B8 BgKe]

KA Iﬂ[ﬁﬁ Cortisol B
4 Bk PCOz, POz el

n )= BE

— ERABR BENAE HRANEEE —
E%E . e

1.8 &

HREe R T HGELD A
S EE Lisk & 2,823, # 9% BE
ol ZIf= ] g},

AFHe] kB FVS HLEREH £H
TR e Sa, 70T “Yakut, xukste
#oiol = fi A gk St Th .

AFe) ByMRS S, RATE, AR,
B, Ak, A%RT, HE, £HoZ MR
o] glomim12) @l wel & iyel B
Bl &4 2571 9= R Ul 8 Ee
BREye F—3ich

AFel £ IS Mzt Baol &3
WO, B, ok S fEo) R4 4
5.6,12,1823) |, XM= fEe] 22 fifiteel

gate] FIBel o] RhEEw RMEHEIE B,

R, BTHFEM LS kel YEhdA &
T} 412,19,21726) | 3L ki KA BE
BaA 5ol vehte Aoz HERED, B
7, EREI%, EEESHE 5 +571012.18,

19.2123,27) o2} 714 ko] VhERLAL Bk,

olofmba}l (Luk, M, FIR, K#k, B
o) Koz WpEste 247 ANHE
1317 % KRl SR

WES RO (BAT AR, ok &K
W T FaE Wl o) ME mMssE
7} fEol BRETh olt BHMEMRE
Bede 0 M EMRUE R O] Hate] BER
th= Catarrh #3 M@ StAThd).

Glucocorticoids & K& gl 4
3] @EE T glon 29), EiEe] WAL AR
oz 4w ElIFHEY Cortisol i

d EETE WS- w30 | welA Steroid
R#e) sy Lol EHSn Yy, Co-
rticosteroids = 1950 4 LIfE MEEHE
M= de A0 gor %), K3 He-
len-& Cortisole] HikiafEAS A
E oA pizkE o S TR,

o mmds BRMAN TRERRSE
B ol MRSE Evl ke ARSIt L
82 o 31,

KH MmiE Cortisole] ulAE Egol
H3 BERWEZE E e NEHRES 2
REREBMEE FSKe], 8% & Wik
BB, &35 ?Eaﬁfﬁ%é%ﬁ%% RUG®
ol, )& B FHY L BRBPBES
W RiBH%el KRR Jméﬁ CortisolE s
WmAZIT T @S o o, KR B
R MR LR RS BT BESES] WA
of HlXE Bl HIY KBRFELZc RV
o &tk FliAMECl BN Rk BN
:@4%?@%@4 W ot mESES ®m

2 Rycn #4E vk gtk :

SE EEHel HY ERFREE o7
M9 v flvlz, oldl FFx= Higel M
BHS KR FRE) $HY % mif Co-
rtisol g st ¢ PCO,, PO, 9] #1b

B BEEY #HE FED RS AV #

e Hel,

0. B & K&

B W
EHRB Y WE 2k WY B KRS
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fES EFSA] ¥ €3 @R(EZIA @ * Bl HEY BAe EXABR B
¥ FEHBRAMAS)S KH3 pasHEA K EBRAE KB BHmbklA BE AT
BAT 2HAM BERE BRY EEND #® AE BAEE KBS EASN, B

KH HASA S mEmed g@sdn, 149 SRS O
2) ¥ o _ <3 Zth
Y0 BE A | B % | ER(%)
# (= | -Armeniacae Semen Prunus armeniaca L.var.ansu Maxim. 11.25
A TE Farfarae Flos ; Tussilago farfara L. ' 1.5
ﬁi @ Anemarrhenae Rhizoma | " Anemarthena asphodeloidés 5.625
: Bunge. thunbergii Miq.

