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Objective To evaluate the association between C291T polymorphism in the coding

inhibitor gene with cerebral infarction Department of
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[Abstract ]
region of thrombin activatable fibrinolysis inhibitor (TAFI) and cerebral infarction in Chinese Han
Methods
(PCR-RFLP) was used to determine C291T polymorphism in the encoding region of TAFI gene in 173
Results The frequencies of CC
genetype and T alleles carriers of C291T gene were 53.2% (92/173) and 46.8% (81/173) in the case group
and 68.4% (108/158) and 31.6% (50/158) in the control group, respectively. Chi-square test showed
significant difference in the frequencies of these genotypes between the two groups (P<0.05). The
frequencies of C and T alleles were 70.8% (245/346) and 29.2% (101/346) in the case group, and 81.9%
(259/316) and18.1% (57/316) in the control group, respectively, also showing significant differences

population. Polymerase chain reaction-restriction fragment length polymorphism

patients with cerebral infarction and 158 healthy control subjects.

between the two groups (P<0.05).  Conclusion C291T polymorphism in the coding region of TAFI
gene is significantly associated with cerebral infarction.
[Key words] Thrombin activatable fibrinolysis inhibitor gene;  Single nucleotide polymorphism;

Cerebral infarction
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Tab.1

region of TAFI gene and the allele frequencies with cerebral

Association of C291T polymorphism in the encoding

infarction
- DY LU R 265 A DR R R
415 1%
CC(%) CT+TT(%)  C(%) T(%)
MAEAEAL 173 92(53.2)  81(46.8)  245(70.8) 101(29.2)
Xt B 41 158 108(68.4) 50(31.6)  259(81.9) 57(18.0)
Y 1E 7.952 11.306
PlE 0.005 0.000

G A5 58 20 5 % B2 BE H TAFT 5] 4 15 X
C291T 1y 5 K 7 43 43 24& Pearson )* K B ¥ £F &
Hardy-Weinberg ~F- i , ixi i 4L 2 *=1.761,P=0.415
X} B4 y*=0.479,P=0.787, FH] TAFI F [H 4 5% X



. 256 - AR 4 B2 2% 2009 4E 3 H 85 8 4% £ 3] Chin J Neuromed, March 2009, Vol.8, No.3

C291 T st 1y 35 PR AU 3 A 78 e F 92 (i N b 2 35 3
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HEBE £ U | L OCHK 58 B2 OR=1.48,95%CI(1.12,
1.96) ;T S5 A3 5 A 4l 45— 6 A 20 XU B sy | L G IG
38 OR=2.61,95%CI(1.13,6.00).
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