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Radiosensitivity of Glioma Cell Lines T98G Inhibited by Hy-

poxia Induced by Cobalt Chloride
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(Cancer center of Guangzhou Medical University , Guangzhou 510095, China.)

Abstract ; [ Purpose ] To investigate the effect of hypoxia induced by the cobalt chloride (CoCl,)
on the cell cycle and the radiosensitivity of glioma cell lines T98G. [ Methods ] Hypoxia of human
glioma cell lines T98G was induced by CoCl,,and radiosensitivity of cells was detected by colony
formation assay. The cell cycle was examined using the flow cytometry. [Results ] The radiosensi-
tivity of glioma cell lines T98G in hypoxia was decreased significantly than that in normoxic
state. Results of flow cytometry showed that after treatment by CoCl,,the percentage of S phase
increased from 4.7% to 24.0%; the percentage of G, phase decreased from 90.4% to 66.7%.
[ Conclusion ] Hypoxia induced by CoCl, might change the cell cycle and contribute to the reduc-
tion of radiosensitivity of glioma cell lines T98G
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Table 1 Plated cells for colony formation assay
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Figure 1 The effect of hypoxia induced by CoCl, on colony formation assay
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Table 2 Parameters used by the single-hit multi-target theory formula

0 Gy 2 Gy 4 Gy 8 Gy
Parameters
Control CoCl, Control CoCl, Control CoCl, Control CoCl,
Number of plated cells 200 200 2000 2000 4000 4000 20000 20000
Colonies 7 7 50 65 42 68 9 15
PE 0.03500 0.03500 0.02500 0.03250 0.01050 0.01700 0.00045 0.00075
SF 1.00000 1.00000 0.71429 0.92857 0.30000 0.48571 0.01286 0.02143
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Figure 2 The effect of irradiation and hypoxia on cell cycle of T98G cells
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