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Ch?nges in the epidermal stem cell niche during the development of diabetic foot
ulcers
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These studies revealed that the migratory ability of epidermal keratinocyte

stem cells is decreased in diabetic foot ulcers. Furthermore, studies using cultured human epidermal

keratinocyte stem cell lines revealed that increased expression of TIMP-1 by EGF receptor
activation and the resulting stabilization of type XVII collagen protein are essential for
maintaining the migratory ability of epidermal keratinocyte stem cells. These results suggest that
one of the factors contributing to the development of diabetic foot ulcers is a decrease In TIMP-1
expression due to reduced EGF receptor signaling and a decrease in the migratory ability of
epidermal keratinizing stem cells due to type XVII collagen degradation.
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