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[ ABSTRACT] Aim To investigate the relationship between connexin37 ( CX37) gene 11297D polymorphism and premature
coronary heart disease (CHD) in Chinese Han population. Methods CX37 genotype was examined with the methods of poly-
merase chain reaction and restriction fragment length polymorphism ( PCR-RFLP) in 196 patients with CHD and 218 Chinese
healthy individuals as control diagnosed by angiogram. Results The results showed that CX37 ID genotype in CHD group
and CX37 II genotype in control group were dominant genotypes respectively. The DD genotype and D allele were rarity in both
groups. The genotype frequencies of II, ID and DD were 44.39% , 47.45% and 8. 16% in patients with CHD, 47.71% ,44.
04% and 8.25% in the controls respectively, and no difference was found between CHD and healthy subjects ( X*= 0.51, P= 0.
77). CX37 I allele in the population was significantly higher than D allele, while the distribution of allele frequency was similar
between the patients and controls (68. 11% vs 69.72% , P= 0.62, OR= 0.93, 95% Cl= 0.70~ 1.24). Frequency of the D
allele carriers (ID+ DD) was 55.61% in the CHD group and 52. 29% in the control group. ~ Compared with the II homozygote,
no significant difference was found in the CHD risk of the carriers of D allele (ID+ DD) (X*= 0.46, P= 0.50, OR= 0. 87,
95% Cl= 0.58~ 1.30). Subsequent stratified analysis revealed that the distribution of CX37 I1297D genotype and allele fre-
quency in the myocardial infarction group was also similar to the control group (P> 0.05). After adjustment for conventional
risk factors, including gender, age, body mass index, smoking status, hypertension, diabetes mellitus and hypercholesterolemia,
a binary logistic regression analysis suggested that no difference was demonstrated between the 11297D polymorphism and CHD ( P
> 0.05). Conclusions CX37 gene 11297D polymorphism is not associated with an increased risk of premature CHD in Chr

nese Han population and might not be considered as an independent predictor factor of the coronary atherosclerotic disease.
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T AW T A Je S N 8 35k TR 4 v I 1 S i, A
BE PRI 7K P 18 B 7 o9 D A 5 g o PR R 93 L 1
HZ ot oo™ . 20 R BoR, EREA 37
( connexin37, CX37) &K C1019T £ 2545 e Al
CUFEFE (myocardial infarction, MI) FJ & 97 % V) #H
K9 B 5% CX37 FEH 11297D it £ A 5 i O
TRRERME IR R D . A B AR EIL T
DU X B2 NHE CX37 2 A 11297D £ A1 A
THOL I BRI 5 B R gt PRI R DR 1

1 MREHE

1.1 X%

2005 45 H £ 2006 46 10 A AN ERX L E IR
NARITERIRERZAD N E LT ORNEH
196 Bl H E R B ORA, £+ F 152 6, & 44 6], F
F4h 50.3 6.1 . 2 EHKFEIHE LR
&R HEDW, DA E: 20— X EFETRI
REZTERQXEERE 250%, B F 4 1979 &£
WHO T8 m W AR . xF B 41 218 ]+ 5 122 1,
496 |, FH EH 49.9X8. 1 &, AEH T REAT
TR E R EH B E R E< 50 % T i K
AR CHLEMIEE . AR RSB TG K F
W E AL A X X ik A R AN E A R, B
&, FARAG, F. B RAF R aMRR, BRI
B EFREROE; 2 WA RN R B EITRAALSR
REFBHEFHERESH.

1.2 7%

% DNA B, MEE# ki 3mL E T4
LW 7% — 49 (EDTA-Na,) 1.5 g/L By 4t &
FOEAENR/ AR, AACEBEARERRER
A DNA. ##EE G 37 Z£FH 112970 £ FH A& A,
FHEIMEARAEER M- R& KL AHE
( polymerase chain reactiorrrestriction fragment length
polymorphism, PCR-RFLP) . 5|47 & £ & & 4 T 42 /2
&4 &, £ Pl: 5°-GGA GCC TCA TTG CAA GIT
GI-3", T P2: 5°-TGA CTG TTC CAT AGG GIG AG-
3. 25 ML PCR R R K & H:10x Z Wik 2.5 WL, 2.5

mmol/L. dNTP 1.0 HL, 7| #7 % 10 pmol, 4% DNA 0.2
Vg fTaq B 2 U, =8 F A E 25 WL, PCR K5 4
#:95 CHAZ % 5min /5,94 CH M 30s~ 51 CiE ok
30s 72 CHEM30s, 330 MEF; 2 CREEF S
min. § /&, B 5 WL PCR # 3 =4 fm A\ 1 UL [R & %
PV HE Hinf 1, B8 47 7= 4 T 37 CAOB M LK, 3%
B R R PR B v i WU Bl 47 4%
1.3 SitZE4aIE

FRAAH KA SPSS 13. 0 N HF L % ko T EHR
PR xts 2T, AEAHERERA bk, £EA
FEMEFEMER L RAME AR ETE. X
I F o & H A By Hardy-Weinberg T # /5 412 B, %
AMEFAFAENECEFRFELRRA DR X X
#36, OR 18 F2 95% H 1z X [8](95% Cl) k=~ £ H 5 %
J% 8] B9 X BX 58 o Binary Logistic Bl 3 F kR IF £ ¥
HORERERwER . F8H AERE BB &
JE B RO R e i JE R A R & VT BB o 4 R3E R
. P<0.05 H ZRAHKTFENL.

