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[ ABSTRACT]

Apolipoprotein A 0u;

(ApoA (U) gene possible association with serum lipids in Hunan Miao population.
lected to detemine the genotypes by using polymerase reaction restriction fragments length polymorphisms.
Three genotypes, — 12238T/C, T/T and C/C of SNP4 were found in 241
The level of serum triglyceride (TG) in subjects with T/ C geno-

genotype, 56C/C of SI9W was found in 241 subjects.

subjects.

Single Nucleotide Polymorphism;

Allelic frequencies of T and C were 0. 45 and 0. 55.

Triglyceride;  Low Density Lipoprotein;  Hunan

Aim To investigate the single nucleotide polymorphism (SNP) SNP4 and S19W of the apolipoproteiin A (v

Methods 241 normal subjects were col
Results Only one

type were significantly higher than those in subjects with other genotypes (T/C vs T/T vs ¢/C: 2. 15 £1. 52 mmol/L vs 1. 63 &

0. 89 mmol/L vs 1. 41 £0. 84 mmol/L, P< 0. 05).

The level of serum low density lipoprotein (LDL) in subjects with T/ C gen-

otype was significantly higher than those in subjects with other genotypes too (T/C vs T/T vs ¢/C: 2.93 0. 84 mmol/L vs 2. 44 &

0. 70 mmol/L vs 2.37 £0. 85 mmol/L, P< 0.05).
Hunan Miao population.

ulation.

#HHEE A A 00 apolipoproteinA () ApoA () #& HH
PN B R ZH 7E 2001 4F (5] 3 & B E sE p —
MRIEEARER", ZERGEE B3 MERHTRS
Z5(single nucleotide polymorphism, SNP) £ £1, XJ {7 F
BENFIX - 1131T  C(SNP3) AL T#IEE A A 0y
HAEEE A GREPIA A X - 122387~ C(SNP4)
FAL T4 2 4 BT 56C 7 G(S19W) A7 S 5 42
21 RN (R R A SR R R A S 56 ¥ B

[Yi= HEA] 2006 10-25 [{&E HHA] 20070208
[EHE®EMN R8T, B, FEE, BT O IR '
Lo A ML 3 BURE, Frmail A qianzhx2004@ sina. como v WL, £
VAR, ZE BT A Il S L R . PNRR, #UIR,
FEAE S, BE T 5 1 v R0 < R 0 I A U R 0 ST EE 8

Conclusions S19W is not a polymorphism place in ApoA 00 gene of
The polymorphism of SNP4 in ApoA U gene is associated with level of serum lipids in Hunan Miao pop-
T/ C type might be associated with higer level of serum TG and LDL ( P< 0.05) .

FAFER IR A A 002 1 5 LR ¢ R 1
R, R K 2 BOR i N 56CT G Al- 122381
C 275 PE 1) 028 #0 2 A OK Hb s ) N It 2% H vl = g
(triglyceride, TG) 7K>F, T X RH [ BE (1 52 0 HASAH [
T LI 9% T o [ U B BT 9 K B 560 G it
RREZAALE"™ o AHE AT LA 9 5 1 i e B
NN G, T EEE A A O[] SIOW i SNP4 £ 74
LRSI EE T
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WEHE AL mE X RN EEE KA 241
%, B 140 5, & 101 7], FHF# 61.719.8 ¥,
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1.2 RFIFEENSE

PR %1 ¥ 7 97 B§ TaqI(MBI /A &), INTP.DNA %
S AWk =A R F]), Marker( 37 B £ E A H
IR/ &), DNA 4 3 1 ( PE4800 !, Perkin2Elmer /A
7)), & CL27200 2 B 31 & #5247
1.3 St 548K

% & SCHR[ 6] Wit 514, SIOW B IEm | 4 4 5 -
GGC TCT TCT TTC AGG TGG GTC TCC G-3’, X 1 5]
#1 % 5 -GCC TTT CCG TGC CIG GGT GGI-3, 4 74
FHEEEGAEEREXE =T TAE 7bp
W CIC £ AWM E, mHKE A 157 bp. SNP4 Y IE
W5 ¥ H 5 -GTG CCT GTC ACC ACC GIT TGG-3’,
JR 5|41 % 5 -ATG CAT TAG CCT CTG CTG TTC-3’,
BRrUETHEEEOAERCTEEZEAA @
FREE A O A R R IR By - 12238T/C % A ML &,
P4k E 4 162 bp.
1.4 #&R4R DNA B93REX

