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COMP, cartilage oligomeric matrix protein; C2C, neopeptide created by the

cleavage of type Il collagen; CTX-II, crosslinked C—telopeptide fragments of
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Attenuating effect of a COX-2 inhibitor, meloxicam on the tissue remodeling

observed in keen osteoarthritis in vivo.

Kunihiko MURAMATSU "’ , Kazuhito ASANO?’

1) Muramatsu Clinic

2) Division of Physiology, School of Nursing and Rehabilitation Sciences, Showa Unversity

Abstract

The present study was undertaken to examine the influence of COX-2 inhibitor, meloxicam on
tissue remodeling in keen osteoarthritis through evaluation of levels of both MMP and cartilage
degradation products in synovial fluids by ELISA. Oral administration of meloxicam caused the
suppression of MMP appearance in synovial fluids, when the agent was administered for 3
months. Treatment of patients with keen osteoarthritis with meloxicam for 3 months also
suppressed the levels of cartilage degradation products, COMP, C2C and CTX-IL. These results
strongly suggest that meloxicam prevents the development of keen osteoarthritis through the

inhibition of harmful tissue remodeling in keen.

Key Words: osteoarthritis, matrix metalloproteinase, meloxicam, COMP. C2C, CP1I, in vivo







