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WFZER R OEZE (3£30) : Keloid is characterized by excessive deposition of collagen, resulting
from aberrant extracellular matrix (ECM) production and degradation. Previous studies have
demonstrated that collagenases such as matrix metalloproteinases (MMPs) and tissue inhibitor of
metalloproteinases (TIMPS) are involved in producing and degrading ECM in normal wound healing and
that fibroblasts have a crucial role in the expression and activity of MMPs and TIMPs during the process
of healing. The present study indicates that MMP-2 activity can be promoted in keloid fibroblasts
between collagen bundles in cooperation with TIMP-2 and MT1-MMP. This could contribute to
remodelling of collagen bundle regions and invasion of fibroblasts into peripheral normal regions through
promoted degradation of ECM.
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