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Effects of Tetrandrine on the Proliferation and Apoptosis of Human SH - SY5Y Cells.
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Abstract Objective

To investigate the effects of Tetrandrine on the proliferation and apotosis of human SH — SYSY cells.

Methods CCK -8 assay was used for the cell viability test. Flow cytometry was used to determine the intracellular reactive oxygen spe-

cies (ROS), mitochondrial membrane potential (JC — 1), apoptotic ratio and cell cycle after Tetrandrine treatment. The cells with sham

treatment served as the control. Results Tetrandrine significantly inhibited the proliferation of SH — SY5Y cells in a time — and dose —

dependent manner. The cell apoptosis and the production of intracellular ROS also increased remarkably by Tetrandrine treatment while

JC -1 decreased. Cell cycle analysis further revealed that the percentage of cells in G,/G, phase increased, in contrasting a statistical de-

crease of cell in G,/M phase. Conclusion
blocking cell cycle in G,/G, phase.
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Tetrandrine could inhibit the proliferation and induce the apoptosis of SH — SY5Y cells by
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