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Prescription of ChongsimOndamTang(COT)

BELE £ EZ H &g
)54 Aurantii nobilis Pericarpium 4

$ B Pineiliae Rhizoma 4
®r % Hoelen 4
A - Poncin Fructus 4
" & Phyllostachy 4
a Jf Atractylodis Macrocephalae Rhizoma 4
BET Acori Rhizoma 4
FHEHY Coptidis Rhizoma 4
¥ Cyperi Rhizoma 4
E B Angelicae gigantis Radix 4
B7j8 Paeoniae Radix 4
HPI% Liriopis Tuber 32
M B Cnidii Rhizoma 24
= OE Polygalae Radix 24
A B Ginseng Radix 24
H B Glycyrrhizae Radix 16
t B Zingiberis Rhizoma 4
Total amount 60g

2) B9

HEBWS BE 250g Al Sprague-Dawleys®
i 5E% 0g Aste] Bab/C et w928 RIS
R, —BESFENSEEN - BEAE 21% bk,
HifsRs 35%LLL, MMt 50% LIT, B|KH 80% LL
T, Calium 06% AL, # 04% L)% 28 %453
PR WERBIMAT] ERE RR(GEE: 22%1T,
WE: 6515%)0] LERIS @EAMNZ # Wl Fimst
K[k

2 % &

1) el AR

HOERS 585 £ 300gS FBA 2000mis 3
A BAFeRAI] Y3 HHEES WHES B 5
g Jt22 pushstol BUBY F AEATH 3000rpmo
A 2058 BOSES LERS AT B BEms)

EBEE WA NS BEEMRRNE FAsd 6

5T BEBMHEY ohd, 50T BEERENA 7

3] Rgstd WHUREBREZESVIS B3g (KE 189%)

2 AT} o) BIEY AVlaE Wk DES K
2 BESA EUHEET AP LEWS WaENS 8
o= ERSA

ol BLEEBEENZE 4% SOmg/ke(UUT
COT1), 100mg/kg(LlF COTI), 200mg/kg(bLT
COT M ) ¥ 400mg/kg(LIF COT IV )REHo=
Eohe] WERS HHESIRTH

2 mEg 58

@. Strychnine2 2 FEd K]l HI FH

EBEMS 15l o422 6nt2i® &Estd COTO,
COT 11, COTIV HH] #KS BORE &% 15H
o} strychnine 15mg/kgS HTFHSSIY FRIAE M
B mEtRge] BHy o o2t e AlE
e

®. ECT witel <18 BEFRA B 8

RREMS 18] che2 6oty EEsle) COT
I, COT MW, COT IV REEC) MBS ROMm % 1
Bfiol Electric convulsive treatment unit(L{F ECT
unit)E MH 3sec, 200F, ZmA2} PR mg IS
FEto) olZv WM MEEMKES jEES Al WE
SAg?

3 m /M

D. EEwEe) He fFH

BATDg ] Fpkel #ated 304 Moz 284
ERImEte MAN EBEES BET K 360
370TAlole] ERIRMS #MiFsts GR 6olale e
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2 39 WRE KEsyc. COTH, COTHM, COTV
HEHY BES BnRE % INE MBI 46
T EECR EBS BES REstion, M
HR\FH 2L aminopyrine(LL TAP) Hmg/kg &
gste] rhgstgoh

@. Endotoxin®l & fFH

WE¥SS Hikol %3l 304 MRoE 284 B
HEERTE FlAse EBEES AT # 360-37
0TAbelo] EBEES #iEdls AR 6vlelE 13e=
st BES AERIIY BHRE IR pE=
endotoxin 150pe/ke® REREAMEESSI R, 385R #% COT
I, COTH , COTIV BEff] BKS FnfE % 1

R MfRo = 4B5R) B ERow HBY BEES

BEstR o™, HKEHFEFOZE AP S0mgkgs
st HEre ot

4) $BIBIER

Whittle™ ¢ Fkol wel B 6ol 1B 3
o COT 11, COTI , COTIV BB BES &nE
B % 307l 07% acetic acid 1mi/100g S KERERTES
8k, 104 ol 10572 writhing syndrome®} [Elg
€ QFEstgoen, HEEMFMBFCZE  chloropro-
mazine hydrochlonde(bA T CP-HCD 50mg/kgs %R
sho] Hol BiEEsl Ak

