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HRE FRAAES pBRA #Rd 3t &
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KM FHI BEHTFERG BESR oA =
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of, BEXC] RMUBEETZ U ORBEEE
- energy A EETE Aduysojxnoz ¥ i
BEol glucocorticoid® —M<Q hydro-
cortisone acetate & #HHsle BEZRS F
el ABHSREE T =2 mEIEERR - ene-
rgy FEET - REREET 93} EHERER
+ 73 A5 FE Wl AR ul FES
BRE Aol #|Es= vl
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of W% FABARHFHI EEHFEREASL
g AFodA FUdstd BT AL A&
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(1) #ABERHTEH
A # Ginseng Radix 7.50g
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(Panax ginseng)

¥ o # Cinnamomi Ramulus 7.50g
(Cinnamomum cassia)

B % % Paeoniae Radix 7.50g
(Paeonia albiflora pallas)

¥ ¥ Astragali Radix 7.50g

(Astragalus membranaceus)

Eff&E Cynanchi Radix 3.75¢g
(Cynanchum wilfordii)

B # Cassiae Cortex 3.75g
(Cinnamomum cassia)

-1 & Angelice gigantis Radix 3.75g
(Angelica gigas)

% H # Glycyrrhizae Radix 3.75g
(Glycyrrhiza uralensis)

Bt F M8 Aconiti Tuber 3.75g
(Aconitum carmichaeli debeaux)

& ¥ Zingiberis Rhizoma 3.75¢g
(Aconitum carmichaeli Roscoe)

X # Zizyphi inermis Fructus 3.75g
(Zizyphus jujuba)

total 56.25g
2) EHMTFESE

A # Ginseng Radix 11.25¢g
(Panax ginseng)

=] it Atractylodes Rhizoma 7.50g
(Atractylis japonica)

% F M Zingiberis Rhizoma 7.50g
(Zingiber officinale Roscoe)

B # Cassiae Cortex 7.50g
( Cinnamomum Cassia)

(9 % % Paeoniae Radix 3.75g
(Paeonia albiflora pallas)

B K Aurantii nobilis Perica- 3.75¢g

rpium(Citrus nobilis)

% # ® Glycyrrhizae Radix 3.75¢
(Glycyrrhiza uralensis)

Bt ¥+ 8 Aconiti Tuber 3.75¢
(Aconi tum carmichaeli debeaux)

4 ® Zingiberis Rhizoma  3.75g

(Zingiber officinale Roscoe)

X B Zizyphi inermis Fructus 3.75g
(Zizyphus jujuba)
total 56.25g
3R B

@ Alsever K# : dextrose 20.5g/4,
sodium citrate 8.0g/¢, citric acid 0.55g
/¢, sodium chloride 4.2g/4.

® Antibiotic antimycotic solution:
penicillin 10,000 U /®¢, fungizone 25ug/m™,
streptomycin 10,000ug/m (GIBCO, No.600
~ 5240, Gland, NY,USA)

® Hank's balanced salt solution:
CaCl,0.14g/¢, KC1 0.40g/¢, KH, PO, 0.06g/¢ ,
MgSO0, 0.0977g/¢, NaCl 8.00g/¢, NaHC0,0.35
g/¢,Na,HPO, 0.048g/¢, glucose 1.00g/¢,
phenol red 0.01g/¢ (HBSS.GIBCO, Gland
Island, NY, USA)

@® Phosphate buffered saline:NaCl
8g/¢, KC! 2g/¢, Na:HPO, 11.5g/¢,
KH.PO. 2g/£ (PBS, pH7.2)

