MRAE X EREmE B MERAB KR HE
T - gmAER BERRE-
B B A - |

I.#% &

BRBRABS EWE o Bk ol
S AHE KRE BEHoR 5%, nRWE,
SEEN, DARKE, AEEE D ORRAE
g mmaTa siden, ks &A%
o 2 SERBIREE(C, PO, Bl R R
BIREL S Kl EEED g 57
36,52,58,60,65,68,74)

&Aool e ERE FERA, B K
ol EERE) WIRBIREE L] ol 3 BETHE
g, B0 mEFEE wFE L nBAM
fERS, £ & fmBiEl o HKEEH
S, H0 e mbfEES] HEMFEAS, O
mEERFERS BEdcta #Esido

ol HO WK, UBR, RE, M,
NE, o= 2 ALEE MERECl Aded B
e f£¥ow WKL, ERE - KRAUE .
NIE .« B - kLTS FEMMEIRST | e
o T AKIERTTLEB) T2 B K E
He MR - B - B hggel o,
e BREL SEMRES wEshs HHl
=2 %ﬂgs}jﬂ_ glq_as.sz,ss.m,m.as.m)

Bme mEEFel BEE ol Fmel IR
& T BHhd BmEEAY REES W
U oolm mirol Mol HE Aoz my
ATH) el st QAN Kk MmFHe] BA
of thald “|BMZE " “EmER " R
AR Sor dgsta Jon, 30
=3 gmel el dstd “TEREHE, L
FEEERME, T 8K, LEGHR " st
At

B2 <3 wBS fmel BRE W

o FRoN mat Hiksk W EEd R,
i, MEHE, FHEKE, DUEP, 55 RES
fEol F2 vehnld LmERE, KnE
EH, FFEEX, BARHRESIAA &3 2
s 2:28) Jgytol E L) mMBES
Fme WEel I o, & T80
i R BRAES KBl BE/AS
& ERMoR yRBsAch

3, MRS e Mkl BES
u] %) 51,9-87:98) fE{FERS] RS 7L 5
) tHmfE A - WBEE R RSl @M Bt
g FEsts Ao HEH 810009}
e ERiES] mEtkHk-e RMmES] —f
2 @mEa s vl 23:78:79.81) g0 15s
57:62:75,78,79) betamethasone, hydrocortis-
one acetate,dextrose 5.0.2 SES I
wREE FEsd -

ol Aol A B EAES L - Ml E REN
)3, BB BE R & B R
m#EEel g wEYES UMY 5 Jdo
og mE 2 ERE i) B BED
BE fraftetnal ok

olell endotoxin 08 MIBFES FR<
&3], hydrocortisone acetate 2 FA§E M
S FHE WBRLE LHEYNAE &
Hisle] i/, fibrinogen, prothrombin

- time, FDPEE, #%E, BE, 2MmkE.0

#EEEE | hematocrit, RBC, hemoglobin,
WBC,glucose, albumin, total protein,tr-
iglyceride,cholesterol @ prothrombin
time & WESAY v HEI} HRE &
A7lel #HEstaar ot
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I. l x|
. RRHH 2 Eb%
1) B8R ‘

KR AT BH= HESA
fEAY e, FHRABY RAEY 58S
R B M) o) waiglon 1fR] &
BN SR USH 2d. '

¥ K Ast ragali Radix :Astragalus
37.58
EEE Angelicae gigantis Radix:
' Angelica gigas Nakai  7.50g
7% %j% Paeoniae Radix:Paeonia albi-
flora Pallas var typica
Huth - 5.625¢
#6 8 Lumbricus:Perchieta sieboldii

' membranaceus Bunge

- Horst . 3.75¢

‘) "# Cnidii Rhizoma:Cnidium
: - Officinale Makino 3.758
‘Percicae Semen:Prunus
" Persica(Linne) Botsch 3.75g
#L {& CarthamiF los:Carthamus
tinctorius Linne 3.75g
- (1B 5B #65. 62580131‘4)
2) B %

Bipo MipE B8l #E 150~
180g 2] Sprague-Dawley% rtato 2 FHH
G (FFFAH 2P FER S EE £
238 #eiesty 1 @AM ERSEE EE
Al & EAsHCh

