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Matrix metalloproteinase -3 (MMP-3) is involved in tissue remodeling, cartilage/bone
remodeling, wound repair and angiogenesis, by cleaving extracellular matrices, growth
factors or their receptors. Recently we found that MMP3 was translocated to nucleus
and induced CTGF/CCN2 gene expression by acting as a transcription factor. In this
study, intracellular MMP3 and its functional domains, catalytic and PEX domains,
were expressed transiently, then their functions were analyzed. As results, all these
proteins entered into the nucleus of COS-7 cells without inducing cell death.
MicroArray analysis revealed that intracellular MMP-3 and PEX domain specifically
induces HSP70B/HSPA6 (HSP70B’) in 293 cells. HSP70B’ have been known to be
induced by cellular stress such as UV, infection and mechanical stress then induces
cellular tolerance against these stresses. These results indicate that PEX domain and
intracellular MMP3 drastically induces cellular protection against stresses through
drastic expression of HSP70B’.
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