B # | Fritillarise Bulbus Fritillaria verticillata Lvar . 3.75
E 4=)4 .Cprté:x‘Mori. | ‘ - Morus hombysis Koidzumi. ] 3.75
#®%TF | Schizandrse Fructus | Schizandrachinensis Baill 3.75

: " Glycyrrhizae Radix . Glycyrrhiza uralensis Fischer . 3.75
#H E .

et. De Candolle.

£ ¥ | Zingiberis Rhizoma. ' Zingiber officinalé Roscoe _ 3.0

_ TOTAL AMOUNT : 42.375
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2.8 ¥
1) #ike] BH 2 BH
© A/ =
RigEk 2M4 B 84.75 48 BWIE Fl-
askd HEEK 600me} 34 Yo e &
HBE WBFAI 7l 120 2 nEste] 460
o] PHEKS AATE ©] MHES 4T
5,000r.p.m. o2 30 5/ RLHES K
FE BrFE3 %9 rotary vaccum evap-
orator ([@ig Bz K%, BUCHI,RI110)
g #1207t HA BRE REEs
A EHel AR
@ #®% H
KRS SEPHS FIRE = JEE 3 H
EE BEA % Bl BIRSA 2%
Lidocain 0.2m¢/kg-& HHSI  RFT#E
E AlAA HLOBR] 23 gage polyethy-
lene tube & EHASY oM, tube s #
AN o 2 BEEL BRAIZ] % BERS B
fE3tA o
Hg# #EEd doXe 18utale] %
Foll 0.2me/kgs} 0.4mf/kg & BEdte] H
BRSO Z WAEH O = tube® B &
st
2) B ¥ MAES
KRime By WS izt R #
1,2,3,4 Rl &4 BHmstAon, R
m#%e 4T 3,000r.p.m. o2 1550 &
DoEEste] MRS St n, © Sme
Mm-S BRI |
3) Cortisol BEHIES /3
‘ radioimmunoassay
[mﬁﬁ_ Cortisol &+ Cortisol RIA
Kit. (Cat.No.KC05,DPC,Los Angels,
U.S.A)2A #Rirg ERJ%e &t W
% 811 T, ,
4) PO,,PCO, ¥ Electrolytes

Hie _

Hig# HEBY mES | FKH HReR
st blood-gas analyzer(Nova,
U.S.A)E HIZESA.

5) MEH RE

R RS MEH EEE Student’s
paried teste] &3} o, P-value
7} 0.05 ATLW ARG ERSA AR
RAZ Agtow, HEgfEe]l #EHLS Meant
SEZ 3luT)

. W&

1. AR# K] #EU) mik
Cortisol ] N = B2
HHBREE 0.2n/kgo] FEFE) oA
m#f Cortisol EEE # A 1.50+0.22
pg/de A BEE 1,280 £4 1.53

C%0.20, 1.72 £ 0.2449/d 2 HES

2 Yeior, 3, 4BHINE &4 1.6
+0.21, 1.63+ 0.36 ¢#/d¢ & #HHFTRCH
= #BmE 2goh (P<0.0D)

MHBEK 0.4n/kgs] EHFEA UoiA
= BT m#F Cortisol 7 1.42
0.07 u#/de¢ & FER =H #HE 1,2 2
AR &% 2.43 +0.08, 3.02%0.10
2 1.95+0.134¢/d¢ 2 RS HMWES
B on, 3EMdIE 2.09 +0.11 p##/
de = #Ee mre deidt (P
0.05, P< 0.01) (Table [,Fig.1)

2. KR Bkl REE FBK &S}

BiiRm PCO, (ko m X B

KRS Highkel Hg MHBHEEK 0.2
me/kgS #EAS ul 1,2,3,4 BRREOIA £ 4%
98.47 * 4.25, 28.97 + 4.16, 29.00 *4.30
2 31.33 £ 4.50 mHg 9] TER{LRESTBS
el on], HAR 31.30 £ 4.68 mHg B
ok A 1R 2 3ERCOA AR
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Table I. Change of plasma cortisol concentration after Pai Mo san water extract, 0.2 and 0.4 mi/kg,

mtravenous administration in rabbit

Plasma Cortisol Concentration ( ug/dl)