2. 5 & ’
1) ke A

LE BF 108 5B 656.258 <
round flask o ¥ i & fmsle] @k Lol
A 2R RUBS % WMKS rotary eva-
porator 2 HEE WM THS 40T BER
Jaroly £238) mBAA BEY/I£ 14
& dhen 18E ZHEAN2E 114 gol

- Bt

Atk |
2) mBfEe] W R
@ mRiE FH L BHRR
Schoendor f & ¥3)2] 5 pkol] ¥}
t}, =, Westphal g5105)0)) {kale] HEE S
endotoxin(Eschelichia Coli055:Bs DI F(O

@b 0.1mg kg WA BB BRE # AR

BEEEel Hasts 4 el &EB=W L
ol A1 - i 3F ok
B %HA71~ 182.4mg 200g(Sam-
ple A) 2 364.8mg” 200g(Sample B)&] b
a eI
@ /i FHE
MR &S Fonio k77 o) %

® Fibrinogen H5E 88+97)

Mm#ERel fibrinogen & fibrin-
ogen test set(Medichem) £ f#iAsld Hi
& 8t ok

@ Prothrombin time EJ%N +92,95)

Prothrombin time &
tin kit (General Diagnostics) & {#EF3}
o HESA .

® FDPBE ﬁﬂiEa“) :

FDP @ &= FDPL test set GF

B 8 s WEsE ok

3) ERiEmiE T KR

O BHEOFE B 9 BHE

. HE 69ElE 1Pe= &9 IE

%% (Normal Group), %&% (Control Gr-
oup) ¥ EEEo= VWri, EEHS 48
REKE feastYa, HEBES 5mg /2008
L=]] hydroc'ort-i'soneta‘cetate(Si‘gma ,USA)
€ 110 18F gRpaEssded,
EE®ES hydrocortisone acetate & 4
g B ey~ 182.4mg 2008(Sample
A)YR 364.8mg/200g(Sample B) & 1

Simplas-.
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116 18H &oRRsdd,
@ #ifn T S
Hydrocortisone acetate L #4)
i BRES 24 BRE % AR E ether
7HAA FREEAIZ] - DBl A M sk
oo, EBTA-2KE HGEA= AN,
IEEL 3,000rpmel A 15 SR BB
NA Ak
® BE NE
| OESRBIM% 3.5.7 Hol {LBFE
€ FIFsY ®BES glEsiyd
@ #Bh e :
HEEMA% 3.5.7 Aol HBEBEHE
FiAste LFIAM 88lES HESA .
® ZIMmEEE HE 99
2 1fi $5EE = cone/plate viscom-
eter(Wells-Brokfield Cone/Plate Visc-
ometer, LVTDCP , USA) & #ffiatel 37¢
shear rate 0.25.4.50,11.25,90.0,225.0secs
ol A JI%E &R o
©® Mk BE 9
MR E = cone plate viscome-
ter(Wells-Brokfield ConePlate Viscom-
eter, LVIDCP, USA) & M3l 37T,
shear rate 11.25., 22.5,45.0.90.0,225.0
secz’ o4 HEsHA
@ Hematocrit f FE +77)
Hematocr it = HEE O HER
g FIFHEed 12,000rpmelA 5 4FH  #E.O
SEAIZ] TS reader & FIASA HiEsk
At '

HU Mo

RBCE& &
RBCE-2 RBCH pipetteo &
#3lo improved Neubauer’s counting ch-
amber 2 RAf%S TolA FHESIA
@ WBCE #ilE
WBCE S WBCH pipette 2 f

3.9( X 104/mm3) ¢l ]

#35lo improved Neubauer’s counting ch-
amber 2 BHE T FE3AL
i@ Hemoglobin HIzE
Hemoglobin &-& Cyanmethemog-
lobin %77 o & FHYO® Hemokit S
(A &xwEit) & A Aok
@ Glucose & #HI%E
Glucose &2 BFHEETT) o] k3t
Hi7E sH A o,
@ Albumin & HAIE
Albumin £& BCG:8:102)9)
3ty A/ GC kit(Wako Pure Chemical
Industries,Ltd., Japan) & 3l HIE
&
@ Total protein £ JHIE
Total protein & Biuret & 8-
102)o] fk3ted A/GB kit(Wako Pure Ch-
emical Industries,Ltd. ,- Japan) & st
o &S o
@ Triglyceride 8 W
Triglyceride &8 BESRILTH546)
o] {#k35lad clean test Set T—G kit(IA-
TRON) & @R8] HBIE A
@ Cholesterol & #IE
Cholesterol B& Bff ik TR
o] {k3te] IATRON set CHOLE kit
(IATRON) & sl HESA
' @ Prothrombin time J5E 9294
Prothrombin time 2 Simplas-
tin Kit(General Diagnostics) & f# H 3}
o JE A T

