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Abstract

Objective: To study the effects of L—glutamine (L—gln) on rat hippocampal cells’ apoptosis and necrosis rates after
infrasound exposure.

Method: Sixty male SD rats were randomly divided into 4 groups: normal control group, infrasound group (16Hz/
130dB infrasound), infrasound + drug group (16Hz/130dB infrasound + L-Gln), drug—infrasound group (L-Gln for 7
days, and then exposed to 16Hz/130dB infrasound). No special treatment was performed on the normal control
group, and the remained 3 groups were performed to L-Gln and/or infrasound treatment. 7d later, hippocampus was
isolated and the cell suspension was collected to detect the apoptosis and necrosis rates of hippocampal cells.
Result: Compared with normal control group, apoptosis and necrosis rates of hippocampal cells in infrasound group
increased significantly (P<0.01). Compared with infrasound group, the rates of apoptosis and necrosis of hippocampal
cells in infrasound + drug group and drug—infrasound group decreased significantly (P<0.01). Compared with
drug—1infrasound group, it showed a lower rates of hippocampal cells apoptosis and necrosis in infrasound + drug
group, but there was no significant difference between both groups(P>0.05).

Concluson: Infrasound (16Hz/130dB, 2h/d, 7d) administration can induce apoptosis and necrosis of rat hippocampal
cells and lead to cellullar damage in hippocampus; L-GIn can partly prevent and protect from the infrasound—in-

duced injury on the rat hippocampus.
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