(®)
2014 2016

Mechanism of wound healing process from the viewpoint of cytoskeletal
regulators.
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When the skin is wounded, repair processes start immediately, resulting in
scar formation. Excess scar formation sometimes occurs consequent to skin injury that causes
abnormal wound healing, which is known as hypertrophic scars and keloids. These are characterized by

substantial deposition of collagen in the dermis. Such excessive collagen production by fibroblasts
and myofibroblasts is known to play a major role in scar formation, and differentiation of
fibroblasts into myofibroblasts iIs the most important process in wound healing. However, the
mechanism is not yet fully understood. We found that TGF-B , mechanical stress, and endothelin-1
could promote differentiation of skin fibroblasts. In addition, such differentiation induced by TGF-
B , mechanical stress, and endothelin-1 was mediated through RhoA/ROCK pathway. Therefore, it was
suggested that targeting to cytoskeletal regulators like RhoA can lead to invention of a new therapy
for abnormal wound healing.
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1) Transforming growth factor-8(TGF-B)
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3) ET-1
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