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[ ABSTRACT] Aim To investigate the relationship between apolipoprotein A5 gene — 1131T> C polymorphism, S19W

polymorphism and the serum lipid levels in Chinese patients with endogenous hypertriglyceridemia.

Methods The restriction

fragment length polymorphism (RFLP) of — 1131T> C and S19W was studied using polymerase chain reaction ( PCR) in 200

healthy subjects and 182 subjects with endogenous hypertriglyceridemia from a population of Chinese Han nationality in Jiangsu

Province.
in HTG group and control group, respectively.
control group( P< 0.05) .

The relationship between SIOW polymorphism and the disease risk was not found.

Results The frequencies of T, C alleles of — 1131T> C polymorphism were 52. 7% , 47. 3% and 67. 0%, 33. 0%

There were significant differences in allele frequencies between HTG group and

Conclusion

C allele of apolipoprotein A5 — 1131T> C polymorphism is associated with higher serum TG.
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TG< 2.0 mmol/ L. A&, #£200 A, £+ F# 125 A,
LTS A, FH 639 %, 382 LKA KB HIT
AENLMEXZNME, BETHRAETEE G ME
BIAME, f i JE A R ORI SR R SRR
AR H#HATHERR BTN SR S, BT EMRE
H7 2000 & B 3 & W11 % 4 AT U 2 F B vE TG
& JE [ B2 (total cholesterol, TC) . % % & g & & J2
% (high density lipoprotein cholesterol, HDLC) . i % &
fe & & fE E B% (low density lipoprotein cholesterol,
LDLC) - EE B A FEE&E & B A-F.
1.2 E[F%H DNA =25

WMEEBEAEANLSmL, A 1oL KE K 0.5
mmol/ L. EDTA 41 %%, 4% 47, CAS Quick Blood DNA Iso-
lation KIT ##% DNA, — 20 CA & 4 A
1.3 REBHR NI SR SNP LR 57

FIPCRYy HEEEAASEFACT B F LK
SNP3 ¥y 287 bp K 8. 7l #1 F 7l % it Foward: 5°-
CCC CAG GAA CTG GAG CGA AAG TT-3’, Reverse:
5’-ATG GGC AGG AGT GIG GTA GAA AG-3 . H &
Forward 7| BB H F AR EHA TN T, bty
#—AMse I B4y fr &1, 4 3 K B & PTC200 L
#ATo R AHH 96 CHAEM Smin 96C30s
56°C30 s 72°C 30 s, 35 AMEFF, 4 REMH 72CT
min. 10 UL PCR =475 5 u [R %] £ B, A 7] B Mse 1
(New England Biolabs) £ 37 Ci8 & 3t %, JF 3% 3 fig
YERERR B vk AT, it EB $ 6 £4MT R 6. BT
P 3 bR 287 bp A CC 44 F, 265 bp #
Fn 287 bp £ F M A TC & 44 F, I 265 bp 4 TT
44 F(H 1, Figure 1) o

*t# AR E E AS B9 7 — % {8 SI9W, PCR §
¥ 5| 4 F 5|3 it A Forward: 5°-GCC TTT CCG

30 40

TGC CTG GGT GGT-3’, Reverse: 5°-TGC TCA CCT
GGG CTC TGG CTCG-3 « H & Forward 7 7 89 &% & —
ANEEHCENT, Bl & — A Taq 1 B 7 L
B, R &4 A 96 CHIE M 5min~ 96°C30s
63.5C30s 72°C30s,35 MBI, A REMT2°C 7
min. 10 ML PCR 415 10 u [R %] £ & 8 7 47 ¥ Taq
I(Takara Biotech) & 65 Cif 8 i &, Wik & < B 7=
M 3MARN: 174 bp 7 WW 4 A F, 154 bp F1 174
bp E£HHI A SW B 45 F, [XF 154 bp & K SS 4 &
Fs

250bp

100bp

1. - 1131T> C BRI BEEER NI EE Mse 1 E§H)
HR 3HTANTCET: 5NCC AT 1.2.4 M6 NTT 4
4F; 8 N DL2000 Marker .

Figure 1. RFLP analysis result of apoAS — 1131T> C locus

1.4 REFFNE

- 1131T> C £ A K, % TT & f CC & # AT
DNA F 7| <. N5 E (B 2, Figure 2) &7~ PCR
P (RUEE) #FL AT AL, MEA RENG(FNE
AEFTRENC), 5BIIER—Z.

