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[Abstract] Objective
atherosclerotic cerebral infarction ( ACID). Methods

To study the relevance of matrix metalloproteinase-1 (MMP-1) gene polymorphism and
95 patients with ACI, including 51 cases for unstable plaques
group and 44 cases for stable plaques group,and 58 cases of healthy subjects (control group) were detected for 1G or
2G single nucleotide polymorphisms at -1 607 bp in upstream of MMP-1 gene promoter region and peripheral blood
The 2G/2G genotype and 2G allele

frequency in unstable plaque group were significantly higher than those in stable plaque group,those in the two pa-

level of MMP-1. All results were compared between the three groups. Results

tient groups were significantly higher than in control group,and MMP-1 levels in the two patient groups were higher

than that in control group (P<Z0. 05). Conclusion MMP-1 gene polymorphism and blood MMP-1 level might be as-

sociated with the incidence of ACI.
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