Group c 1 2 3 4 hr .
Control Mean 1.50 1.67 1.53 1.73 1.42
+SE 0.10 0.11 0.10 0.21 0.21
0.2ml/kg Mean - 150 1.53%* o L72%* 1.65 163
. tSE -0.22 0.20 0.24 0.21 0.36
0.4ml/kg Mean 142 2.43%% - 3.02%xx 2.09 1.95%*
+ SE 0.07

0.08 0.10 0.11 0.13

Number of experiments; 18, asterisks denote significantly different‘ from control value,
*.P<0.05, **;P<0.01, ***;P<0.001.

Cortisol -

(ug/dl)
5.0¢

1.0

00

Q- control
0.2 mifkg
+ZX- 0.4 mirkg

Fig. 1.

i =l . . 3
0.0 1.0 © 2.0 3.0 4.0
Time (hr)

Change of plasma cortisol concentration
after intravenous administration of Pai
.Mo San water extract in rabbit. -
Asterisks denote significant difference
from cht;ol value, *; P» < 0.05,
*#:P < 0.01, ***;P<0.001.

BAL R RS ES] WA E eI

EF 0.4mf /kg S BEEE 1,2,3,4 R
ZEBYMIA £4 25.42 % 3.78, 24.65
+3.61, 24.78 % 3.68, 26.00 + 3.86mHg
2 AR 31.48 +4.65mHgRT TS F
B JE REHRSES BHE B
At} (P<0.05, P<0.01) (Table T,
Fig.2) _

3. KR W Eﬂ’é’k ABH% 87}

BN PO, Bl ¥ BB

wRe FHiEe) HiS# shHBER 0.2
nt/hgs BEZ W 1,2,3 B AREAAN &
% 85. 33+12 30, 86.32 +12.45, 91.13
+13.25 3 87.92 % 12.76mm Hy o] MRS

Be L]'E]"f& o1} AR 86.83 * 12.52 ma

Hgol K3l AES BEE UEAE Wk
4 |
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Table I Change of partial pressure of carbon dioxide after Pai Mo San water extract, 0.2-and 0.4ml/kg,

intravenous administration in rabbit.

Partial Pressure of Carbon Dioxide {mmHg)

Group ’ o 2 3 4 hr
0.2ml/kg Mean 31.30 28.47** 28.97 29.00** 31.33

~ £SE " 4.68 4.16 430 450
-0.4ml/kg ‘Mean " 31.48 T 25.42%% 24.65%* g478% . 26.00%
. - 3.78

+ SE 4.65

3.61 3.68 3.86

Number of experiments; 6, asterisks denote significantly different from control value,

*, P<0.05, **; P<0.01.

PCOZ

(mmiig }
S0 _9

O~ 0.2 mitkg
7 0.4 miikg

a0 |-

Time (hx)

Fig. 2 Change of partlal ‘pressure of carbon
“ ‘ dioxide after intravenious administration
‘ of | Pai Mo San water extract in rabbit.

Other legends are the same as in Fig. 1.

ARERANA &5 92._67i 13.79, 89.43 *
12.90, 89.37 +12.90, 89.63+12.93mmHg

o] BESES E —L—tﬂ &lﬂu 86 70 +
12.69 mmHg o] H3 HE t& #ME Holx
% ¥3ith(Table [, Fig.3) . =~

4. KR @Rl RB# E‘Q%%%E Ediovds

M4 Sodiumfke] nlXE BB

KR HipiRY B8 mwhHBEER 0.2
ne/hy S BET R 1,2,3 R 4RGN
£% 144.5 +20.7, 144.4 +20.6, 1435
20.5 % 143.8+20.6mEq/¢ & YEHA L
H, &ﬁﬂnw 145.8 + 20. ngq/eoﬂ )
RS ﬁﬂ:e L ER A= %E} '

