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=¥ ik, HiGEE D SRACRH WE W

HIZEE - FEA - VREFE”

I.E &

ZEEBS R BV BARK) o “ABR
Mgkl FRE, B FE SRR oo
B2 IKHE Lk, %4t BRS Jd8 %
Mol s, i ESIERE, IRR % Bk
shalol BRERS) B, BME, KIE, JEINRE R
ol BaAs v HHA o Bt o=
AAE BHETYE2 BBA L s )
},@ﬁﬁﬂfﬂ_ ngI_Z*M)‘

HEI Y HEERS Ao REEoERN &
miEfTol BAZESSl %58, A, BE S %
B, R, =, WOEA EBHER %o ER
S Yodle wHEN mme (M -E
wy PN BERSRBRELAMEEN LA
FHEBTE " 3t BWZ SRY Lk
2o BREEN stz Qow, 3 ME
% ZiEste] RECl wel EE i %,
PR, FOME, POE EE-EOT RS 4
ol whek 47EE NN, HE, AREBEHR o
Z, BEEMIOl wel Tmel TR - AlWEE
1’}_\?]:11 9}‘:}5'7'11'16).

SHEBS SRl wet el MRy BE
o] %/ ER7 Yo FHe HEEE) o
#ate] RS AHEA, A HFS Mk
R, MRSE, RERE, A RIRE AN FHA,
B S, HIE, EET, HE, BE B Ei
®OEE KED BRI oo, XiE M
*FEAABER GBH AR JHSHE
- o] Ay 19983hdE UGk we{ x| Yol €]

gl AFEAL

ELe Do Sol7t MRS ESHA 8o,
£ - RS &S BuEStT A, HES
I, Rk A - EETS RETRY, EETRS
T,ONE K BE Y - BHEE 2R 8
Bate ggel AT, wEd A HL A
R, LR, ST, Mfmnsts gt Poz
FOAE, FEREZ A3 RERES wm
sted EEdET 9P xd Z@Ege
BESEES FHos RE4ES Moty &
B, e me HETE T2 w8
BE LS MEELBS mEe X9
EEES wlslsd MRS £ RE &
Fe Rl AN$A FERABES WESEY)
BES 51 3o0® BRE @5y ®R
< KFsed Biwel AT®,

R BBEdMaE £ “BIEmE e
W GECl BT EEM BRI £ @l
RIS FZet EEES] EAAElT Qou Hm
of dig BRHRE obd Zol B 4 itk

ol EHE ZEHIES kS BRMOT
wWEAsty) Bated JEIA F FE KoL
3led Carragening FH3I BRFNEERRT
RERER JE)E nEEE%TESR
g mEEBHe MHES EEsy) sty
CMC-pouch® Ffste] BEE BIHS RE
5193, T nER vAE HES dolnr)
95te] H#EhglkS #Hste Ringerig o] #
bt BERS MoEERERES HRIT,
POEEMRES sy st Mkl
Rl A9 ST, M/MREEERE, MRS
S pRASGow, EEET BRECT 8

_88_



SR E TBESY FES RS
#E8 s vlolo),

7]l

IoI. HERHH 2 Hik

A. #E 2 B
1. 8 M

el AT ZEB BH mRe 7
CRERE) o #stdow, s mpe
BRBE WB @hmkol N 743 % &
Botod FANRT, 2 RES S8 BT
2

=E5o 74 (Prescription of Sambitang)

BRE & B Z ER(p)
Hip Cortex eucomminae 28
LS 3 Radix achyranthis 28
H¥ Radix asari 28
HE Cortex cinnamomi 28
A% Radix ginseng 28

HMKE Poria 28
BE%  Radix paeoniae lactiflorae 28
g Radix ledebouriellae 28
5 Radix angelicae gigantis 28
e Rhizoma cnidit 28
fige Radix astragali 28
{5 Radix dipsaci 28
HE Radix glycyrrhizae 28
&iE Radix aralia cordatae 12
-39 Radix gentianae macrophyllae 12

##%  Rhizoma rehmanniae 12
4%  Rhi.oma zingibers 1
KE Fructus zizyphi jujubae 2

Total  Amount 43

2.8

f2E 200g A9l Sprague-Dawley® MM
HE 9 20g AWSS Balb/C M nle2S
— AR SRS - MEAE 21%L 1
HUEERS 35%LIE, MM S5.0%LITF, MRS
BO%LLTF, Z4 06%LIE, 9 04%LIE)E 1
HBE UL WEsT BRE Higo EEAT
% BB FHIICT BmEAEEY BEe
HEE 22.1°C, HEREYE 655%2 #Esdoe
o, BAEES 128ERE(08:20:00) MMEO= &S
Aot BEMH T 23 EFESAMHE A
‘101’%‘7!] uqo /\ o]Ei 6}-03T4

