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& 10 R, REFEHN, HKGE 14 im Cor0.9~1.5mg/kg, LHE 24l ig Ag-1 700
mg/kg, 30 min 5 im Cor 3§, BRI, L2&%E 34 ip &g (DZ) 1.5~5 mg/kg, 15
min J§ im Cor #(JH, FRER, A LEAE4HEREMBBMRIEMR, 83 M, Cor
BRI R R EE 15 min EEMBRE, RENRIKME, 2.5h £, SR As-14
1 DZ SR B RMRMER RSB BERRY . BHELSEEHAR M RE
%iﬁ¢o%cmﬁwﬁﬁ%itww<om)AglﬂDZ%ﬁﬁCMﬁrwm,Dmi
Ag-1 AR (L3 1),

Tab 1. Effect of ip Ag~1 on Cor induced convulsion in rats (X+3D

Group Latent period Numbers c.>f convulsion seizure
(min) Total number Grand mal
Cor 18.73+1.03 163 35
Ag-1 27.69+3.45 39 7
Dz 56.98+9.74 15 4
Ag-1:Cor ’ p <0.01 p <0.01 p <0.01
DZ :Cor p <0.01

=. Ag-1 MEAERE & SERITEHEE

TERRABEBEENK, NAKRSAETRAREBARESRS, MBRELE, LI
REBRBAN, 7€ Cor AL BMRREMEIR R R ERT . BRARELES, 2
TRk, KRBAERR. E0RUF ERAREE, RREBRBNRETHRG—
oy, HREARREEEE, B LMY PR R I MBRFER P, LU
RV RN ERT B DA (RE 1~2), DIERSHEROHERL T Bt 4,
KISV BBl BEREN, Cor AHBMRMR, Ag-1 A5ERAEFMAE
2). MREEAMKRRERIEER, RN Cor HBIBHMAE, HairAg-1 AfDZ A5 ENA
RMEREZEFNE2).

PO/ NRBRERE SR ERSE SRR, FRERMERTERT MY
M RBREY, REEEAXIBE. FEEHE, SRR, DA HERENE T

Tab 2. Effects of ip Ag~1 on the number of cerebral and cerebellar neurones
in Cor-treated rats(X+SD)

Neuronal cells Glial cells Purkinje's cells
Group average No. . average No. average No.
(0.02mm* X 10/6 u) (0.02mm*x 10/6 #) (0.26mm*X 10/6 p)
C ' 93.4045.81 131.30%5.21 25.70+3.74
Cor 85.56:6.54 153.33+9.11 19.39+3.56
Dz 85.301+5.84 128.80+3.89 22.30+1.89
Ag-1 94.67+6.04 129.20+5.82 24.87+£4.32
Cor:C p <0.05 p <0.01 p <0.01
DZ:C p <0.01 pP>0.05 . p <0.05
DZ:Cor P>0.05 p <0.01 P <0.05
Ag-1:C pP>0.05 P >0.05 P >0.05
Ag-1:Cor p <0.01 p <0.01 p <0.01
Ag-1:DZ p <0.01 P>0.05 P>0.05 |,
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Fig 1. Cerebrnl gection in eats- (% 400, HE)!
i fe} Gor+Ag-1 group. The Cor group shows degenerationyof the neurons and

- praliferation of the glial

{a) Control) geoup;

(b} Cor group;
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i Rzt 4, Cor HLTH B IFAIRWI IR, SERALR Ag-1 414791 .28 5% (P<0,01),
DZ Wi/ (B3 2), BT
2R SR S

Blhmig 3 ip Ag-1 ¥ & FHORFMMDWRAE R, 4L im Cor K IBoi B UGN
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THE PROTECTIVE. EFFECT OF 3-BUTYL PHTHALIDE ON
RAT BRAIN CELLS

SR Yu, NN Gao, LL Li, ZY Wang*;Y Chen* and WN Wang*

(Institute of Medicinal Plant Development, Chinese Ac&delmy of Medical Sciences, Beijing; *Beijing
Institute of Neurosurgery, Beijing) o '

ABSTRACT 3-Butyl phthalide was found tjq,have anticonvulsant activity in
animal experiments. In the present study, a model of chronic ei)ilepsy was induced
by im coriaria lactone 0.9~1.5 mg/kg in rats for 3 months. Ag-1 700 mg/kg ig was
“shown to prolong the latent period of the epileptic seizures, reduce the . severity of
the seizures and the number of animals with seizures. Of particular  importance is
the fact that, no evidence. of lesions in the cerebral neurons, glial cells and
cerebellar Purkinje’s cells of the Ag-1 treated animals was observed in histological
studies. This result is ¢specially encouragmg as Ag-1.may have a protective effect
on rat brain cells.

Key words . 3-Butyl ophthalide(Ag-1); Diazepam; Coriaria lactone;_.E}pileptic
selzurc
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