2 &R

2.1 RIS AIIERFH

ek a9 4 55 A TR e A e L RTORE R
ST I B T IR X A (P< 0.01) .
PR ZEL )4 15 42 B i B B AR A v IR TILRE 0 B 3 2% =
EGHFEE L (P> 0.05) o A& T 6 AR R
S JHTE BE (total cholesterol, TC) 7E 95 %1 2H i % B 240
Ak, H Il = BE (triglyceride, TG) Ik % B 88 H IH
FiZ(low density lipoprotein cholesterol, LDLC) Al 5% f&
A 2% A H [ B ( high density lipoprotein cholesterol,
HDLC) P Z R TLgiit e (K1) .

* 1. BREOmE T RER—RRIGRZR

P LR ek a5 21 X AR
(n= 196) (n= 218)
FW (%) 50.3%6. 1 49.918. 1
PERBIEL (53 L) 152/ 44° 122/96
ERIEH (ke/m?) 22.31%3.04 22.07%3.20

TR SR 96 (48.98%)* 64 (29.36%)

o AL 101 (51.53%)*" 89 (40.83%)
PR 38 (19.39%)* 19 (8.72%)
7o i ML 94 (47.96%) 95 (43.58%)
TC (mmol/L) 4.69 £1. 07 4.46 £0.79
TG (mmol/L) 2.15%1.51 2.01£1.41
LDLC (mmol/L) 2.577%0.58 2.47 %0. 49
HDLC (mmol/L) 1.45%0. 35 1.38 +0. 35

ay P< 0.01, 55tHIBAIELE .
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2.2 EEER3ERB SR

B A 37 B 11297D 475 PCR P43 18 Fr
BEK/INA 214 bp, BF 58 K ILZ AL SAEAE AG BRI
N/ ERRZ M. SRE NV Hinf iviB0S,

FLPKGE R AT W = R R AL T B (&5 Bl V) AL A Y
M c 1 2

2000bp
1000bp
750bp
500bp

250bp

100bp

1. EEEA 37 EE 11297D %751 PCR ¥ Hinf iv BEYH KR

DD 4i AR, 51 4ia R

2.3 EREZER3TI11297D SAMEEBMEMER
SR A BB R S LRI A

PR A 37 £ 11297D £ MR R A (1 &Y,
ID 24, DD AY) 43 A 4 F A B R ek o0 o 2H 9 44. 39%
47.45% 1 8. 16% , 1EXT AN 47. T1% , 44. 04% Fl
8.25% (X'= 0.51, P= 0.77) « 1 Z5Ar3EP M D & 47
B[R oy A AR AE B WO R A N 68, 11% Al 31.
89% , 7EX HE 4N 69. 729% il 30. 28% (X = 0.25, P
= 0.62, OR= 0.93,95% A/ {5 X [A] 24 0. 70~ 1. 24),
i DR 2R 57 23 AR A5 o7 5k R A3 2 7 79 4L ) LG L 22 e 30 T
Gt X (P> 0.05); D S 3 K #E A # (ID+
DD) 7E 7 O 9 41 A0 % HEZH 43 3 8 55. 619% i 52.
29% , 5 T 4l & 1 FH L, & 000 19 28 98 XU 76 7 4

AG i &7, BEYIF=4) 8 111 bp #1103 bp), DD £

(ANEEEYINL R AG SRR AL, BEY) ¥4 214 bp),
ID B Z« A, 74108 214 bp< 111 bp F1 103 bp) o H
FEEYI G P2 A0 111 bp F1 103 bp 75 4515 AH B UL,

B GE RAEos— 26 (B 1)
3 4 5 6

214bp

111 (103) bp
M 4 DL 2000 Marker; C A% 1, 2, 3, 6 NZABTF; 4N

)2 34122 L (X = 0.46, P= 0.50, OR= 0.
87, 95% Al {5 X [H= 0.58~ 1.30) . X MI & 34T
TEAH oA, &5 B R B 11297D 5 [K] AL A5 A 3 R 43 A
BREEAE MT LRI I AL F) 25 R B 4824 (X = 0.
24, P= 0. 89, OR= 0. 89, 95% A {Z [X [} 0. 55~ 1.
45;X°= 0. 13, P= 0. 72, OR= 0. 93, 95% W] 1 [X [d] Jy
0.63~ 1.38) (% 2 M 3) . 4 Hardy-Weinberg i 1%
P A, BT A B IR B 4 A 7E A AN B R A
G A, RARARARM . H Binary Logistic [l
VAR IE 1 3] < 4F 3% BMIL re5 1ML 1 < 0% PR 973 =1 i I AE
ESERW R PSR [N S N PSR
gk /U 9 R PR BT i [ R 3, CX37 2 A 11297D £
S B 0o o B B AR M

