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Effects of new alkylating agent temozolomide easter on the proliferation of glioma cells
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Abstract Objective: To investigate the effect of temozolomide easter (TMZ-HE) on the proliferation and apoptosis of glioma LN-18 cells
in vitro compared with temozolomide (TMZ). Methods: Methyl thiazolyl tetrazolium (MTT) assay was used to measure the effects on the
proliferation of LN-18 cells cultured with graded concentrations of TMZ and TMZ-HE for 24, 48, 72 and 96 h. The long term effect was
measured by colony formation assay. Hoechst 33342 and PI fluorescence staining were used to observe the cellular morphological changes
and cell necrosis. The AnnexinV —fluoresce in isothiocyanate (FITC) and propidium iodide (PI) assay by flow cytometer were applied to
detect the apoptosis induced by TMZ and TMZ-HE. Expression of resistant protein MGMT in LN-18 after treatment with TMZ and TMZ-HE
was detected by Western blot. Results: The proliferation of LN-18 cells was significantly suppressed by TMZ-HE in a concentration—and
time —dependent manner compared with TMZ. More cellular apoptosis of the LN -18 cells was induced in a concentration —dependent
manner. TMZ—-HE could block the expressing of MGMT in LN-18 earlier than TMZ. Conclusion: TMZ-HE could inhibit proliferation and
induce apoptosis by blocked resistant protein MGMT in LN-18 cells. These effects are much stronger than TMZ.
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Fig 1 Survival rates of the LN-18 glioma cells treated by different
concentrations of TMZ and TMZ-HE for 24, 48, 72 and 96 h
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