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[ Abstract ]

process, which includes three stages: inflammation, prolifera-

Wound healing is a complex and critical

tion, and remodeling. The epidermal cells are precisely regulat-

ed in this process. On one hand, keratinocytes around the wound
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edge migrate and proliferate to form a new basement membrane
to cover the wound. On the other hand, the epidermal stem cells
are activated with the proliferation and differentiation being en-
hanced, and the terminal differentiation and apoptosis being in-
hibited; and together with keratinocytes, epidermal stem cells
promote the process of re-epithelialization under the regulation
of various factors. In the epidermis, there is a group of resident T
cell subsets, dendritic epidermal lymphocytes (DETCs) that play
a key role in protecting the function of epidermal tissue. DETCs
are activated after recognizing unknown antigens, the activated
DETCs secret cytokines such as insulin-like growth factor I ,
keratinocyte growth factor-1/2, granulocyte-macrophage colony
stimulating factor, interferon- vy, and transforming growth fac-
tor-3, which promote epidermal homeostasis and re-epitheliali-
zation by regulating the dynamic balance among keratinocytes
migration, proliferation, and apoptosis, and the differentiation of
epidermal stem cells around the wound edge. This article dis-
cusses the biological characteristics of DETCs and their roles in
the maintenance of epidermal homeostasis and wound healing.
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