CN 43-1262/R W EBHIKAEL 245 2013 4E56 21 %

%510

931

[XEHS] 1007-3949(2013)21-10-0931-04

B 4B - 455G/A W%

- KRR -

au\ Ak '5L*L\FE’B@$

(F k% v E R ASA JHTE T kT 315700)

[X$EiE] pHheZaR; AEZIN, FUR

[ ZE] HM »¥WRHEROR(LRFLEFEORBARNBH TR -455 bp ik %
ik KA i‘éé\ﬂﬁ&%&&ﬂ&%] MR K S SWSA RN 240 ) s gk B A 240 Bl EF TR AE 6 B HERE R
ERBHTFR -455 bp b £ 5% HAMNELFAREGRATE, ER (1) BSHA GA/AA ARB R A 545
A RIR & (A 45, 4%%25 2%)iﬁm%ﬁﬂwﬂ(/\ﬁ H26.7% F2 15.2% ) , 2 F A G FE (P 3 <0.05);
(D) BOHAZARR G R A EFARRFASTHRARARAE, HALF CAABRA W LR FLEEG R
KFEEHTRAHF GCEREF HHF AARAREFE o RHERGRKFHTRALT GA ARR L £ FH %+
FEL(P3#<0.05), &it BHLFARABARIHI TR 455 bp 25 AR BCHRA R A FLELARZE S
T HAAREE, TREIYmh R HEREGRKTFERCHTERE,

[FESES] RS [SCERARIAAD] A

S$EMERCRG KR,

Association of B-fibrinogen —455 G/A Polymorphism with Coronary Heart Disease
CHEN Qi

( Ningbo Fouth Hospital, Ningbo, Zhejiang 315700, China)

[ KEY WORDS ]
[ ABSTRACT]

heart disease.

B-Fibrinogen;  Gene Polymorphism; Coronary Heart Disease

Aim To explore the association of —455G/A polymorphisms of B-fibrinogen gene with coronary
Methods 240 coronary heart disease patients and 240 normal people were involved. ~ —455G/A poly-
morphisms of B-fibrinogen gene was analyzed by polymerase chain reaction-restriction fragment length polymorphism ( PCR-
PFLP) , Results (1) The frequency of GA/AA genotype and A-allele
(45.4% and 25.2% ) was significantly higher in coronary heart disease group compared with their controls (26.7% and
15.2% ) (P <0.05).

er than the same genotype of the control group; In each group, the level of fibrinogen of patients with GA genotype was sig-

and the plasma fibrinogen was determined.
(2) The level of fibrinogen of each genotype in coronary heart disease group was significantly high-

nificantly higher than those of patients with GG genotype, the level of fibrinogen of patients with AA genotype was signifi-
cantly higher than those of patients with GA genotype (P <0.05). Conclusion B-fibrinogen gene —455G/A poly-
morphism may be related to coronary heart disease, the A-allele may be the risk genetic factor for coronary heart disease,

and maybe have contact with coronary heart disease by influencing the level of fibrinogen.
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Figure 1. Electrophoretic map of 3-fibrinogen gene —455G/
A polymorphisms
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Table 1. Distribution of B-fibrinogen —455 G/A genotypes and allele frequencies between coronary heart disease group and

control group

3L P A(f) SRR ()
V|
GG GA AA G A
X 2H 176(73.3% ) 55(22.9%) 9(3.8%) 407 (84. 8% ) 73(15.2%)
Sk L 4 131(54. 6% ) 97(40. 4% ) 12(5.0%) 359(74.8% ) 110(25.2% )

*2. MARREFEBBENRALEZLRKFE(yL)
Table 2. The level of fibrinogen in different genotypes pa-
tient of two groups(g/L)

| n GG GA AA
X HEZH 240  3.38+1.13 4.66+1.02" 5.85=+1.37¢
TR AL 240 4.26+0.97° 5.72+1.28" 6.84 +1.16%

a N P<0.05, 5% HRLH LB ;b K P <0.05, 544 GG KB i,
¢ N P<0.05, 544 GA JERAILES,
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