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[ ABSTRACT] Aim To investigate the association between apolipoprotein ( ApoM) gene and coronary heart disease
(CHD) by detecting the polymorphism of ApoM rs707921 site. Methods The polymorphism of ApoM rs707921 site
was detected by single fluorescent labeling probe technique in 111 cases of CHD patients and 248 cases of control group.
The distribution of genotype and allele frequency was analyzed. Results The frequencies of ApoM 1s707921 genotype
(AA, AC and CC) were 1.8%, 13.5% and 84.7% in CHD group, 2.0%, 25.4% and 72.6% in control group, respective-
ly, there was significant difference between the two groups (P =0.039). The frequencies of A and C allele in ApoM
15707921 site were 8.6% and 91.4% in CHD group, 14.7% and 85.3% in control group, respectively, the difference be-
tween the two groups was statistically significant (P=0.023). Triglyceride level of AC+AA genotype was significantly low-
er than that of CC genotype in CHD group (P=0.043). There was no significant difference in the severity of coronary ar-
tery lesion between different genotypes of rs707921 polymorphism in CHD group (P>0.05). Conclusion A allele of
ApoM gene 15707921 site may reduce the risk of CHD, but has nothing to do with the severity of coronary heart disease.
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HATIA N0 (coronary heart disease , CHD) J&
— P2 R LI ZE LB, JF B3z Mg L 3 K]
TR ZRIE I 500, AT R, 21k
BB AS FTRESS 3G N A CHD (4 JXURS:, Qi 45 S ok R %
s> AR & 0 VY AR, HATHRE R ApoM 3k
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PN e S Gk vh oA A Y /R A
rs707921 i i Z S HERLTAS 5 &1, W3 1871 A
) C—A R, ARV, ApoM 15707921 i/ 55,
LA PN [) B A B A DU 2 M L 35 o i 5 BE AR 2
JH[EEE (high density lipoprotein cholesterol, HDLC) 1%
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AR E DU AFE CHD A%t FEZH ApoM 3 K 4
B DOZAL R N 2 S AT R I, SR S
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1 ZARFNFE

11 HRIMK

AFRINN 393 LA AT &, I P Z R 5 K
WYL L1 XU EmEEARKE 50% U B
111 6], CHD 41, & 5 ¥ 79 ], 4« 1 32 ], F
4 63.89+10.63 & 5 Xt HE 41 248 1), b i R A A A
BFIRBh k& % Tofm & A, B ¥ 135 B, ot 113 f1,
PR 62.27211.35 %, UL EHF F A R0 F M T
F-ARER T I%X RN RA, B HE R g Ao
JF B2 R GRS R AR v o A b R O
1.2 £ FEisiran

Pra NS EHEME 12 h R E A # kot 2 mL,
L i M 7R e I E 7 fE A 4 (fasting blood glu-
cose,FBG) . & B [ B (total cholesterol, TC) | H i =
B (triglyceride, TG ) \ HDLC X % J& g & & 2 [ B2
(low density lipoprotein cholesterol, LDLC) , PA + 4 4
10 R AR HI 0 R o B 30 A 3 AR SR
1.3 4ME ML DNA #l&

RfETE A 12 h, REM# fh 2 mL, Z =
W B GURE, R R AR A A L A SOR IR A F] i
3 B 41 DNA $2 BUIR | & #R B AR B 4 DNA L TE &
W VE R (Tris-EDTA buffer solution ) ¥& #% 3 T -80°C
AR

