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[ ABSTRACT] Aim To explore the association of fibrinogen gene polymorphism with hypertension ischemic complications.

Methods The Fibrinogen B~ 455G/A gene polymorphism was identified by polymerase chain reactiorr restriction fragment

length polymorphism ( PCR-RFLP) in 149 hypertensive cases without complication, 124 hypertension cases with coronary heart dis-

ease and 148 matched controls by age and sex.
all cases.
trols (P< 0.01) and hypertension patients ( P< 0.05) .
both patients and controls.
brinogen levels than the younger ( P< 0. 05) .

Hardy- Weinberg equilibrium ( P> 0. 05) .

Turbidimetric assays were performed to measure the plasma fibrinogen levels of
Results The plasma fibrinogen level in coronary heart disease group was significantly higher than that in the con-
The A-allele was associated with elevated plasma fibrinogen levels in
In A-allele carriers with coronary heart disease, the older people had significantly higher plasma fi-
The distribution of B~ 455G/A gene polymorphism was in accordance with the
The A-allelic frequency in the coronary heart disease group was 0. 238, significantly

higher than that in the control group (0. 152) and hypertension group (0. 171; P< 0.01), but there was no significantly differ-

ence between the control group and hypertension group ( P> 0.05) .
coronary heart disease in the hypertensions carrying A-allele (GA+ AA genotype) increases 1. 637 times.

study demonstrates that fibrinogen is the important risk factor for the cardiovascular diseases.

fected by both genetic and environmental factors.
coronary heart disease by regulating plasma fibrinogen levels.
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Logistic regression analysis showed that the relative risk to
Conclusions The
The plasma fibrinogen levels are af-

The fibrinogen B— 55G/A gene polymorphism may influence the progress of the

Genetic factor is associated with coronary heart disease.
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G3 . XFAPCR BEAY #4572 DNA F B. B4
1 PCR 747 20 WL /A PR % X Y158 Hae @ % [E Pro-
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Table 1. Comparison of clinical characters in hypertension

group, coronary heart disease group and control group (; *y)

P EHARA  mEL R
(n= 148) (n= 149) (n= 124)
5 (5 %) 8563 79/70 68/56
T (%) 65.317.4 65.418.3  66.8%5.8
I EIEEL (kg/m?) 26.5%12.8 26.9%3.2 26.7%2.9
WA ( f8) 70 61 58
W (mm He) 126 11 153 16 154 £18°
# 5% (mm Hg) 78 £6 88 9" 89 +9°
SUIHEEE (mmol/L) 5.2%0.9 5.2%1.0 5%1.0
LDLC (mmol/L) 1.2240.22 1.19%0.27 1.18%0.25
H i =B (mmol/L) 1.7%0.6 1.7%0.7 1.8 %0.6
FHEEOR (¢L) 3.010.4 3.0%0.5  3.5%0.6°

a: P< 0.001; b: P< 0.01, 5IE ¥R,

2.2 EREFBDH

FEA YR R B PR % st ah & Bl — 455
FRAFERAIEE B e, SRR (G) BEARIEMS(A) BT
R, B G455A 485, RINA 455G/G.455— G/A F 455
- A/JA ZFhEERA, R A4S T (EFEE GG) 17
TERR % 3 ) B8 Hae @ P94 1R 50 467 55, PCR 7= %)
7E AR U I, T % 343 bp+383 bp A1 575 bp =AMKR
S B Y G- 455 SRR R BE A- 455 SF A AL A
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HUAR(FE R A AA) B, T 2K 2% Hae @1 DI 14, T2
F% 343 bp £ 958 bp PIMFF M B B A — 2% B
PR5eA8 (LR GA) i, TUFE K 343 bp.383 bp575 bp
1958 bp PUANRE 714 B B (B 1, Figure 1)

M GG GA AA GG

1. DNA /=% Hae GBSY] /5B KBS
Figure 1. Picture of Genotype fragments of fibrinogen gene
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2.3 ERFEBSH

YR H 5 B- 455G/A BRI 2 S TEAE R 7N
HH IR 20 A5 3 2R 75 & Hardy- Weinberg - 47 (75 IfiL & 25
X’= 1. 175, P= 0. 556; & 0B 41 X = 2. 734, P= 0.
255; WAL X = 0. 156, P= 0. 925), B BIAR FE AN
FERABRAERNE, AMEEERE R dORA A
SR IERIFR K GA A1 AA FER BUSRR B B & T &
R ZHAT G B2 ( P< 0. 05; % 2, Table 2) o A %54
FERAE A 2R A4 1 5K 3 & T RA GG %
HAIE(P< 0.05; % 3, Table 3) . A CHRAD A
LA HE R MR AT 4 8 A R KPR Y =
EF#EHE(P< 0.05), MTE GG JEPK Y i 47 4 5 (1 )i
TR Bl 4 18 A2 (AN BH {2 (3R 4, Table 4) o

Table 2. Comparison of frequency of fibrinogen genotypes and alleles in coronary heart disease group, hypertension group

and control group

B A EAvE:S
gy 4l n
GG GA AA G A
AE X I ZH 148 107 (72.3%) 37 (25.0%) 4(2.7%) 0. 848 0.152
e L 21 149 105 (70.5%) 37 (24.8%) 7 (4.7%) 0. 829 0.171
568 09 4L 124 77 (62.1%) 35 (28.2%) 12 (9.7%) 0.762 0.238*

a: P< 0.05, 5IEHSTRALE.

