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[Abstract]  Objective To determine the prevalence of beta-fibrinogen gene -455G/A, -148C/T
polymorphisms in Chinese Han population and to investigate whether they were associated with pulmonary
thromboembolism(PTE). Methods The subjects consisted of 101 patients with PTE and 101 healthy
controls matched with age and sex, from the same geographic area. All patients were diagnosed by high
probability of lung ventilationfperfusion scan and/or multi-slice CT pulmonary angiography as well as
medical history and clinical manifestations. Genome DNA was extracted from whole blood using KI-phenol-
chloroformn. Genotypes and allele frequencies of fibrinogen beta gene -455G/A, -148C/T polymorphisms
were examined by polymerase chain reaction-restriction fragment length polymorphism ( PCR-RFLP).
Restriction enzyme Haelll and Hind[[[ digestion were used for detecting -455G/A, -148C/T polymorphisms
respectively. Results Regarding fibrinogen beta gene -455G/A and -148C/, the allele frequencies G and A
of fibrinogen beta 435 in the controls were 0.931,0.069 while C and T of -148 were 0.777,0.223
respectively, which were in good agreement with Hardy- Weinberg equilibrium. There was significant
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difference of -455G/A genotype frequencies distribution of AA, GA, GG between cases and in controls
respectively, but no significant difference was found in the -148C/T polymorphisms. The frequencies of
mutation allele -455A were 0.193, 0.169 in cases and in controls with P< 0.05 but there was no
statistically significant difference of -148T allele. The presence of A allele of fibrinogen beta -455 was found
to be a greater risk [actor in cases than in controls. The odds ratio{ OR ) of GA and GA + AA were 3,723
(1.786-7.759),3.749(1.842-7.630) , respectively. When compared with GG genotype, the P value was
0.0001. Conclusion There was a complete linkage diseguilibrium between fibrinogen beta -148C/T and
-455G/A found. The frequencies of -455A, alleles in PTE disease were apparently higher than that of

healthy adults but there was no diferrence in -148T alleles.
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