
BAE MR R RIEF I S0 — Gk,
AIFEPER AU JSURIRDCAE ; X RRZA BT G A& A
A K S DU A BB R I T IEAL HHERR R IR
o5 Ul 1L AP S A AN BE A BT REZH (AR 0 o

133 IMFEREE S AEFERR I IFTExT 5
B ABE R RS £ i CFR(EDTA YT
BERIRR M REE . S ST RILET RS
JREIIICRAE 10 mlIfFE, B0 5 43S M35 I FE1 T-80°C AR
Ao I3 5 2 B A 28 1A AH [ B (HDL-C) A 25 FE AR 2
FIAR & RS LDL-C b i S BB A B e 1t
AFMIAE , 17 TG FLEH [ BE(TC) SR b 32464 70
Eo ApoAl.ApoB KA ELISA LU 1lxE

134 51¥iEit 548 7€ GenBank H1 £ if]
ApoAS JEH P41, SR 5 R 51 993 3 8 44 Primer5.0
PEAFIETT, It i A A B AR IR A R LA L 7
Fnge 1 fis .
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F1 ApoASEREG|HFFI
LRI £ izl

ApoA5-1131T>C F 5'-GATTGATTCAAGATGCATTTAGGAC-3'

R 5'-CCCCAGGAACTGGAGCGAAATT-3'

F 5-TGCTCACCTGGGCTCTGGCTCTTC-3'

R 5'"-CCAGAAGCCTTTCCGTGCCTGGGCGGC-3'

1.3.5 ALHZH DNA$ZEC 762 mlAbE M himnA
R 3% B I i, TR AT, K3 (37°C) 10 min J5 B
T, B0 5 min s BT AR TP+ TES 28 Ptk +
10% SDS 107 , 1R 2], BB A 2 ml (R AT , VR 2
JA B0 5 min ff FEIERFE R 7 — B O0E A%
R AT IR E B0 5 min; B FEHRE S —
A A 2.5 FEARFLUY TG K £ B2 DNA UL TE AT
s 70% R R U R O, HE T 5 i A 200 pl
TE; 20 C 1A

1.3.6  PCR S PRI VE i Bedk i 2 A8V (RFLP) 2
NARZ  EFXT GKRP A rs 780094 . ANGPTL3 %t [
rs 11207997 B~ SNP {3 15, , [ FH Primer premier 5.0 5|
WA TS 4 PCR U AR 22 - 10xPCR 28 i
2.5 ul, RS0 1.0 pl RIS 144 1.0 ul [DNA B
M 1l ,2U/ul Taq i 0.15 pul (dNTPs (2 mmol/L) 2 pl Jifl
ddH,O & B AT 25 ul, PCRY LGRS HL . ALk .
95°C 5 min; 90°C 10 s, 56°C 40 s, £ 4% 32 N FF ;
T2°CRGEf 1 R . RELP 24 & : 10 x buffer
2.5 ul. 10 U/ul AST1 BRI N DI 1.0 pl . PCR 4
10 pl . ddH.O 2.5 pl, SRR 25 ule BEYD =9y Hik .
HAE 2% B BEAREE S A 0.5 pg/ml 54k Z.%E (EB),
W 8 pI VI W) S 0.2% 75 1 i M AEAL , LA 6 pl NA
Marker A Ar S R, Bk 30 min (100V), 7EBERE
BRARG P INEREE R

L4 GEitegrih T BORER R br i 22
(xks) ITE IR, B4 b 55 R FH Bk S AR AR B ¢ 4
55, 2 P AR 98 e BEMLE T B O 22508, 45 5
LT RA G FE X, WER A LSD ik ik — 217
PRI 22 8 LA THECPER T 32 i B L 20, SR ¢
R 58 3B A7 GE T HE W 5 LA AR RO 4l & - S 6 RE L R
HAE 25 1F Logistic [0 5 114 F B b (Oddsratios , OR)
Ko H:95%A] {55 [X 6] (Confidence intervals, CI), F A1
I RIZE RS MS AR R . A RS #EY
fis B SPSS17.0 HEATALH, LA P<0.05 Ky 2% 5 HA S5 1t

