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[ ABSTRACT | Aim The aim of the study was to investigate the relationship between the ApoC3 rs5128 polymor-
phism and plasma lipid levels and the severity of coronary stenosis in the coronary heart disease (CHD) patients with differ-
ent body mass index (BMI) in Chinese Han population. Methods Three hundred and twelve CHD patients were di-
vided into healthy weight group(205 patients) and overweight/obese group( 107 patients). Physiological, biochemical
and coronary angiographical data were collected for all patients. The severity of coronary stenosis was assessed by the
Gensini scoring system. Genome DNA was extracted from peripheral blood leucocytes and the genotypes of the ApoC3
rs5128 polymorphism were determined by polymerase chain reaction-restriction fragment length polymorphism method.
Results The overweight/obese patients had higher weight, BMI, prevalence of hypertension, triglyceride (TG) , lipopro-
tein (a), TG/high-density lipoprotein cholesterol (HDLC) , total cholesterol (TC)/HDLC, low-density lipoprotein choles-
terol (LDLC)/HDLC and apolipoprotein B100 ( ApoB100) /apolipoprotein Al ( ApoA I ), and lower HDLC and ApoA I
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than the patients with healthy weight (P<0.05). 1In healthy weight group, the G carriers had higher prevalence of hyper-

tension than the patients with the CC genotype (P<0.05).

TG and TG/HDLC than the patients with the CC genotype (P<0.05).

In overweight/obese group, the G carriers had higher levels of

In healthy weight group and overweight/obese

group, there were no significant differences in the distributions of the genotypes or alleles of the rs5128 polymorphism a-

mong the tertiles of the Gensini scores.

Conclusion The ApoC3 rs5128 polymorphism is significantly associated with

plasma TG and TG/HDLC levels, but not with the severity of CHD.

155 BB ML 4 ( hyperlipidemia ) J2& 7 0> % ( coronary
heart disease, CHD) i) FZG G &K, 20 5 A#EIH
TR 50% " #5  E — B2 8 i 5 H- Ik =R
(triglycerides, TG) . EMH[EEE (total cholesterol, TC) |
PR B Big 25 1 A (& % (low density lipoprotein choles-
terol, LDLC) M#E I8 HE A B100 ( apolipoprotein B100,
ApoB100) JH iy, Fil/BY /&5 % B2 IR £ 11 JIE [ 5% (high
density lipoprotein cholesterol, HDLC) FZEk g H Al
(apolipoprotein AI, ApoAD) F&AE"' . B&&E I HLE DL e
LIRFER R (TG TC LDLC 5 ApoB100) YE K43+,
{47 R 3 (HDLC 5 ApoAD) 18 Ky 43-F, RELR & S
AR A XU, A PRS2 7EFT AT 5 b AR
& 11 W {H (445 TG/HDLC , TC/HDLC , LDLC/HDLC
F1 ApoB100/ ApoAl) 7ETHIN CHD 1) A& A 4 Jié e Tt s
7 TR BEAR T AU AR R AR

NG H C3(apolipoprotein C3, ApoC3) &5 &
TG 8% 1 ( triglyceride-rich lipoproteins, TRLs) %5
LENEE N, 25 TG ATtz m HALRE Bk
SO ApoC3 A B JE] Rl A — 35 4% A5 S A7 g X
EEA B FRIE KRR B2, ApoC3 N
HZATE AR, 15128 7 AL T AL R Y 37 v R
BHPEIX (3'UTR) , B9 B /R B AT L G 51K
ApoC3 TG TC .LDLC JFti55 5 CHD % ik AU 3 A
IR AR TSRS CHD B3 H AR T 4L
FAAER HAE T, S RS2 CHD HE A IR 7K 7 DA B
TEAR B IR A A8 AR e R Wil AWFSELL 312 ]
CHD BEAIFFEN LR, R E DU AR ApoC3
rs5128 Z2 ML 5 R BT 48 B0 22 EAF X CHD
SR AR KR 3h ikope 78 72 B2 152 Wi, 2 CHD
A R2 B AL PR R 7 B B BEE LR,

1 HRITE

1.1 Xt&nsE

B A 5 & 4 7R 20 ik B IE 52 % CHD #Y
B 312 7], T 2014 42 4 F % 2015 48 7 A #1817 )1l
MEFRMBEERSARER G, NEFRMTEL
Wy & An R &, 1F B K R 48 20 (BMI) ,BMI bk &

