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Scarless wound healing by regulation of actin cytoskeleton
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Normal human dermal fibroblasts promote differentiation into myofibroblasts
via the RhoA/ROCK/LIMK2/cofilin pathway upon mechanical stimulation. In addition, Bcl2 expression is
increased while Bax is decreased following mechanical stimulation, indicating that the fibroblasts

are resistant to apoptosis.

Activation or inactivation of LIMK2 suppresses the promotion of differentiation into myofibroblasts.
Furthermore, inactivation of LIMK2 reduced the proliferative potential of fibroblasts and decreased
Bcl2 expression. Since keloids and hypertrophic scars are due to, in part, fibroblast

differentiation into myofibroblasts and resistance to apoptosis, targeting the

RhoA/ROCK/LIMK2/cofilin pathway may lead to new therapeutic agents.
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