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[ Abstract ]

rons exposed to electromagnetic pulses (EMP) and elucidate the possible mechanisms.

Objective  To observe the apoptosis and morphological changes of primary cultural cortical neu-

Methods

rons of the newborn Wistar rats were prepared, cultivated in vitro, and then subjected to either of the two types of

The cortical neu-

treatment ; EMP for various periods of time or non-EMP. The MTT, flow cytometry and TUNEL methods were used to
examine the activity and apoptosis of the neurons underwent EMP or non-EMP. Results It was shown that signifi-
cant apoptosis and death of the neurons occured immediately after EMP, as compared with that with non-EMP, and

peaked at 12 hours of EMP. Conclusion EMP can promote necrosis and apoptosis of cortical neurons at the early

stage, which may result from DNA injury induced by EMP.
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