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Disruption of biomineralization suppression mechanisms by chronic inflammation
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We tested whether local disruption of biomineralization suppression
mechanisms by chronic inflammation is involved in ectopic calcification of tendons and ligaments.
TNF-alpha and IL-6-stimulated fibroblasts from human ossified lesion of ligamentum flavum decreased
the concentration of pyrophosphate, a calcification inhibitory molecule, but the results could not
be explained solely by the behavior of ENPP1, ANK, and TNAP, which regulate pyrophosphate. When
fibroblasts were cultured in the presence of TNFalpha or IL-6 in osteogenic induction medium,
calcification was enhanced in the IL-6 group, while TNF-alpha stimulation inhibited calcification.
In a rat Achilles tendon rupture model, ectopic calcification/osteogenesis was induced, and
ossification showed a suppressive trend by anti-inflammation therapy.
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CCA, cacified cartilage area
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