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tisolOf| O|X}= S&t

Table I. Change of plasma cortisol concen-
tration after Ga Gam Sam Kee Tang
Water extract, 0.2 and 0.4mf /kg, intra-
venous administration rabbit.

Plasma Cortisol Concentration{.g / d¢}
0 1 2 3 4hr
0.2n¢ /kg Mean1.4852 1.8476*** 1,8416*** 1.6132 1.3838

group

+SE |0.1212 01178 01033  0.2020 0.1566
0.4nf /kg Mean|1.5906 1.9382 18528  1.8926 1.6400
+SE |0.2815 0.2755 02388  (.2243 0.18%0

Number of experiments ; 10, asterisks denote sig-
nificant difference from control value, *** ; p<Q.
001

Wi 0.2ml /ke] #HMEEC] QolA Mg
Cortisolig < #2857 1.4852+0.1212ug / 48
ol A etk 1, 28FRCIA B & 1.8476%0.
1178, 1.8416%£0.1033g/ 2 HES fEhn
(p0.001) & YEld on, ik 3meRol A
T 1.613430.20200g / X2 EBTRTE B
me ZHot.

B 0.4nl /29 HEBEO] oA mug
CortisoligE < #8157 1.5906 +0.0943ug / &
oAl a1 SREBAMANA &4 1.938240.
0921, 1.8528+0.0922, 1.8926+0.0977, 1.6400
+0.1354ug / &2 BE3le Eme Jebdoh
(Table I, Fig. 1).

2. MR=45 MHEY Bomrl mig
Cortisol R E 0| O|X[= #E

Table II. Change of plasma cortisol concen-
tration after Ga Gam Sam Kee Tang
water extract, 1.0 and 2.0mf /ke, for
oral administration in rabbit.

Plasma Cortisol Concentration(zg / d¢)
4] 1 2 3 4hr

1.0mé / kg Mean{1.7126 1.2306 1.7438 1.0770%* 1.4694
+SE|[0.2751 0.1105 0.2052 0.1491 0.2823
2.0me /kg Mean|1.5934 1.5244 1.4858 1.6968 1.9416
+5E|0.3006 0.1477 0.2142 0.2652 0.3822

Number of experiments ; 10, asterisks denote sig-
nificant difference from control value, ** ; p<0.01

group

Wi 1.0me /kego] @Bl dolAM mig
Cortisol iBE < 28 1.7126£0.2751 g / &t
off A} He gk 3rERIONA] 1.0770£0.2751ug / &
EHES AL (p0.01)E 2R

ESH AR 2.0me / kgl REFEN AA M
i CortisoliBE = #EHT 1.5934+0.3006.g
/A He gtk 3, 4R A £ & 1.6968%
0.2652, 1.9416+0.3822g / 42 H¥mME e}
WelcH Table 1. Fig. 1).

EFiRIZEL (Talble I )oHE O #:82(Table II)
g % M4 Cortisol S #{LE 1oz
s A el o83 2 (Fig. 1).

Ei 0.2 mikg
0.4 miAg
pCc ] 1.0ming
{ug/di) M 20 ming

Fig. 1 Changes of plasma levels of cortisol after
Ga Gam Sam Kee Tang water extract, 0.2,
0.4mé /kg intravenous and 1.0, 2.0né /kg for
oral administration in rabbit,



Asterisks denote significant difference from con-
trol value, ** ; p<0.01, *** : p<0.001

3. MREHS FUHRS HIRIREI Bk
o} PO:0Y| DIX|= BT

Table [I. Change of partial pressure of oxygen
(PQ) after Ga Gam Sam Kee Tang
water extract, 0.2 and 0.4mé /kg, intra-
venous administration in rabbit.

Partial Pressure of Oxygen(mmHg)
0 1 2 3 4hr
0.2m¢ /kg Mean| 96.44 99.94 95.34 91.96 96.98

group

+SE | 2.80 242 259 132 252
0.4m¢ /kg Mean|93.06 87.16 85.90% 89.58 84.24
+*SE| 245 081 332 165 322

Number of experiments ; 10, asterisks denote sig-
nificant difference from control value, * ; p<0.05

WMt 0.2mf /kg ol REEBEES] JolA EHARM
o] HEHBL HHA] 96.4412.80mmHgol A
REE 1, 4FFRIONA & & 99.9412.42, 96.68
+252mHg2 #mE Vel oY FEES
s ) datet,

W 0.4me /kg ] HEBE oA #hikm
o] BESB-S HAEFT 93.06+2.45mmHgol 4
itk 265 ol 4] 85.90+3.32mHg 2 HE T
e (p€0.05) & R th(Table [, Fig. 2).

4. MBE=EFS WHES ERkHIt HHikn
o] POO| OIX| = R &

Table IV. Change of partial pressure of oxygen
(P02) after Ga Gam Sam Kee Tang
water extract, 1.0 and 2.0m¢ /kg, for
oral administration in rabbit,

Partial Pressure of Oxygen(mnHg)
0 1 2 3 dhr
1.0m¢ /kg Mean|103.48 97.20 93.90% 107.70118.04**

group

+SE{ 357 372 332 348 173
2.0mt /kg Mean| 96.60 95.30 94.42 94.32 90.92
+SE| 2.97 484 089 198 151

Number of experiments ; 10, asterisks denote sig-
nificant difference from control value, ** ; p{0.01

A 1.0ne /kg o] R EEE] oI BERIM
9] BEFES 8 ET 103,48+ 3.57mHg ol A
ek 2B ol 4] 93.90+3.32mHg & A E S
HW (p{0.05) 8 B PO} Ltk rahnste] 48
Riol A 118.04 +1.73umHg 2 & L= W
(p€0.01) & eI o},

W 2.0me /kg o] FmEEC] QoA Bk
o] EpE ML LA 96.60 +2.97mmH gol A
it #KkE WA stHHTable NV, Fig.
2).

