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Polymorphism of PAI-1 gene in patients with primary

immune thrombocytopenia
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Objective: To investigate the clinical significance of fibrinolytic enzyme activator inhibitor-1 (PAI-1) gene
polymorphism in patients with primary immune thrombocytopenia (ITP). Methods: Forty-six patients with ITP
were enrolled to identify 42 patients with thrombocytopenia secondary to systemic lupus erythematosus (SLE)
and 33 patients with thrombocytopenia secondary to infection as control. The PAI-1 gene polymorphism was
detected by fluorescence staining in situ hybridization sequencing. Results: Of the 46 patients with ITP, 33 had
a PAI-1 gene phenotype of 4G4G, 9 were 4G5G, and 4 were SGSG. Of the 42 patients with thrombocytopenia
secondary to SLE, 30 were 4G4G, 5 were 4G5G, and 7 were SG5G. Among the patients with thrombocytopenia
secondary to infection, 3 were 4G4G, 23 were 4GS5G, and 7 were 5GSG. The PAI-1 gene 4G4G type was similar
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to the PEI-1 gene 4G4G type in patients with ITP, but it was statistically different from the PAI-1 gene 4G4G type

secondary to infected patients (P<0.05). Conclusion: The PAI-1 gene of ITP and thrombocytopenia secondary

to SLE is mostly 4G4G, while the patients with secondary thrombocytopenia are mostly non-4G4G. Detection of

the PAI-1 gene polymorphism in patients with ITP is expected to assess the risk of thrombosis and the potential

for progression to SLE.
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Table 1 Clinical features of thrombocytopenia patients
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