5) SERF1ERR

Wheel cage 7% o GRS LBEHES
BiEsHE o wRBmEiol 1008 MY REERHS 3
t BRYES 2@ 6rlElE 1BoR 3o Estth
COT 0, COT I, COTIV Eid BES £niR
%, 304, 604, 05 B 1204 #ol 5HRe EEBES
BEstE G BB 1% F o 106 gitkel) B3
BpRjol o7& BAlA Bt o, v
22 & CP-HCl S0mg/kg S #&EasIATh

6) GABAergic systemoll ol xl= &
vhex 180l g 1HoE s F8 1@ 3B
,COT1, COTH, COTI EERE BES KOoxms)

ATt BR SR AR Kol AS MERID R
2B BHAYT B EPReT H3n mE
2 WEHAT. GADS WEs) fske] me) ¢
o BEY BHMFEAS BEK Smicl Yol B
Pu}. WEES 2500z, 4T A 1058 EOLH%SN
tt. GABA transaminase® WEE #A7HA L¥E®E
-20Tol FRHET. UriA BSES: 4e GABARES
Bi5Es7) 915193 Smie) %3 methanoloh BB
BE RIS WEMZIA -20T RGO

@, GABA transaminasefEbEol 23 {ER

j%2l GABA transaminase (E¥EYX White and
Faison®l #A#*%g 4 #Hslod - radiometric
method® FIESH oY, LBAEKE #HRY HWEH
o] ¥ GABA trans-aminase HEHEE 7643
17.8pmol/min/mg of protein ©]Ach

@. GABAIEH B H3 (£

GABAFEH = Tumnell and Cooper®] #iE¥Pg
%5t liquid chromatographic methodS i alo]
BB ARAWKS WIRS BB GABATEM
BEEE 271014 xmol/g of protein®] At

@). GADiEHA H3 FH

GAD®| FE#REE Lowry 59 HEEY®d) mel Mg
stgeny ABMAMEKE KRET HEBHO GADEHE
= 84336umolg of proteinoiAth BSe] HEMBK
LA BaEE) TRS Lowry $9 A5
ujeh Abe] Albuming H#Ee 2 3o FEFYUTE B
BTl EMEYE 25 HWNCA HI 5SX2 FRd}
At :

7) #iEtERIE

BN RS HEHEE= Mac Stat View TM+5128
FiH st unpaired t-testoll #:dto] pRIBSIY L, BERGE
o] %I MeantSEZ s}gﬂ;e_a{ p-value7t HAfE
0.05 (p<O0SEI TS WilE BAET Rz #wsiich
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1) Strychnine2 2 HHE mBoll B3t YR

Bl suychnineRRZ HHY HPAN HER)
ESBWY Kool ol2: Byl ZZ 58+045%
72406418 W, COTHAMNE 6620693 80
107522 HEol 111, COTMAME 68+05%
3 94106508 HERME HEHC) BEIA I
o} Fto olz: MM AEHOl St Sl 3l
QI(P<005), COTVIINE EEBBHRMS 721045
o2 HEHol BESJTLPK005), LY o2& B
M 126208522 HFEHIE RO AU
(P<0.01)(Table ).

Table 1. Effects of ChongsimOndamTang(COT)
extract on the convulsion induced by
the subcutaneous injection of 15mg/kg

strychnine in mice.

. Adrministration Convulsion Time to
Expe”&‘;? Dose ‘Onset  Death
of COT Extract Time (min) ( min )
CONT (6) Saline 58+ 04 72206
COT L(6) 100mg/kg 66 +06 8007
COT I(6) 200me/kg 68105 94+ 06
COT WV(6) 400mg/kg 72 + 04 126+ 08~

The convulsion in mice was induced by the
subcutaneous 15 mgkg
strychnine. Extensor Tonus induced by strychnine
injection was observed 1 hour after the oral
administration of COT extract.

CONT : control group treated with saline as a vehicle.

COTIH: 100mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTI: 200mg/kg B.W. of ChongsimOndamTang(COT)
extract orally treated group.

COTIV: 400mg/kg B.W. of ChongsimOndamTang(COT)

single injection of

extract orally n'eatedgroup
The data are shown as meantSE of 6 animals.