ES (.4m8/kg& &"iﬁ_ﬂ %8 1,2,3,4
BRfgol A &4 141.4 +20.0, 141.4%20.2,
141.0 = 20.2mEq/¢ 2 HHFTS] 139.6 =
20.0mEq/¢o] W3 FEY BIES Ho|X
otk (Table V, Fig.4) -
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Table IIL - Change of partial pressure ofoxygen after Pai Mo San water extract, 0.2 and 0. 4 mi/kg,

mtravenous admimstratxon in rabbit

Group C

Partial Pressure of Oxygen (mmHg)

1 2 3 4 hr
0.2ml/kg Mean 86.83 85.33 86.32 91.13 87.92
+SE 12.52 12.30 -12.45 13.25 12.76
0.4ml /kg Mean 86.70 92.67 89.43 89.37 89.63
x SE 1269 13.79 12.90 12.90 © 0 12.93
Number of experiments; 6.
Po; Sodium
(mallg) (m8971) [ 5 62 mikg
120 o—— 180 "1 0.4 mukg
- [Sal e il
‘_\\OA o .
'M‘ ™ .
%}
o &
Ty
[l L 3 X r 3 L (] ¢ W ]
0! o'.o 10 26 .30 foa0 1o 0.0 1o 20 3.0 4.0
time (hr)

Fig. 3. Change of partial p:éssure of oxygen
after intravenous administration of Pai
Mo San water gxtract in rabbit.

5. FES] SRS RSH MBH RE}
- M PotassiumBte] "lA= 8
Kol BaMRo] HH MHBER 0.2

" Time (hr)’

-Fig. 4. Change of plasma sodium concentra-

-+ tion after mtravenous admimstratlon of
‘ Pm ‘Mo San water extract in rabbit.
Other legends are the same as in Fig. 1.

/g WHE KR 1,2,3,4BHAA &
£ 3.99%0.63, 4.28 £ 0.73, 4.11%+0.66,
4.33 £ 0.7imEg /¢ & e o} BEE
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Table IV. Change of plasma sodium concentration after Pai Mo San water extract, 0.2 and 0.4 mi/kg,

intravenous administration in rabbit

Plasma Sodium Concentration (mEq/)

Group C 1 : 2 S 3 "~ 4hr
0.2ml/kg Mean 1458 144.5 144.4 1435 143.8
tSE 209 20.7 20.6 20.5 20.6

0.4ml/kg Mean 139.6 141.4 141.4 141.3 141.0
' + SE 20.0 20.0 20.0 202 20.2

Number of experiments; 6.

4.45+0.7TmEq/¢°) W HES BILE 1,2,3,4 BRIl A &% 4.24 = 0.65, 4.08
et A= et +0.63, 4.13 £ 0.62, 4.16 £ 0.63mEq/¢

T 0.4me/ kg B LR BEFI= Z 9 FES #EE HolX & ¥UTh
4,19 £ 0.64mEq/¢E JEbA o™, #HEK (Table V, Fig.5)

Table V. Change of plasma potassium concentration after Pai Mo San water extract, 0.2 and 0.4 ml/kg,

intravenous administration in rabbit

Plasma Potassium Concentration (mEq/1)

Group C 1 2 3 4
0.2 ml/kg Mean 4.45 3.99 4.28 4.11 . A33
t SE 0.77 0.63 0.73 0.66 0.71
0.4ml/kg Mean 4.19 4.24 4.08 4.13 4.16
‘ + SE 0.64 0.65 1 0.63 0.62 063

‘Number of experiments; 6.