® EDKA—2K:Etylen diamine tet-
raacetic acid dipotassium

o8 4

BE 20 ~22g9 ICR* #tE 44 2
0 200 ~ 220g Strague-Dawley % #Hitt
HHE RBBHHEZ ALeigon BREAK (4
FRHA, Ag, ote2g09 2 283 TF
StaA 27U Agstd RBSHGA AL
A7 o KR AHEsIich. F3 RERER
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ol 4 filFe WEEAMEKE I Astd e
¥, ROBRAMDRE Yes fws 37 9
Sld = #8M 2kg +100g2 NewZealand Whitesk
KRS FEI KIS A8l Bimol AR&siach
2. 5 ¥
1) #io] #Hu
t B’ 108 ST BmElq  Z7
5000m¢ round flask ol 2?3 3000m9] %
BAE Motz BHBE HHstd BEXLAA
247 MBY ¥ WaAKE WAt e
Yo 3@ MM WEKS rotary evap-
orator £ REBREI o3 MEZHEHNA 2
ZAA ABERK TR CBBA) 91g,
BHETFREFRY 7 A (KB ) %0g2 Ao
o o]E ®ifE Wl Yo MES BHRA
A4 BELE AFLs o}
2) Hydrocortisone acetate (H.A.) ol
A% REREETA N3 EH
1) & 2
(H.A.) 88
A rHlE 1B 2 sk IERPE, HIRE, A B
BRAMFH HHEE (Sample AB), TEHTF
B HHEH¥ (Sample BR#)o2 Yy IF
BHRS A & mBid H.A. 0.3mg/
20g 1R 1@ #%igol Z8FAHsch
EYRET Sample Ao+ ABIRMTF
B 71~ 29.1mg/20g, Sample BB = &
i FRSBA71 A 28.8mg/20g, E# Bl
< £BHAAKE HRH = AR 4HK#K
£ HA.BRS [l 181E 797 €&
O 8 |5 o

hydrocortisone acetate

fRECZ A& FE¥FMOKRe FEEY
FEBIkCo 2 FH heparin BES FAIZ &
mE ¥ FAFES Alsever K2 mdld 4T

oA wEQHA 15Y LIRS R ALY

c}, 8,%,90
B & &

®® 6HA E R®M 43 R

Bl 5 X 10%cellsmle] mEs z4s &

FRMRSEE 0.2 ®E T BEAR
t}, 84,%,0D

(4) BEt K REA 3 A
_ BEY BEEBE (Delayed-type hype-
rsensitivity : DTH) o] HIE2 Mitsuoka
5o Fikel oot BgAd 49F AR
HEREREAY 2 X 10%cells/m2 ZAY @
¥RMIRBFEHK 0.05 M3 FA5Lm 24 A)7)0]
A4 o REERRKERES A350AoH
EREREE: 445 ether2 7PEA BB
A1713 Digimatic Caliper (Code Na 500~
110, MITUTOYO MFG.Co., Tokyo, Ja-
pan) £ AM&std AHAC LELAUEEER T
AE 0.01m7bxl BESIY EHERE T
o] & Al Abshgl o %8,89,9,102,106)

(6) ki P 7 RE

ReeERERERNE] Bd 4AF ether

2 Rifkstd gEAR 9ol BEEstz LBl A4
W 1w HMmg o+S plastic tube (Falc-
on No. 2058, Oxnard, CA., USA)d ZA~
A &7 F 1475 ZRANA KBS
e FYdoz |EY mHEe HE H2 F
B L5 % (Beckman Inc. palo Alto, CA.,
USADE 2,000rpmell A 30 58 &05 KA
7 LR@e mEE At mEHS 56 CTol A
30 5H #BEAT ¥ BERES HWEel A
L3t B Reol ## (complem-
ent) & AH2E FR mHsE kit A2H
ko2 SRSt #BEAIIA G =2 4}
B3t o},

(6) Rosette HRMEl A3 M
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O AR PErs fERe AN

gime] ¢ 432 Fe RS &R
2 @Hstd antibiotic antimycotic solu-
tiong 1% ¥m3 HBSSZ ks ¥ H-
BSS7t S99l petri dishold A =2
oS BMEE feUdis 2434 T B
WS BEAZAYt o BEES nylonm
esh2 o3std MBRH R B &= 4
KgdolelE AAske HBSSZ 3 #Lstsixich

® Rosette ERMBEAE

Rosette WM (Rosette formi-
ng cell: RFC) 9 #E Bach 589
ol st HEsk oo UM M
E%EHS HBSSolA 3 X 10%cells/ml2) &
E2 243 A, 3X10%cells/mle] BER
24" W¥EFRODBRSHEKS plastic tube (F-
alcon No 2058) ] 7}z o.5m84 Y3 S §
o] RUSHERZ 1,000rpmoll A 550 &
DoAY 4T BkiEel 30 7 ®KREI
ot3 HBSS 1m5 fsieiA 24234
BE BEEAA AREERS

hema-cy-tom-

eter (American optica, Buffalo, NY,USA)