M. BakA*
1. fRfE m A= ZE
1) fipiggel DA= g8
m/phiRe]l #be EEWFC] 59.7%
et HEHS
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33.4%t1.5(X10¢/mm3) & PP EHQAoH,
Sample A HEPL 34.612.7(x10¢/mmd)
olglen, Samplé B #EBS 44.111.3
(X 10t/mm®) o2 JEh} HFEHEAE P
0.001) & R ATk (Table I)
2) Fibrinogen&o] n)x& B
MmiAe] fibrinogen B IEHH
1.03%£0.06(g/ 1) ¢t®] Ml %@
AME 0.77+0.06(8/1) 02 BPEe
™, Sample AEHL 0.9110.06(2/1)
o2 #msglon, SampleB HEBES 0.94

ol

T0.04(g/D) 2 ARHUE (PC0.05) B
mE JERAUTE(Table ID.
3) P_rothrombin‘time°l] u X = BE
IE¥#°] Prothrombin time13.5
+0.6sec Qlu] ] BRI 16,4106
sec 0.2 FEREYOP, Sample A BB
L 14.5+0.5sec o113, Sample B #E
e 13.971+0.7sec 0.8 JEN 2T HR
Fol K3 FEMEJA (PC0.05) HiEs
1 c}.(Table IID. '

Table ] . Effects of Boyanghwanotang on Platelet in Endotoxin treated Rats

No. of Dose Platelet
Group . P value
animals (mg/200g) {X10*/mm?*
Normal 6 - 59.7+3.2%
Control 6 - '33.4+1.5
~ Sample A 6 182.4 34.6+2.7
Sample B 6 364.8 44.1x1.3 <0.001

a) ! Mean' + Standard Error.
Normal : Normal group.
Control : Endotoxin treated group.

Sample A : Endotoxin plus solid extract of Boyanghwanotang treated group.
Sample B : Endotoxin plus solid extract of Boyanghwanotang treated group.

Tablell. Effects of Boyanghwanotang on Fibrinogen Level in Endotoxin treated Rats.

' No. of
Group Ho. o

Dose v

Fibrinogen

. ) P vaiue
animals (mg,; 2008) g/l
Normal i - "1.03+0.06%
Control 6 - -0.77+0.06
Sample A 6 182.4 0.91+0.06 -
Sample B 6 364.8 0.94:£0.04 <0.05

Tablell] . Effects of Boyénghwiﬁotang on Prothrombin Time in Endofoxin treated Rats.

‘ ﬁo. of Dose Prothrombin
Group oo . . time .- -P valus
_animals (mg/200g) ‘

A o - {sec)
Normal 6 - ©13.5+0.6%
Control 6 - 16.4+0.6
Sample A [ 182.4 14.5£0.5 <0.005
.Sample B 6 364.8 13.940.7 <0.005

=140—



4) FDP@E] v 5

FDP#EE F#BIAAN  1.310.5
(eg/ml) ol o™, HEMS 9.2+0.80g
/ml) 2 #@istd s, Sample A ¥ Sam-
ple B H8B 6.7+1.1 2 7.5%1.1
(ug/ml) 2 WAERS LERARL T
(Table V). '

2. BREMEN M pE
1) #E nX: s

fEe Sbs FE¥F3.5,7 Bl
165.3+2.2,167.71.3, 170.274 1.4 golgl oL,
HE#S 161.012.6,154.312.7,150.043.5
goE FEER B3] AN ow, Sam-
ple A ¥ BIFEL 168.5+1.8,160.5+2.8.154.8
*5.2 golUar, HEHS 161.0+2.6,154.3
+2.7,150.0+3.5g .2 [FHERE H:%Hm'}\
€lon, Sample A #HBS 168.5+1.8,
160.5+2.8,154.8+5.2 gol®l 2, SampleB
PERBES 161.243.7,158.8+1.7, 163.2+
4.5g02 BT HREH K3 #inso] U

