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[ ABSTRACT] Aim  To investigate the relativity of apolipoprotein A5 gene ( ApoAS) ¢.553G/T polymorphism in ex-
on 4 with hyper total cholesterolemia ( HTC) in Zunyi Han Nationality. Methods ¢.553G/T polymorphism of 101
HTC patients and 118 healthy individuals were tested by polymerase chain reaction and restriction fragment length ( PCR-
RFLP) assay. Results The genotype frequency of ApoAS gene ¢.553G/T showed statistically difference between pa-
tients group and normal groups (P<0.05) , and the distribution of ApoAS5 ¢.553T gene in HTC group was significantly high-
er than normal group (P<0.05), therefore it had independent effect on HTC ( OR =4.685,95%CI;1.269 ~17.296, P =
0.020). It has more optical clinical significance comparing different blood lipid index ratio than one blood lipid index.
Conclusion There was relativity between ApoAS gene ¢.553G/T polymorphism and HTC in Zunyi Han Nationality. The c.
553T gene was an independent risk factor for HTC.
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FERPRAR . ZRHEEE T AS (apolipoprotein A5, ApoAS) J&
PRI — 8 & BRI BRI B A i 2 il o 4
N ApoAS FENZ 255 MAK/KPAFAEA AL (HH:
Z VSV e b X DU A HTC BYAH SCHERIFIE it A
DLARIE . AR S FEBEDT ApoAS FEH ¢.553G/T i 5
Z35E S SCDUR AR HTC ICER

1 J\EPFFE

1.1 HFRIH

2014 3 AZ8 ANEXEFRMEEK®
Bo B R Gk R By 38 SUEE Uk HTC & 3
A 101 ), 2o B 51 1), 4ot 50 1], 4E 8 24 ~
81 % ,“F#51.19+13.52 % ( B 1% 51.53+14.30 ¥,
P 50.84+12.82 %) i AR UK IEF RN B L
B 118 5], [ 30 AR e 4 o %, P 3 M 63
o 55 ] S 24~83 ¥ T 49.08£12.02 & (B
M 50.29+13.14 % |4 1 47.69+10.54 &), T i % %
ZME B K FHEE, T R KR Kk
# . HTC % Wi bR v 5 B B kA flg 53 1 36 4%
#) (2007 4£)M . 1 % TC=5.18 mmol/L(200 mg/
dL) . IE % Xt B A B i H ol = B (triglyceride, TG)
<1.70 mmol/L( 150 mg/dL) , ifi. % TC<5.18 mmol/L
(200 mg/dL), i & K % & fg & & M E B (low
density lipoprotein cholesterol, LDLC) <3.37 mmol/L
(130 mg/dL), 3% & & £ fE & & 2 & B (high
density lipoprotein cholesterol, HDLC) =1.04 mmol/L
(40 mg/dL) , & F A0 U 72 40 36 B 58 AR, HE TR BE R
HOEREAAE PRI MR F e FE
HORRMARRE BRRFE CFEE BN E
YEAE RPN S BB A E S H IR R A
KA B ZEREFH ERRRRETIREL NS
A E R BN G (B 2 REH I
), HE AR T WA G A R R A Bk M/ T
IR T NN N I O = I L S R e
ERREERS AT, THEARMEHEE(RF
mERERERESR),
1.2 EEKF

DNA #EGKF &7 RARAE = %5 ki
AT Y HARAR NG A K, PCR ¥ 3 4 Dream
Taq Green PCR Master Mix (2 * ) % Thermo /A 7 =
4, Tru9 [R | P 79 V1 8 5 Promega /2 5] 7= &
1.3 Mg sES mesME

DWERAZXMERXRERHAZRERATHE
B 5 mL, — 3 A T M flg o A K e,

TC. TG HDLC iz Jf B 3% 0| & , LDLC & A % /% th ik
EME AR E S TR R R, U BRI A
Abbort 2 B 3 & UL 34T, ZB(FERA
o B 4 36 ) (2007 45 ) AR 0 28 4 A LI
ERWZRF,HEEF 2 (=2 ml) #HT-
200, W RAEZEXNEFKIHEERLR
AR o

1.4 DNA 285X

BUHTC 140 IF % *t B8 4 4705 4 4 A 2 mL,
Ak ELFA DNA RBRRAAGEZRBRAEEA
DNA 2% B Jig 48 %% fix v i 6 ) DNA 2 BUEE R, £ 4
XTS5 40 BT 35 4R BUR 24 89 DNA 7T -20°C
"REEH
1.5 PCR ¥