Aol & W dolmen 450 X f5F2 HKH
Bl o, R M¥RMmERIT 440} 4
fitasl 2 $E Rosette WEMIRE EstY 108
IRBEfERRE  10° Rosette MR MIEHKS HEst
9\9\5}_‘82,&3)
(N FORBFEEARBE

L2 GRlA 2 FEhed AH mwH
£ Zalberg!™ 9] Fikol wat microtitra-
tion plate (Limbro Chemical Co.
USAY 9 7 wello]l PBS2 2 ®RJIGE
g m# 25uf°l 0.5% ME¥KRORSERS
50444 metd F BAIG oS 37T, 5%
CO. HHRBRAA 18AZ ®EI ¥ HKim

Conn.,

REBERES 4 HMsI o0 Rl REEES
Yosle mEY EREARBERE BREXRHEE
25515 c}, 18,87,%,100,106)

8) i ERES M KA &

L@ Gl I FBHd A OF

4 microtitration plate o 7 wellol P
BSEZ 2f& RIAIMWI M 25xf 0.5%
A¥ARMEBREERS 50l M od 7 w-
ellol 5f& BB KA mHS 25004 MW
st 37%C, 5% CO. HEB/BAAA 147
BES ¥ @E¥AmEKL A3 BAmg dos)
t BEARBERS BRORES HEsY B
90,103,106)

3) Hydrocortison acetate (H.A. )l 9
3 RAMEEEE T A8 A

(1) %% 2 hydrocortisone acetate(H.
A BR
33 6vuiElE 19O 2 3l E#HPE, HR

2t, Sample AB¥ 2 Sample BEoE Y+
T EHHES BT ZE EHH H.A. bmg
/200g A Bl Z5FAMSHA o}

BHL2 Sample ARl = ABRBRMTEH
7l 2 291.0mg/200g, Sample B#l = BH:
FEpgElsl~ 288.0mg/20gS H.A. #H

o [l 181@ 797 8o®mstyoh
(2) f8EAE
EERENE 1 H 1@ 2 A7) =

BAAH 0, 3, 5, THo BES WESHAc}

3 #m P Mg

RS BRBEEAT 2447 F 33

ether 2 7pHAl RiBEA 7| LBRA  gis}
f oo EDKA-2KE HgE®HZ Abgsigo
migses 3,000rpmoll A4 15 270 RO5 84
A MBS AUk

4) ZOBERE
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2 MEERE-S cone/plate viscometer
(Wells-Brookfield cone/plate viscomet-
er, LVTDV-II CP, USA) & AM3lH 37
‘C, shearrate 4.5, 11.3, 22.5, 45.0,
90.0, 225.0 sec”'ollX HEsIHH®

(5) MBKEEHE
MR ERES cone/plate viscom-
eter & Al43ld 37 C, shear rate 45.0,
90.0, 225.0, 450.0 sec™ oA mE3std ¥
(6) Hematocrit ff HE
Hematocrit f E-S heparin B8
s EME m#&Eg B®AAIIZ critoseal B
BEEOSHSBE 12,000rpmol A 5 £+ &
OHEA7 o+E reader & AF23td  hema-
tocrit % s ch 5
(1) R Bk BB E
M BRI -2
nter ZM, Coultér Electronics LTD.,
England) AH-&3te] Bl st o
(8) M1 albumin EHFE

. m# albumin §HHPES A/GE Kit
(Wako Pure Chemical Industries, Ltd.,
Japan) & AH&stol HigEsHR cof %100

