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Tab 2,
of MSG to varicus regions in brain of mice,
Hab = Haberular

nucleus, Hip = Hippocampus, CC = Cerebral cortex,
Str = Striatum, Th = Thalamus,

Brain damages induced by injecticn

LCYV = Lateral cerebral ventricle,

+ =damage,

Region of Local brain lesion
injection Hab Hip CC Str Th

LCV 2 . o )

Hip 13 + +

cC 7 + +

Str 3 + +

Th + +
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Fig 2, Habenular nucleus lesions (darkened
area) produced by icv of MSG, A, B, C, D,
175, 207, 250, 350ug/20 ul, respectively, F=
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intraventricrilar

injection of monosodium glutamate in inice

WANG Guang-Jian, CHENG Hong-Ju, XIAO Xin-Sheng
(Department of Biology, Nanjing University, Nanjing 210008)

ABSTRACT Lateral cerebro-ventricular
injection of monosodium glutamate (MSG)
in adult mice specifically damaged the bi-
latcral habenular nucleus but spared other
circumventricular organs. The habenular
nucleus lesions produced by MSG were
dose—dependent and irreversible. A high
dose of MSG (350 ug/20 ul) induced con-
vulsions in up to 95.8 % of the mice, but

these convulsions were reversible and most
of the mice survived. It is suggested that
lateral cerebro—ventricular injection of MSG
may be a suitable animal model to study
the functions of the habenular nucleus.

KEY WORDS sodium glutamate; convul-
sions; habenula; brain injuries; adult mice
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Fig 1. Specific bilateral habenular nucleus lesions induced by icv of MSG 350 ug/20ul in mice,
In the case of control of 4 h after ip of MSG 3.5 g/kg, the arcuate nucleus (AN) was impaired
(E) but the habenular nucleus (Hab) is normal(A, C, G), Fig B, D, F and H were the case of 4h
following icv of MSG, which showed that while AN was normal (F) the bilateral Hab was damaged
severely (B,D,H) G was the magnification of normal neurons (arrow) in C, and H was that of degenerated
neurons (double arrow) in D, Fig I showed the Hab 8§ d after icv of MSG which was atrophic and
accompanied by widening of the third ventricle (III), 10um, cresyl violet stain, x84 (A, B), 312
(C, D, E, F, ), and 3120 (G, H), MH =nucleus medialis habenularis; LH =nucleus lateralis
habenularis; Hip = hippocampus; Th = thalamus, (See p 520)



