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Protective Role Of Curcumin On some of oxidative stress
parameters and cerebrum Tissue In Male Rabbits Subjected
To Monosodium Glutamate
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Abstract

This study aimed to know the preventive role of a substance Curcumin . against damage
happening in the nervous system and induced textured monosodium glutamate (MSG) in male
rabbits., sixty of adult male rabbits were randomly divided into four equal groups (15 animals /
group), the first group (G1) intubated with 1 ml / kg ml / kg of corn oil and served as a control
group (G1). The second group were intubated orally and daily with 3mg /kg of MSG for three
months , while the third group (G3) has intubated orally and daily with 60 mg / kg curcumin for
three months , the fourth group intubated orally and daily with 3mg /kg of MSG and 60 mg / kg
of curcumin for three months .Fasting blood samples were collected from fasted rabbits at
pretreated period , Mid-experiment and at the end of experiment to study the following
parameters: concentration of Malondialdehyde (MDA) , Reduced Glutathion (GSH) and peroxy
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nitrite ( ONOO - ) . The results revealed that oral dosing with MSG caused a significant
decrease (P <0.01)in rate of GSH compared with control group and significant increase (P <
0.01) in rate of MDA , ONOO - compared with the control group. The group that treated with
60mg/kg curcumin revealed a significant increase (P <0.01) in GSH concentration compared
with the control group and a significant decrease (P <0.01) in the concentration MDA and
ONOO - compared with the control group. Experience also shows that oral dosing with MSG
and curcumin caused no significant difference(P <0.01) was observed in the concentration
GSH ,MDA and ONOO - compared with the control group.

Histological results from rabbits treated with MSG for three months have showed
degenerative changes in nervous tissue after staining with H&E |, the treatment of nervous tissue
with Silver stain showed deposit of beta Amleod AP plaques in cerebrum compared with the
control group while the results showed the natural structure of the cerebrum by H&E and
Silver stain after treatment with curcumin, but for the group that treated with MSG and
curcumin has been observed the natural appearance of the nervous tissue with little appearance
of some of the gaps in cerebrum by H & E with lack of deposition of A in the nervous tissue
by Silver stain compared with the control group.

In conclusion , results of this study that monosodium glutamate (MSG) causes clearly
pathological changes in nervous tissue and confirm the protective role of Curcumin against the
pernicious influence of the nervous tissue and Some of the physiological parameters in the serum
of male rabbit
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. [60][61]cs 512
Lipid peroxidation ¢saal) sauSl ddac 33y 8 ROS Ll dagii ()5S 38 daall LAY Gali o)) LS
oai g2 Al poly unsaturated fatty acids axwiall ye G saall ae Jelddll e L a8 g dpuanll LIS 4052y
iy pad BPA G memdl LR Gse Gl hpdsi (4 ROS 525 [60][62] sbzac ¥l A
phad Ayl | [63] dasdl LAl e 5w Al apoptosis inducing factor s Cytochrome ¢
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il Jo ABAD  J) cilaysl Jelitl i AB 59 e [64] ROS i 5335 ATP 1 gliil (alisil ) L sa
[65][66] sreanl) cliliall alaas M dun 50 Lo oS gilal)l Jae &) 8 JI8 dpsse L )23 6S i)
o 1S/ pile 60 2 L Ao yaally MSG (10 gl 3 Alalaall il guall A il goladil] il & sl
&> s okl de sena pe A3 e dpuanll LIAL apdall jelaall g gall st (3 AR Sl sl o i alasdl - (eSS
20 oy e 8D () clad 5l el o) N8 ¢ AR Clag gl 0 5SE pie 8 e SD Bale 5 I Gl b )
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