Neow, Sample BHEF 7 HY AEMHU
A (P<0.05) #m= A ch(Table V).
2) B WAs BE

e M EFFCl 3.5.7H
ol 37.9%0.10,38.1+0.09,38.1+0.12 T
ol e, MBS 37.7+0.12,37.4+0.09,
37.7£0.15CE EEHN 3 ETHAS.
7}, Sample A#H#2 38.110.07,38.0+
0.09,37.9%0.13C & Jeldonl, Sample
B # B 37.9140.12,38.040.08, 37.9%
0.16C=2 el »5 HEee) s} kA
Hol Ao, Sample A #HFES] 3AY
58 % Sample B ###] 5 Bl &l
o FEMJIA (PC0.02,P<0.001) LHHH
o} 3 ch(Table W. .

3) 2m¥GE "X = BE

2 fi¥5E = shear rate 0.25,4.50,
11.25,22.5,90.0.225.0sec” ol A EREES-
&£%& 27.41%3.00,17.01+1.39,13.5+1.24,
12.0+0.85,5.27+0.14,5.49+0.32 cent-

Table[V. Effects of Boyanghwanotang on FDP Level in Endotoxin treated Rats.

No. of Dose FDP
Group . P value
_ animals (mg/200g) (ug/ml)
Noprmal ‘6 - 1.3+0.5%
Control 6 - 9.2+0.8
Sample A 6 182.4 §.721.1
Sample B 6 364.8 7.5%1.1

TableVv. Effects of Boyanghwanotang on Body Weight in Hydrocortisone acetate(HA) treated Rats.

Body weight

G No.of  Dose 4 ,.g .fg)

Toup . A =
amma)s (mg/200g) 0 3 5 7(days)
Normla 6 - 164.242.0% 165.3+2.2 167.7+1.3 170.2+1.4
Control 6 - 162.8+1.6 161.0+2.6 154.3%2.7 156.0+3.5
Sample A 6 182.4 167.0+1.8 168.5+2.2 160.6+2.8 154.8+5.2
Sample B 6 364.8 164.5+2.2 161.2+3.7 158.8+1.7 163.2+4.5°
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ipoise Qld] M3l WS 37.4%1.31,
23.5+1.29, 19.6+0.96,14.1+0.65, 7.95
4+0.49,6.0710.29 centipoise 2 #jn = o
2112en], Sample A #ERES 28.01+2.28,
18.5%1.35.15.1%+1.13.15.1% 1.13, 12.4%
0.63.7.40+0.36,5.58+0.21 centipoise &
UElB 3, Sample B #8225, 612.75,
18.3+1.42,14.0+1.34,12.240.73, 7.31%
0.49.5.940.37 centipoise 2 Ueh} B
BAEIlon, Sample A % Sample B##
#9}%5“ 3o shear rate ¢ 0.25,4.50,
11.25 secl oA AR #IA (PC0.05, P<
0.02) % P<0.01) #4=I%Lth.(Table WD.
1) mEksEel tAE BE |

g5 = shear rate 11.25,22.5,

45.0,90.0.225.0seclolN EXBE 2.47%
'0.16,1.47%0.11,1.33+0.06, 1.3240.05 1.26

+0.05 centipoise o, HRHL 3.78%
0.16,2.46:+£0.14,1.90£0.11,1.7610. 13,

1.64+0.09 centipoise 2 = Ao,
Sample A $¥§iBES 3.1410.13.3.1440.13,

1.880.09, 1.40:£0.13,1.59+0.09, 1.41k

0.09 centipoise & “lERgon, Samptle
B £E#ES 3.0710.11, 1.82+0.07,1.48%
0.10,1.56:-0.09,1.40£0.09 2 JER, Sa-
mple A2 Sample B#H#F 7124 shear
rate 11.25,22.5,45.07 1 o1+ A% U
(P<0.02, P<0.01) @A = A ch.(Table VD
5) Hematocrit fo] TlX& ¥B v

» Hematocrit i EHBS 40.7+
0.09 %N 3l EEBES 43.7% 1.1
%z #MEA e, Sample A HREFELS
42.31+1.4%2 vebkn, Sample B H &R
S 42.0%1.0%2 HEh RAEALS U