(9) m# total proteinSREEL A/
GB Kit & AHEstd Mgstd o™,
0) mF triglyceride & fAIE
m#E triglyceried SRV ES trig-
lyceride 8B HIE-2 triglyceride GII Kit
(Wako Pure Chemical Industries, Ltd.,
Japan) & Ab&3sle mEsHcH®
(1) m¥ cholesterol &EIE
fi#% cholesterol & &2 cholesteol
C’Kit(Wako Pure Chemical Industries,Ltd.,
Japan)& At BITESHE o, B
012 m¥ glucose & &FE

cell counter (Cou-

Mm% glucose @2 glucose CKit
(Wako Pure Chemical Industries, Ltd.,
Japan) & Ahg3ted BgEsiyl %

II. ® % R &

1. Hydrocortisone acetate (H.A.) ol 93t

B REE T 9= B8

1) BEEBHKREN vAc B8

BN AKREC A, EAUEKE

o ERRES e, EHHES  0.44
+ 0.33mm, HREELS 0.33 + 0.03 =m, Sam-
ple A¥x 0.45 + 0.03 m», Sample B+ 0.50
+0,02mg el BB LT HEH &
o] HEE A e od, @mEe 7
7t 36.4 %, 51.5 %2 Jdetktxn, IERE
e Ko EEREEERS 7t7 102.3
% , 113.6 %°]=.(Table ID
2) MRSl Rosette BRSO
-2
RS Rosette HRMEH Wz 9l
o] A, 10° B¥EAEARE 10° Rosette KM
Bt E#E2 66,318, HRHS 32.9 @,
Sample A+ 52.6f, Sample B 77.7{&
2 vdeh BB 2T HEBN Hild HF
# QA wstglon #Binxd A7 59.9%
136.2 % ©ldx, E#Bl g B £
EREREFS 2474 79.3%, 117.2 %2 v
etitch.(Table ID

3) RMFKBMEFHEA o= EB

fEERMERS] A HsLEEES v 2ot

7] $38kd MmEHRMER N BRERAE W
Eote] log. ko2 Al4sIHY v, ERBS
6.5+ 0.22, HRHPH¥S 5.7 £ 0.42, Sample
At 6.8+ 0.17, Sample B+ 6.0 = 0.37

v A

fr
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Table I. Effects of Singyangikgibujat‘ang and Kwangyebujalijungt’ang on Footpad
Swelling in Hydrocortisone Acetate (H.A.) Treated Mice at 24 hrs After
Challenge with SRBC

No. of Dose Footpad swelling Increased

Group animals (mg/20g) (=n) rate @ P value
Normal 6 - 0.44 *+ 0,03®
‘Control 6 - 0.33 + 0.03
Sample A 6 29.1 0.45 + 0.03 36.4 < 0.05
Sample B 6 28.8 0.50 + 0.02 51.5 < 0.01

SRBC :Sheep red blood eell

a) ‘Mean * Standard Error

Normal :Normal group

Control ‘H.A. treated group

Sample A :H.A. plus solid extract of Singyangikgibujat’ang treated group.
Sample B :H.A. plus solid extract of Kwangyebujalijung’ang treated group.

Table II. Effects of Sungyangikgibujat’ang and Kwangyebujalijungt’ang on Appearance
of Rosette Forming Cells in Hydrocortisone Acetate (H.A.) Treated Mice at
24 hrs After Challenge with SRBC

Group No‘. of Dose 103 RFC/10%Spleen Increased P value
animals (mg/ 20g) cell rate (%)
Normal 6 — 66.3 + 6.0
Control 6 - 32.9 1.0
Sample A 6 29.1 52.6 + 5.8 59.9 < 0,01
Sample B 6 28.8 77.7 £ 14.3 136.2 ¢ 0.01
SRBC : Sheep red blood cell
RFC : Rosette forming cell
a) ! Mean * Standard Error
Normal : Normal group
Control ¢ H.A. treated group

