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[ Abstract ]

links that determines the healing process of skin wounds. The

Re-epithelialization is one of the core

proliferation and differentiation of epidermal stem cells to form
basis  of
of the cell

cells-precursor

new epidermal tissue is the histological

re-epithelialization, and the smooth progress

differentiation process of epidermal stem
cells-terminal cells is the cytological basis for the continuous
formation of new epidermal tissue. The proliferation of stem
cells and their differentiation into precursor cells are the
determinants of the proliferative potential of newly formed
epidermal tissue, while the expansion and differentiation of
precursor cells into terminal cells are key factors determining
the rate of new epidermal tissue formation. The tissue
microenvironment plays a key regulatory role in the process of
wound re-epithelialization, and cell growth factor and
inflammatory mediators are the two main components of tissue
microenvironment, which play regulatory role in different
aspects of proliferation and differentiation of epidermal stem
cells, jointly promoting the smooth progress of wound
re-epithelialization As an important part of skin immune
system, the subsets of gamma-delta (y3) T cells play crucial role
in dynamically shaping early wound microenvironment via
secreting different cell growth factors and inflammatory factors.
From the prospective of immune microenvironment of wound,
this paper discusses the role of skin y8 T cells in maintaining
the balance of stem cell proliferation and differentiation and
regulating wound re-epithelialization, providing a new direction
for the prevention and treatment of refractory wound.
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