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Abstract : Objective
Methods

To study the radiosensitiaztion effect of arsenic trioxide (As;O;) on human glioma cell line SHG44.
SHG44 cells served as experimental subject. * H-TdR incorporation assay was adopted to detect the DNA synthesis rate
of SHG44 cells,and flow cytometry was used to analyse the cell cycle distribution after As, O; treatment. Results SH44 cells dem-
onstrated left-shift dose-survival curve with a decline in survival fraction at 2 Gy(SF2),mean lethal dose(D,) and quasi-threshold
dose(Dq) which indicating an enhancement in cell radiosensitivity. Cell cycle re-distribution was affected by As, O;. Ratios of radia-

tion-sensitive cells in G, /M phase increased and ratios of radiation-resistant cells in S phase decreased. Conclusion As; O; may en-

hance radiosensitivity of SH44 cells via the mechanism of inducing cellular apoptosis and influencing cell cycle re-distribution.
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