ApoAS 56C>G

2 # B
2.1 —MAEIC AR 22 e 4 Akt R ZH BT

FER GG IR B AR AT AR LA SR, P ST A Y
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ﬂfﬂA 95 19 28 1 H il — % .LDL-ApoB 2545 b5 5 T-%t

W2, HDL-H [ B iR & AT X e, 22 57 2
75 it L(P<0.05); HoAl AR bR e P4 18] 22 53 L4
TR (P>0.05),

R2  RGIARITREATH R KGR K ELIEIREL B (exs)

MWESEbR Sl X B i PIE
K (kg) 68.22+10.21 64.59+9.58 1.023  0.369
BMI 33.1245.43  26.77+4.23 4.242  0.000
TG (mmol/L) 2.66+0.89  0.92£0.43  9.695 0.000
TC (mmol/L) 6.34+124  5.45£1.08 2762 0.013
HDL-C (mmol/L) 0.85:023  1.36£0.42  3.221 0.002
LDL-C (mmol/L) 3.03£0.47  2.03x039 2569 0.017
ApoAl (g/L) 1.87£0.20  0.91£0.37  3.654 0.000
ApoB (g/L) 1212022 0.63+0.17 4369 0.000
ApoA5 (g/L) 0.19+0.02  0.09£0.01  6.236  0.000
OGTT 3 h Ifilff (mmol/L)  5.13+0.67  5.16+0.71  1.007 0.370

OGTT | h %3 (WU/ml)  8.84+5.61

22 HEREBE AR IR LR WO R E
ApoAS5-1131T>C 4% Jk B A1l IR Je A= Ab 48 A5 LA L
F3, 45 B8 . CCLTC . TT = Fh A [a] Jit A %Y ]
MS £ # 1 BMI. TC .LDL-C . ApoB . ApoA5 , OGTT
3h I HE OGTT 1 h il 5 R e bR i K- 22 7 6
i it 2 X (P>0.05); 1 CC A& R B 645 % 1 TG |

11.97£7.98 3.978 0.000

HDL-C . ApoAl 7K F-BH i 5 F TC . TT 3L [H B 447
H L ERAEGERE X (P<0.05), FRFI4 HEH ApoAs
56C>G 45 HE K RUIG PR K AR AL A5 LU L3 4, 25 1
/8 :CC.CG GG —FIA[RIFEER A Z [5] MS B35 Il R
R AEACFR bR 22 Y TR GE T #38 L(P>0.05)

23 ApoASKNZEMEMS B AR &
R, WS A 114 4% 2 IR Y 43 A1 747 Hardy-Weinberg
10 S R PR - RS X R RS A0 R A HE S
ApoA5—1131T>c;@eﬂ%iﬁﬂéﬂ%ﬂﬂﬂﬁé [ F1) A1 22

HA G2 75 L (4*=14.798, P=0.001), 1fii ApoAS
56C>G FH P AU 12 AN RELHLR] (1) 43A1 22 57 TCae T

B (=5.87,P=0.053), LICC HZHI7AE4AMF Logis-
tic [A1 45341 ApoAS5—1131T>C Fll 56C>G Ke[H 45 5
MS G &R R BRI ES, 45K BN
ApoA5-1131T>C TCHEREMHEHT# [ CC B H T4
B G KA MS, KBS 29 T 1.415 A5 (95%C:
1.017~1.923), 1 TT ZUIE 5 25 ] & A MS B9 XU A
CC M 0.302 15 (95% CI: 0.173~0.521) (P<0.05);
ApoA5 56C>G CG #5747 # A& Lk MS By XU o CC [
R ETF1.1134%(95%CI: 0.825~1.515) (P>0.05),
M GG KL A4 K HE MS XU T 1.38145(95%
Cl:1.111~3.242) (P>0.05).

