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Stathmin mediates TNF-a-induced skin fibroblast migration by promoting formation
of filopodia

CEN Ruiyan, LI Lingfei, DENG Yumeng, HE Yongqing, WANG Liqun, YUE Chenda, LEI Xia Department of
Dermatology, Army Medical Center of PLA, Chongqing, 400042, China

[ Abstract | Objective  To explore the effect and preliminary mechanism of stathmin on skin
fibroblast migration in the early inflammatory reaction of wound healing mimicked by TNF-o stimulation.
Methods Human dermal fibroblast was stimulated by TNF-a to establish a cell model of inflammation at the
early stage of wound healing. The effect of TNF-a on filopodium formation was observed by
immunofluorescence assay, cell migration was detected by scratch wound healing, and stathmin expression
level under TNF-a stimulation was measured by immunofluorescence assay and Western blotting. After
cytochalasin B stimulation and small interfering RNA were used to interfere stathmin expression, respectively,
immunofluorescence assay and scratch wound healing were performed again to observe the changes of filopodia
and cell migration. Results TNF-a treatment promoted the formation of filopodia in human dermal
fibroblasts,, enhanced cell migration ( P<0.05) and increased stathmin expression ( P<0.05). Cytochalasin B
treatment reduced the formation of filopodia and cell migration (P<0.05); and interference of stathmin
expression suppressed the formation of filopodia and reduced cell migration ( P<0.05). Conclusion In early
inflammation, stathmin mediates skin fibroblast migration by promoting the formation of filopodia.
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