6. KFHe @i BEE REE #EST /g e BEF FER 1,2,3,4 BHEAAN &
M4 Chloride #{tol vIX& BE % 115.8 + 16.6, 115.5 £ 16.6, 115.9 *
FKme BiRe] B% mhHBEME®E 0.2 ' 16.6, 116.6 = 16.8mEq/¢ & JEFJ o}
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WEET 117.2 % 16.8mEq/¢°] W3] HE 1,2,3,4 B M0 A &4 114.7 £16.5,114.8

3 WEE JepdXs gdch +16.5, 115.5 % 16.6, 114.8.* 16.5mEq/
E@ 0.4me/kg & HHT #£F EHEPI= 22 Bl AR #MEE HolX = FUrh
111.7 £ 16.0mEq/¢ & Yeld ovi, Bk (Table VI, Fig.6)
Potasgwu - éhlorxde :
(mizg/1) (mEq/1)
69 160 |-O- 0.2 mirkg
L- -[J- 0.4 mukg
i 150 -
L o 140
I 130 I~
aok 120 ) I ,
|R1VN od :
30} 100 s :
90 |~
e 00 TIE 20 . %0 10 % ) " ‘2to 3o 7S
Time {(hr) . Time (hr)
Fig:'S. Change of plasma potassium concentra- Fig. 6. Change of plasma chloride concentra-
tion after intravenous administration of tion after intravenous administration of
Pai Mo San water extrag't in rabbit. -~ Pai Mo san water extract in the rabbit.

Table VI. ' Chiange of plasma chloride concentration after Pai Mo San water extract, 0.2 and 0.4 ml/kg,
intravenous administratioin in rabbit

. Plasma Chloride Concentration (mEq/1)

Group ‘ ‘c 1 2 3 4 hr:
0.2mifkg © Mean 1172 115.8 1155 115.9 1166
- £SE . 168 - 16.6 16.6 -16.6 16.8.
0.4ml/kg Mean 1117 1147 114.8 115.5 114.8
+SE . 160 165 165 166 - 165

Number of expe_riinents‘, 6.

v.¥ =& Wit b FEclt SRR QR
B BN Gehje £EER EA “B TR, BRGTw;
o) A, Bl WA BEC] RWSISl  WAETIAS, MRBTAKG  BRAH
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BAER, BEHR, E8ERi e stga),

T “MERKERIBH, 85aER” e s}
Aed, ol Y EHE W &aiA U
g FE da, S KA dojd Fx
fic 8 £%st= v £71 K@= ®3)
of WS BEAA Kb ¥ LI KAl
RENIAoRE WES B34 01939
dl, ol# g KE= KREHL, Wik, KEK
R & A B £ glom 4, BEHERK

R EEEXH 6] “FHEWE FBAL,

- EEM b B ATE S, B 9S4
B RAMSBETEAN XBRE S5
fEmg”olaln stgom, 448 “KHER
BT AEE S KEBHt e 3
AL Wzel BFERS #F Bol H
Ro 2 FEHE, : .

HE#e syBRe T MR BE %
LW (LR SR BE BRAsS A, 1
B BRIE BON Y SR s
st E AT, BINES T WELER B
LB LS wiBBash BRTRKE SET
K BRRARS D BRHELS 185X
WEASE M3, B LR RE e B
% L% BF LES FEEste B, Bl
BF EihkSED FIAYE FHTR BE
A FIANE BRRBMSIE RaK, B
% A LB BRER ST E% LB
TR MRSSE ART, BHTR. EWE
R RER EIGLE HAES EMEEss
HE D B LBy BE% ROR T
K3 Ao m HKH S Y&d V1D B
ko #yhreo 2 Bol HRES Z#9) fi
7 B3] mREmUE okbk %o} fEo] s}
E #uk, Bl oo Hiktol Bgsld W
Bt zo] Rifs o] Bale AWK, K7} B
E el vEbE ki 2 OBREH SH