(kg) BR A & & (m) 89 F 7, R % EE X B E & #
HITXI(NCEP) ¥ R % R &t ik A # & o B jE 2 X
#:BMI = 25 kg/m* Jy # &, BMI = 30 kg/m’ /2
B B R A RN ER R EA B E/ A, H
WO AR 41205 1], T34 4R 65.02 + 8.69 ¥ ;4B
B/ PMA 107 6, FHEH 63.94 £9.16 %, i A
BRI Gy Tt %k R Xk A BE
1.2 KRB

AR AEE L, REGLE BEREF.
TG TC HDLC .LDLC , ApoB100 . ApoAl  fi§ & & a lipo-
protein  (a), Lp(a) ]\ JR %A, 715 i A e TG/
HDLC \TC/HDLC .LDLC/HDLC # ApoB100/ ApoAl,
1.3 BRI & R 3h Ak IR 12 B 1R

EEFRREMAEE AR L B ENE
MT, HAALAZREEHONAE LT RETR
SR BKE S R, 1% Judkins AT, £ A TR B0 kX
EEDP2ANME , ERR SRR ZREED 44
WL, AR Bk % UK AL Allura Xper
FD20, 4 1 L F ER Rk L& IE R E 12
FE 7 50% DL+ #4H b CHD, IE % &k 30 ik & #n %
Wk E#H (NT 50%) 3 4 3 B4, 7R3 ko F
REAFM F F Gensini TF o 240, X NME %
AR B R E B AR e Rk E AR o B AT
AR, AR I A A AF 2| B 3 19 Gensini 2, tht, &
BEREREN 1% ~25%HBAE 1 4,26% ~50% it
TKAE 2 2,51% ~75% B W AE 4 2, 76% ~90% bt T {8
8 4~,91% ~99% it AL 16 4, 576 4 M| 2 it i {E 32
Do BAIMEBEUZEMEZEERER T W
AE, e, A E T (LM) 4 5.0 45 3T % 52 (LAD) #¢
BT (LCX) d 3 2.5 4, BB A 1.5 4, & &
H 1.0 B BR A BN 1.0 2, & mE
7| & 19 Gensini 5§ 4,
1.4 ApoC3 15128 S&MED#
1.4.1 DNA4RE  H[H4 DNA 2% B 4 fL &
408, & A TIANGEN /A ] #y 4 it DNA 42 B 7] &
FATRI, B LR A 2R B H#AT,
1.42 REBEHER ST ¥R R4 B R ML
(polymerase chain reaction, PCR) ¥ 3 4 H ApoC3
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155128 % A ML A B DNA F B, Bl 477 L
£ T AR, EM5 4% 5-GGT GAC CGA TGG CTT
CAG TTC CCT GA-3", K 1 51 4 ¥ 5'-CAG AAG GTG
GAT AGA GCG CTG GCC-3', PCR R Fi ik % 4
25 pL, = # DNA #AX 1 uL, ki T i 5l 4 %
1 wL,2xPCR TaqMix 12.5 pL,ddH,0 9.5 wL, PCR
TR T H,95 CH A M S5 min;35 KIEFF(95 C&
M 30 5,59 CE K 30,72 CHAH 30 s) ;72 CHEAM
5 min,
1.4.3 PRV BR W 308 5 A7 1s5128 fi f B
YR B4R % (10 wL) : PCR P47 3 wlL, Sstl A V1 B
(NEB)5 U, 10xNEB % # i 1 pL, ddH, 0 # £
10 WL, 37 °CEE 3 70 ,3% 3¢ fls 48 3 IR o ok Fn o 2
AR B S EARA,
1.5 SZit=EAHiE

k& il SPSS13.0 K # AT & it 2 A, T A B 4E
R xes kT, AEAEAQAEITER B TG,
Lp(a) %, AT B H® AR T2, KA X
mE R EFREHAGEE/ R4 2 CC HEH
A5 CEMEREENH 0 B —LFAE L EAER
HZ MR AR ER, KA R LR AE
TEAR B0 Bkoge B AR E T 41 2 ] rs5128 3 A fn 4 AL
HEEME A 27, KA EEZFFH =55 (One-
way ANOVA) thEX E R E 41 5 # & 4 2 8] [ CC %
HA L GEMEFEETH 28 B —FEHE L E&K
JAg B 2 B 1H & Ry Z . K il Hardy-Weinberg
FEARBRFRBERGREE, U P<0.05 h=RA
FItFE L,

2 # R

2.1 EEHEASEE/EMAIGKEMEE

w1 s, M/ LR BMI & i R
Ji % TG, Lp (a) . TG/HDLC, TC/HDLC . LDLC/
HDLC H1 ApoB100/ApoA T 7KF & T 1F # 1A & 41,
HDLC F1 ApoA 1 /KPR T IEH A A, 22 H A58
R L (P<0.05) , 0% 55k L] OB PR £8 0
R TC . LDLC Fl ApoB100 7/K-F-7E B2 2 1] 22 5 To 48
TR /RO 8GR R GEw
REA A B L,
2.2 IEEAEHMBE/PEHES ApoC3 155128 &
SUEERBREMERNES