B. HE&/k

Aﬁ/& ‘ fﬂgﬂ E;’E' ?91\

S SR AR 2150 WA 2000me
o} A BAZT2I QDI HHBE WH
ato] 2KEf B 7b2E m#Aste WBE %
WHA . 3000rpmoll A 2057R E.O05rEESH
o LHEES WMT F AR} EKE WE
T S BREE RS FAStY B
BT the 40T BEBEREAA 243
skl ZEE  ERAVIE 374gUcE
174%)e 2. @RI A7iae REKE
Mikgete] FORM B K TRASAC

2. RIERFEO] oix|= #4

(1) Carrageenin® 2 ZHE S FhE] A3
MR HIE
Winter” ® o] wbyo] uwet @2 6rtalE
1Hoz sl EEH KEES Aty &3
EFRAEHE 2 ABERHWKE RAY EEH
(Normal Group), EHH EEEZ Adsu
indomethacin 10mg/kg& HRS BHHREE
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(Control Group), EEW KEZ A3t =
i EBRA7IA 100mg/kg body weightS
FRS BEM (SBT1), KBty REE A
3t =B Emelvl2 200mg/kg  body
weightS #R¥ EHAI(SBTI), i
BREES Algsty =B &REA7]2 400mg/
kg body weightE #£8ES RERFO(SBTI)
o2 ol Al

RKEE KOLEIT IRE 238 T &
#KHEE carrageenin(0.1ml of ‘a 1% solution /
suspension in saline)& HECHERS BEE T
Efetn LAt FES IRM 3z 5
B 3 7hx &R R plethysmometer 2
Rel FHE S8t ofee] AME Gkl
oste] FRESMEEY PENHES Ads
o},

Vr - Ve

Ve

FREEINER(%) = X 100

Vr @ E2#%Q carrageenin(Q.dml of a 1%
solution/suspension in saline)& #E3 #%
FHES 4oz #EARY &K

Ve @ &B%E<Q carrageenin(0.1ml of a 1%
solution/suspension in saline)& ##at7] #
o] EFEHQ BEERY K

Ec - Et

FHEEME(%) = - X 100
t

Ec @ HEEe] FHEs
Et @ ZeMpiv ik o] TR

(2) CMC-pouchel] 218+ HBHE B HE

BH 6vta]e 1o T o Ishikawa™ %
o FHerol wet EESth B# ] ketamine
(0mg/kg)®t Rompun{l0mg/kg)S w§sls
MEEANZ) T EE 5cm o) F LB WEEY 28
AA 1 ETol Smle] F718 HAZS &
FE{S VETD 24KEH %o & BAE e

2L REE St BEES gy ol 5
oz Utk & 120CoA 3040 nE
WES 37Ce 2% CMC(carboxymethyl
cellulose) 5Sml/air pouch® AT KR
(Control Group), aspirin 50mg& 2% CMC
(carboxymethy! cellulose) ¥ Smiol BEA]
A EREY  EAS W EE(Drug-
Experimental Group), =#HE EHEREAV)=
100mg& 2% CMC (carboxymethyl cellulose)
B Smldl BBAA BEEN EAT BEE
I(SBTI), =#%& &Hid7]~ 200mgs 2%
CMC(carboxymethyl cellulose) HE# Smiol
BRA A TERES EAT BEEBEI(SBTI),
=HE EHRA7 2~ 400mge 2% CMC
(carboxymethy! cellulose) ¥E# Smic] E#EA]
A EEE AT ERHN (SBTH) &oltt. -

LEEe) EEFl 6rFf Tl CMCES ¥
=Yg A vAbA 3 g EQHe e A s
fEst gt A EES AHY 0.1midl
EEAHOK 49mlE st gmIRZT BEE
A RFEE ZA2HA BET o
1000rpmell A 54-R EO5BEsSte] MERESS
AAT & EFHES Bt AFsshEA )
(Gilford Impact 400E)& FlIH3ste HAERS3)
Aot

L8

3. mE X oz ¥R

(1) KR HERROBEEK) A /8

Kraukow-Pissemskis] HEg 8t
sodium phentobarbital(®0mg/kg) 2 FREEA 70
#% FgkTH9 28 Z4x BFHMRS #EHA
# polyethylene cannula® #ASIT I
#% Ringer¥e] Eo13lE marriotd o] 92 E}
I, HEEEY polyethylene cannula® 4
T OS BES F BEY & USF tubed
A% g A ¥ THS Yirste Hlm
o BHERBNKS ERSIY FERGKSE Kt
3 Ringer#i e BWEEE BZEsie=d, of &
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o 3 Ringer#iel Bi¥©l 35— 40drops
7} S8 BHS cannulacl AZE nF B
Fsete RS EHE RESUT HEg

