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Abstract; Objective To investigate the effect of tumor necrosis factor -alpha ( TNF-e¢) on osteoblast
apoptosis, and to provide practical basis for the study of the treatment and genesis mechanism of
postmenopausal osteoporosis. Methods  Osteoblasts were cultured in vitro and TNF -e was additioned to the
culture medium in different concentrations. The apoptotic rate of the osteoblasts was tested using flow
cytometry. Results The growth of osteoblasts was significantly inhibited in the presence of 15 ng/ml and 30
ng/ml TNF-e and the effect was more significant in the latter group. Conclusion TNF-e at a certain

concentration has an obviously inhibitory function on the growth of osteoblasts , and the function of 30 ng/ml

- e -

is most obvious.
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