ApoC3 15128 3 s i F ApoC3 FE[H 1) 3'UTR,
XPIZ X 3 R BOE A B 428 bp, AN AN
JRIBEWE (C) 28 57 i S EERe (G ) AR A, A8 5 Je 7 AR PR

& 1. HP 5 AR IR R HFAE

Table 1. Clinical characteristics of the study population

. IEH A2 AR/ AE L
e (n=205) (n=107)
AEHETEbR

IR (%) 65.02 + 8.69 63.94 + 9.16
BH[HI(%) ] 134 (65.4) 66 (61.7)
R (kg) 58.99 + 7.19 71.04 + 7.77*
R FRFEE (kg/m?)  22.30 = 1.88 27.64 + 2.48"
BILE[BI(%) ] 104(50.7) 71(66.4) °
BRI [ (%) ] 29(14.1) 22(20.6)
MAEFEHR

TG( mmol/L) 1.43 £0.79 1.88 +1.73"
TC( mmol/L) 4.14 £1.12 4.20 +1.21
LDLC( mmol/L) 2.57 + 0.85 2.70 + 0.98
HDLC ( mmol/L) 1.02 + 0. 24 0.93 + 0. 21°
ApoA I (/L) 1.06 = 0.19 1.01 + 0.21°
ApoB100(g/L) 0.78 + 0.26 0.82 + 0.29
Lp(a) (mg/L) 281.0 £298.2  370.6 +£392.3°
TG/HDLC 1.53 +1.04 2.20 +2.10°
TC/HDLC 4.18 £1.16 4.69 +1.47"
LDLC/HDLC 2.61 = 0.92 3.03 £1.25°
ApoB100/ApoA 1 0.76 = 0.27 0.88 + 0.54"

a N P<0.05, SIERIAEA LK,

HIWE Sstl B9 BIF 31 (5'-GAGCT* C-3") FIHI & 3;
Mo CREEEMILR,C MREHEMILH, W)
Ja B IK EE T, CC SE R ARA 428 bp 1 4N R B
CG FEHAIEA 159,269 F1 428 bp 3 I~ FH Bt; GG 3
DI S A 159 1269 bp 2 D BE(E 1), IEHR AT
2 IR i/ A A PR 7 R A i R AR 3R 4 A n ¢
2 TN, ik R TR0 A A A i PR B R AE W 2 =2 [] 22
S TG S, UL ApoC3 15128 £8Pk 51k
R BB AT A I o R 58T AR 174k [R] 780 41 3 43 A
54 Hardy-Weinberg 2 (X*= 0.007, P=0.933),
PR R BAR BAT —E AR,
2.3 ApoC3 1s5128 &AM E FE B 2 18 If Ik & £
733

ApoC3 1s5128 FEPRI AU 2 [B] llm PRRH L4 2R an
3 PR, TEBE/IEREA S, G F M I H TG
1 TG/HDLC K- F CC HAZIRE , 22765
T8 L (P<0.05) ; FEIE W IR T4, G R
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B 1. & ApoC3 rs5128 fii m  EREIIRFIME M EIERIE M)
bR 75 DNA ;3 o CC LAY, 1 2 15 2 CG FER A4 4 GG 3
[AEL,

Figure 1. Gel electrophoresis of the PCR products containing
the rs5128 polymorphism of ApoC3 after digested by SstI

=2 EBFEAHAFMBE/BHAES ApoC3 rs5128 ZEMEE
FE B R SO E E SRR 51

Table 2. Genotype and allele frequencies of the ApoC3
rs5128 polymorphism in healthy weight group or

overweight/obese group

IEHAREA /A

j‘S, e e 2 o
LML (n=205) (n=107) X2 P {8
AL B (%) ]
cc 100 (48.8) 64 (59.8)
Ve 87 (42.4) 37 (346) X =364
' : P=0.16
GG 18(88) 6 (5.6)
N FE A
C 0.70 0.77 X2=3.55
G 0.30 0.23 P=0.06

