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[ Abstract)

ing mechanism.

Objective
Methods

sound exposure group, composed of various subgroups subject to exposure to infrasound for 2 hours daily for 1 d,7 d,

To observe the effects of infrasound on rat myocardial cells and to study its underly-

One hundred Sprague-Dawley rats were divided into a normal control group and a infra-

14 d,21 d,and 28 d, respectively. The ultra-microstructure and apoptosis of the rat myocardial cells were observed,
and SOD and MDA were measured. Results

ment and increased apoptosis of the myocardial cells were observed in the infrasound exposure group as compared to

After exposure to infrasound, significant ultra-microstructural impair-

those of the normal control group, (P <0.01), there also observed significant time-dependent increase of MDA and

significant time-dependent decrease of SOD in the rat myocardial cells(P <0.01).

Conclusion Infrasound can in-

duce damage to the rat cardiac muscle cells dependent on the exposure time to infrasound.
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