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Effects of lovastatin on the proliferation and apoptosis of Hep-2 cells in vitro
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Abstract: Objective To investigate the effects of lovastatin on the proliferation and apoptosis of Hep-2 cells in

vitro. Methods Hep-2 cells were treated with lovastatin. Cell viability was measured by MTT assay. The apoptosis

was detected by flow cytometry. And reactive oxygen species(ROS) production were analyzed. Results Lovastatin

induced the decrease of cell viability in Hep-2 cells. The apoptotic rate of Hep-2 cells and the production of ROS in-

creased after lovastatin treatment. Conclusion Lovastatin could be used potentially for the treatment of laryngeal

squamous cell carcinoma.
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