Sample A : H.A. plus Sangyangikgibujat’ang treated group.
Sample B' : H.A. plus Kwangyebujalijungt’ang treated group.
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2 JYehy, Sample At R HId *K
mERRERGFN FEHSE A= #BNE 23od,
Sample A7} 19.3 % Iz, IE##cl 93
Sample A9 RERBEEES 104.6%2 Y
e} ket (Table D
4) FOFRAOREN vlX= BB
E¥AmERel H3 mfd4ERS v w3}
7l A5t @m¥ERmE N3 FOREES @
T3t log: o2 A4S ul, EHBS
6.0 £ 0.26, HBHEL 5.5 + 0.43, Sam-
ple A= 6.2+ 0.17, Sample B 5.7 +
0.33 22 Jel REBHN 25T HEH ks
o st oy HEEel FES A Lo
(Table V)
2. Hydrocortisone acetate (H.A.)ol| 2kt
RBMBEE T oA & B8
1) fe®Ee] &4t
e ES BMb- ERBol HEBAMAE, 3
A, 58, 7HJ Z2 200,01 +5.32, 200.03
+ 7.36, 201.76 £ 5.92, 199,27 + 6,35 2
velt 7 Aol %4 B4 HEES 7
7} 200.83 + 6,13, 194.21 + 5,24, 180.03
+ 6,51, 184.24 £ 5.83 22 e} 3H,5
Roll= #i%x B4 slx THAE %4 #m
3tlth, Sample A+ 22 200.85 + 5,77,
189,22 + 8,23, 184.24 *+ 10.36, 186.76 +
8.72 % Yehd=2, Sample B& 77t 199.26
+ 4.45, 196.78 + 4.25, 180.87 +5.49, 185.08
+ 3,942 Jey Sample A 5834 7H
of Bl Kt Hsle AE s AU
Y H 8ol ¢l ., Sample B= 383 7
Holl @ W3t HMAsts RESF Ao
Y4 HE#HS Addh(Table VO
2) Zm¥EA vl BE
Z2M¥E= shear rate 4,50, 11.3,

22.5, 45.0, 90.0, 225.0, 450.0 sec™! oj]
A BESHRo® ZE shear ratecolx HE
Bol EHB w3l #m3 R 2 ey
Sample A+ shear rate 4.50, 11.3, 22.5,
90.0, 450.0 sec”!ol4], Sample B shear
rate 450.0 sec™! o4 HRE tsld FE
g BAE Jepi et (Table V)
3) mMEEEd vl BB
m*R ¥+ shear rate 45.0, 90.0,
225.0 sec oA HEstgos ZE  shear
rateoll 4 #@BEo] EHBl ol EMS
Aoz velycl Sample B= shear rate
90.0, 225.0, 450.0 sec”!ol4 HER) K
st FES MHE Je2, Sample Av
AHEMol AUt (Table VD
4) Hematocrit fiol vl @8
Hematocrit fE+ EHMNS 44.5+ 1.0
%, BB 48.0 £ 0.7 %2 Jet HEH
o] IEHBo| H3sted M3 Hog yetyte}
Sample A: 46.0 + 0.4 %, Sample B
= 47.2+ 0.7 %2 JYetY4 Sample AT #
fEol tsted hematocrit @ LRSS HE
tt A \HESlZ, Sample B= HEE
3tq Bt o FEES AUH.(Table VD
5) R EA ©|3]= B®
RMERBE (X 104/m*) € E®BBHS
686.7 + 3.6 i, WRKES 781.3 £ 14,5 @
2 el B ERB Hld #md
Ao g velyr} Sample AT 735.4 + 11.6
{8, Sample B 739.4 + 6.1 HE FTKH
25 YRl 3o A8 UM HAIA
t}.(Table KD
6) Albumin §&el "X = E®
Albumin €& E®EFS 4.05 £ 0.14

g/dl, HBES 4.73 £0.12g/dl 2 et
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‘Table Il. Effects of Siingyangikgibujat’and Kwangyebujalijungt’ang on Hemagglutinin
titer in Hydrocortisone Acetate (H.A.) Treated Mice at 24 hrs After Cha-
llenge with SRBC

Grou No. of Dose Hemagglutinin P vale
P animals (mg/20g) (lgy titer)
Normal 6 . - 6.5 +0,22%
Control 6 - 5.7 £0.42
Sample A 6 29.1 6.8 +0.17 < 0.05
Sample B 6 28.8 ‘ 6.0 £ 0.37 —
SRBC : Sheep red blood cell
a) : Mean * Standard Error
Normal ¢ Normal group

Control  : H.A. treated group
Sample A : H.A. plus Singyangikgibujat’ang group.
Sample B : H.A. plus Kwangyebujalijungt’ang treated group.

