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ABSTRACT

An effect of the Moschus were injected on the brain of mice.

Bo-Young Lee, Seck-Bong Kang

The studies were investigated in the coma time and the survival time induced by KCN, the
duration of breathing after decapitation, the survival time following ligation of both common
carotid arteries and the survival time after it is treated for normobaric bypoxia with a nitrogen

gas, a carbon dioxide gas or a vaccum in mice.

The results were as follows :

1. In histotoxic anoxia, Moschus(0.4mg/kg, p.o.) demonstrated a protective effect on coma
induced by a sublethal dose of KCN(1.8mg/kg, i.v.) in mice.

2. Mice subjected to a lethal dose of KCN(3.0mg/kg, iv.) did not die by administration of
Moschus.

3. Moschus was significantly extended the duration of breathing after decapitation in mice.

4. Moschus showed a significant extension of survival time in mice following ligation of both

common carotid arteries.
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5. In the normobaric hypoxia with a nitrogen gas, Moschus showed a significant extension of

survival time in mice.

6. In the normobaric hypoxia with a carbon dioxide gas, Moschus showed a significant

shortness of survival time in mice.

7. In the normobaric hypoxia with a vaccum, Moschus showed a significant extension of

survival time in mice.

From the above results, it is suggested that Moschus demonstrated protective effects on the

brain damages induced by cerebral anoxia.
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1. KCN 5% BEessfEol oixls 2%

KCN 18mg/kgS zz]gddo] il iy HIR
L 389 = 26%, Sample] & 312 + 25
Z, Sample I& 69 * 34%, Sample T
42 * 2122 KWWK 04mg/kg DL REERE 3
B KENeR Bk BB vl B
#H A fEHEE ek (Table 1, Fig. 1)

2. KCN #% £7Fssmol o[x= 8
‘KCN 30mg/kgs T E W ¥R
BS 470 * 39% Fol Lo, BES
REAE W ARV HCEHA Y7 dE
of 7T ESH 7R wpHE WEst
At} Sample [ 2 1203 + 9.8%, Sample i
= 821 £ 47%, Sample M+ 627 * 54&=2
BHE 0d4dmg/kg DAL AR BE KFEHLR
EERS RENMC) AT AT (Table 11,
Fig. 2)

3. EfEA%E MPRERRIC) olXs RE

AAE BES T mRBEES WES BR
WIS 316 £ 20%, Sample 12 391 *
15%, Sample O+ 390 = 14%
T 398 £ 142 B 04mg/ke Bl #KE
ol A ik o] HIEREA WA AR UA
LR =}t (Table M, Fig. 3)

, Sample M

4. BEE HALR 4£FEMO olxls

L2
AF S BN WBIRES MALSt T AAREREE
maEd &, WS 1328 £ 52%,
12 1493 * 34%, Sample I+ 1632 * 57

Sample
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%, Sample WE 1785 * 67282 WK
04mg/kg LA Lo} QoA KO R /-
il o] Bl wls) A AA HWin=E A
T} (Table IV, Fig. 4)
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of MHE Y EFEES TS KB B
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39. £ 26%E M¥ 04mg/kg DALY BENA
AAFEERH o] BRI nis) HEME A B
%lt.(Table V, Fig. 5)
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BrfElol olx|l= &

TRMCRFEF R T R KEE W
Eopmel AAS Y1 LAMES MEY &
B, OBERES 569 * 24% Sample 12 481
+ 19%, Sample = 444 + 24%, |
M 415+ 19%% M Odmg/kg LhLe) i
B A EEEKFNOR 4R o] BRI
ws) AREHE 97 ME Tk (Table Vi, Fig. 6)

Sample

7. BB MER AR el
o|X= B8

MIEste] MMIKES RHE A AFE

I REAFREEE WES AER, WHUES 1453

* 88%, Sample 1< 1771 = 112, Sample

O+ 2031 * 11%, Sample [+ 1913 * 80



-Efpel 19 - BE A HEGS e ¥8-

22 MW 04mg/kg LLLEol BEAAN LR
o]  ¥HEME w3 HE UA EmEA
t}.(Table VI, Fig. 7)

Table 1. The duration of KCN-induced(1.8mg/kg
i.v.) coma.30 min. after oral administration
of Moschus in mice

Drug Dose(mg/kg, p.o) Duration of coma(sec.)
control - 389 £ 26
Sample 1 04 312 25
Sample I 2.0 69 *+ 34
Sample 1 100 42 £ 21"

* © Significantly diffrent from the control group.(* ;
P < 005, **; P < 0.001)

Duration of coma(sec.)

