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Changes of Chondrocyte Cytoskeleton by Mechanical Stimuli in Vitro. Li Xiongfeng,Shi Linfeng ,Zhou Guoshun et al. Huzhou Central
Hospital of Zhejiang Province, Zhejiang 313000, China

Abstract Objective To Explore the Changes of Chondrocyte Cytoskeleton by Dynamic and Static Mechanical Stimuli in Vitro.
Methods Chondrocytes derived from healthy New Zealand rabbits, then the protocols (1Hz,500pe 1000pwe 1500 we and OHz,500we
1000 we 1500we) were applied 6 hours every day for 3 days, Immunofluorescence was employed to directly observe the organization of the
cytoskeleton. Morphological remodeling of the cytoskeleton was visualized by fluorescence microscope. Fluorescence intensity of chondro-
cytes were recorded by densitometry. The dynamic and static remodeling of during the mechanical protocols was observed morphologically
and mechanically by fluorescence microscope and Fluorescence analysis respectively. Results The variations in both the morphology and
the mechanical property actin were highly synchronous to vimentin. It’s fluorescence became stronger after dynamic mechanical stimuli at

first and became weakness again, but it's continuing weaken under static mechanical stimuli. The fibers of actin and vimentin became
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thin, sparse, and disordered, and the cell stiffness decreased concomitantly. The variations in both the morphology and the mechanical

property both were highly synchronous to the mechanical stimuli in a time — dependent manner. Conclusion Mechanical stimuli on chon-

drocytes has been discovered and defined in this study. The chondrocyte cytoskeleton changed by mechanical stimuli. Meanwhile it’s relat-

ed the time and different forces.

Key words Mechanical ; Chondrocyte ; Cytoskeleton
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