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[ Abstract JObjective : To investigate the association of single nucleotide polymorphism(SNP 15325400 and rs34851361) of MEF2A gene
on chromosome 15¢26 with coronary artery disease(CAD). Methods ;A case—control association study of 90 unrelated CAD patients
and 130 normal controls from a Chinese Han population was performed. Genotype and allele were determined by polymerase chain
reaction(PCR) and nucleotide sequencing for SNP 15325400 and rs34851361 in MEF2A gene. Results : The frequencies of the geno—
type and alleles of rs325400 in MEF2A had statistical significance between two groups(P<0.05),but there was only the AA in both
groups of rs34851361. Conclusion . The present findings suggest that the genetic polymorphism in rs325400 may be associated with
the development of the CAD in Chinese Han population and the attack rate of the CAD in the crowd with allele A may be higher.
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MEF2A 75 il 5 ¥ WLAN A 38 5 L K 3 B 4R B
R SRS R R R T T A
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2014 4F 8 H , Foroughmand SEPILL BT H7 A AN
R XZET T MEF2A SNPrs325400 Filrs34851361
55l RSN Wk ok R AL P O I 2 2 AR DG, O 4
th SNPrs325400 5 560K 3 Ik ok A B8 A 1 0 JUE 5 1)
KRR Ali 1R B Jas 15 Ok AT s S AR AR
AR FERIBFFEEA THE . H ETFE Y R JLMEF2A
FEH 2 4~ SNP 1 14, (rs325400 F1 rs34851361) 57X
JEAHE CAD R AAHSCIITFEAGE . AWT5E LAV R
Hu X DU NHE R BFTERT G2, ki 11— %) BRI 5T, 4R
i MEF2A ZEHRASER 5 CAD RAEA KR,

1 XWHREAFZE

1.1 %

JTA SR ok 1 H PR E R B 25— S B, H A6
G RIEIEIN , (1)CAD 2090 7, 51 66 1, <otk 24 5], 4F
W 29~85 % SEHIAERS (65.51 £ 10.77) %, ¥ b 2 ik sh Tk
A0 CAD B35, A A P R b X DU AR, TE il
GRFR o (2) R REE 130 ], S0k 81 ], Lok 49 441, 4R 25~
76 %, FIAFHE (49.59 £ 12.28) %7, ¥4 A H [ PE g b [X I
JENFE, TCIMG I F A I A RS AT
12 Fik
1.2.1 DNA [42H0  EDTA HrE A F ki 5 ml, IR
Mgl 5 AN LT A0 DNA SO 206 BE 1 52 DNA ik
B —80 CI&AE .

122 PCR 4"# MEF2A L35 PEAL 8 BT 7E Xk (i FH 4R
Primer Premier 5.0 & i1 1 X54) (F: AACATCAGCATCAA -
GTCCG R:TATGTAGGGCAGGTCACTGC), FI J1] NCBI( 2 &
AP B ) 1 Blast TR I HA W REE 5 —28 I
MGHEIR E Y H ARG R AT G M. PCR MR ;2 x Es Taq
MasterMix (b5t HE M 40 A 7] )25 wl, DNA template 4/10 pl,
1915 wWl(10 wmol/L) , IIZK % 50 pl, FMAZR FJEH 2 ul
AIEIME A ABL PCR AU HEA TP 4% 52 7 (95 °C 2 min,
LAMEFR; 95 °C 30 5,59 °C 30 5,72 °C 30 s,30 MG ;72 C
5 min, 1 DNMER) SRR, FH 1.5% 9 SR 58 s FL vk
(130 V 30 min), H] goldview Je o, S 5 R GMEE PCRI™
Y BRI (E 1)
1.2.3 )T (sequencing) K ik 207 ik B 2K 1% PCR 7~
Yk P E B R T (K 2)
1.2.4  FY] AR SER L 532 T REALEE Y PCR AEAS
BRI P VIRE Hha 1R Mfe T SEATREYT, LLEDIE 2 45 55
B TSk (1 3)
13 %itor

K SPSS 17.0 #4384, TH ORI 8L + il
2 (o £ 8)F0R THEBORIRERIR . BEXT SNP 1R AL 534
ik Hardy—Weinberg SRR YR AT REAR AR v s R
P>0.05, FHIEPCEOE 15545 4 SE R RURN S50 SE R A %6 | 4%
ZH BE PRI AR A5 S AR 3R 22 ) B R R, T ekt )
PRI FEAR ¢ K30, K230 7K HE 0=0.05,

2.1 CAD %115 3 MR 40 69 — A% AR bL AR
L2 1,2 A AT BMI BERHEARDEHEL £ 48 CAD f&
I PR R AR 1% R R IR B PR B TC KA 2 A Bk
ARG EES,
2.2 CAD #afasfFRLE 2 /> SNP 4% & A B A 4] 45 R
MEF2A 15325400 (A/G) Kiill 2] AA/AG/GG 3 Ffi 3[R 7

