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4G/5G Polymorphism of the plasminogen activator inhibitor-1

in myocardial and cerebrovascular infarction:a primary study
ZHAN Mei , ZHOU Yuling , HAN Zhongchao
State Key Laboratory of Experimental Hematology, Institute of Hematology,
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{Abstract] Objective To investigate the relationship between the 4G{5G gene polymorphism of the plasminogen
activator inhibitor-1 (PAI-1) and myocardial and cerebrovascular infarctions. Methods  The PAI-1 4G/5G genotype was
identified with allele-specific polymerase chain reaction (AS-PCR) in 56 myocardial infarction patients, 54 cerebrovascular
infarction patients and 83 unrelated healthy controls. All subjects’ clinical features and plasma PAI-1 activity levels were
tested as usual. Results The PAI-1 genotype distribution frequency of the single guanine deletion/insertion 4G{3G poly-
morphism (which was sited at -675bp upstream from the start of transcription) was significantly different between the pa-
tients and the healthy controls. In myocardial infarction (MI) group, the 4Gf4G-genotype frequency was noticeably in-
creased (71.40 % »s 30.12 % ) while 4G/5G -genotype was decreased (25.00 % o5 62.65 % ) as compared with the
control one. In cerebrovascular infarction (CI) group, the frequencies of both 4G{4G- and 4GfSG -genotypes were lower
than those in the contral one ( P<{0.001). Moreaver, the plasma PAI-1 activity level in MI group lowered with decrease
in the 4G allele. In CI group,the 5G{5G frequency was markedly higher than that of the control one {( P<0.001). The
plasma PAI-1 activity level in CI group was elevated with increase in the 5G allele. Conclusions  This study indicates that
the 4G/5G gene polymorphism of PAI-1 probably associated with the risk of myocardial infarction and cerebrovascular in-
farction. This deletion/insertion polymorphism is probably an important hereditary risk factor.
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