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A study of the mechanism of reparative dentin by Enamel Proteins.
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We found the secretion of MMP-2 from the HUVEC was significantly enhanced when the exposed

EMD. This result was reflected by increases in both protein and mRNA levels. The elevation of MMP-2

secretion which we observed following addition of EMD also provides a possible mechanism to account

for the adverse change in MMP-2 activity.
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