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The effects of prolonged exposure to anesthetics on oral cancer cells.

Nishiwada, Tadashi
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We investigated the effects of opioids on oral cancer cells using the human
oral cancer cell line HSC-3. It was revealed that exposure to morphine for 48 hours reduces
viability and damages cells. Exposure for 10 days reduced the colonization in a dose-dependent
manner. Then, apoptosis and cell cycle were investigated, significant increase in apoptosis and cell

cycle arrest were observed at only high concentration. Next, we studied the effects of morphine on
NF-k B and VEGF, it was revealed that NF-k B positive cells and VEGF production were reduced even at
clinical concentrations. These results revealed that morphine inhibits the proliferation of HSC-3
by suppressing VEGF production and NF-k B expression.
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