. The statistic analysis between vehicle control group

and treated groups was performed by student’s
t-test. Asterisks denote s1gmﬁcanoe levels of
differences between control group and treated groups.
: * P<00B, ** P<OOL. ’

2) ECT wnit2 HRE BRHR ¥ #R

BBl ECT unite] BREROE FRY EZojA
SimaEo) ool ol=& Mol 182+12@Qd ulst
o, COTHoME 45T 1THE BEHUE ERol &
EHAIL(P<0.06),COTIHAME 2721282 HEHE
£ R0l BEAJALP<001), COTVANE 278+18
W HEHIE TRl BESATHP0.05)(Table ID).

Table 0. Effects of ChongsimOndamTang(COT)
extract on the convulsion and death,
the time to death induced by the
electrical shock of ECT unit (3 Sec.,
200 F, 25 mA) in mice.

. Administration .. Increasi
E"pgr’;“ug“w’ Dose of COT T““e(st:c?eaﬂ‘ Rate
Extract (%)
CONT (6) Saline 182+ 12 -
COT I(6) 100me/kg 245+ 17 346
COT M(6) 200mgkg 272+ 127 495
COT IV(6)  400me/ke

218+ 18 527

The convulsion and death in mice was induced by
the electrical shock of ECT unit. (3 Sec, 200 F, 25
mA) Extensor Tonus was observed 1 hour after the
oral administration of COT extract.

CONT : control group treated with saline as a vehicle.

COTH: 100mgkg BW. of ChongsimOndamTang(?OT)
extract orally treated group.

COTI: 200mg/kg B.W. of ChongsimOndamTang(COT)
extract orally treated group.

COTIV: 400mg/kg B.W. of ChongsimOndamTang(COT)
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extract orally treated group.

The data are shown as meamtSE of 6 animals.
The statistic analysis between vehicle control group
and treated groups was performed by student’s
t-test. Asterisks denote significance levels of
differences between control group and treated groups.

1 x P<O.05, ** P<0.0L.

2. BH MR

1) EERgR0] B #HR

BFe EROA EReE JITY HENe BE
of Wlsle, COTONE REHol EE=x @dx,
COTIMNM = HBuRE #% 185R)A 352102TE 28
A 35.0102C2 FEMIIT B TFRE7T Jeldn
(P<0.05), COTVAMT BERE # 15T 485k
A 25 3B103TE FREMUE BTHEREF JEy
S VH(P<0.05), HEEH AP S0mg/kelRREfl = v)X)x)
235t} (Table ).

Table II. Hypothermic Effects of Chongsim-
OndamTang(COT) extract on the
rectal temperature of rats.

Fxperimental msfn(%@? Rectd  Temperatwel T
Exiract & AP 1 2 3 4
(ONT (6 Saline ¥4:03  $5:02 H3I:03 F4: 02
COT I} 100mghg H6:04 H2:03  H8:03  %0:03
COT G  Wmgke H2:07 3B/0:02  H4:04  H8:04
T M6} 40mke B1:0F 34904 $H1:03 HI:03
AP () Dmghg  U0:027 B8:03"  HE:027  B2:08

The body temperature of rat was measured in the
recturn 1 hour after the oral administration of COT
extract every hour during 4 how. Aminopyrine of 50
mg/kg was used as a vehicle drug.

CONT : control group treated with saline as a vehicle.

COTH: 100mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTI: 200mg/kg B.W. of ChongsimOndamTang(COT)

extract orally treated group.
COTIV: 400mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.
AP : 50mg/kg B.W. of aminopyrine orally treated group.
The data are shown as meantSE of 6 animals.
The statistic analysis between vehicleAconn'o]v group
and treated groups was performed by student’s
t-test. Asterisks denote significance levels of
differences between control group and treated groups.
1 * P<O.05, *++ P<0.0L

2) Endotoxinoll #3H %R

BEY BHEE endotoxinC 2 FHY BEMIRARNAM
WEE HENY EBRWEC sdld, COTOS FEH
o] AN, COTIHE MEIRE & 3upH] 372+£02T
2 ABMNE WEGEST ZEFIIA(P005), COTV
t OREERE % 30ERelA 37,0#0.2°C§, 48R A
372+02CE HEHIT HEEET BEINY
(P<O.05), g AP SOmgkg WEFEE WXz £
3ttt (Table IV).