R E A MR EE. BT & FLdt i 2 ml,
N3 EEM I x LR ERRA,4C 30001/
min B2 10 min, & E7&, v 1 mL 20 I8 4 2 4 R
A1, /m 20% SDS 150 WL, #o & E W K 15 VL 4 &
37CHMNER, mERMREE T ZIE 3 000 t/min F
AN 10min, HEFEEFZEPEMAEKR . AFE 11
ZBERM, 84 EIE 3 000 /min &8 10 min, B _EE
EREPE, MA2EARBEXLCERLFEA, N &
 DNA A7, % 4 DNA #r I mL LK ZEE- 20C
R
1.5 BEmMigERN PREAFKZEMN

R Rz B AR & 25 WL, ddH,015 ML, dNTP 0. 5 ML,
MgCL2 ML, 10 x buffer2. 5 HL, 1F 5] 3| 47 41 & 1 5| 4 &
1 WL, TaqgDNA % 4% 2 UL, 47 DNA1 ML, S19W &
R4 A 96 CTAE 5 min, # 96 CE 15
67 Ci ok 205~ 72 CH 20 s, 183K 30 %, KK IEF
JEFEf# 5 min. B PCR ¥ 3 &= 47 10 ML, fm A\ PR % 1&
W 1778 Taql10 u, 65 C¥ 4k 12 h, B 7 7= 41 A 3% 3%
FEAE B3k 0 AT %5 2 . SNP4 B R B2 4 4 94 CTR &
M5 min, #% 95 CEL K 30s 62 CHE Kk 30s 72°CH
18 30 s, 76 FF 30 5K, RKAEF /5 FE # 10 min, B PCR
¥4 10 VL, fm AR %4 4 477 B8 Mspl10 u, 37 C
HA 12 h, BT R4 A 3% 3R R Bk AT
1.6 MMAEREFAEEZEBRINE

X @A E = E TG % BE H B (total cholester-
ol, TC) ; M| % & % & Mig & & (high density lipoprotein,
HDL) % Fl It f JiiE, B R ik 2 L& R +
Y fE [ B (K %5 B M & & (low density lipoprotein,

LDL) # /A5 LDL= TC— HDL- TG/5 7% H; % % %
EHAEEE A F B,
1.7 GitEai2

51t % 44 K B SPSS11. 0 3k 4, 4 [a] A B &Y
B X Rk, HE MK TFREXA £ %,

2 &R

2.1 HAEEA A ERREZEMSH

SIOW Z &M 1 5 B~ 157 bp, BV G H B
3 Ff1, 4 157 bp134 bp 123 bp. %74 56C/C, Taql
YIAL AT I 134 bp A1 23 bp B 4% 2N 56G/G, N
TC Taql BEVIAL &5, R 157 bp — 467 5 42 56C/G
244, WA 157 bp 134 bp A1 23 bp =455, 241 B4~
IRA=E A 56C/C Y, JE 56C/G B 1) .

SNP4 £ 2918 Fr BoN 162 bp, BEVIE F BB
3 Ff1, 4 162 bp.141 bp 121 bp. #54 C/C FH 44
T, MIJE Mspl B YIA7 £, R AT UL 162 bp — 271 #574
T/C K 44T, # Mspl BgD) A, HHEL 162 bp A1 141
bp B 4571 #4572 T/T SR 441, #% Mspl Bt s, M)
IXVH 141 bp — 477 . 1 241 BlREA T, % A7 A 3L
RIPLT/C BB % (109 1, 45. 2%), C/C TR 2 (78
B, 32. 4%) , T/T BdE /(54 B, 22. 4%) , C KA Z K
FT(0.45:0.55, & 2) .
2.2 HEZEAAEREZSMSEMERERMNXA

1 241 BIREAR R K I 1 B 56C/G 245 F, G
EXT SIOW 2 M5 I B 0% R AT Si it 4 A
SNP4 {7 s =Fh R 2 H, 1f 3K TG 78 T/C PR B
Higrm, C/C HFMHARMK, WEEFHREEP
< 0.05) ; LDL 7K~ T/C &R B 40 i i, T/T 2 1A
REKR 2, C/C HFRHFAR, HH T/C AL ¢/C
AR T/T WA ZERHAEREM(P< 0.05); 1M
HDL 7K°FH T/C R T/T BRI AT ¢/C Y 2H 3% i
W, B=FEERLHITHE(RD.

F1. HEED A OO F-122381/C i & % 4 1 mBE b iR
(mmol/L)

m g /T # T/C %Y C/C B

I [ 4.4010. 86 4.71%1.10 4.5010.97
i =g 1.63+0.89" 2. 15%1.52" 1.41%0.84
mEEEEA 1. 15%0.32 1.16 £0. 26 1.04 %0.27
REFRED  2.430.70°  2.93%0. 84" 2.3710.85
HIHEH A 1.22 £0. 40 1.19%0. 32 1.21£0.34
HRHEEO B 1.10%0.28 1.0210.25 1.10%0.33

a N P<0.05, 5T/C BLE; b A P<0.05 5C/CRHEE.
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600 bp
500 bp
400 bp

300 bp
200 bp

100 bp

B 1. HEEB A 0B19W {iL s PCR ¥ & X EE Y1 P49

1~ 6 8 SIOW RAGEEVIFI G387, F=#IK N 157 bp; 7~ 10 9 ULAL T

BEVIF=Y, PR 134 bp, A — 23 bp T RFE S FEA, CIKHKRS.

