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Research progress on mechanical forces regulating

cell function in wound healing
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Abstract: Wound healing is the continuous process of healing and restoring skin tissue after the body has been
subjected to external forces, which includes various forms of tissue regeneration, granulation tissue hyperplasia and
scar formation. Wound healing involves multiple cell populations, extracellular matrix and various signaling
molecules. This process can be divided into 3 phases: hemostasis and inflammation, proliferation and remodeling.
As regulators of cell structure and function, mechanical forces participate in regulating physiological processes such
as proliferation, migration and differentiation of multiple cell groups in wound healing, affecting the process of
wound healing. This review summarizes the effect of mechanical forces on wound healing from the cellular
perspective.
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muscle actin, a-SMA) 113 IA FILE A 441 B AU 4
B M. AR L, Wahlsten 5 M # LT — BB
RIBHAS W) [ B2 28 G0 NAR 5 JBk S5 R v it n g ¥4
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%50 IF T i VEGFR2-VE- £5 %% &5 1 (cadherin)-
B- BEIFH A (catenin) B S WME B T 4% B ds,
R L5 P B 2 B A S AT RS s I IR B R
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