1.4 ApoM 15707921 & Z14E E B4

>k Fl R A B 4% X)W ( polymerase chain reaction,
PCR) ARG A8 2o R A A A 2 4 8k £
AN, B Primer 5.0 B AT % it 5] 4 RO 4T,
E B 4 .5"-GCATCTCTGTTCTCATACTTCTCCC-3
T ¥ 8| 4. 5'-CTCTTTTGAGTAGCCCAGAACCC-3',
% 4t . CAGGATTAGGACTCACCAAGTCTT-FAM,
REMEFRHE L EED T RHEARS A RAE
&, PCR B R MR % % 25 L, H # DNA # 47
2 wL,10xPCR % # i 2.5 pL, 25 mmol/L MgCl,
1.5 pLL, 10 mmol/L 4xdNTPs 0.5 nL,5 U/pL Taq
DNA % & 0.25 uL, 100 pmol/L Lk T 5| 4 %
0.1 pL, 10 wmol/L £ 4t 0.1 pL, X & K % 2 £
25 pL, PCR R B A2 fF:95C il & ¥ 5 min; 95°C
25,60°C 1 min, £ 40 /M8 31 45 A & A2 7. 95°C
30 5,25°C 4 min, & # F i £ 70°C (5 E #H#EE N
0.1C/s, FE&REXKLEAE), UEFHRNA
Light Cycler 480 Il PCR ¥ 3§ ( E# AT, AR AE A M db
%o\t S E A
1.5 SitZEHH

TERBU xvzs kT, THARAEHE
Hardy-Weinberg “F-# 247 4 36, 0 41 A BF — fix ¥¢ 4t
WILREA clh, EMEEME XEHAHAEY
KR X I, U P<0.05 Y ZRHEHTFEL,

2 & R

2.1 WAIGRKERLE

CHD 20 5 %f FRZH 1 53] 4F % | FBG L4 & | &F
i TG \TC \LDLC 25 41124 E L (P>0.05)
CHD 21 HDLC fIRFXI IR, 2 R A S it 8 L (P<
0.05;% 1),

* 1. WAIRKRBILE
Table 1. Comparison of clinical data between the two groups

popiistd CHD £
meH (n]L:24E) m:n?) P
B/ () 135/113 79/32 0.091
FR (%) 62.27+11.35 63.89+10.63  0.222
FBG( mmol/L) 5.58+1.73 5.72£1.46  0.063
W46 (mmHg)  134.39£20.38  136.85£20.40  0.099
#9KE (mmHg)  76.74£12.34  81.46£11.42  0.069
TC( mmol/L) 4.60+0.89 4.36+1.08 0.104
TG ( mmol/L) 1.92+1.62 2.00£1.15 0.062
HDLC( mmol/L) 1.22+0.30 1.05£0.30  <0.05
LDLC( mmol/L) 2.25+0.53 2.19+0.95 0.088
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HIRFFE NHE LA BE IR M, 3 FhBE R 78 AA AU
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7 3 PRUATUR B AR X R, 2 R A G2 L

R 2. F4H ApoM rs707921 £ #5576 L8R
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Figure 1. Analysis of melting curve of ApoM gene polymor-
phism at rs707921 locus

Table 2. Comparison of distribution of ApoM rs707921 polymorphism between the two groups

s oul . HEPRAI (%) ] N HEA [ (%) ]
AA AC cC A C
CHDZ4l 111 2(1.8) 15(13.5) 94(84.7) 19(8.6) 203(91.4)
XL 248 5(2.0) 63(25.4) 180(72.6) 73(14.7) 423(85.3)
2.4 T ApoM 15707921 (I R S AN S MAS/KE  HPEM(P=0.043;3 3) , HAbF5 bR s B LS 2%

CHD #H AC+AA FEH A TG /K i E K T CC

% 3. ApoM rs707921 LM SMAEKFEHX R

SRR AC+AA FERAL AR /K S CC KR Al 2%
SR

Table 3. Relationship between ApoM rs707921 polymorphism and serum lipid levels

CHD 4 Xf HRZH

moH

CC AC+AA P1{H CC AC+AA P1H
TC( mmol/L) 4.21+1.14 4.08+0.98 0.557 4.60+0.89 4.41+0.64 0.338
TG (mmol/L) 2.87+2.75 1.96+0.77 0.043 1.92+1.62 1.70+1.39 0.302
HDLC ( mmol/L) 1.06+0.31 1.03+0.20 0.959 1.22+0.30 1.24+0.41 0.400
LDLC ( mmol/L) 2.06+0.89 1.90+0.67 0.292 2.25+0.53 2.14+0.48 0.292

