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Abstract: Objective To investigate the relationship between rs660599 polymorphism in matrix metalloproteinase 12
(MMP-12) gene and atherosclerotic cerebral infarction ( ACI) in Liaoning Han population. Methods A total of 213 ACI
patients were screened in Liaoning Han population as case group and 197 healthy people were served as control group at the
same time. The improved multiplex ligation detection reaction (IMLDR) was used to detect the rs660599 polymorphism in
MMP-12 gene to explore the differences in genotype and allele frequencies of rs660599 in MMP12. Results  There were no
significant differences in rs660599 genotype distributions ( GG genotype, GA genotype and AA genotype) and allele (G and
A) frequency between two groups (P > 0.05) and also in them of the constructed dominant and recessive models.

Conclusion The rs660599 polymorphism of MMP-12 gene may not be associated with ACI in Liaoning Han population.
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