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Matrix metalloproteinase gene polymorphisms
as a risk factor for coronary artery lesions in Kawasaki disease
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Kawasaki disease (KD) is a multi-systemic vasculitis that leads to coronary artery damage and coronary artery lesions (CALs).
Recent studies have demonstraied that patients with Kawasaki disease have elevated expression, activity, or serum level of
matrix metalloproteinases (MMPs) and MMPs promoter polymorphisms modity each transcriptional activity in allele specific
manner, Therefore, an evaluation of the genetic conlributions of the MMP genes to the development of CALs in KD patients
would be beneficial for the prediction of CAL formation. However, it remains unclear whether the lested MMP polymorphisms are
associated with KD or CAL formation. To firmly establish the association between MMP polymorphisms and the development of
CAL in KD, further large—scale studies are required in other populations. () Med Life Sci 2009:6:92-97)
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Figure 1, MMP-9 gene polymorhisms
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Figure 2, MMP-3 gene polymorhisms
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MMP-9, Matrix metalloproleinase=9:

NFxB, transcription factor NFxB binding site:

SP1, transcription factor SP1 binding site:

AP1, transeription factor Ets binding site:

TIE. transforming growth factor 81 inhibitory elemeni:
TATA, TATA box: S, signal peptide:

Pro. Propeptide: Cat, catalytic domain:
Zn, Zinc active site! Fn, Fibronectin domain:
Hpx., Hemopexin domain
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MMP-3. Matrix metalloproteinase—3;

SPRE, stromelysin platelet derived growth factor responsive element:
SIRE, stromelysin interleukin—1 responsive element:

Ets, transcription factor Ets binding site:

APl transcription factor Ets binding site.

TATA, TATA box: 3. signal peptide:

Pro, propeptide: Cut, catalytic domain;

Zn, Zinc active site: Hpx, Hemopexin domain
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