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ABSTRACT Objective: To investigate the effects of 1950 MHz radiofrequency electromagnetic fields on cell cycle and apoptosis in
human lens epithelial (SRA01/04) cells and clarify the role 1950 MHz radiofrequency electromagnetic fields plays in the cataractogenesis.
Methods: SRA01/04 cells in exponential growth phase were exposed or sham-exposed to 1950 MHz radiofrequency electromagnetic
fields at a specific absorption rate (SAR) of 2.79 W/kg for 1 hour one day, 5 days every week. After 4 weeks exposure, cells were collect-
ed instantly. The cell morphology was observed under invert microscope, and the cell viability was detected by MTT assay. Cell cycle
and apoptosis of SRA01/04 cells were examined by flow cytometry. Results: Compared with sham-exposed cells, the shape of exposed
cells showed no obvious change. Moreover, the cellular viability, cell cycle distribution and apoptosis between exposure group and sham
group also showed no significant difference (P>0.05). Conclusion: The results suggested that 4-weeks 1950 MHz radiofrequency
electromagnetic fields exposure could not affect cellular morphology, viability, cell cycle and apoptosis in SRA01/04 cells, these data
suggested that 1950 MHz radiofrequency electromagnetic fields couldn't induce cataract under this experimental condition.
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Fig.1 Cell morphology of SRA01/04 cells after 4 weeks RF exposure
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Fig.2 Cell viability of SRA01/04 cells after 4 weeks RF exposure
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Note: compared with sham group, P>0.05.
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Fig.3 Cell cycle of SRA01/04 cells after 4 weeks RF exposure
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Note: each phase of cell cycle compared with sham group, P>0.05.
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Fig.4 Apoptosis in SRA01/04 cells after 4 weeks RF exposure
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