Table V. Effects of Sungyangikgibujat’ang and Kwangyebujalijungt’ang on Hemolysin
titer in Hydrocortisone Acetate (H.A.) Treated Mice at 24 hrs After Ch-
allenge with SRBC

Grou No. of Dose Hemolysin P value

P animals (mg/ 20g) (g, titer)

Normal 6 - 6.0 = 0.26%

Control 6 - 5.5 £ 0.43

Sample A 6 29.1 6.2 +0.17 -

Sample B 6 28.8 5.7 +£0.33 ’ -

SRBC : Sheep red blood cell

a) : Mean * Standard Error

Normal : Normal group

Control ¢ H.A. plus treated group

Sample A : H.A. plus Siingyangikgibujat’ang treated group.
Sample B : H.A. plus Kwangyebujalijunt’ang treated group.
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Table VI. Effects of Siingyangikgibujat‘ang and Kwangyebujalijungt'ang on Plasma
Visconsity in Hydrocortisone Acetate (H.A.) Treated Rats

Plasma Viscosity(Centipoise)

Group Shear rate (sec™!)
45.0 90.0 225.0 450.0

Normal 1.45 +0.072 1.28 £ 0.02 1.20 £ 0.02 1,16 = 0.02
Control 1.55 + 0.06 1.35 £ 0.07 1.25 £ 0.05 1,22 £ 0.05
Sample A 1.65 £ 0.06 1.20 £ 0.05 1.13 + 0.05 1,10 + 0.04
SampleB 1.47 £ 0.19 1.10 + 0.05% 1.00 + 0,04% 0.98 + 0.03%
a) : Mean = Standard Error
* : Statistically significant compard with control data (*«:P{0.02, *«x:P<0.01)
Normal : Normal group
Control : H.A. treated group
Sample A : H.A. plus Singyangikibujat’ang treated group.
Sample B : H.A. plus Kwangyebujalijung’ang treated group

Table Vl. Effects of Singyangikglbujat’ang and Kwangyebujalijungt’ang on Hematoc-
rit in Hydrocortisone Acetrte (H.A.) Treated Rats.

Group zlj:i.macl)i (nl?(g)jeZOOg) Hematocrit@ P value
Normal 6 - 44.5 = 1.0®
Control 6 - 48.0 £ 0.7
Sample A 6 291 46.0 + 0.4 <{ 0.05
Sample B 6 288 47.2 £ 0.7 -
a) ! Mean £ Standard Error

Normal
Control
Sample A :
Sample B :

: Normal Group
: H.A. treated group

H.A. plus solid extract of Siangyangikgibujat’ang treated group.
H.A. plus solid extract of Kwangyebujalijungt’ang treated group.

Table X. Effects of Singyangikgibujat’and Kwangyebujalijungt’ang on Red Blood Gell
in Hydrocortisone Acete (H.A.) Treated group

G No. of Dose Red Blood Cell P value
roup animals (mg/ 200g) (x10%/nm®)
Normal 6 - 686.7 + 3.6%
Control 6 - 781.3 + 14.5
Sample A 6 291 735.4 =+ 11.6 { 0,05
Sample B 6 288 739.4 + 6.1 < 0.05
a) : Mean *+ Standard Error

Normal
Control
Sample A :
Sample B :

: Normal group
: H.A. treated group

H.A. plus solid extract of Sungyangikgibujat’ang treated group.

H.A. plus solid extract of Kwangyebujalijungt’ang treated group
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HREo] ERE W3l mmIl Aoz 4y AA HAsH o, Sample A HAstH o,
eyt Sample A= 4.35 + 0.12g/d1, Y4 HEo] At (Table XI)

Sample BE 4.42 + 0.05g/dl 2 Jeh} 9) Cholesterol &l vl ¥%

REBE 05 HEMd ke FEE A R Cholesterol &2 EWMZ 52.1 *

47+ ebsteh.(Table X) 1.5mg/dl, MBS 113.1 + 2.8mg/dl 2
7) Total protein &fel “IAE ¥ vehd sEBel Exeol Kol mmY Ao