‘ S0 60

CCCCAGGAACTG G G AGCGAAAT TGAGAT T TT GCCCCATG

2. CC B/ TFRAMER N~ FEE
Figure 2. Result of apoAS5 — 1131CC homozygote sequencing
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ZRHELEFMH. A Logistic B V34 A #| ¥y & H & 3t
KR fale BRI % m, i & OR K 95%CI, LA OR #Y
5% Cl a4 1 NEREAEEF..
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2.1 FHE—MRIFR KL MBEKFERIELER

5%t R LA, HTG 444 5 4 B K, Ly TG
AP TR (P= 0.000), TC K FHA T E(P=
0.002) , T HDLC 7K~F N FEAK( P= 0. 000) » #F#& 1k
7l \LDLC. # e A A K& G5 H B 78/ 4L % =
WA R EME(R 1, Table 1) o

1. EHM=F54E M0 1E 53 B 4E 2 (8 — AR 25 0L Fn A 7k
BILEE (x L)
Table 1. Baseline characteristics and Serum lipid levels of HTG

and control groups

EZ AR 1E X B2 m H I = ER 4
(%) 63 9 61 £11
PR (S 125 99

IR RIEHL (kg/ m?) 24.242.8 25.512.9°
Hith =1 (mmol/L) 1.36 10. 43 3.37+1.74"
JIH E B (mmol/ L) 4.59+1.17 4.98 £1.20°
AR A (mmol/L) 1.20%0.24 0.99 £0. 31¢
R AR E A (mmol/L) 2.7210.93 2.7410.92
WAREA A (g/1) 1.32%0.36 1.20 £0. 28
HAREA B (/L) 0. 86 0. 25 0.93 0.22

a: P=0.000; b: P=0.000; c: P=0.002; d: P= 0.000.

2.2 FBEFMNEREMEAELE

- 113IT> C Z2ALAAE HTG A T A1 C 4L
BRI 5N 52. 7% F1 47. 3% , T AE X HE 41 DA
T &ML RN FE, T A C SALEE R 5 7 A 67.
0% 1 33.0% ; HTG A C Z RN REE ST
HHELL(P= 0.000) « SIOW 2 257 5 7E 382 il Ji 3
PIGH N E R, TR B AR, AR HTG A K
W1 19WW 4iA 1, TR A ORI 1 1) 19SW 2
HF. HTERASITFER, SO IR A ES T .
2.3 F4E- 131T> C ZEMEERBME S

7E HTG dHH T/ T T/ C F C/ C 2[R B4 {551 % 4y

BN 49 (26.9%) 94 (51. 6%) A1 39 (21.4%) . 1E
IR XTRRZH A, T/TVT/ C R C/ C PR B A5 4 J3l)
N 87(43.5%) \94(47. 0% ) A1 19(9. 5%) » £ Hardy-
Weinberg 383 % - 167 & A 56, P A 5 R B A /= H Il
=R K0 BB 38 7 G AL P, B REARARER
o S5 131TT ZEEBEAMEMHL, a2 1
A C &M E AR (TC A ce £ K AY) H % TG
T fE B MR A2 IE T AF RS PR 0 A AR I Fia S
BT 2.27 1%(95%Cl= 1.37~ 3.77) -
2.4 STRAAEEREBYE MmASKFAIELE

JT = I P e R N N B~ S T D N S =1
AN IR R L 8] o BB KB, R R BLE B Rt
N R ZESR . N3 2(Table 2) ATz, 76 155 4R
By T 20 1A C EALE R B ANMAE(TC 1 CC
FE A, H TG KFH TT EHEEAN R & (P =
0.002) » TC.HDLC.LDLC Ff#k g8 A A 7K P16 7t
BABZRAEZEFRKREEEN (P=0.219.P=
0.554.P= 0.345.P= 0. 650) . #H5HE [ B /KF1E
TC 1 CC & R B AN 44 A 4 TT 35 B B /MR AR (P =
0. 009) .

2. FFAL & B R A MBS K FROELER (x E5)
Table 2. Lipid profiles of control group according to — 1131T

> C genotypes
& tx TT(87) TC+ CC(113)
FEE B (mmol/ L) 4.70 £1.21 4.50%1. 14
H = (mmol/L) 1.26 £0. 40 1. 45 £0. 43°
% EMREH (mmol/L) 2.78 £0. 99 2. 66 0. 87
4 BE AR 1 (mmol/ 1) 1.21£0.25 1.19%0.22
HEEOA (g/L) 1.30 £0. 33 1.32%£0.39
WIEEAE B (¢/1) 0.92 *0. 27 0.82%0.22

a: P=0.002; b: P=0.009.