TableV]. Effects of Boyanghwanotang on Body Temperature in Hydrocortisone acetate(HA) treated

Rats

iNo.of Dose

" . 'Body temperature(C)

G ) L i
rgup . animals  (mg/200g) 0 3 5 7(days)
Normal . 6 - 38».0i0.09" ' 37.9+0.10 38.1+0.09 38.1%0.12
Control 6 - 38.2%+0.11 37.74£0.12 37.4+0.09 37.7£0.15
Sample A 6 182.4 38.1+0.08 38.1+0.07°° 38.03:0.09°""* 37.9%0.13
Sample B 6 364.8 . 38.0%0.11 37.9+0.12 38.0+0.08°°"* 37.9x0.16

TableVl]. Effects of Boyanghwanotang on Whole Blood Viscosity in Hydrocortisone acetate(HA)

_ treated group.

Blood viscosity(centipoise)

Group
. o Shear rate ( sec™®)
0.25 - 4.50 11.25 225 - 9.0 225.0
Normal 27.4£3.00% 17.0+1.39  13.51.24 12.0%0.85 5.27+0.14 5.49+0.32
Control 37.4%1.31 23.5+1.29 19.6x0.9 14.1+0.65 7.95%0.49 6.0720.29
Sample A 28.042.28°* 18.5+1.35¢ 15.1+1.13°° 0 12.4+0.63 7.40%0.36 5.58%0.21
Sample B 18.3+1.42° 14.0+1.34°* 7.31£0.49 5.94%0.37

25.6£2.75°*

12.2%0.73
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oy FEHS gt (Table IO A (P<0.05) HA= 2t} (Table X )

6) RBCEol nm X & gE 7) WBCEd "X & g8
RBC#&S IF# ol 742.84 19.6 WBC Be FEBEol 7.340.9(X
(X104 /muP)lel) Hale] BEBINE 8235 . 10%/mm®) QIE] M3l MBS 5.670.4
+10.9(X 104/mm?) 2 #NEY on, Sam- (x103/mmd) o2 ZaHon Sample
ple A #BFES 783.0%15.9(X104,/mm3) AfBBES 5.910.5(X 103,/mmd) & e

2 HE# BA=Eden, Sample B # wow, Sample B ffAB-E 7.240.4 (X
BBES 761.0+20.6(X 104Mmmd) o2 AHEH 103mm?) 2 HEHEUJA (P<0.02) #m=

Tablevil. Effects of Boyanghwanotang on Plasma Viscosity in Hydrocortisone acetate(HA) treated

group.
Plasma Viscosity (centipoise)
Group
Shear rate(sec™?)
11.25 22.5 45.0 : 90.0 225.0
Normal 2.47+0.16" 1.47+0.11 1.33+0.06 1.324+0.05 1.26+0.05
Contro! 3.78+0.16 2.46%0.14 1.90+0.11 1.76+0.13 1.64+0.09
Sample A 3.14%0.13°" 1.88+0.09°°* 1.40+0.13°" 1.99£0.13 1.41+0.09
Sample B 3.07+0.11°"* 1.82£0.07°** | 48+0.10" 1.5620.09 1.40+0.09

Table[X. Effects of Boyanghwanotang on Hematocrit in Hydrocortisone acetate treated Rats.

. No. of " Dose Hematocrit
Group o i P value
animals (mg/200g) (%)
Normal 6 - 40.7£0.99
Control 6 - 43.7+1.1
Sample A 6 182.4 42.3+1.4 -
Sample B 6 364.8 42.0%£1.0 -

TableX . Effects of Boyanghwanotang on Red Blood Cell in Hydrocortisone acetate(HA) treated

group,

No. of Dose Red blood cell
Group ) P wvalue

animals , (mg/200g) (X 10*/mm?)

