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B Brief Communication B

Analysis of Single Nucleotide Polymorphism of MMP3
Gene in Korean Genome

Su-Mi Kim, Su-Won Kim and Min Yoo'

Department of Biology, Keimyung University, Taegu 704-701, Korea

MMP3 (Matrix metalloproteinase-3) is an important gene in the development of cardiovascular and metabolic diseases.
It is also reported that the genotype of MMP3 could be a factor for disease conditions. So, SNP analysis is a prerequisite
to study MMP3 related diseases. However, statistical data or analytical reports of this gene in the Korean population is
not available. We have employed PCR and ARMS technique to amplify the position of Lys45Glu which is located within
chromosome 11¢22.3 and exon 2. Genomic DNA were extracted from 201 people. We found that, 17 individuals had the
wild homozygote type (W/W, 8%), 98 individuals had the SNP homozygote type (S/S, 49%), 86 had the heterozygote
type (W/S, 43%). This study should facilitate research on the cause of cardiovascular diseases due to polymorphisms in
the MMP3 gene and to develop further therapy at the genetic level.
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Table 1. Sequences of MMP3 gene primer for the Amplification
Refractory Mutation System (ARMS)

Name Orientation Sequence (S;IZZS
MMP 1F1  Sense cta gaa aac tac tac gac ctga 22
MMP 1F2  Sense cta gaa aac tac tac gac ctg g 22
MMP R1 Antisense  atg tga gtg gag tca cct ctt 21

Table 2. Sequences of MMP3 gene primer for the amplification
of wild type sequence

. . Size
Name Orientation Sequence
d (bp)
MMP F Sense cta gaa aac tac tac gac ctc 21
MMP R1 Antisense atg tga gtg gag tca cct ctt 21
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Fig. 1. Electrophoresis of PCR products in Lys45Glu poly-
morphism analysis of MMP3 gene by ARMS. Wild homozygote

type (W/W), SNP homozygote type (S/S), heterozygote type (W/S).
Size marker: 100 bp ladder.
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Fig. 2. Ratio of Lys45Glu polymorphism of MMP3 gene by
ARMS. Among 201 samples, 17 were turned out to be wild
homozygote type (W/W, 8%), 98 were SNP homozygote type
(S/S, 49%), 86 were heterozygote type (W/S, 43%).
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