2.5 ApoM 1707921 i mEHMEESBRENPKIRERE K 4. CHD AFFEEARBRIIFEZ LA

EHXF

CHD ZH A [v] 35 DX 284 [i] 5 R 3 Jok o 722 = 0 TE
225 (P>0.05;38 4) ; AN ) 5k PR BY 8] 5 AR 20 ik g 72
Gensini PTG i 25 7 (P>0.05;3K 5)

3 3 i

ApoM f FAEE & H M = s R A A ),

Table 4. Comparison of the number of coronary artery le-

sions with different genotypes in the CHD group
TR B Ik 2L SCEL 1 (%) ]

B BT I 1

13 2% 3%
AA 2 1(50.0)  1(50.0) 0(0.0)
AC 15  6(40.0) 5(33.3) 4(26.7)
CC 94 38(40.4) 19(20.2) 37(39.4)
&it 111 45(40.5) 25(22.5) 41(36.9)
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% 5. CHD AR R EREE! Gensini R4 Lb#

Table 5. Comparison of Gensini score of different genotypes
in the CHD group

FLR A 5% Gensini f4/

AA 2 28.50+21.92
AC 15 44.25+44.17
CC 94 43.58+33.29

43F1 26 kDa, ZEIMK T EEAFAET HDL 1 il
S 5/ AR 500 sh Bk R Ak 1Y) &
R, A BFFE K HDL 45305 25 19 20 i il 38 5 3l ik
SREREALA ARG T ApoM 2449 % HDL () —Fh &
BLAT , ApoM SE R 25 R AR Ak T g 235 HDL 2%
ZH RS TS 0 HDL 15 3 Ik ok AL Ak b g /8
o ApoM AJ3E i XFHT B-HDL Ft 18 5 36 52 b IH [ i
Wiz g AR X R HDL A0 I AR 4 1
FH 2 2 38 3o P T ot ) s ML S S B

ARG ApoM P Z 8V A 15707921 7
W& FIXIN 15 54N e 30w B 40 B3
AT T CHD LA BRAL ApoM LR PN 7 7 X
LRI BRI BAZ AT IR 1 25 57, 25 R R W% A7 A5
FAENRATIRZ A, 3 FhIERAL(AA AC CC) 7E
CHD 2 AX R4 4y A ANTR), Horp CHD 2 A 2843
FEPUAT B AT X BRZH (P =0.023) , 7R U A7 A5
A SEALFEN AT RE S CHD AR R 7, X 3 I
BEZKF-5 15707921 A7 i 22 281 1 AH 5GP 20 Ar 445
$E/8% , CHD £ AC+AA B ARE TG 7KF B BAK T
CCIERABIARE(P=0.043) %N A S5 7 5
PRI AT BRI L I 15 ApoM K3k 50H TG IS, 25 T
CHD [ BiA: Bl A2

7E CHD 4 it — 25T 1707921 37 i AN ) 3
PRI 15 e bR gl ool 28 7 EE R B YOG R, A5 SR RIS
7] 35 PR 784 [ et bR 2 o A8 7™ o R B G S M 2 S
7% ApoM rs707921 %54 3 R T fig J& CHD #1938 15
SIGEN, KN Z B MY CHD AW A K, 1Y
CHD J"SE TR,

%L%ﬁ,ﬁﬁﬁ%ﬁfﬂ,ApoM F K rs707921 £
SAFTE PR IRZ A E 05, A S L AT e
CHD (PRI F2Z —, #8RfT ApoM N & F X
B 15707921 (i SRR EZ SRS ST
CHD &A=, CHD Sy J8 B 1 5 1 1 145 12 D A
1707 R R Tep Ny e W N7 S 1 1
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