M 1 2 3 4

& 2. #BEEH A OBNP4 {iL &= PCR ¥ 18 R B 1 =49

1.2.6.8.10 7547 162 bp A1 141 bp W %7f, H— 12238T/C & 153.5.7.9 H &

N 162 bp — %k, N CG/CYiET; 4 HERA 141 bp —44F, N T/T 4i&F. 21 bp R T, DIk

3 it it

AT TR P A 45 ) B B I S R i 1k v B
FE 2 YR T %, 1% 7 1R R R I & R 1E 2R
AR M B SRS CAF BT 2 R . R ARSI
S5 RIS VR S AT SR, sk R B B e
AT RAAL A 8, SRS RPN AN B A E 45 R T
WAH. BIEEA A ORREMLT 11 SRakK
Bq3 X, 58BEAAVC @A GEFKEEMH
B, EEHB— N ER R HAEEA A Otk A
A HEREMERIEH KX, HIIE L1 o BHELE ), X T
ARG R A A OvfF B 53R T HE R 77 R0 & AR o SR A
77, IEf& BT IR P 3R T 4 M 2 IR AR 1 A OO 35 4
125 5 e 2 0 FFE U P9 (9 2 R AN 433, AT B2 TG
KFs

EE g AN | A R T R AR T
N AR T ST R IR A A OE R 1Y) S19W iX —
Z A0 SRR B M2 TG KF. Tifh %+ E X
BN R L S1IOW FFAE 2 6 Y . AW R
241 BIETRANMEF SIOW A7 55 #8A 56C/C, 5 Hi b iF

FEHHIDUR AFESEALL, WL S19W 7 i e AT b 2

JEF R . X—4RHEARTERMEANH
NAGE ST AR TN A B 5T, Ul B TS =
AT BEIE AN R AR AN [F) B X (R 2R BR 2R A Ok
DRl 22 A RS A SE R (M A A AP AE B R 22 e

Talmud 25 7EXf 2 808 44 ¥ i fie Jg v 4 58 1 %
AR BLEE R 1 A OO [A] SNP4 ) C &5 A7 J2 [A 4
HH33.7% . 5T/T BEFE MK TG KFHLL, ¢/C
BRI K TG /K P FRAK, i T/C 3 B A& A &
Martin 251" BB, 36 ER 9 A O R SNP4 7 /5 2 25
PEFEAZZEAR O IR BE 58 0 i e AN 5 0 BB 40 A 1) 4
TSR TG 2 2 57, ML TG /KT8 2 5,
HT/C R 5 1 R A BH [ /KT IR 2 B2 e B B
FE [ 7K P B AR B AR G o ASHIF 7T 1 241 191 B e A
Y, SNP4 7 s A7 76 2 &5 1%, BIA T/T.T/C F1 ¢/C
SRRIERIAY . R R R S A 3 R 3 AT A & Har
dy-Weinberg “FH##: 56 ( P> 0. 05), & B FEA K E 7
— B, BERIE B AL P, nIARRATZEHLIX () A\
OP AT . SRR AL ML 2K TG /K T/ C R B i i,
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CICEFMHML, MEZEZRAREZEM(P<0.05);
LDL 7K-FHH72 T/C B & s, T/T HEFE B K2, C/C
FR A AL, K T/Cc 5 ¢/Cc B ET/C R KR T/T
R 22 R IAa B E M (P< 0.05); 1 HDL /K7 H
T/CT/T Al C/C &3 ek, 2 =3 [0 2 R TR
B . %55 RS Tamud 25 19451825100, 5 Martin
a2 2w f S5H R R AR R .
AT AL KB R, B E AN SEAEER C 5
FREEHTANO0.55 H0.337, P< 0.01) .

g5 L RTIR, AN AN TR R T AT R, B
HH A VR S19W 7 mAFIEZ &M, 51K s
R B R R, X a5 E R NBE— . T
SNP4 fi s A fE 2 M, B 5 K RE FUK P2 e —
IR R, Hob T/C BB AME MK TG A LDL & 3 &
T C/CBAME, (EXFTEEED A CUERAK 2 &
i AN RN NI Y S N E PN ol
ERMVLHIAE 2, A — D RN 5 .
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