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Effects of Indomethacin on Proliferation, Migration and Apoptosis of Osteosarcoma 143B Cells.  Guo Liangyu, Tao Chunjie, Chen
Jingteng ,et al. Renmin Hospital of Wuhan University , Department of Orthopedics , Hubei 430060 , China

Abstract Objective To observe the effect of indomethacin on proliferation and apoptosis of osteosarcoma 143B cells and explore
the possible mechanism. Methods Human osteosarcoma 143B cells were cultured in vitro. The morphology of human osteosarcoma 143B
cells was observed by inverted microscope. CCK -8 was used to detect the proliferation of osteosarcoma 143B cells. Flow cytometry was
used to analyze the apoptosis of osteosarcoma 143B cells. Transwell assay showed osteosarcoma 143B cell invasion. Expression of Bel -2
was detected by Western blot. Results CCK -8 results showed that indomethacin could inhibit the proliferation of osteosarcoma 143B
cells in a time — dependent and concentration — dependent manner. Flow cytometry showed that indomethacin induced apoptosis of osteo-

sarcoma cells in a concentration — dependent manner. Transwell results showed that indomethacin inhibited the migration of osteosarcoma

143B cells. Western blot analysis showed that indomethacin down - regulated the expression of anti — apoptotic protein Bel — 2.

Conclusion Indomethacin inhibits proliferation and migration and promotes apoptosis of osteosarcoma 143B cells in a time — dependent

and concentration — dependent manner.
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