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WFZERC R OMEEE (F30) : We investigated scleroderma fibroblasts as an in vitro model of
fibrosis. We have shown that scleroderma fibroblasts overexpressed thrombospondin-1
(TSP-1), one of extracellular matrix proteins, and down-regulated CD36, the ligand for
TSP-1. These phenomenon were shown to be induced by autocrine transforming growth factor—
B (TGF-pB3) signaling in scleroderma fibroblasts. Furthermore, forced overexpression
of TSP-1 or knock—down of CD36 was shown to induce fibrosis.
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