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Study of the association between adipocytes and fibroblasts for keloid
pathogenesis
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It has been known that undifferentiated fibroblasts are called preadipocytes
(Alessi MC.et.al. Horm Metab Res, 2000 et al.). In other words, we hypothesized that progenitor
cells, which would normally be replaced by adipocytes, would transform into abnormal fibroblasts,
leading to a spiral of fibrotic proliferation, which would result in keloids and hypertrophic scars.
We focused on chemokines, which play an important role in the mobilization of progenitor cells and
other cells, and conducted a chemokine-targeted analysis using a mouse model of hypertrophic scars.
The results suggest the possibility of a new treatment for hypertrophic scars.
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