R3 HHIA ApoA5 -1131T>C ZEEE B FK R £ W IBHREE B (vxs)

WEHEIR CCHl(n=15) TC K (n=49) TT % (n=36) FAY PE
BMI (kg/m’) 34.14+5.23 33.08+3.36 32.78+3.28 1.423 0.235
TG (mmol/L) 3.06+0.36 2.56+0.39° 1.97+0.33 5.234 0.013
TC (mmol/L) 6.54+0.63 6.12+0.55 5.78+0.63 1.123 0.143
HDL-C (mmol/L) 1.01£0.22" 0.82+0.19 0.83+0.18 6.872 0.003
LDL-C (mmol/L) 3.04+0.53 3.11£0.48 2.91+0.37 0.634 0.582
ApoAl (g/L) 1.96+0.33" 1.86+0.35 1.83+0.32 5.356 0.012
ApoB (g/L) 1.20+0.24 1.21£0.22 1.21£0.27 1.578 0.224
ApoA5 (g/L) 0.19+0.02 0.18+0.03 0.20£0.02 1.135 0.342
OGTT 3 h Ifit 4 (mmol/L) 5.12+0.82 5.36+0.79 5.02+0.71 0.983 0.423
OGTT 1 hJE% % (uIU/ml) 8.67+2.13 9.45+2.08 8.77+1.91 1.052 0.114
7. CC RS TC R HLAE ,*P<0.05 ;CCHY 5 TT B b4, *P<0.05; TC 5 TT R AR, P<0.05 .
Fz4 FRBIZE ApoAs 56C>G ZFEEBIG KRR A W ISFRE B (v +s)

MEE bR CC B (n=89) CG El(n=T7) GC B (n=4) FAE P
BMI (kg/m?) 33.28+4.32 34.1343.54 32.88+3.62 1.135 0.215
TG (mmol/L) 2.64+0.28 2.45+0.21 2.70+0.37 0.673 0.445
TC (mmol/L) 6.28+0.73 6.59+0.62 6.68+0.51 1.783 0.052
HDL-C (mmol/L) 0.85+0.17 0.83£0.13 0.83+0.18 0.709 0.339
LDL-C (mmol/L) 3.0240.47 3.10+0.38 3.07+0.41 0.335 0.763
ApoAl (g/L) 1.86=0.39 1.90+0.39 1.88+0.42 0.993 0.298
ApoB (g/L) 1.20+0.22 1.21+0.24 1.20+0.33 1.231 0.114
ApoA5 (g/L) 0.19+0.03 0.19+0.02 0.20£0.03 1.142 0.198
OGTT 3 h i} (mmol/L) 5.11+0.79 5.42+0.86 5.18+0.81 1213 0.146
OGTT 1 hjJE 2 (WIU/ml) 8.85+2.23 9.1342.17 8.78+1.85 0.734 0.325
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&5 ApoA5-1131T>CF156C>G 74515 MS 5 Bt H) Logistic B3 2 47 [5(%)]

FEIN JLpA A I 112H (n=100) %if IR 2H (n=100) OR OR95%C.L. PAE
ApoA5-1131T>C cc 15 (15) 25 (25) 1 - -
TC 49 (49) 23 (23) 1.415 (1.017,1.923) 0.016
TT 36 (36) 52 (52) 0.302 (0.173,0.521) 0.000
ApoAS5 56C>G cc 89 (40) 76 (76) 1 - -
CG 7(7) 16 (16) 1.113 (0.825, 1.515) 0.189
GG 4 (4) 8 (8) 1.381 (1.111, 3.242) 0.206
3 3 it TXFREA , I R4 9 TG . TC .LDL-C 1, 2 & 5 T
ApoAS i T ALK 11923 | 3L 4Kl B4, A OGTT 1 h S ZACH LT X HRZL . ApoAS

1 889 bp. ApoAS 3 & F 4 DA+ F1 44
DLER T B, ApoAS JE [ fe W) H Vet 78 L A
5 /N IEH 41 DNA BHE B, A2E 1 ApoAS FE[H /)N
UG #5504 7 91 TR) 61 3 15 90% . ApoA1/C3/A4 JE A
5 ApoAS LR 85 K 2454 30 kb, ApoA1/C3/A4 LA
7 SR ik 5% 25 R s A0 1) EL A R T AR R SR R 2 —
Ishihara " F 5% & BRI ) TG e A ApoAS ¥k
i AR S T ApoAS R & | 5 HDL-C ¥ 52 1F
A, Szalai ZE"HF 5T & L APOAS AY-1131T>C Fl
56C>G SNPs 5 5 4 W Pk 9 1M1 2K TG e 5 48 v S 2 A
K, BATTX BB B 1 B A ASURE (RLP) FH A 2 11741 43
(RIS A Pk 501 22 57, RLP ¥R B e Lo PE-1131C %54 3
DR 2 e v, T B U L 56C>G 8 v It R 4 7y
FRE M LA 1131C S5 7 JE PR 500 L4 s JAUBR:
S E S