ApoAS B ¢.553G/T 4 A% . sl 4 b
5'- CAG CAA CTG AAG CCC TAC ACG -3'(21 bp) ;
T #5414 5 - ATG CCG CTC ACC AGC TCT CG -
3'(20 bp), =4 K E A 227 bp'¥ . 30 pL KB
% :2xMix 15 pL, £ T 5 4 (10 pmol/L) &1 pl,
#WA DNALS pL, T H £ B FAHEE KR E
30 pl, KB & #.95C 1 & M 5 min, 95C & %
30 5,65°C 3R K 30 s,72°C ZE 1 45 s, 13 35 K, KK
FEER 5 72°C £ 10 min, 2% 7 5 48 5 5 A bk AR )
PCR ¥ ¥4 R, AT THE 4 HIE X,

1.6 Msp | E&1)]

Msp I B 71K | 25 pl KB AR % : 10XNE Buffer
2.5 uL,Msp [ W4T EE 1 wWL(20U), 451t PCR 7 4)
5 pL, KRB £ 7RI E EARAR 25 pl, K& 1.
37°C 8 h,65°C 30 min, {7 4 B 4K, 2% 37 g B
e, vk A N B ) B R ERANIT TALE I 4 AT
K, WIS PCR “Hh#* LiEATEH T RAR
AN R, R B 4R
1.7 SFitEST

Bt B #x 45 %  SPSS17.0 B3t AT S it 4L 2
T ERFH xxs %%,ﬁiﬁ?ﬁiﬁﬁ%%}ﬂ Hardy-
Weinberg ~F- 7 4 30, 41 8] % o 36 [ 4 & 5 3 A AL
EZRMNMEAAX BB, AREEA L @ g x £
JH Wilcoxon £ i i 3% | FE R ALt &R & E &
wi | Logistic [ )3 | B, P<0.05 F % 7 B A H 1t %

B,

2 # R
2.1 —BiIEERER
HTC 21 FIIE 5 %t B ZH AR AR W PR 5] RN B 440 B
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FESGHFE X (P>0.05) , AR (TG TC .
LDLC .TC/HDLC ., LDLC/HDLC) k%%, HTC 20 ] &
T IEH X4 (P<0.05;5% 1) ,

xR 1. HTC A5 EFEXRANGRZBHLE (vss)
Table 1. Comparison of clinical data within HTC group and

normal group(x+s)

npopi:Eil HTC 4

o 4 (n=118)  (n=101y TMH
W (H) 49.08+12.02  51.19+13.52 0.116
52 (B 63/55 51/50 0.669
TG ( mmol/L) 1.10£0.28 1.36+£0.64  <0.001
TC( mmol/L) 4.30+0.45 5.76+0.56  <0.001
HDLC ( mmol/L) 1.36+0.36 1.35£0.25  0.054
LDLC( mmol/L) 2.48+0.53 3.66+0.64 <0.001
ZE B (mmol/L)  4.64+0.43 4.63+0.45  0.798
TC/HDLC 3.31+0.65 4.39+0.87 <0.001
LDLC/HDLC 1.96+0.56 2.82+0.80 <0.001

2.2 ApoAS EFE ¢.553G/T {iLs PCR #0 MsplEgHI4E R

PIGWIALT N ApoAS JE K55 USRI, 7
Msp I BV, 72K /N 227 bp, 48 2% B R M &E
JBE FL IR AGI ApoAS FEH ¢.553G/T i /5 PCR §" 14 4%
SR Msp | BEVIZ5 R o R4F (&l 1 fEl 2) . PCR
FEYIZE Msp 1 BV G, ol W = Fh L R A 4l 5 F TT
FERAL Ry 227 bp — A B, 4G 1 GG BRI AL
173 bp F154 bp W4 B, 246+ GT B A ik
AR B, T HTC 41 FIE X I8 AT 12 5L BT 5
PCR /¥yt = Msp | B U7 25 (TT FEE AL | ifif H
54 bp MIRLIRIT A K HEL, 43 Ff /N, B Big W R Jig Pl Dk
S BB DX A3 (AL AN i i PR TR 7 ) AT A ) 58]
227 bp F1173 bp W& R GT FERAY 173 bp — 4%
Wil GG AL,

