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[Abstract] Objective To investigate the relationship between plasminogen activatorinhibitor-1(PAI-1)
4 G/5 G gene polymorphism and local homeostatic activation of PAI-1, D-dimers(DD), activated factor VIl (F
WiiTa) and P-Selectin(CD62P), on patients under percutaneous coronary intervention (PCI)procedures, and to
evaluate its prognostic value on acute stent thrombosis by gene polymorphism analysis. Methods 20 stable
angina patients with a 70% diameter stenosis by visual estimation during angiography and a clinical indication
for revascularization were selected. Lesions were treated with the use of standard interventional techniques,
both stents implantation underwent with adjunctive balloon angioplasty. Simultaneous blood samples were drawn
in sequence from the ostium of the coronary artery before balloon angioplasty through guiding catheter, from the

distal coronary artery just beyond the dilated segment after balloon angioplasty and after stent implantation,
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through aspiration catheter. Markers of PAI-1 and CD62P were measured by ELISA. Markers of FVI and DD
were measured by technique chronometrique and ELISA VIDAS respectively. Prevalence of the 4 G/5 G
polymorphism was investigated using DNA analysis. Results The distribution of PAI-1 genotypes in French
people was as follows: 4 G/4 G in 30.0%, 4 G/5 G in 60.0% and 5 G/5 G in 10.0%. Among the patients, the
frequency of the 4 G and 5 G allele were 0.60 and 0.40 respectively. In patients with the 4 G/5 G
polymorphism of PAI-1 gene, the activities of the PAI-1, DD and FVla in the coronary circulation were
significantly increased after balloon angioplasty in comparing with those before balloon angioplasty (P = 0.01,
respectively). However, there were no significant differences between the levels of hemostatic activation at
ostium before balloon angioplasty and distal to lesion after stent implantation in patients with the 4 G/5 G
genotype. Conclusions Balloon angioplasty more easily induces vessel shrinkage and arterial wall injury and
transient local haemostatic activation in comparing with stent implantation. This reponse would be more obvious
in patients with 4 G/5 G polymorphism of the PAI-1 gene. Pretreatment with double chain antiplatelets might

effectively control the early local activation of platelet in patients undergoing PCI procedure. (J Intervent
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