&3 TRIEFEREEMRAHEELDFEKFELER

Table 3. Comparison of plasma fibrinogen levels in three geno-
types of coronary heart disease group, hypertension group and
control group ( ¢/L)

5 A GG GA AA

TE % HR AL 2.9%0.4 3.2%0.4° 3.4%0.2"
o0 I 20 2.9%0. 4 3.3%0.3° 3.8%0.6°
ek OV 2 3.330.4 3.7%0. 7" 4.4%0.7°

a: P< 0.05; b: P< 0.01, 5 GG ZEFBILLEL,

3 it
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HIHOMEFRIENREREFR T EE/EM. 4
Y B DA v IR AR AR B R E R B R A T
e 41 4 B 1 R0 30 30 Ak S R A Ak % A T R
R, BT ET 4 B A R 5 e I e 2 0 o <5 B
RSB ARCRE I R AR %, TE LR IfL R A8 5 14 [R] B
T I P AR VR T T BRI B ARG v L 26 IR R E ()
RAER,

KWL R R, 7O A 257 3 R AT % K
GAAA LA = T il B4 (P< 0.05), B E &
FXELL(P< 0.01) . Logistic [0 V43 #7 & I, F74E
1M SR AT R 1 v I s SR R A e o PR S R B v
63.2% o H— D ULHXF KA 4 E A JE BT X
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* 4. BEFRDERTEERFEREMRAHEEBRK TR

Table 4. Comparison of plasma fibrinogen levels at different ages in three genotypes of coronary heart disease group,

hypertension group and control group (¢/L)

& & TEH XA o I 21 RN )

GG GA+ AA GG GA+ AA GG GA+ AA
<55% 2.79 %0. 33 3.08 %0. 17 2.98 £0. 37 3.06 0. 69 3.27%0.39 3. 66 +0. 62
55~ 65 % 2.82710.40 3.23+0.42 2.94 %0, 38 3.37%0.47 3.27%0. 36 3.74 £0. 69
> 65% 2.9010.37 3.3020.36 2.9710.41 3.5210.52 3.3810.49 4.3810.94

e e SNV G =T = =R R ST MY Y8 S A
BN . de Maar 25" 78 — TR IR 3 Jik 346 5 A AL 28
% (coronary artery disease, CAD) [ B 50 1 & B, 7F -
455AA B[N 7Y BB F 8- 455GA .- 455GG R B
CAD JR it R HR, G/A- 455 Z &1 5 CAD KL
BR. HEMTTHE A- 455 S F 5 T H5m 2
AfEEAFE SRS, SEESM KA 4EED
JEAKF, T R CAD HEJ (% HE 22 2 Tl . Weng 5
X 135 A NS K EE CAD &3 K L4 40 i 3R 4
S A AR . R4 A R B- 455G/A
L1553 CAD A 5%. 1H Folsom &' t145 T
e AR B- 455G/A £35S CAD 2 [A] G B 48
K, BIRAHERR T BB A7 7> 2, {H - 455G/A JF
A SN X CAD (W E L EE . X ATRE
kR0 SRR ZE A %, AT 58 R Dy 98 A8 S5 4 B [H]
o R SRR, R TS B, AU T Fe i a1 e HE
FRIETA BN RZIME K.

A FALERS AT o 1, BRI Ol A 254
B & (GA+ AA) I 41 4 8 A /K1 B 4F %
Hhn 27t E s, mH K A 4R A R K3
Bl ok, Hdh R > 65 % 3 i 3 47 4 5 (1 5 K
FEHE AT 55~ 65 8%, B T< 55 8%, HHTE
A SRR A, RS T R R A 4 B R K
FREERE.

BRI, A4 AR B 455G/A FEIH £ &4
A B I8 5 I I 2R A 4 B 1 K ORI O R AR
RIEW G IRR R, FF 0l 5o 5 F 0 S5 H E 1 [F 51
LT YE R AR A S 20 W A AR Ak, 380 5 095 Y 2B
R LT YRR 19 R B- 455G/ A FEK 22 25 1k i 4G

SRR CVD 1 5 AR R R T I0R )T
HAERZEZ L. Xt CVD 5 BR300 0 25 e
TG 1 o> AL A .
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