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lesion with monosodium

glutamate on plasma corticosterone in neonatal rats

LIU Hui-ci, CHEN Qi-liang, GU Feng

(Dept Physiology, Suzhou Medical College, Suzhou 215007)

ABSTRACT The purpose of present
experiment was to assess the role of hypo-
thalamic arcuate nucleus (ARC) in regula-
tion of pituitary-adrenocortical system. The
plasma corticosterone was determined by
competitive protein-binding radioassay.
The number of ARC neurons in mono-
sodium glutamate (Msg)-treated rats
showed a decrease of 609, and the pituitary
gland in Msg-treated group was smaller
than that of control group (p<C0.01). but
there was no obvious difference in the
weights of adrenal glands. No significant

difference in corticosterone levels was seen
between Msg-treated group and the control
one, even after electrical foot-shock.

These results indicate that the neurons
in ARC do not play an essential role in
the regulation of pituitary—-adrenocortical
system.

KEY WORDS monosodium glutamate;
neo-natal rats; arcuate nucleus; pituitary—
adrenocortical system; plasma cortico-
sterone; stress



Plate 1

Fig 1., Section image of a mouse_liver shown by Fig 3, Brain sections (ChE histochemical stain,

image-analyzer, Figure legends total area of liver scale 2 mm) showing ChE inhibited areas in mice
sections =129,3 mm?, Area of ChE activity =52.8 after ip 1 LDs, soman. A) Normal; B) Phenobar-
mm? (white, 40.8%). bital + soman, showing partially inhibited areas in
cerebral cortex; C) Soman, showing complete inhibi-

(See p97) tion in cerebral cortex and partially inhibited are

as in basal ganglia; D) TOCP + soman, showing
complete inhibition in both cerebral cortex and
basal ganglia.

(See p 98)

Fig 1. Neurons in hypothalamic arcuate nucleus of monosodium glutamate-treated rats (B, b) were
significantly less than those of control rats (A, a), A, Bx§4; a, bx320.

(See p 104)