Total protein &2 [E#Ho| 8.13 2 Jelytth Sample Ay 95.2 *+ 5.8mg/dl,
+ 0.14g/dl, $@E] 9.32 £ 0.21g/dl = Sample B+ 88.6 = 7.8mg/dl & Y &
el BBl ER Bl Wl #m3d A B 2T HER kI HEE JA HP
o2 Jeydo Sample AY 8.80  0.46g 5] 3 c}.(Table XII)

/dl, Sample B+ 8.48 + 0.17g/dl & } 10) Glucose §ftcll v)x]= B
Bl Sample B+ HR#ol 3l HEH Glucose &€ #-& E#Bo] 87.8%5.8
AA EAEA 2, Sample A€ EASH oYW mg/dl, Bl 167.5 * 11.4mg/dl &
AEHES A (Table XD et gHRREO] [ER Bl kSl #Emd RO
8) Triglyceride @&l v+ EH 2 Yebgeh, Sample A+ 126.4 + 11.1mg
Triglyceride 82 EHHS 157.1 /dt, Sample B¥ 135.0 + 14.9mg/dl &

+15.7mg/dl, WAL 387.2 = 10.7mg/dl e} Sample AE HEH Hitd HE
2 Jehd gEeeol E#RBA atd mmd # SiAl WAt Z, Sample B= B4 ste
#o2 Jeidcd Sample A 365.1 + 4.7  HAS Yo HEHS ZesA @9
mg/dl, Sample B£ 314.5+25.3 mg/dl 2  c}.(Table XIV).

Ul Sample By #Bfol wald HiEs

Table X. Effects of Sungyangikgibujat’ang and Kwangyebujalijungt‘ang on Serum Alb-
umin Level in Hydrocortisone Acetate (H.A.) Treated Rats.

Gro No. of Dose Serum Albumin P value
roup animals (mg/ 200> Level (g/dl>
Normal 6 - 4.05 £ 0.14%
Control 6 - 4.73 + 0.12
Sample A 6 291 4.35 + 0.12 { 0.05
Sample B 6 288 4.42 + 0.05 < 0.05
a) : Mean * Standard Error
Normal ¢ Normal group
Control ¢ H.A. treated group

Sample A : H.A. plus Sungyangikgibujat’ang treated group.
Sample B : H.A. plus Kwangyebujalijungt’ang treated group.
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Table X[. Effects of Siingyangikgibujat’and Kwanéyebujalijungt'ang on Serum Total
Protein Level in Hydrocortisone Acetate(H.A.) Treated Rats

No. of Dose Serum Total Protein

G 1
roup animals (mg/200g) Level (g/dl) P value
Normal 6 - 8.13 = 0.14%

Control 6 - 9.32 + 0.21

Sample A 6 291 8.80 + 0.46 -
Sample B 6 288 8.48 + 0.17 < 0.02
a) ! Mean * Standard Error

Normal * Normal group

Control : H.A. treated group

Sample A : H.A. plus Singyangibujat’ang treated group.
Sample B : H.A. plus Kwangyebujalijungt‘ang treated group.

Table XI. Effects of Stungyangikgibujat’ang Kwangyebujalijungt’ang on Serum Trigly-
ceride Level in Hydrocortisone Acetate (H.A.) Treated Rats

No. of Dose Serum Triglyceride Level

P I
Group animals (mg/200g) (mg/d1) vatue
Normal 6 - 157.1 = 15.7®
Control 6 - 387.2 £ 10.7
Sample A 6 291 365.1 £ 14.7 -
Sample B 6 288 314.5 £ 25.3 { 0.05
a) : Mean * Standard Error
Normal : Normal group
Control ¢ H.A. treated group

Sample A : H.A. plus Sungyangibujat’ang treated group.
Sample B : H.A. plus Kwangyebujalijungt’ang treated group.