Normal 6 - 742.8+19.6%

Control 6 ) - . 823.5+10.9

Sample A 6 182.4 783.0%15.9 -

Sample B 6 364.8 © 761.0+20.6 <0.05
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A ch.(Table XD
8) Hemoglobin &) n &= &
Hemoglobin 2 E# Bl 13.8+
0.3(8/d1) 2lBl o] HBES 14.740.4
(grdl) 2 Jelgten, Sample A ¥ Sa-
mple BBEEEL A4 14.5+0.5,14.410.3
(g/dl) o8 viebskeh.(Table XD
9) Glucose &) njX& &
Glucose & TEXEEO]l 92.9-4.2
mgrdl el Hdte] HMBELS 134.517.0mg
sdl 2 e o], SampleR A #agte

114.1+7.0mg/dl 2 Jepdor, Sample B
HEBS 118.419.8mg/dl 2 Ushiol &
SEES Ve oY FESS o
(Table XID »
10) Albumin £} "X& B8
Albumin #& FH#o] 4.06:£0.28
gl 2l Hsll YRS 4.3010.06g7d1 2
#@INste s, Sample AFEEEL 4.2+0.10
g/dl & Vet ony, Sample B #SH S
4.0210.07g/d1 2 FEHEUA (P0.02)
WA At (Table XV)

TaBleXl . Effects of Boyanghwanotang on White Blood Cell in Hydrocortisone acetate(HA) treated

Rats,
Group N?‘ of Dose white blood cell P value
animals (mg/200g) (X 10°/mm?) .
- Normal .6 ' - 7.3£0.9%
Control 6 - 5.6+0.4
Sample A 6 182.4 5.9%0.5 -
Sampie B 6 © 364.8 7.2+0.4 <90.02

TableY]. Effects of deanghwanoting on Hemoglobin in Hydrocortisone acetate (HA) 'tregted group.

No. of .

Dose

Hemoglabin

Grou L P value
P ‘animals (mg/2008) (g/dl)
Normal 6 - 13.8£0.3%
Control 6 - 14.7+0.4
Sample A 6 182.4 14.5+0.4 -
Sample B 6 364.8 14.4%0.3 -

TableX]I, Effects ',of Boyanghwanotang on Serum Glucose Level in Hydrocortisone acetate(HA)

treated, Rats.
. No. of Dose Seurm glucose
Group . . : P value
animals.- (mg/200g) level(mg/dl)
Normal 6 - 92.9+4.2%
Control 6 - 134.5+7.0
‘ Sample A ) . 6 182.4 114.1%7.0 -
Sample B 6 364.8 118.4+9.8 -
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11) Total protein&o] v]X= @
. Total protein B& [F¥&] 7.60
+0.358 /d1 QUHl sl BB 10.50+
0.8g/dl 2 ®{m=Ao™, Sample A #HH
FES 9.2010.49g/d1 & HREE Ha) B
S, Sample B#EMES 8.4370.318/
dl 2 FEHEIA (P0.05) B = Y oh
(Table XV)
12) Triglyceride &ol "X+ E&

Triglyceride 2 IE##°l 69.9
*7.2mg/dl AH] H3 HEFES 179.5+11.7
mg/dl 2 HA &A #mE Ao, Sample
A BEFES 143.31710.2mg/dl 2 BAH
31, Sample B #H#ES 133.9+5.6mg
AlZ Fd sl 25 HERl ket A
B A (P<0.05,P<0.02) WA= o}
(Table XVD

13) Cholesterol 8o " x|= g%

TableXIV. Effects of Boyanghwanotang on Serum Albumin Level in Hydrocortisone acetate(HA)

treated Rats,

No. of Dose Serum albumin .
Group . P value
animals . (mg/200g) level (g/dl)
Normal 6 - 4.06+0.28%
Control 6 - 4.30£0.06 »
Sample A 6 182.4 4.20%+0.10 -
Sampie .B 6 364.8 4.02+0.07 <0.02

TableX V. Effects of Boyanghwanotang on Serum Total Protein Level in Hydrocortisone acetate

(HA) treated Rats.