PEAr L R R = T CC N Z i, 25
HE it #E X (P<0.05) . G253 51 TG /K
SPASCHE L/ A P R A P A G AR IE R
BRI SCPETC G 2 X, U 155128 Z A8 HEA
SRR B A8 AR A, SRR M s K
HIEWAREY cC HH BB E L, BE/EpEA
CC J R 7 B  4E 04 F HDLGC 7K - B A%, /K 55 . BMI
Al i B R T, 2 R B A RITFE L (P<
0.05), SIEWREA G HN RN & i, B
/B G %57 3k [ #E 7 # (R FE  BMI, TG , TG/
HDLC . TC/HDLC .LDLC/HDLC F1 ApoB100/ApoA |
KT, HDLC BEAIG, 252 7 ¥A Git2¢ 8 L (P<
0.05) .
2.4 ApoC3 155128 &S CHD BE B K 3h k%
ERENHEXME

Gensini 79905 = 43 053 20 K 1E 3 IR d 4
FE L/ NEREL A5 R 3 A2 - IF (A T 4 A1 3
7B 2.0~10.2 43, FEEBRZAE L 11.0~34.0 43, (& B
AEU 36.0~191.0 53 e &/ AL PELAR EE B A= 4 2.0
~10.0 43, FREEBEAS 2 11.5~43.0 4%, = A 4
44.0~166.4 43, WIE 2 7R, 15128 2 25k P Al
RIS A7 o PR 3 A 1 A i 20 R i/ A R 2 P 4%
WHZ MM 2R G FE L, Bk 1s5128 £
SR E/ALE CHD B35 5 TG /K 2
K AR 55 TR Bl kopke 78 B BN AH G, BRI IM K = TG
IKAFAS 2 1 UEEAR B0 IR () e P R R

% 3. 7E ApoC3 rs5128 EEE! CHD &3 8y bR 45 F0 i A5 7k F
Table 3. Demographic characteristics and lipid levels of the CHD patients according to the ApoC3 rs5128 genotypes

- IEFREH B NE

et CC FH A (n=100) G #H (n=105) CCHENM(n=64) G #47 (n=43)

EdiEE N
R () 65.81 + 8.19 64.27 + 9.12 62.97 + 9.17° 65.40 + 9.06
R (kg) 58.97 + 7.26 59.01 + 7.16 71.92 + 7.76" 69.72 + 7.67"
TR H (kg/m®) 22.34 + 1.87 22.26 + 1.89 27.82 + 2.48" 27.37 + 2.47"
I (%) ] 45 (45.0) 59 (56.2)" 43 (67.2)" 28 (65.1)
BERRIE [ (%) ] 15 (15.0) 14 (13.3) 12 (18.8) 10 (23.3)

I AEFat5
TG (mmol/L) 1.40 + 0.79 1.46 = 0.79 1.56 = 1.05 2.35 £ 2.34*
TC( mmol/L) 4.16 + 1.22 4.11 = 1.03 4.14 + 1.13 430 + 1.34
LDLC( mmol/L) 2.61 + 0.92 2.52 £ 0.78 2.63 £ 0.94 2.79 £ 1.05
HDLC ( mmol/L) 1.01 + 0.26 1.03 £ 0.23 0.93 + 0.22" 0.93 + 0.21"
ApoA I (g/L) 1.05 + 0.21 1.08 + 0.17 1.01 + 0.19 1.03 + 0.22
ApoB100( g/L) 0.78 + 0.26 0.78 + 0.25 0.83 = 0.30 0.82+ 0.28
Lp(a) (mg/L) 304.5 + 313.7 258.7 + 282.3 385.8 + 419.8 347.4 + 350.0
TG/HDLC 1.55 £ 1.15 1.51 £ 0.93 1.84 + 1.48 2.75 £ 2.70"
TC/HDLC 4.26 + 1.24 4.10 + 1.07 4.61 + 1.43 4.80 + 1.54"
LDLC/HDLC 2.70 + 0.99 2.53 + 0.85 2.96 + 1.23 3.13 + 1.29"
ApoB100/ApoA 1 0.77 + 0.29 0.74 + 0.24 0.86 + 0.42 0.90 + 0.69"

a i P<0.05,5 CC EEAILLEL; b g P<0.05, 5 1F # A H5 2H YA [A) 56 R 80 b s
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Figure 2. Association between the ApoC3 rs5128 polymorphism and the severity of CHD in healthy weight and overweight/

