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In this study, AEA (Anandamide), CGRP (Calcitonin gene—related peptide), VIP (Vasoactive
intestinal peptide) and SubstanceP induced MMP-2 production in HPC (human cells dental
pulp cells) in culture. HPC expressed all 3 types of AEA receptor (CB1, CB2, and TRPV-1).
AEA-induced MMP-2 production was blocked by CB1 or TRPV-1 antagonists and by small
interfering RNA for CB1 or TRPV-1. Furthermore, c—jun N-termial kinase inhibitor also
reduced MMP-2 production. We demonstrated for the first time that AEA induced MMP-2
production via CB1 and TRPV-1 in HPC.
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Metalloproteinase—2 Production through

Cannabinoid-1 Receptor and Transient
Receptor Potential Vanilloid-1 in Human
Dental Pulp Cells in Culture.
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