Group N(_)' of Dose i:;?i‘n tl(:zt\?;l P vélue |
animals {mg/200g) (g/dD)

Normal 6 - 7.60+0.35%

Control 6 - 10.50+0.81

Sample A 6 182.4 9.20+0.49 -

‘Sample B 6 364.8 '8.43+0.31 <0.05

‘TableXV]. Effects of Bo&anhwanotang on Serum Triglyceride Level in Hydrocortisone acetate(HA)

- ‘treated Rats,

No. of Dose Serur‘n triglyce

Group . ride level : P value
animals (mg/200g) (mg/dl)

Normal 6 - 69.9% 7.2%

Control 6 - 179.5+11.7

Sample A 6 182.4 143.34+10.2 <0.05

Sample B 6 364.8 133.9% 5.6 <0.02
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Cholesterol #& IE# o] 56.3 Prothrombin time & IE# B ol
+6.4mg/dl o] Hsle] HEEES 87.118.1 15.3%0.4sec QUH HE] HBEHLS 12.4
mg/dl 2 HHiEom, Sample A HHE +0.7sec®] WAHHER o, Sample A #
& 84.6+8.2mg/d1 2 Yelstonl, Sample HBS 12.91+0.3sec 02 YEI%ton Sa-
Bfeatel 3l FIthe #£71 ith(Table  mple BHAMS 14.840.3seco 2 HRM
XD o K3 HEEJA (P<0.02)#EMmM=E A

14) Prothrombin time o] P|X = & (Table XVID

TableXVil. Effects of Boyanghwanotang on 'Serum Cholesterol Level in Hydrocortisone acetate(HA)

treated Rats.

» PR Dose’ : _Serum Chioles

Group N?' of ose terol level P value
animals _ (mg/200g) , (mg/dl)’

Normal 6 - 56.3%6.4%

Control 6 - 87.1+8.1

Sample A 6 182.4 84.6+8.2 -

Sample B 6

364.8 85.4+6.0 -

TableXVll. Effects of Boyang}xwanotang on Prothrombin time in Hydrocortisone acetate (HA) treated

Rats.
Group vN?’ of.  Dose Prothrombin - P value
animals (mg/200g) time(sec).
 Normal § - 15.3£0.4%
Control 6 - ’12.“410.7
Sample A 6 182.4 12.9+0.3 _
Sample B 6 364.8 714.8.2+0.3 <0.02
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fiolx A M8 ) endotoxinEA O pr-
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3 EEERY BRI KB, HoEms 7}
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1228 B e a=3
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A e, mke BH 2 nees itk
st #HEIfEMCl UTH= 360 o 49 iy
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3 BIfE 2 #te X e g ar
shing’s Syndrom ©. 2 A RES, = mEE,
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BE - &EH R KRmFREEol BN
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* EHROIM #BES HEHIAM R H
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HAA B A
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ABSTRACT

Study on the effect of Boyanghwanotang on Thrombosis and Elevated Blood Viscosity

Song Hyo Jung, O.M.D., Ph.D.

Department of Pathology, College of Oriental Medicine, KyungHee University

In order investigate the effect of Boyanghwanotang (BT) on thrombosis, Sprague-Dawley rats

injected endotoxin into the caudal vein were oral administrated solid extract of BT-182. 4mg/200g

(Sample A) and 364.8mg/200g (Sample B), and then observed Platelet, fibrinogen, prothrombin time
and FDP.

Another group injected hydrocortisone acetate into the muscular rump were adopted to observe the

effect of BT on elevated blood Viscosity, administrated Sample A and Sample B, thereafter measured
- body weight, body temperature, whole blood viscosity, plasma viscosity, hematocrit, RBC, WBC, hemo-
globin, glucose, albumin, total protein, triglyceride, cholesterol and prothrombin time.

1.
2.

Platelet was increased significantly in Sample B compared with the control group.

Fibrinogen of the trial groups compared with the control group was increased, and revealed a
significance in Sample B.

Prothrombin time was decreased significantly in the trial groups compared with the control group.
FDP was decreased in the trial groups compared with the control group.

Body weight was increased significantly in Sample B after 7 days, body temperature revealed a
significance in the trial groups after 5 days.

Whole blood viscosity and plasma viscosity of lower shear rates, both were highly decreased in the
trial groupn than the control group.

The increase of WBC and decrease of hematocrit, RBC and hemoglobin was showed in the trial
groups, and Sample B revealed a significance on the increase of WBC and decrease of RBC.

The increase of prothrombin time and decrease of glucose, albumin, total protein, triglyceride and
cholesterol was showed in the trial group, and Sample B revealed a Significance on the increase of
prothrombin time and decrease of albumin, total protein and triglyceridé.

As compare with Sample A and Sample B, generally Sample B was highly Significant.

According to the above results, it was considered that Boyanghwanotang may be the curative

effects for thrombosis and elevated blood viscosity.
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