& 3. ApoAS EF ¢.553G/T i =il 7 &

A 2l HTC 20 G2-90 1E [l 345
BT (GT) ;CMIEF X IR Z-18 TP AR WAELES T (GG) ;D NIEH XML Z-41 IEMMFE ARG T(6T) o
Figure 3. The sequencing results of ¢.553G/T in ApoAS gene

2 3 0 M 4

227 bp —

&l 1. ApoA5 EH ¢.553G/T fir &5 PCR 7=y FE ik B M %
DNA Marker(50 bp),1.2.3.4 & PCR 7=4,0 R FITEXT R,

Figure 1. Electrophoretic results of PCR product about c.
553G/ T in ApoAS5 gene

2 3 4 5 M

227 bp
173 bp—

& 2. ApoA5 E[H ¢.553G/T {55 Mspl B B ik & M %
DNA Marker(50 bp) ,1.2 4 GT #F#,3 4.5 K GG FFHA
Figure 2. Electrophoretic results of Mspl restriction fragment
length product about ¢.553G/T in ApoAS gene

2.3 ApoAS EH ¢.553G/T iLmillF &R

#4r PCR =¥ 4 il A= TAEY) TR A BR/A W)
W, AT UL g PR 4y 8 5 00 45 SR A A (K 3),
ApoAS JE[H ¢.553G/T fiimi y CGG—CTG piEE,
PRI, GG & PR AL TE [ 0 77 25 51 Ol CGG 5 GT K& (K Al
T4 5 CGG/CTG,

ARAELEE T (GG) ;B i HTC £ G2-22 iE Rl 345 R 2%
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2.4 ApoAS EME c.553G/T i S EEBMEMER
SRERTE HTC AFEEWNBAT S

£ Hardy-Weinberg “F-H K55 , ¢.553G/T fiL 5 Hk
PRI RN A5 5 P 1) 43 A 72 HTC 25 R TE 8 % B 20 1Y
X* {H4r 5} 0.335(P=0.846) 11 0.020( P=0.990) ,

2. HTC AFMEE TR ApoAS EE ¢.553G/T L ZA1ER

¥IF5 4 Hardy-Weinberg 1815 V-1 ( P>0.05) , Ui B FE
AN [ it A% - A, T DUAR SR BT A s X B
i, 7E HTC 4+, ApoAS FEA ¢.553G/T i 5 GT 3
PRIED 3T 2 (X2 = 5.02) T 26 o7 2L P 28 (X2 =
4.855) WL E T T IEH M R4 (P<0.05; % 2) .,

Table 2. Comparison of polymorphism about ¢.553G/T in ApoAS5 gene within HTC group and normal group

Spe Je
4o . FERA () SENTEE A (B)
TT GT GG G T
TE % R 118 0 3(2.54%) 115(97.46%) 233(98.73%) 3(1.27%)
HTC 41 101 0 11(10.89%)* 90(89.11%) 191(94.55% ) 11(5.44%)*

a ;§ P<0.05, 5 1% X BRZH F A

25 AREEESMmMAEKFERHXER
1EH %R 4 TC/HDLC K FEAEH N GT 5 GG
FLRIIAME L8 22 A 48312 L (P<0.05) ; 1

LN FAt L 48 b L B2 SR R Gt R (P>
0.05;%3).

% 3. HTC AFIEFE X BAR R E FE B M A5 7K F Eb 8 (x5, mmol /L)
Table 3. Comparison of blood lipid level within HTC group and normal group( x+s,mmol/L)

XTI (n=118)

HTC 4 (n=101)

I I=E 7

GG HeR R GT JEpH 5y P1E GG He[R R GT JE[H #Y P g
TG (mmol/L) 1.09+0.28 1.38+0.05 0.054 1.3620.67 1.38+0.26 0.567
TC( mmol/L) 4.29+0.45 4.61+0.41 0.245 5.72+0.52 6.22+0.75 0.065
LDLC( mmol/L) 2.48+0.53 2.6620.24 0.726 3.62+0.61 4.16+0.78 0.088
HDLC ( mmol/L) 1.360.36 1.130.08 0.07 1.35+0.24 1.35+0.31 0.785
TC/HDLC 3.29+0.65 4.08+0.30 0.02 4.3620.86 4.76+0.98 0.152
LDLC/HDLC 1.95+0.56 2.35+0.15 0.126 2.79+0.79 3.22+0.88 0.064

2.6 ApoAS EH ¢.553G/T i m &5 HTC 1
KIS

X} ApoAS JEH ¢.553G/T 2455 HTC #4151
AHAEHEAT Logistic [M1IH 734 o, i FH 8 K2R 43 #r
RHEBRIE AR Z B, T S5 JE R85 7 3 A~ 4R /R HTC
K HE GG FE R RIAMARY 4.920 15 ( OR =4.920,95%
CI:1.311~18.465,P=0.018) , & IFAE# M9 i
WEACF RN R 5, 22 A B A Gt 2: 38 30, R
S ATRAETE (OR = 4.685,95%CI:1.269 ~ 17.96, P =
0.020) .