Table IV. Antipyretic effects of ChongsimOndam-
Tang(COT) the febrle

induced by the subcutaneous injection

extract on

of 150 ps/kg endotoxin in rats.

Experimental /Sminisirat Rectal  Temperature(T)
Grou on Dosc of
» dnug I 2 3 4
CONT (6} Saline 32:02 376+04 382:03 R3:04
COT I(6)  100mke 372103 374:03 3718+ 04 3719104
COT 6 20myke 3003 3712:04 72+02 3404
COT V(6)  40myky  371: 04 373:04 370 £ 027 32402
AP {6) Ymeke  F2:02 370:03  68:037  H7:203

The body temperature of rat was measured in the
rectum 1 hour after the oral administration of COT
extract every hour during 4 hour, COT extract was
orally administrated 3 hours after the subcutaneocus
injection of endotoxin 150ug/ke. Aminopyrine of 50
mg/keg was used as a vehicle drug.
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CONT: control group treated with saline as a vehicle.

COTH: 100mg/kg BW. of ChongsimOndamTang(COT)

extract orally treated group.
COTM: 200mg/kg B.W. of ChongsimOndamTang(COT)
extract orally treated group.

COTNV: 400mg/kg BW. of ChongsimOndamTang(COT)

extract orally treated group.

AP : 50mg/kg B.W. of aminopyrine orally treated group.

The data are shown as meantSE of 6 animals.
The statistic analysis between vehicle control group
and treated groups was perfoomed by student’s
t-test. Asterisks denote significance levels of
differences between control gmup and treated groups.
T x P<OG5, #+ P<OOL

3. % HR

BB £EAEKSY 07% acetic acid{fEER) S BEA
@ HEBREe] writhing syndromeo] #BEE7} 324+32@
e} vlEte, COTOAME EEMC] BEHA 4z,
COTMANME 24242862 HEHQUE W7 TEs
RA(P<0.05), COTVAME 2144242 HEHYE
B 7t BEEHJHP<001), HEZEY CP- HC Somg
/keiRBE e SERMBRRTE %4 55331 Table V).

Table V. Aanalgesic effects of ChongsimOndam-—
Tang(COT) extract on the writhing
syndrome induced by the intraperitoneal
injection of 0.7% acetic acid 1m¢/100g

in mice.
Experimental Adminstration Nm(’f Decreasing
Group Dose of drug sydrome(10rmin) Rate(%)
CONT (6) Saline 324*32 -
COT 16 100mg/kg 284%4) 130
COT K6} 200mg/kg 242+28 %3
COT V{6 400mg/kg 214+24” 340
CP-HC1 S0mg/kg 142+32™ 5%6.2

Analgesic effects of COT extract on the writhing
syndrome induced by the intraperitoneal injection of
0.7% acetic acid 1mé/100g in mice was measured 10
minutes later after the peritoneal injection of acetic
acid during 10 minutes, COT extract was orally
administrated. 30 minutes before the peritoneal
injection of acetic acid. chloropromazine hydrochloride

- of 50 mg/kg was used as a vehicle drug.

CONT : control group treated with saline as a vehicle.

COTT: 100mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTI: 20mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTIV: 400mg/kg B.W. of ChongsimOndamTang(COT)
extract orally treated group.

CP-HCI: S0mg/kg B.W. of chloropromazine hydroch-
loride orally treated group.

The data are shown as meamtSE of 6 animals.
The statistic analysis between vehicle control group
and treated groups was performed by student’s
t-test. Asterisks denote significance levels of
differences between control group and treated groups.
T x P<O.05, *x P<0.0L.

4. $EEF MR

Wheel cage 7702 H8E BRAMY BRED
Bl ol thiTRiel aREHE vstd, COTOAA
£ AEHe BEEA 843, COTHAMNE BRRR
% 605r9) R28L45EB(P<0.05), 0E) 0131322
(P<001), 12089} 9%62:48E=2 (P<005), FEMYE
BA7t ZEHALH, COTVANE MKRER % 605
of  932+37EIZ(P<0.05), 9045l 9R28x41E=
(P<0.05), 12059} 943*53E=2 HEH UA BVt
=92 HP<0.06) 1BigEds CP-HCl SOmg/kg IREARES)
HEFERAE XA R Table VD.

