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Study on association of serum matrix metalloproteinase-9 concentration and gene -1562C/T polymorphism to childhood asthma*
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Abstract : Objective To explore the association of serum matrix metallproteinase-9 (MMP-9) concentration and gene -1562C/T
polymorphism to childhood asthma. Methods The serum level of MMP-9 was determined by sandwich enzyme-linked immunosor-
bent assay (SELISA) method in 65 children with asthma (case group) and 68 healthy children (control group),and the polymor-
phism of MMP-9 gene -1562C/T was detected by polymerase chain reaction and restriction fragment-length polymorphism (PCR-
RFLP) analysis technique. Results The serum level of MMP-9 in case group (136.53%29. 96)ng/mlL was higher than that in con-
trol group[ (45.08+12. 53)ng/mL, P<C0. 05)]. The frequency of CC,CT,TT genotype in case group and in control group were
67.7%.,29.2%,3.1% and 73.5%,25.0% ,1. 5% ,and the gene frequency of C and T were 82.3%,17.7% and 86.0% % ,14. 0%
respectively. There were no statistical significance in genotype and gene frequency between case group and control group (P>
0. 05). There were no statistical significance in serum level of MMP-9 of case group and control group among children with different
genotypes (P>>0.05). Conclusion The serum level of MMP-9 is closely associated to the occurrence and development of childhood
asthma, but the polymorphism of MMP-9 gene -1562C/T have no correlation with the pathogenesis childhood asthma.
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