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Abstract : Histological changes was investigated in the 4 weeks old rat brain using NMDA
(N-methyl-D-asparate) which is capable of mediating excitotoxic events. The changes were
occured when the injected NMDA solved in PBS was over 1.0pg/g(about 90nM). The necrosis
of Purkinje cells in cerebellum and the increasement of coloidal plexus cell number were
prevalent. The Purkinje cell number of necrosis were increased according to increasement of
amount of injected NMDA. In spite of increasement of degenerated Purkinje cell number,
differentiation of new Purkinje cell was not identified because total number of Purkinje cell was
not changed. The change of cell number was observed in coloidal plexus cell rather than
degeneration of cell. About 5 time increasement was occured. This change may cause

increasement of cerebrospinal fluid and the makes mophorogy of brain more round than nomal.
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Table 1. The number of total and degenerative Purkinje cell{mean+$.D), and their ratio(%) in the cerebellum

Number of total cells Number of degenerative cells D/T(%)**
Normal 23.20+3.82 2.10£145 8.30
$1(0.1pg/g) 23.80£5.73 2.50+1.90 12.82
$2(0.25pg/g) 2250+4.38 10.50+2.70* 31.82
$3(0.5pg/g) 22701488 15.30+3.80* 40.26
$4(1.0pg/g) 22.90+4.07 15.20+5.03* 40.16
$5(2.5pg/g) 23.30%5.12 14.90+5.24* 39.01
S6(5.0pg/g) 23.90x4.51 18.80+2.20* 45.08

* p(0.01 compared with normal group.
“*D/T(%) : Degenerative cells / Total cells.

Table 2. The numbers of choroid plexus cells(mean+SD) in 4th ventricle

Normal

cells

S1(0.1pg/g)  S2(0.25pg/8) S3(0.5ng/g) S4(1.0ug/g) S5(2.5pg/g)  S6(5.0pg/g)

Numbers of 17650 887 30040+ 15.66* 43440+ 38.13* 44620+41.79* 509.90+22.09* 579.50+22.00* 67350+ 39.04*

*p {0.01 compared with normal group.
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o] o]g| g Ae Fo{F NMDAJ &j3tef fId 32
2 Atsdrh

AxdA fEd 2 AAFARY F5E 2
3} AgyaA dazt ey dHrdAEs T3
NMDAS] =7t $7184E 239 AR FAA &
A8 MEY ol go] f944 e F7HE Hola Y
t}. og} & A& Furuyama et al * P o) & zFuk A
AT 37t FE2E F Ae 7HeAo] A v i
of, 2 & ZFH ARMEY B8 45T & glon}
2 dFdxe 289 AZAE AA F71 FAT
NMDAY Fxste FaetA Ueue Aoz 1o
NMDAo] ¢J3te] 282 NANEI} &4& wolk A
2E ZFT AFATY F4L FUEHA Fe Ao
gadc £ 479 A5 283 AHARY T A
o] NMDAE F & Al7bo] gol(24417h) £ 87} #5245
Zlole FE8 AIZHEQ d57F QS 7teAel sle
U o2 @ 7he A& #3y] A E NMDAE §
3 A7 ZA AEHQ #Fo] YR AR #P
"

A7 R g 229 &4 dF 7He HE
29 FEAE M ARAA A5 748 FH, o] A
E2HE ARFFEY Agg ¥E ARd &8 do
e RAOZ geiA ok o2l Hie &A1Y 2
A2 YEpd 25 AF AR &£4o] NMDAZL 2%
gt A AT Ay 2834 F 1, NMDA F8AE &
A, 289 AAA T TG AEALE e
HNEZ RE A3& F4¢ 242 d3doh AxoA
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Legend for figures

Fig 1. Light micrograph of Purkinje cell in cerebellum. 0.25pg/g of NMDA was injected. H-E stain x 300.

Fig 2. Light micrograph of Purkinje cell in cerebellum. 1.0pg/g of NMDA was injected. H-E stain x 300.

Fig 3. Light micrograph of Purkinje cell in cerebellum. 5.0pg/g of NMDA was injected. H-E stain x 300.

Fig 4. Light micrograph of choloid plexus cell in 4th ventricle. 1.0ug/g of NMDA was injected. H-E stain X 300.

Fig 5. Light micrograph of choloid plexus cell in 4th ventricle. 5.0pg/g of NMDA was injected. H-E stain x 300.
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