—-100—
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Table VI. Effects of ChongsimOndamTang(COT)
extract on the spontaneous motor

activity measured by Wheel cage

method in mice.
Experimental Spontaneous motor activity Srin )

Group
Before X 1] % 120

COT H6) 104:62 12132 B2+ 32 ®B5:21 1004141
COT M) 12:34 1R:42 R8:45 93:32" %2:48
QT NGy 1072:28 "B6:32  $B21237 N3+4l . HU3:53

CP-HCl 1043138 6261727 B4 72"‘ 82163 33239

Effects of COT extract on the spontaneous motor
activity in mice was measured by the method of
Wheel cage 30, 60, 90,120 minutes later after the oral
admimstration of COT extract during 5 minutes.
Chloropromazine hydrochloride of 50 mg/kg was
used as a vehicle drug.

CONT : control group treated with saline as a vehicle.

COTI: 100mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTID: 200mg/kg B.W. of ChongsimOndamTang(COT)
extract orally treated group.

COTIV: 400mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

CP-HCE 50mg/kg B.W. of chloropromazine hydrochlo-
ride orally treated group.

The data are shown as mean:SE of 6 animals.
The statistic analysis between vehicle control group
and treated groups was performed by student’s
t-test. Asterisks denote levels of
differences between control group. and treated groups.
T x P<O0B, =+ P<O.01.

significance

5. GABAergic systemoll olxl= #MR

1) GABA transaminase ;&140ll olxl&= ¥R
GABA transaminase® iE¥olA HEHLE 7643=*
17 8pmol/min/mg prot.¢1d) 8l5l, COT I M= BE

pro] 9113, COTHOIME 654318 6pmol/min /ng
prot. 2 2(P<0.05), COTHM®IAE 621.3%19.4pmol/min/
ng prot.o2 HEKC v BEEELUT BEI”RG
(P<0.01XTable VII).

Table VI. Effects of ChongsimOndamTang(COT)
extract on the activity of GABA
transaminase in rat brains after 21
days of the oral administration of

COT extract.
Experimental Administration _GABA nase.
ot o CO‘?SE oy Activity(pol/min/  Decreasing
- g prot)  Rate(%)
CONT (6) Saline 7643 + 178
COT 1(6) S0mg/kg 72111212 49%
COT 1(6) 100mg/kg 643 = 186" 144%
COT I(6) 200mg/kg 6213 + 194" 187%
Effects of COT extract on the GABA-

transaminase activity in the brain tissue of rat was

measured by the radiometric method 21 days after

the oral administration of COT extract.

CONT : control group treated with saline as a vehicle.

COT1: S0mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTI: 100mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTII: 200mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

The data are shown as meantSE of 6 animals.
The statistic analysis between vehicle control group
and treated groups was performed by student’s
t-test. Asterisks denote significance levels of
differences between control group and treated groups.

: % P<0.05, ** P<OO0L

2) GABAEMREO oixle R
GABAREWBREIS] oiA] HERAME 271014

- 101 -
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mol/g prot.{1® H]3te], COT 1= HEol RESA
@9ty, COTHE 381018umol/g prot. 2 2(P<0.05),
COTIE 43+02lumol/g prot 22 FRME = EHR
EEg 7t 3BE S ATHP<0.01)(Table VII),

Table VI Effects of ChongsimOndamTang(COT)
extract on the activity concentration of
GABA in' rat brains after 21 days of
the oral administration of COT extract.

e Admiistration

Dose ; :
Group of COT Ext Concentration  Increasing

' (mol/g:-prot.)  Rate(%)
CONT (6) Saline 271 014 -
COT 1(6) S0ng/ke 321021 185%
COT 1(6) 100mg/ke 381018 491%
COT 11(6) 200me/kg 43+ 021" 59.3%

Effects of COT extract on the GABA activity in
the brain tissue of rat was measured by the
method 21 days after the oral
administration of COT extract.

CONT : control group treated with ‘saline as a vehicle.

COTI: S0mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTH: 10mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTIN: 200mg/kg B.W. of ChongsimOndamTang(COT)
extract orally treated group.

