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Effect of Magnetic Fluid Hyperthermia on Apeptosis and Cell Cycle of Tumor Cells in Mice with Lewis Lung Carcinoma Hu
Runlei, Liu Xuan' , Xu Bo* , et al. * Department of Oncology-Molecular Bislogy, Institute of Clinical Sciences, China-Japan Friendship
Hospital, Beijing 100029, China

[Abstract] Objective To study the effect of magnetic fluid hyperthermia on apoptosis and cell cycle of tumor cells in mice
with Lewis lung carcinoma. Methods A total of 20 C57BL/6 mice were subcutaneously inoculated with Lewis lung carcinoma cells.
When the tumor grew to (0.8 +0.1) cm in diameter, the mice were randomly divided into four groups: control, magnetic, magnetic
fluid, and experiment groups. Forty-eight hours after being treated with hyperthermia, blood samples were collected from the eyes of
the mice, and the WBC was counted. The tumors were removed to evaluate the apoptosis rate and the cell cycles by flow cytometry.
Results No significant change of WBC count was detected in the four groups after hyperthermia (F = 0,62, P =0.613). The
apoptosis rate of the tumor cells in the experiment group was {63.55 +8.39) % , which was significantly higher than that in the control
[(28.43£6.29)% ; q=11.925, P <0.05], magnetic [ (32.75+5.07)%, ¢ =10.458, P <0.05], and megnetic fluid groups
[(32.42 26.15)% ; ¢ =10. 570, P <0.05]. In the experiment group, {68.13 £5.73)% of the tumor cells were arrested at
G0/C1. The percentage was significantly higher than that in the other 3 groups [(47.95 £9.98)% in the control, ¢ =5, 501,
P<0,05; (49.23 £6.62)% in the magnetic group, 9 = 5. 152, P <0.05; (52.28 +9.64)% in the magnetic fluid group,
g=4.320, P<0.05). Conclusions Magnetic fluid hyperthermia can increase the apoptotic rate of Lewis lung carcinoma cells, and
inhibit the cell progress from G1 to 5 stage.
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