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[ Abstract]

tive proteins expressed by cells under stress. Heat-shock factors

Heat-shock proteins ( HSPs) are the protec-

(HSFs) are the key factors to regulate HSPs. Researches about
the effects of HSF1 and HSPs in cells after stress and the mecha-
nism have become the important entry point to explore the cell
response in wound healing after trauma. This article reviews the
effects of HSPs and HSF1 which regulate the proteins on wound
healing and the mechanism, so as to deliver message for stud-
ying effects of intervening HSF1 on expression of HSPs and
wound healing and the mechanism.
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