obese patients

3 3 i

ApoC3 fZFLAEE WOkE | v 1] % B2 s 45 11 (IDL) I
WAk 25 B B5 25 141 ( VLDL) 1 TG Ml AC it i 32 2
PP T HAE L P X S s 5 TG IR A Y
B, FBUMIE TG K- T, LA HAAR Bk 2
Bilo SIE® A M, & H Il =R I AE (HTG ) &
ApoC3 I J ¥k B b 4% =5, VLDL " ApoC3 43 T4
R 2N A NG R P 5 s ApoC3 5] e
HTG™ 5 i 12 3 X Bt % J I 3% TG /K F B % B#
K Pollin 2517 i 38 7E 5% [ B K 40 A B
ApoC3 2 55 N HRAFTE CHT AL R AR5 19
frist 1 % 1 A 20 R % 1Y A48 B Ik % S T
(R19X) , ZESHHEAT I AE ApoC3 MR BE Ik — 22, H:
WA G TG KA FEAIK, ApoC3 R19X 4F
SENBEAEMLIE ApoC3 Fl TG R Rk () [R) s, 1l 5 1 52
T TRIEEAR Bl Bk A AL % AT RS — R
AN, HDL /& CHD &9 K, SR 1, Jensen
SIS K A ApoC3 () HDL 5 CHD 5 £ A
X, & ApoC3 (1) HDL #15 CHD 2 1E A&,
PR 7 s T LR TG K | ) 42 5 B8l bk ok i 1
BN, ApoC3 XoF Sl KSR AL Ak 1T b A 15424 1
5T 7R , ApoC3 R A2 HHE A B4 i A% 40 if 5 1l 45 7N
Fe AR % 21 B, ApoC3 &b B BAA% 4 il 2 THP-1
Jei , 5 S PN R AN A 26 B RGN S s, LA
il VAR

ApoC3 i A 11 SR EKRKE 2K 5.1
kB, H 4 NMNEFF3 AN E AN, 78 ApoC3 N
LA FEAEAE 2 A st R A8 A, o 6 T 37 R
B XY 5128 1 A S I AE 9 X R I A%
)7 A iR A S S CHD &% W
ST R B P AME A T ST R BT
15 CHD 3 15t bR 2 ioms A8 R B AR G, 3804 i
FIRVHZAL I 5 R B8 B0 58 B AE X CHD

I RE A LA S IR 20 Jhkope 78 78 B2 i sz e, ASF 5T
AP EDU% CHD BB A WE IR0 4, & I 1s5128 {if
SR T O AR A B A S )5 ) o B K7, R
FEIE B AR E A B/ AR BE CHD HRE % 5 5 5
ARSIk 7 A YA A O

FERBE/E A, G SE AL EE R 5 & TG Al
TG/HDLC /K-8 3 i F CC L H A B35 5 M 78 1B %
IREL T BT MG+ A e S R B 22 ) 25 R/ e G it
SR N B E AR A A — BB BEZE A ApoC3 37
UTR 355 KT ( FL 4 miRNA ) 7K Rl e & 4 T 2%
fb,5 3'UTR " 155128 A8 M: &AM HAE R, 36
P I TG K, FET DA, RACHLAE" $i Ak
FRFRBOME RN ks 723 Z @R DAE 0 4 41, &
PRAEAR A5 5 i 4 rs5128 Z28ME 513 TG /K
PR EFSC, N CC IR CG JHEFBIF] GG SEH A
M3 TG KPR B, 45 B AV REE R, IR TiTs
5 1s5128 ZAMER A 2 HAE AT, Flm] 5 i AE K
AT th AR NP AR, TR D AR AR TR,
Couillard %5 by % B 7E 725 fin 2 8 Bk 4 58 & p,
155128 Z M G 7 I #EH H L2K TG K44
CC A AU b 2 T i AT 245 R — 30,

TEARM G, BAR & B E/AE BE4H H 1s5128
f 5 51 TG 1 TG/HDLC /K- F-AH X B A &
PIZAL 55 CHD 2 EE R A5G, AR A Ay 0 %
L SVEN S AT M B CHD %995 KU HEAT T k&
IR Z, it Meta 23T & B, G %507 3 A 5 1l 2%
ApoC3 TG . TC .LDLC THi i 3 G iR A
FFTRAT AR5 CHD s XU 5 i 3 OC K 760
UG AR D R S R o =S A = N [
SEIRPEIR , rs5128 A5 5 IMLBR S CHD RS 7 = Jin s
RIS AT A G A 1 e R ) A 5128
P EAE—EFEEE ERE I TG /K-, X BMI %=
B A 0 B3 (0% CHD K ebtk shkope 75 A2
FERRE MR /N, 1s5128 47 55 CHD 7tk sl ik Bk 45
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FREE Z B0 5C RO RE it — R

Zi b e E DU CHD B ApoC3 155128
2515 BMI AFTE 2 BAE T, S [R5 00 i 3 TG Fn
TG/HDLC 7K, {H rs5128 27 PEXT CHD H 3% ik
Bl kB R BE T A S 52
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