3 i

BOREE E AS FERZ R A /N BN B Bk R
HEERIhRE R R = BRI, 5HAEEA Al
C3 1 A4 '35 FHAT AR AL T 11230 BF A0 3R B 30
HH A5 BA KR H i =m KR Thee, )8
B AS RN BS54 BN BRI 2% TG K F
P 4 f%, M RN R TG KA it I KF
U3 KA. fERBEARANB AR IS EA AS
f 356 [R5 B A K B B W I TG RO KCFLS T,
REEE A AS BRAR IS TG /K7 IR U1 /E F WL E AR
TR BT, AR 8 R BLAE /IS B 2 I U0 %% S U - 34
AR R AR R A AS KA B, RS E
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H AS TEH$% TG 43 WA J7 T 7] fg R 45 4 3 1 AL
BT R IR B A AS W RES 5 T T 40 X
BRAR 2% 52 i 2 0 A Rl 2 !> 3k A B AT DAt
AR A AS X —IhEeAE BB 0 fiRE

AW F L Hra B E A5 SNP3 (- 1131T>
C) 255 HTG KIAHS . SNP3 BARAAAE T #i M
FHAAS ERM B TEAL, BERAEEA AS &30
F I R I ) I SR 45 A AL A TR
AHE SNP3 A B H A B #E W i 8 0 AS EE K
FIEHEMIR W L3 TG MK F. BT SNP3 5H e
B BAF AE 55 3% B A 7 47 ( Linkage disequilibrium,
LD) , BN A 4 & SNP3 5 SNP1 (c. 1259T> C) .
SNP2 (IVS3+ 476G> A) S19W DL K AT 1) % i & 1
A1/C3/ A4 FE DR 7% B9 AH 5% Ar #0778 58 9 20 I
LD R4 A A SNP3 AT Ay 3 K % b o Ath 3 B
AR EIAREN, TG S8R B TG 7K AR 2Bk
BATHIWF I 45 BRI, HTG A R4 C Zfr R
PiREEm T EFEMEAHA(P= 0.000) . 7£I1EH %
PR AR A5 1 C S5 A J BRI 0 A s Y A Y -
31T/ T MEA E & LK TG /KF( P= 0.002), &
B SNP3 (1) C 5507 35 R A 55 5 & TG K -F A k.
BEAR, FEXTRIE FE%F G0 M S TS S i o e B AT AR
IEE S, #E7 C S I ME L IME TG T+
PIER PR L AW C SR AR & T 2. 27
%(95% Cl= 1.37~ 3.77) . #t—BiF AR E A AS
(1) SNP3 2 Hp B A v H i = g L ) 8 4% 14 f
TP |

FEFRA TR TE APk B, %o iR 4 AR 5 F C 257
S P/MA, HHDLC /K5 T/T 38 B /S R L
FEA HE R K (P = 0.554) . X5 Pennacchio
61 g4 S T/ C BRI T/T FIAA 2 (8] HDLC 7K %
A G2 2 A — B, 75 V8 BE2F (1 KR AT
Fort DL Rt H A g 4E B BF 7T AR 5 5 T A
RIS . H Endo S '™ 7E H ACZ20S L2 AU B
FRILT/ C FEF B AR HDLC KB T/ T BUAMA
HDLC /KK T 5.2% - 1 C/ C BRI L J5 (1%
T6.8%, Z7H B EM. Tamud 2 75 IE % 1 5
E AR ARIL T C 243K 5 HDLC A KA 14
TH#CHE. BT HDLC A A 78 JH 3] B3 m) % 32
RAENEF, &30 KR FERE A 1 OR3P R, BRI, R
HEHEE A5 SNPs3 A 7] feill i f# MK 1 i HDLC
AP R T AR B, B 25 B0 R IE A e O
P R A, I8 TR B 2 T TR BE

BATEXT E A E A AS SIOW £ 547 A kAT
T PCR ¥ 38 J Taq | lEVI 8. ZEZEMARZHET

G X 55 56 7 HBIE R 4 52 (CT 6) 55 19 HriY
FERRER LR (AW~ BEm) . EARA
BT TR A S19W A2 57 5 TG K F A2 A M
BHSRE EERAMOF R NRIT 16 WW
AT LB SW ARG T, I TIRA LU EER M
TC i SLIX AL 5 LR K BIAR S e Lai 2517
FEXS 2 711 BH IS 5 A BB 7E R B Z AL
() AN T 5% , 1 2= P25 7E 468 1] A
RERIBE TP ORI T 1 BIRAB R G T, W WX
— 2SR T AR R E R, £ E AT
RARFELRIC. PEANFEFREEAAEEL S
HTG HHRBARIEIRE B AS 2840 sl DUE SRR
AR AR, RAER D IR R R
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