TR &L Holetl EAE = oy, Yo}
7F FIR &5 Wi L% 2 BRNOE E
A = doka BeEd

BB oA £is = Hormone 9l Corti-
s0l & glucocorticoids 9] RFEHS 4
B2 1 fFAY 95 % & AA|sted ole 8
#EH (antiinflammatory act ion ) o]
Athar &k 9, :

kR ol ¥ Cortisol o] %o ¥}
o #HEE Q= Cortisol of Himig 1FH
< RAES] MFIRET A HEkEH, BEE )
A oA ffiEo] SERSHA FHe] e AL
by xRl RRELERE o] BiREE
grol ha KAEY e FoEY AEH K
g do7iH RolY A7 & R
REF Y] B BHKES FHR I9
ol F WmmAIZItE webA SfES] BiikE R
BHREY RrEEE 3o Eﬁa}uh S
T} 37), :

Cortisol & EIBKE Hormone
9] sjr ol ACTH ( adrenocorticopro-
pic hormone)¢] H#ES s Ao, A

"CTH.¢} .CRF (cortirotropin releas-

ing factor)st 7 HE H B EBAE
(feed back mechanism)eo 2 FEME o]
=3 gon}, o]¥ ACTH-Cortisol
gigee e REMERS THE WAelA 2=
HlEgol 3l e pEe Tu Y.
maoz FETH BEAAM B F e 7t
2} o) RERT RS KE7E REY RE
I LR MIfI( creolar body), HFEEEK, SFEARR
BlED charcotleyden crystal %
2 wad Atn LES Mwkos K3}

- o %4 (trachea)RE K MREBIA

EREsHA g o e FRoITh iz
o Asta LEFL WRBIER BFR &
F Rk KA BAESA B,
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BEROA B ¢ e KEHY REEBEN
R ﬁ%’ﬁ.l:li‘l—l %, REHLR X%
ERS] BE, Hik Wi #BE, SFH
TGS BE, nEEE, MR MBETY
BE, BRI KBTI ek, fiEzke
BE &) P, '

ﬁ&fﬁlﬁ?fﬂ] Cortisol o] #EE Hn?&‘#ﬂl
eosmophlllc (B iF#:),  basophilic
monocyte (BifLFi: BER) 2 BiRes
By gzkg lymphocyte & %3l ne-
utrophilic leukocyte (shitfFtd Hift
BR)E B|EsIA #{iA7]1H 40, neutroph-
ilic:leukocyte o} - #RA LS WAl
Jln KIEWAS BHKE ERS WIAAL
o 42,43), BRI S KMEAA  MBRYE
KRS Bl RES BWPAH oH L),
184t 28 fiERE monocyte (BE%E) ¢k macro-
phage (CK&#fg)e] gti6S fmIsH™ RIE

o #Fol Qo] £8F leukocyte S i

NATHL HBESAT ),

& KON RS BB 0.2n0/kg
g mif Cortisol MEE AlEI /R &
B 1, 2RO ARESIE BME Y
CEhgon WEste] 0.4m/kg S BED R

B 12,4l HES BNES B 5 3

7 L= _ _
o8] 3 HRZ " Fo] B o] HEHK K
% ARy Cortisol MES #/mAAS ¢
&oglem, 24ze] ME K@M EEY @
mE dErdon], R wEel 2 HR
N BEES pEe 71Ae ¢ 5 IAh
E}ﬁ}"i * KBl A B Cortisol
e R BEe o= HIs ool
@ ZmEern Bead
BRI MRS EE(PO,) S WREfF)
s HY4E Yopeh |
BRI — et SRS BE( PCO,) & I B

B BfEreE SBR &3 wordtil W
ABfeo] Hajdol wat ERHER &7

| Ee] BABES] Y= BEA PCO, 7H

EREGERS] Jth ke H3 1R
o2 Azsdol gtk PCO,7} EXEET}
#mE o} AThH olF He WAREE B
3 ERIERE Bstoop FT} 5),