2.0 10.0  mg/kg

Fig.1. The duration of KCN-induced coma(1.8 mg/kg i.v.}
*;- P<0.05, **; P<0.01

Table I. The duration of KCN-induced(3.0mg/kg
i.v.) coma and survival time 30 min. after
oral administration of Moschus in mice

Drug Dose(mg/kg, p.o) Duration of coma(sec.)

control - 470 = 39
Sample [ 04 1203 + 98
Sample I 20 821 * 47
Sample M 100 627 * 54

* . Survival time.

Duration of coma(sec.)
130 r
120
110
100 -
90
X o
70
60
S0
40
30
20
10

0

LR R

Control

Fig.2. The duration of KCN-induced coma(3.0 mg/kg)

#; survival time

Table 1. The duration of breathing after decapitation
of mice 30 min. after oral administration of Moschus

Drug Dose(mg/kg, p.o) Duration of comaf(sec.)
control - 316 £ 20
Sample | 04 391 £ 15+
Sample I 20 390 £ 14+
Sample I 100 398 £ 14«

* : Significantly different from the control group.(P <
0.01)

Duration of breathing(sec.)

Control

Fig.3. The duration of breathing after decapitation.
*; P<8.01
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c

Table IV. Survival time in mice following ligation of
both common carotid arteries 30 min. after
oral administration of Moschus.

Drug Dose(mg/kg, p.o) Duration of coma(sec.)

control - 1328 £ 52
Sample [ 04 1493 * 34
Sample I 20 1632 £ 57"
Sample I 100 1785 + 67"

* © Significantly different from the control group. ( *
; P <005, *x ; P <001 )

Survivat time(sec.}

190
180

I"ICIt
160
150
140
130
120

110

100
Control 0.4 2.0 10.0 mgrkg

Fig.4. The survival time in mice foflowing ligation of both common
carotid arteries.

‘1 P<0.05. " P<0.01

Table V. Effects of Moschus on survival time ICR
mice subjected to normobaric hypoxia(N2
gas)

Drug Dose(mg/kg, p.o) Duration of coma(sec.)

control - 241 * 15
Sample [ 04 %1 £ 22
Sample 0 20 410 £ 24
Sample 11 100 35 £ 26

Drugs were administered 30 min. before mice were

exposed to nitrogen gas(2.6kgf/cm2)

* : Significantly different from the control group. ( P
<0.001 )

304

Survival time(sec.)

50

40

36

20

mg/kg

Control

Fig.5. The survival time in mice subjected to normobaric hypoxia,
(N2 gas)
P<0.001
Table VI. Effects of Moschus on survival time ICR
mice subjected to normobaric hypoxia(CO2
gas)

Drug Dose(mg/kg, p.o) Survival coma(sec.)

control - 569 % 24
Sample [ 04 81 %19
Sample I 20 M4t 24
Sample T 100 415 = 19

Drugs were administered 30 min. before mice were

exposed to CO2 gas(0.5kgf/cm?2)

* . Significantly different from the control group. ( P
< 001)

Survival time(sec.)

60
50
40

30

Control . . . mg/kg

Fig.6. The survival time in mice subjected to normobaric hypoxia.
(CO2 gas)

‘1 P<0.01
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Table VI. Effects of Moschus on survival time ICR
subjected to normobaric hypoxia

Drug Dose(mg/kg, p.o) Survival coma(sec.)

control - 1453 + 88
Sample 1 04 1771 = 11°
Sample T 20 2031 = 11"
Sample I 100 1913 £ 8™

Drugs were administered 30 min. before mice were

exposed to vaccum(60mmHg)

* : Significantly different from the control group. ( *
3 P <005 #+ 5 P <001, #+« ; P < 0.001 )

Survival time(sec.)
220
210
200
190
180
170
160
150
140
130
120
110
100

Control

Fig.7. The survival time in mice subjected to normobaric hypoxia.
(60 mmHg vaccum) ’

°i P<0.05. **: P<0.01. ***: P<0.001
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