MS 2 LA Z2 Bt I A5 fa B PR 38 SR A M RAIE , e B
SRR RE G SR s s | AR A EE AL AR
TR MRS | MS 5GP O ML e
W R A E R AN BRI IS KR
PR IR AT R R 2 MS BRI i sh R & A~ A sl
FRIEDRGE T MS 1 Z) I8k o 34 Sfe Il 25 5k DR B A 17
MR 22 5P (SNPYWFSE BN BHR A | H A% IR A 2878
T2 A S DR 22 A U)ol kg AR st A% B e i e TR
22— . HHEIHF5E A A ApoAS 3 [H -1131T>C Fl
56C>G ZAME 53K TG W A M Sk . ASZIR R
FH RFLP 5 ApoAS5-1131T>C il 56C>G HL[K £ &% 1k
TR, & e PR SE R 285 MS K XU 2
ETf: S

AL R BN , 7E ApoAS-1131T>C i 4,
it 2 CC B TC #Y \TT AU 435014 15 61(15%)
49 151 (49%) .36 1511(36%) , 5 XF HRZH i 43 A 25 57 A e i T
2ETR L (=14.798, P<0.05). TMT1E ApoAS 56C>G i s,
bR B4l CC L CG AY L GG Y R 3 43 5 Sk 89
(40%) .7 191(7%) .4 1511(4%) , 5 %F BEZH () o3 Aii 22 57 650
TH2ER o MR AT IR IZH - ApoAS KT 2 1
- 3284 -

XoF RS AR A TR T LTI ANTE A TS B/ e vl g
i 12 PPAR-ofll FXR JE DR A LA FRE", A WFoR
WAIESE T % Y PPAR-a8l # FXR BB /il ApoAS J&
SFIEPE", ApoAS AT 1k PPAR-e3R 15 TG 7K
o IR W AT AR B IR R AR RE 08 R B
ApoAS 3K . HBIR 4] ApoAS-1131T>C & 5L A
RUZ [ A dE b r K- 22 5 FATAT IR BLCC . TC . TT
— FhAS 5] 3 (R A4 (8] MS & & 19 BMI, TC, LDL-C,
ApoB . ApoAS . OGTT 3 h Ifih% . OGTT 1 h i R 445
B B K- 25 5 L 15 1 L(P>0.05) 5 11 CC 5 K] Y
e F 1 TG .HDL-C . ApoAl B /K V-] & & T TC.
TT B& K B #5022 5% A 52 3 1 XL (P<0.05).
Nowak S5 5T e BB 5 2R 7T LA 5 ApoAS LA 1Y
ik IR EAKEE . B0l LIBFEIK ApoAS Ji 8 T
TPk X 5RO G R IFA—Z, ATekh T3A]
PIREAS S/ IN ™ A — i R AR PP 3

AT P — & M Logistic 8 0 4 ¥ & R
ApoAS-1131T>C TC & F AL 3 b CCHLH A3y
T Ty kA MS, KU 30l B 1.415 4% (95%ClL:
1.017~1.923), 1fif TT BYE P 447 35 & A= MS 113 XU
CC &I 11 0.302 15 (95%CI: 0.173~0.521) (P < 0.05); %}
ApoAS5 56C>G JLAN T 4Bt , FoATT e AN [] 37 7Y
B MS B RS 2 R LG22 8 X, R 56C>G 5
MS 114 29 RS TG S 5 A 56

B2 BEE NTRE T U U , MS 1A
WiFh s . A IESE MS F 495 5 ApoAS-1131T>C
Z PG, CC I TC R AR AT MS I XU 45
K, % ApoAS-1131T>C CC %A1 TC BUAEA w5 HH
=g R I R U S A 12 0 T SRR 33 ), ik
HRMS I EA .
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