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The effect of temozolomide on cell cycle and proliferation

of cancer stem cells isolated from glioblastoma U251 cells
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(The Affiliated Hospital of Jining Medical University, Jining 272029, China)

Abstract: Objective To analyse the change of cell cycle and proliferation in the glioblastoma U251 cells and it
‘s cancer stem cells with chemotherapy drug temozolomide intervention. Methods The cancer stem cells from
glioblastoma U251 cells were isolated by using immune magnetic beads. The change of cell cycle and cell prolifera-
tion rate was detected by flow cytometric and CCK-8 after the intervention with different drug concentrations (0
pmol/L, 25 pmol/L, 50 pmol/L, 100 pmol/L, 200 pmol/L, 400 pmol/L) at different time points (24h, 48h,
72h) . Results The CD133+ stem cells speed of cell proliferation was significantly lower than U251 cells in the
same time and condition of culture. The cell cycle of U251 cells stayed in the G2/M period and it's cancer stem
cells stayed in S period respectively after drug temozolomide intervention. The cell proliferation rate was obviously
inhibited with the increasing of drug concentration and intervention time. But the cell proliferation inhibition of
stem cells was weaker than U251 cells under the same drug concentration and the same intervention time. Conclu-
sion The cell cycle and cell proliferation speed were inhibited after intervention with temozolomide, but the inhi-
bition was stronger in U251 cells than stem cells after TMZ intervention with the same condition. which may be
the different mechanism of drug resistance between U251 cells and stem cells.
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