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[ Abstract |

ble mechanism. Methods MADB-106 breast cancer cells were treated with different concentrations of morphine and tramadol for 24 h.

Objective To investigate the effects of morphine and tramadol on tumor proliferation and apoptosis and the possi-

The cell apoptosis was detected with flow cytometry, cell proliferation was detected with MTT, and the expressions of caspase-3 and
caspase-8 were detected with Western blot. Results  The apoptosis of MADB106 cells was significantly increased and the proliferation
of MADB106 cells was significantly inhibited by morphine or tramadol in a concentration-dependent manner. There was no significant
difference between morphine group and equivalent analgesic dose tramadol group,separately. When MADB-106 breast cancer cells were
treated with morphine, expressions of cleaved caspase-3 and cleaved caspase-8 were increased. However, when cancer cells were treated
with tramadol, only the expression of cleaved caspase-3 was increased. There was no significant change in the expression of cleaved
caspase-8. Conclusion The apoptosis of MADB106 cells was significantly increased and the proliferation was significantly inhibited by
morphine or tramadol in a concentration-dependent manner. Both caspase-3 and caspase-8 pathways were involved in morphine induced
apoptosis. But,only caspase-3 pathway was involved in tramadol induced apoptosis.
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