—98 -



Table XIE . Effects of Siingyangikgibujat’and Kwangyebujalijungt‘ang on Serum Total
Cholesterol Level in Hydrocortisone Acetate(H.A.) Treated Rats

No. of Dose Serum Total Cholesterol

Group animals  (mg/200g)  Level (mg/dl) P value
Normal 6 - 52.1 = 1.5%
Control 6 — 113.1 £ 2.8
Sample A 6 291 95.2 £ 5.8 < 0.02
Sample B 6 288 88.6 = 7.8 { 0.02
a) : Mean * Standard Error
Normal : Normal group
Control : H.A. treated group
Sample A : H.A. plus Singyangikgibujat’ang treated group.
Sample B : H.A. plus Kwangyebujalijungt’ang treated group.
Table XIV., Effects of Siingyangikgibujat’ang and Kwangyebujalijungt’ang on Serum
Glucose Level in Hydrocortison Acetate(H.A.) Treated Rats
Group No: of Dose Serum Total Level P value
animals (mg/200g) (mg/d1)
Normal 6 - 87.8 £ 5.8%
Control 6 -~ 167.5 £ 11.4
Sample A 6 291 126.4 + 11.1 < 0.05
Sample B 6 288 135.0 £ 14.9 -
a) : Mean * Standard Error
Normal : Norm group
Control : H.A. treated group
Sample A: H.A. plus Sangyangikgibujat’ang treated group.
Sample B: H.A. plus Kwangyebujalijungt’ang treated group.
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ABSTRACT

The Expefimental Study of the Effects of Siangyangikgibuja'ang
and Kwangyebujalijungt'and

of Soum-In on Yang-Insufficient Syndrome

Jin Sang Jeon, O0.M.D., Ph. D.

In order to investigate experimentally the effects of Sung-yang-
ikgibujat'ang (SIT) and Kwangyebujalijungt'ang (KBT) on Yang-insuff-
icient syndrome (###®) induced by Hydrocortisone acetate (H.A.) in
experimental animals (Mice and Rat), the author experimented various
activities.

Delayed type hypersensitivity (DTH), Rosette forming cells (RFC),
hemagglutinin (HA) titers, Hemolysin (HL) titers, Body weight, Whole
blood viscosity, Plasma Viscosity, Hematocrit, RBC, Albumin, Total
protein, Triglyceride, cholesterol and Glucose were measured.

The results summerized as follows; |

1. In bTH and RFC all the experimental groups were increased sign-
ificantly in comparison to the H.A.;tréated group.
2. In HA titers SIT treated group were increased significantly and
KBT-treated group showed increasing tendancy, but showed no significance.
3. In HL titers all the experimental groups showed increasing tenda-
ncy, but showed no significance.

4. In body weight all the experimental groups showed increasing ten-
dancy, but showed no significance. A

5. In whole blood viscosity all the experimental groups were decrea-

sed significantly in comparison to the H.A.-treated group.
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5. In whole blood viscosity all the experimental groups were decrea-
sed significantly in comparison to the H.A.-treated group.

6. In plasma viscosity KBT-treated group were decreased significan-
tly and SIT-treated group showed decreasing tendancy, but showed no
significance.

7. In Hematocrit SIT-treated group were decreased significantly and
KBT-treated group showed decreasing tendancy, but showed no signific-
ance.

8. In RBC, albumin and cholesterol all the experimental groups were
decreased significantly in comparison to the H.A.-treated group.

9. In total protein and triglyceride KBT-treated group were decrea-
sed significantly and SIT-treated group showed decreasing tendancy,
but showed no significance.

10. In Glucose SIT-treated group were decreased significantly and KBT

-treated group showed decreasing tendancy, but showed no significance.

From above findings, it has been demonstrated that Singyangikgib-
ujat'ang and Kwangyebujalijungt'ang seem to produce the effectiveness
on the recovery from depression of the cell-mediated immune response,
blood circulation and energy metabdlic rate, induced by Hydrocortis-
one acetate, and in the humoral immune response Sungyangikgibujat'ang
have the effectiveness on the recovery, and in cellular component of
blood Singyangikgibujat'ang was more effective than Kwangyebujalijungt'
ang, and in plasma of blood Kwangyebujalijungtt!ang was more effective
than Singyangikgibujat'ang.

Therefore it is suggested that Sungyangikgibujat'ang and Kwangy-
ebujalijungt'ang have the effectiveness on the recovery from Yang-ins-

ufficient syndrome more or less.
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