A& EBIAN KRR BRMmA PCO,S PO,

2 s, 0.20/k-S BHRE PCO,

B 1, 3 RN %‘Efﬂ ﬁﬂ:a B

oA &k

olE 252 WESI 0.4mt/lpe BHR
& &R PCOE= 2EE HROIA HEHES
E B4E dE oy, PO E HI BES 8
{tE Rolx gkstrh, '
ol2 ulFo] Hol HfH] BRAA PCO,
o Bl BHES 1AdE AL Y+ A
on, WERE M BERTHHBEE A
o] PCO, iAol © HE7F AN B g
ol B WKL D B WRS ER 2 W
B9l PO, PCO, 7} tX] & R #3ld
Apsmo s Hoeslolol & Aoz EpETh
=3 B gwRA m#A BME NatLK,

Cl-o) mEe HESGEY BE 5 AR

Qe #HS Y A i 23U &

ES PRERRET] Wt do=

o HgEs] Rolol ¥ AoE FEHET
Llkog wlFo]l Hd, Hfp#ol mif

Cortisol RES #mAl7laL, BlRMA —

BMitikKe FES PPNl Aog Hop
N, W, RIS, R, BEste mERdl

HeEe ¢ & Aok

V.# OB |
RSB NBHee FEE) S5 A - %)
M#f Cortisol MESH BRMA MKSE
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N TRRRS B e Basld oo
I 22 #EHS 99U

1. B8 RIS 0.2n¢/ky HBE 1
B Cortisol #e #HEME 18R 2 o
BeROA BES #hE 2o

2. AR RGBS 0.4ml/ky 8 m

i Cortisol BEs: #H#% 1,2 2 48 -

HAX FES #mes B

3. HBB# FUBH 0.2me/ky #peBips &
kMol PO,= AR #EHe JYyeuz <
plg= o :

4. REBHE RIGHKE 0.4n/ky B8 B
fRie] PO, & HHES #BHS ez &
Fla=g '

5. HE# RSB 0.2m/ky yEG: B
ki) PCO,& #E#H 18R 2 3Rl
A HRS B S Ry

6. R8s MR 0.4m/ky B B
IRme) PCO, & #fith 2EHRHIMNM #
B3 BAE By,

LAEbe] #E=2 Hol Hu#e ®E 3l
o} F3e FEo] Jon), miF Cor-
tisol of BEMRM L BURMA B (LR
Ko WA E Vepfo] &Fol ihuk, &=
Wi, M, #9%, B £ #HE ¢ Qe
= EY £ Ao
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ABSTRACT

EFFECTS OF PAI MO SAN WATER EXTRACT ON THE PLASMA CORTISOL
CONCEN TRACTION AND ARTERIAL BLOOD PCO,, PO, IN THE RABBIT.

BY CHOI SEON-YOUB . .
DEPT. OF, ORIENALT MEDICINE

GRADUATE SCHOOL B
DIRECTED BY PROF. HAN SANG WHAN

. ‘To evaluate effects of Pai Mo San (PMS) water extract on the plasma cortisol concentration and
arterial blood PCO,, PO; in the rabbit. - |
" ~The results obtained were as follows:
| Intravenous admidistration of PMS water extract at the dose of 0. 2m1/kg remarkably increased
plasma cortisol concentration from 1 to 2 hours.
2. Intravénous admlmstration of PMS water extract at the dose of 0. 4 ml/kg plasma cortisol
E concentratlon showed more s1gmﬁcant increase than the control group after 1 ,2,4 hours.
3. No change obsérved in the arterial blood PO, after intravenous admuustrauon of PMS water extract
at the dose of 0.2ml/kg used.
4. No change observed in the arterial blood PO, after intravenous administration of PMS water extract
o at the dose of 0.4ml/kg used.
5. Intravenous administration of PMS water extract at the dose of 0.2 ml/kg arterial blood PCO,
showed more significant decreased than the control group after 1,3 hours.
6. Intravenous administration of PMS water extract at the dose of 0.4 mi/kg significantly decreased
arterial blood PCO,.
These results suggest that the therapeutic action of Pai Mo San water extract for Yeol Su ( #48i ),
Wha Su ( k%% ), Gu Su ( A#% ) and anti-asthma maybe related with the increase of plasma cortisol,
decrease of PCO, ’