FAR % B (Table )9} B s (Table V)
SH 1% @ik M) EeRar Bl #hE Ig o=
egaf A Gep A o237 2oi(Fig. 2).

Bl 0.2mikg

PO, B 04ming
(mmHg) 0 1.0mixg
B 20mig
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]
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Fig. 2 Changes of plasma pressure of oxygen aft-
er Ga Gam Sam Kee Tang water extract,
0.2, 0.4mf /kg intravenous and 1.0, 2.0m¢
/kg for oral administration in rabbit,

* : p<0.05, Other legends and the same as
inFig. 1

5 MR=AS WHES FBARRET| Bk
9 PCO:0|| BRI = 8

W 0.2mf /keo) $mEEe] oAl EHRIN
o] TEMLRESEL BEFT 20.56+1.27m
Hgoll Al #84% 1, 2, 3efoA &£ & 28.26%
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1.09, 26.72+0.71, 29.3+0.83mHg 2 & 3}
E EEE RYon HHE 4epmolA 3L
42+0.74mHg2 HES #m(p.0)E Y
Ebd o

A 0.4me /kg o] BB ol SR M
o ZEbRFESEL FREET 30.74+1.18mm
Hgoll A #81% £\ AN &% 29.50+
1.31, 29.60+1.69, 29.10+1.69, 28.66+1.58
mHg2 @43t RS JebdoH Table
V, Fig. 3).

Table V. Change of partial pressure of carbon di-
oxide(PO2) after Ga Gam Sam Kee
Tang water extract, 0.2 and 0.4ml /kg,
intravenous administration in rabbit.

Partial Pressure of Carbon Dioxide{mmHg)
0 1 2 3 4hr
0.2m8 /kg Mean| 29.56 28.26 26.72 29,30 31.42**

+SE} 1.27 1.09 071 0.83 0.74
0.4m8 /kg Mean|30.74 39.50 29.60 29.10 28.66

+SE| 1.18 1.31 169 169 1.58
Number of experiments ; 10, asterisks denote sig-
nificant difference from control value, ** : p<0.01

group

6. MR=FH MHHES BOiKEI| BARM
2| PCO:0f BIX|= HE

Table VI. Change of partial pressure of carbon di-
oxide(PO2) after Ga Gam Sam Kee
Tang water extract, 1.0 and 2.0mf /kg,
for oral administration in rabbit,

Partial Pressure of Carbon Dioxide(mHg)

group

0 1 2 3 4hr

1.0mf /kg Mean|29.70 28.40 2878 28.78  28.64
+SE} 0.74 143 072 058 0.72

2.0mt /kg Mean|32.30 28.16%** 28.78*** 30.20** 30.56
+SE| 050 0.92 059 078 058

Number of experiments ; 10, asterisks denote sig-
nificant difference from control value, ** ; p<Q.
01, *** ; p{0.001

B 1.0nf /ked] $EmEEC] U olA] BHER M
o] TELRFSEL HEE] 29.70+0.74mm

Hgoll A #81g £\RIAMA 24 &4 28.
40+1.43, 28.78+0.72, 28.78%+0.58, 28.64+
0.72mmHg & i st & ool

MR 2.0m /kg e EERS] dol A H AT 32.
304£0.50mmHgoll A #2827% 1, 2, 3wl A &
% 28.16+0.92, 28.78+0.59, 30.20£0.78mm
Hgz HE3 i (p{0.01, p{0.001)E ‘}e}
Wok(Table IV, Fig. 3).

B AR 8 (Table V)< & 0% s (Table V)
3t i EHER M O] “EMLRFSTEBS MLE
goz wgsiA dehldE g3 2oh(Fig.
3).

O 0.2mg

PCO, E 0.4 mikg
mmeig) 1.0 ming
3; o M 20ming

Time (hr)

Fig. 3 Changes of plasma pressure of carbon di-
oxide after Ga Gam Sam Kee Tang water
extract, 0.2, 0.4m¢ /kg intravenous and 1.0,
2.0mf /kg for oral administration in rabbit.
Other legends and the same as in Fig. 1
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ABSTRACT

Effects of Ga Gam Sam Kee Tang Water Extract on the Plasma Cortisol
Concentration and Arterial Biood PCO., PO: in the Rabbit.

by Lee Seung Woo

Dept. of Oriental Medicine Graduate School
Wonkwang University

Directed by Prof. Han Sang Whan

To evaluate effects of Ga Gam Sam Kee Tang(GGSKT) water extract on the plasma

cortisol concentration and arterial blood PCQO:, PQ: in the rabbit.
The results obtained were as follows :

1. Intravenous administration of GGSKT water at the dose of 0.2mé /kg remarkably inc-
reased plasma cortisol concentration from 1 to 2 hours.

2. Oral administration of GGSKT water extract at the dose of 1.0ml /kg significantly dec-
reased plasma cortisol concentration on 3 hours.

3. Intravenous administration of GGSKT water extract at the dose of 0.4m¢ /kg remark-
ably decreased arterial blood PQO: on 2 hours.

4, Oral administration of GGSKT water extract at the dose of 1.0mf /kg significantly dec-
reased arterial blood PO: on 2 hours and remarkably increased on 4 hours.

5. Intravenous administration of GGSKT water extract at the dose of 0.2mé /kg remark-
ably increased arterial blood PCO: on 4 hours.

6. Oral administration of GGSKT water extract at the dose of 2.0mf /kg significantly dec-
reased arterial blood PCO: from 1 to 2 hours.
These results suggest that therapeutic action of GGSKT water extract for athma may

be related with the increment of plasma cortisol concentration and the decrease of arterial
blood PCO:
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