£2. BEABOREAMFIBLA CX37 £FE 11297D M ERRMSEFMEEMESH

SERIH S for B R
%[éﬂ n
I 1D DD ID+ DD I D
HRGE O 4 196 87 (44.39%) 93 (47.45%) 16 (8. 16%) 109 (55.61%) 267 (68.11%) 125 (31.89%)
X RH 218 104 (47.71%) 96 (44.04%) 18 (8.25%) 114 (52.29% ) 304 (69.72%) 132 (30.28% )

3. LAAEIL A FNXT BBLE 11297D S EERMEMER AR S5

FEF A EanE 3
Pai| n
1l D DD ID+ DD 1 D
O IUIFEA 85 38 (44.71%) 40 (47.06%)  7(8.23%) 47 (55.29%) 116 (68.24 %) 54 (31.76% )
gl 218 104 (47.71%) 96 (44.04%) 18 (8.25%) 114 (52.29%) 304 (69.72%)  132(30.28%)
3 it SRR L fi B M S L9 L 2

e Lo — ol A% PR B A PR R SR R
FITER ) 25 32k PR 38 A% PR 0, 3 46 R B R DAL

P, SRR R H s E o
ML BE A RS 4 52 DR L3l R e 3k DR
AN 28 5 PRI 78 07 ¥ (0 N Y, % B 28 b et Lo ) &
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N5 BEROFEMR . ERREY R
— Bz A0 AR T B K PR 4 B RSP LA A
B, FEIES AT VL0 AR PR 40 A R4S
5 B SR S L R AR I BE L 3 E AR
YiJE i AR g T, SRR R, CX37 T g
EAE " MR EMIRA 37 HEEAE
RAH B, B2 3 As BEHRIITE i, $278 CX37 2 [FH
AT REAE AN B 543 J5 BE SR TE st #2 i — R 4 P
BEWS 5 As EERE" .

% WL % 7R, CX37 2 A C1019T 2 &5
O R M (0 895 25 ) R 51 (B 5% CX37 2 A
11297D A7 S 3R N/ B2k 22 25 5 5 00 95 1 SR B
Mrig H A 23 10— e e 4N ™, B Al E Py sh M TE AR
KARIE o A 55 R FH 5% 126 J5k BB 451 — BRI 9 ) 382
&5 7%, RO i R I AR AL HB XN B HE4T CX37
FLH 11297D A s ) 3 R B R 0, &5 SR e I 3 [ A6 7
DURNBEAE ZAL S FIREAFTE S AG B 1) 3 N/ 5t
KL, BIERN A A Dk BR A Ty, BAG R
M. CX37 FE[E 11297D 22 214 73 A7 75 75 41 1] 13
PLT &4 BER % (11+ ID) N3, DD &EFEAUR D
SEALEE N/ WA, S 5 B AT R iGE
ARALL. AR, 2R 0H] b o 6t MT B it AT W4l 9y 2 5
IR, 11297D H& IR B 0 55 457 455 R 43 A1 A0 26 7 99 191 2
MR ZER LS %E L. AR
11297D i &Gt F R E B A, 5 HANH
W REA—2, WA RN REAR R —H,
WP R T S PR R 3 22 7 5 @R i 9
Pt et F AT VEAN ], DA R0 1) 2 FEAL R B
S O A7 A BN RGRE o A M 5 8 T
KK, MR ZSETFATREAZHEANFR
R TRE O ST TN PR 2

HATS T CX37 2 2 4 M B B0 L AN E
. HFHEMEN, CX37 B A FATAT 2 SRR
HAE T B R R 45 B 41, 1 e B 55 2k R i
G I E A RIEIKF, B0 52 m 7607 [ R A i
SRIM, BT O & — P 2 TR R 2 ik DR A% MR
i, B — UM B R (B B — 2 A A A I RS T ]
REXT B0 I R A= AR OSHE L - RIS, BT e
I ZE T R AE RS VIR B RS 7 AL B R S
R R4 SR R AR, 748 BB fEE — €M
ZE k.

AR T, TR B L7 DU N B A B IRk
BT CX37 2 F 11297D £ &5 5K 6009 B AH 9%
KRR, G RRIZA S5 5RO R A T &
FHORE, 38R 11297D 23V RT B8 A & i [ A6 7 BUiR

N R R O R I 5 R R 2. AR, T AR
FUN T BB AL B TR AT IR 2 R Sy
JZ SRR B /D>, AEAE B BRI  HL X 22 2 55 Ry
PR, Rk AN B 2 A1k 78 29 IR 98 SRAIE S2 i B2 R 2
A% TR O BRI . CX37 FEE 11297D £ 451 5
5 L9 A U1 96 2R B A O LB o R TR AR L 7 75 &2
G ORFEAS 11T BE 14 BT 58 % A 40 B K ST ) e 2
T — PR A
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