1 CAD A5XRAMIGKREFE
Tab.1 Clinical characteristics of CAD group and control group

L7 CADZH poyiiE:cl XAl P
HERN(H i) 66/24 2916 0.088
() 65.58 +10.56 5128 +11.97 5.621 0.000
BMI (kg/m?) 24.15 £3.41 25.28 +6.77 1.755 0.233
YR (%) 31.1 19.458 0.000
R ML (%) 422 37.600 0.000
BEIRI (%) 1222 11.037 0.000
TC(mmol/L) 3.94+1.73 4.84 091 7.976 0.000
TG (mmol/L) 1.84£0.78 1.89 +1.94 3.371 0.851
HDL(mmol/L) 1.11 £0.48 130 £0.37 0.106 0.017
LDL(mmol/L) 242 £1.07 2.51£0.66 3.683 0.603
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Hi CAD 41 AA 21 4], AG B 38 ], GG 5 31 4] ; X HR 4
AA U 14 9] AG 1 53 4], GG B4 63 #1], CAD IR IEZH A
HEZE 3T Hardy—Weinberg -7 i 4G 55, P>0.05 , 1 BH A (A 2k
PR 338 £ A BV AT DA B 5 6 G oK R F [l — A, HL A A
fRFNE, PCR PEMSEHR LA 1 0 4s SR LI 2 KB 40
UL 3,

MEF2A 1534851361 (A/G) £ CAD 21 AX FRZH 3434 Al
B AA FERE RFF S Hardy—Weinberg S, P<0.05, BliZA
SR IES A AT BHARICRE . PCR W45 LA 1
A5 T L 2 R BED) S WL 3,

1+ 1,DNA marker; 2~24. MEF2A PCR 724 (385 bp) ;25. Negative

1 MEF2A PCR =&
Fig.1 Products of MEF2A PCR

¥ : 1. MEF2A 1s325400-GG ;2. MEF2A 1s325400-AG;
3. MEF2A rs325400-AA ;4. MEF2A rs34851361-AA

2 MEF2A PCR 74 385 bp FEZill 5 &l
Fig.2 Sequence of 385 bp of MEF2A PCR products

123 45 6 7 8 9 1011 121314 15 16 17

i :1,DNA Marker;6.9.12.13,15.16: MEF2A 1s325400-GG ;
2~5.7.8.11.14:MEF2A 1s325400-AG;10: MEF2A 1s325400-AA ;
17 : Negative

A. Hha | BDIIE

123 45 6 7 8 9 1011 121314 15

7 :1,DNA Marker;2~14: MEF2A rs34851361-AA;15: Negative
B. Mfe 1 fFbI

3 MEF2A PCR 74 385 bp F B Hha 1 #1 Mfe | BgIE
Fig.3 Hhal and Mfel enzyme of 385 bp of MEF2A PCR
products

23 CAD 454l E % Skt

AT B R (2 2), CAD 41 5 % I 20 MEF2A
1325400 137 25 GG K& DK BT %53 51 Ky 34.4% 48.5% ,AG Jk
T 2 A4S R 42.2% 40.8% AN HE R D i S 43 B
23.3%,10.8% , 4[R2 54 G4 8 X (x*=7.750,P=0.021) ;
MEF2A 1325400 4E0 K60 G g 2R A | G 4 fir 3 AT R A8
CAD 41 5% 4709 55.6% 68.8% ,A HIEALRT A Zfif
FEFUSRAE CAD 2H 5% W20 7331k 44.4% 31.2% , 4 W) 25 57
57 X (x*=8.098,, P=0.004) ,

®2 CADASWRAERSTMSFIERL
Tab.2 Gene polymorphism distribution between CAD group and

control group

25
CADZI1(90) XJHEZL(130) Xl P
AA 21 14
FEHAL AG 38 53 7.750 0.021
1325400 GG 31 63
S A 80 81 8.098 0.004
HHE G 100 179

3 3 R

JILZ fif 14 55 PRI 7 2 (myocyte enhancer factor 2,
MEF2) J& 5% 5875 P F MADS-Box % , /&—Ff
R s . TEEHESIY) T MEF2 PR K%
M 4 IR Y, f135 MEF2A MEF2B MEF2C F
MEF2D, B TFENLA A B & R 58 % F fori i
LF YA T A AR EE AR MER2A L
T 15926, 42 K29 150 kb, £ 11 NG FH1 10
DN T, ZFEF GRS MEF2 £ 11 499 23
FRZH N, /& —Fh DNA 255 M, FE S5 EN R 3
TR ST SN EE A IR B ) 2R3k 8 T —F
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AR o B YRS B (A S0 | E T SZ I MEF2A
MR NE AL, BEARHA 3 0 5 ST 23
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AT B AR, BRAMILA P9 R 3405 B TR RL 5¢
PN d VAR = 0 S 11411 R b7 R Al | K= £ [ R
JI7E CAD &A= Flk Jad i rp i 2 R 2L A1
FH, T MEF2A Y2845 25 S0 -1 WLAR I A 3456
FLERE R T 350,

2014 4 8 H ,Ali Mohammad Foroughmand &)
BT R TR RS 450 T MEF2A SNPrs325400
F1 1534851361 5 e AR By ikt B Al Ak 00 i kA
AR S, T4 Y SNPrs325400 5 SR 3l ik ik A i
AP MRS 9 2 A= B VIR G S ABIFS LA PG i b DX U
NBENBIFGEXT G, 3 9 61— X BB ST, ST MEF2A
FE R 2 > SNP i 5 (rs325400 Fll rs34851361) 5
CAD RAERKR, WFFE I, MEF2A FE [ SNP {7/ 15,
rs325400AA FER ALY CAD 09 & A= % V1Mo . T
134851361 v f1 [ 430 AA FERAL 5 CAD A%
TR ARG Al BOBTFIT 45 5 M —2K
UL MEF2A R 5105 ARE CAD KA B VI,
{H MEF2A J£[X SNPrs325400 G-A MR A5
T MEF2A Ztith () 2 A 5 4546 sl 52 0 A0 AR | ek
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