3 3t it

FIRIT 2 B — 28 i 28 A AH 5 35 A2 52 i BIL A
MARZKF R ZEIZR A0 ApoAS JEH  FIAEA 3% 6
(interleukin-6,IL-6) F& K 1% % & 5 8 H Z 1K (low
density lipoprotein receptor, LDLR ) & [K ZE12)

ApoA5 & 2001 4 K LAY EARE F R o, F N
B TR GRS ) i LR T A e o ik
11¢23, 41 1889 bp, UMM T =AW & T
B, 2 366 P ELRR , H ¢.553G/T 2800 12
2003 4F-F Kao %" & S L BT SNP (5, B0 T
ApoAS FERSE 4 HbF 1Y 5o, FHLEE I 23840 5 i
% TG HDLC 254 %,
FENMLAGFE A5, TC TG \HDLC F1 LDLC J&JE A
(A R S PRSI I XA ] 5 2R 700 55
B PEVPAN R G T R RE 25 W0ia T7 AR #0347 I
4 IFMAR RIS BB AR A AR T AR Y, BT
REHEARSZ IR S e 3 # K, {H TC/HDLC L AE
LDLC/HDLC HAELAZ PR £ H [ B 1) 52 e 45 /08, Ll B
AR A AS I T LI R A S AR ST 101 1]
HTC & & K 118 il 1E & X I8 35 Y ApoAS Jt
¢.553G/Thi sS 3 H Z 5 T 5T &R B, ApoAS 3
¢.553G/T {7 1 Jik R HU R 25437 ik RA 3R 53 A 76 R
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Hrh S22 5  HIC 4 T 250 54 B o 7 43
FeE FIEH X BB (P<0.05) . AHBFSERT R A
[i] 35 A 84 5 1A 7K ST S 1) L & B, I xR
HAW GT 244 T MR TC/HDLC FEW W& T
GG 2li&F/MAE(P<0.05) , 1 IfiL i HDLC /K % T
GG 4y, HIH A 45 5 48 45 K F- LR 7E 1
HORALA JE HTC 4L GT 22 FMAYm T5
ZAHXTHY GG 2 MK (H2ZE S H RS T 8 X
(P>0.05) , B il — A UE S I BG F5 % LU F A e 1 o
T BRI A A U 17 G 25 5 AT R S N Rk | b
X2 5 b2 ik DR A7 5 A7 A 5 B0 ) 32 AR O Ay 45 TR
2AK,

ARSI KB, fift FHH DR 2R 43 B AR HEBR TR 2%
FF, T SR B R #5407 2 A B HTC XURS & GG 2
R RIANA 11 4.920 £% (OR = 4.920,95%CI: 1.311 ~
18.465,P=0.018), £ Logistic [ J7£% iF 4F #% 1
B K-SR AN R G, 2RI EA SR
SC, RS AT 8K A7 76 (OR = 4. 685, 95% CI; 1.269 ~
17.96,P=0.020) ,

KT B, e DUHE AT ApoAS 3
Bl ¢.553G/T (S Z2850E 5 HTC Z RAF7E—E 5%
P ;¢.553T 4 L R 45417 % /8 HTC KUFs W 5 & T
GG FEPIAIANMA ; ¢.553T 257 LK Al 1k HTC fY 3
SERERER -, FE R G H R A R B A O G I R
W H W, H i, K IR A BT T
it e JGS LA 409 DR 24 A | A O I AL 45 50 O B 9
BT —EMNTE S (RN S 28 M 5 HTC G2
T FEERN IR B I 22 5, 5 B T RO AR L 22 85 ol ik
5 H 5k 1) A S5 ISR UE S

HTC 1905 R R 25 52 0% , AR UBESE AU ApoAS ik
¢.553G/T i 5255 HTC W% RIEFTHIT,
DL A e 0 k2 S X U A BE Y ApoAS 3[R
¢.553G/ T S FER T 5 HTC B RA — 010
TR, I FoA HS RN RG HTC (1) & A 38
A 10 2 B RN BRI AR
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