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[ Abstract ]

gic nerve transmitters in mice. Methods Twenty healthy aged Kunming mice were divided into a control group and

Objective  To study the effect of the magnetic field-treated water on metabolism of monoaminer-
an experimental group randomly. The mice in the control group were given tap-water and those in the experimental
group magnetic field-treated water for 30 days. The content of monoaminergic nerve transmitters in brain of mice in
the two groups were determined. Results A significant difference was found in the content of monoaminergic nerve
transmitters between the control and the experimental groups. The contents of NE, DA, 5-HT and 5-HIAA increased
significantly (P <0.05) in the experimental group mice. Conclusion The result suggested that the magnetic field-
treated water could increase the content of monoaminergic nerve transmitters in the brain.
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