The data are shown as meaniSE of 6 animals.
The statistic analysis between vehicle control group
and treated groups was performed by ‘student’s
t-test. Asterisks denote
differences between control group and treated groﬁps.
1 * P<0.05, »» P<Q.0L.

radiometric

significance levels of

3) GAD;EMO oixls WP
GADiEH ] oA HiPERES 83423 4umol/g prot.
Jdl B3, COT 1+ BEMOIZFEHA ¥¢ta, COT

O 97+62umol/g prot.22 (P<005), COTmE
10244 8mol/g prot. 22 BEHIE Bigmor &
EHATHP<0.01)(Table IX).

Table K. Effects of ChongsimOndamTang(COT)
extract on the activity of GAD in rat
brains after 21 days of. the oral
administration of COT extract.

_ o GAD
iR T
(amolfg prot)  Ratel%)
CONT (@) Saline 84+ 36
OTI6)  Somghe F2:47  46%
COTHE  whe  WT6Z  195%
COTH®)  0whe 124148 28%

Effects of COT extract on the GAD activity in
the brain tissue of rat was measured by the
radiometric method 21 days after the oral
administration of COT extract.

CONT : control group treated with saline as a vehicle.

COT1: S0mgkg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTI: 100mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

COTIE 200mg/kg BW. of ChongsimOndamTang(COT)
extract orally treated group.

The data are shown as meantSE of 6 animals.
The statistic analysis between vehiéle control group
and treated groups was performed by student’s
t-test. Asterisks denote significance levels of
differences between control group and treated groups.

T x P<O05, =+ P<O0L

N. £ %
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ol EERE & Ted ol2% KBHE COTm 94+
06502 HERIE EEO YN, COTN 126+
08522 HEHIE EREC] AAKTable D.

ECT wnit2 FHET ERER B HEFEER
Qo EEEE % o) oj2: WS COT ne
U5+17 secZ, COTHE 275+12secZ COTIVE
218+18secE BF FEMIT ERE Jehiel, K
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minase 9 FEMEE, GABAS] EHEBE, GADEMEES
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oI‘_-,

2ei COT o<
COT Imx 621.3%
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o)X=
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4. SBENEE COTH® COTNVZE 604, 0% 1l
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A L= At
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LLt-o) 82 vl HLBEES R HY HK
S mEh W, B3, 1931 GABAergic system® #
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=ABSTRACT =

The effect of Anticonvulsion,
Antipyretic, Analgesic, Sedative and
GABAergic
system on mice by
ChongsimOndamTang

Jae Hyeong Kim O.M.D,
Sang Ryong Lee, O.M.D.

Dept. of Oriental Neuropsychiatry
College of Oriental Medicine,, Taejeon University

In order to prove the experimental effectiveness of
ChongsimOndamTang <COT> by categorizing COT
I, COTH, COTI and COTIV according to the
volume of COT extractthe anticonvulsion action, the
antipyretic action, the analgesic actionthe sedative
action, and the activity of GABA transaminase, the
activity concentration of GABAthe activity of GAD
in GABAergic system comparing data with control
group and observation data show the results as
follows.

1. The anticonvulsion effect on the convulsion
mduced by strychine it was significantly
effective in COTIV and the time to death after
the occurrence of the convulsion it was
significantly effective in COT I and COTUV,
and the time to death after the occurrence the

convulsion induced by the electrical shock of
ECT unit 1t was significantly effective in all
sample groups.

2. The hypothemic effect was significantly
effective in COT I after 1 hour and 2 hour
and was significantly effective in COTIV after
1 hour and 4 hour, and the antipyretic eff:act
on the febrile induced by endotoxin it was
significantly effective in COTH every 3 hour
and was significantly effective in COTIV after
3 hour and 4 hour.

3. The analgesic effect was significantly effective
in COTI and COTIV by decreasing the
number of writhing syndrome.

4. The sedative effect was decreased significantly
all in COTH and COTW after 60 min, 90 min
and 120 min.

5. The activity of GABA transaminase was
decreased significantly in COTII and COT IL

6. The activity concentration of GABA was
increased significantly in COT U and COT M.

7. The activity of GAD was increased signi-
ficantly in COTH and COTIL.

The results show that ChongsimOndamTang can
be an effective cure in mice on the anticonvul-
sionthe antipyretic ,the analgesic,the sedative and the
control of the GABAergic system in brain, and it
can be used of the epilepsy and convulsive diseases

clinically.
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