2011 12 24 6 Chinese J Ind Med Dec 2011  Vol. 24 No. 6 * 425 -

( 110001)

( memantine hydrochloridle MEM)

o Wistar 30 3 . 1 2 3
MEM o MEM 5 wmol/kg MEM; 2 h
MEM 12 pwmol/kg 5 ml/kgo
3 1 5 4 24 h 6
(Glu) . ( Gln) (GS) .
( PAG) (GSH) . ( MDA) (SOD) .
( GSH-Px) o 4 ( ROS) o
Glu PAG Gln GS
; GSH . SOD  GSH-Px MDA ; ROS o
MEM
o MEM o
R994. 3 DA » 1002 -221X(2011) 06 —0425 - 03

Effect of memantine on dysbolism of glutamate and oxidative injury induced by methylmercury in rats
LIU Wei XV Zhaofa DENG Yu XV Bin YANG Hai-bo WEI Yan-gang FENG Shu

( Department of Environmental Health ~School of Public Health China Medical Unviersity ~Shenyang 110001  China)

Abstract: Objective To explore the effect of memantine ( MEM) on the dysbolism of glutamate and the oxidative injury
induced by methylmercury exposure in rats. Methods Thirty Wistar rats were randomly divided into three groups the first
group was normal control the second group was the methylmercury exposed group the third group was the memantine-pretreated
group. The first and second groups were subcutaneously injected with 0. 9% NaCl the third group was given 5 pmol/kg MEM
in advance. Two hours the first group was intraperitoneally injected with 0. 9% NaCl while the second and third groups were
injected with 12pumol/kg methylmercury (5 ml/kg) . The pretreatment was given 3 times a week and while the methylmercury
administration was 5 times a week the experiment lasted for 4 weeks. 24 hours after the last injection the Hg levels activities
of GS ( glutamine synthetase) PAG ( phosphate activated glutaminase) SOD ( superoxide dismutase) and GSH-Px ( gluta—
thione peroxidase) the contents of Glu ( glutamic acid) and Gln ( glutamine) contents of GSH ( glutathione) and MDA
( malonaldehyde) intracellular ROS and apoptosis rate in brain cortex were all determined. Results Compared with control
group the mercury content Glu content and PAG activity increased significantly ~while Gln content and the activities of GS
GSH SOD and GSH-Px were all decreased while MDA content and apoptosis rate were increased significantly in methylmercu—
ry exposed group. All these changes mentioned above in memantine pretreated group were all reduced. Conclusion The results
suggested that memantine has a definite protective effect on the dysbolism of glutamate and oxidative injury caused by methylmer—
cury exposure
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