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The effect of low intensity infrasound on filament F-actin of osteoblast MC3T3 cells in vitro/WANG Bin,
CHEN Jingzao,MU Xiang,et al.//Chinese Journal of Rehabilitation Medicine, 2007, 22(3): 197—199

Abstract Objective:To study the alterations in expression of F-actin of osteoblast MC3T3 exposed by low intensi-
ty infrasound. Method: After the primary MC3T3 were cultured on coverglass,the cells were divided into four
groups. Cells in experimental groups were exposed by infrasound with output intensity of 100dB and frequency of
4Hz,12Hz and 20Hz individually for 30min/d. The cells in control group were managed in the environment as ex-
perimental groups but without infrasound output. Laser scanning confocal microscope was used to examine the
changes of F-actin after immunofluorescent staining and the photos were taken for further analysis of the cells® av-
erage fluorescence by spectrofluorometric quantification. Result:In control group,most fluorescein—labelled substance
was in diffusion states. Less actin filaments were tenuous and short without direction. Correspondingly F-actin in
the cells of experimental groups was thick and long and showed in longitudinal arrangement at the 2nd hour after
exposure. The intensity of fluorescence was significantly increased in 20Hz/100dB group (P<0.05). More F-actin ex-
pression in experimental groups were being kept obviously increasing in 12Hz/100dB group and 20Hz/100dB group
than the control at the 4th hour and 8th hours after infrasound exposure(P<0.05). However, there was no significant
difference in F-actin expression between the experimental groups (P>0.05). Anyway cells in experimental groups
showed synchronous changes. Conclusion:F-actin expression can be increased in osteoblast MC3T3 exposed 30min/
d by low intensity infrasound with output intensity of 100dB and frequency of 4Hz,12Hz,20Hz. The expression in-
creasing of F-actin still can be founded at the 8th hour after exposed under the low intensity infrasound.
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