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[ Abstract)

apy of osteosarcoma cell line MG63.

Objective  To investigate the sensitizing mechanism of electromagnetic fields (EF) on chemother-

Methods
with intensities of 0.8 mT, 1.6 mT and 3.2 mT, respectively. The most obvious intensity of EF for the chemotherapy of

MG63 cell line, co-incubated with Adriamycin, was interfered by EF

osteosarcoma was determined by using MTT assay, while the expression of proliferation cell nuclear antigen (PCNA)
mRNA and survivine mRNA in the most suitable EF was measured with reverse transcription polymerase chain reaction
(RT-PCR) , the cell cycle was observed by using flow cytometry. Results Tt is shown by MTT that the survival rate
of cells in the chemotherapy plus EF group (group D) was significantly decreased as compared to that in the Adrianycin
group (group B), especially at 1.6 mT. The expression of PCNA mRNA and survivine mRNA was decreased according
to the results of RT-PCR. It is indicated by the results of flow cytometry that the amount of cells, obstructed in G,/M

phase, was increased in group D (80.2 +£0.96) % with comparison of that in group B (18.08 +1.5) % and that in the

EF group (group C) (55.11 £2.2)% (P <0.05).

Conclusion EF with appropriate intensity can enhance the

effects of chemotherapy on tumor, and it can provide clinical chemotherapy with a new assistant way.

[ Key words] Electromagnetic field; Sensitization; MG63
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