2 acetylcholine chlorideE AT
40-42)

(2) 879 BEBK) g /M

ZEE RRAY L FHY oM 2
ke v X)+= 9 3& Nicholas %9 =4
ol &8lo] WERSIZTH ZHE g
10pg/m), 20pg/ml, 40pg/mle] WEE Zo=w
organ bathell #mste] 3 BEhike) Wekss)
iR vXe BRE BEINY. =
B BEEMA S Bk EHEMNN KD
norepinephrine®) #3 BEEBHERERRA v
e ZEE BT BRE BEIIC
Ael#Q) g l-adrenoceptor antagonist?] prazosine
hydrochloride® Mgz SIS,

g wlo

4. HUEE {EF

(1) vh-2 e HE ¥R

30g WY Balb/C vhS-2~2 EBEREAZ: A
g aF EEAD # St Wt ORE
{(acute pulmonary thromboembolism)S &3}~
&4 collagen(204g/10g BW.)3 serotonin(50ug
10g BW.)e BAH(100x/10 g BW)S B
kel w2 A EHSIATh vz S
collagen(20ug/10g  B.W.T  serotonin(50ug
/10g BW.)9| EA&#(1004/10 g BWI)E B
Bikel  EHT % 104U gEstoh
collagen(201g/10g  B.W.)3}  serotonin(50ug
/10g BW)e| BAWES E&3y) 285, 65
M oFiel 2me) BA ZEE mRAs2 50,
100, 200mg/kg#-& £& LOHRRI}AL, &
B RS £EAWKE BRASIoH %
B MBS 2 cyproheptadine(ED50=0.1mg/kg
BW.)€ collagen(201g/10g B.W.)3} serotonin
(50ug/10g BW)Sl RAWS A7) 15

ol OPR Sgoh #RE v e

Bot 54%E AT FECE(%)S o

o] S0} olste] Ty

FECHE(%) = No. of dead mice X 100/ No.
of treated mice X CD

CD = No. of dead mice in control group/
No. of mice in control group

(2) M MRSEEIIGIVE R =) A B i ol
e g

250g #5+e] Sprague-DawleyAl2] HEE
BB Aid shEY AN % EHA
vt EERBIRA 2FFR Hiol =EE wRdv|~
E K MRSty £nRRsn, B
BEoZ AYMNAl 18R Biol aspirin, 3¢
fiell ticlopidine hydrochloride® #£rom s}
G} sodium phentobarbital(36mg/kg)2 ik
BAZl % EYvR BEEmS Alsista, 38%
sodium citrate#d¥ & &H MK 1/10) &

FA712 AES HECKEHIRANA RS
th. 200gol X 104M mOSEESE RS
Hal Al platelet rich plasma(PRP)Z FH st
T} platelet poor plasma(PPP) 92 MmM#E-&
1500goll X 1543 sEOarEEstd Ao furh
R OEEEe] RAIEL Bornd HBRIEES FHH
stgint, 250p89] PRF(platelet rich plasma)oll
5u09] MERTE Hminste wEstAnT ¥,

MEEEEEEY] HES st M MRERE
P BRI AM e o) Enl® PPPE M
Qoo M/MREEEES flEste HEd @
—3tA A&t prothrombin time(PT)3
activated partial thromboplastin time(APTT)
& COBRAS FIBROROCHE)$H thromboplastin
kit(American Dade)Z AH&-3l9 AH5Z 4383
13}49-51)‘

5. {ERS R%

wapstiE S SOng/kgel aspirin® &3
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om SBTI - 1I - ML =HE i
200, 400, 800mg/ke body weightE WO
o, WRES £BAWKE B

(1) BEEpERol o3 SUERRe B

Whittle™ o] kol web =g wRov)
28 BOfm 1R %ol 0.7% acetic acid 1
m/10g€ ip. injectiondti 1053445 E 105%
¢t writhing syndromes #2253t ch

(2) kol ol sRiERcRe 2 ¥

#iRel BEE 55+105C 7 HEE 8k
ZHEE ERA7S RE BT &R 2S #®
TE e BT iR RE REE flEs
T, ZEE RRAIS BR % AR 92
% g whe R BUR R RS HiE
ate] SIERCRE BESIA

6. FRETERIE

BERERY MiMEEE Mac Stat View
TM 5128 F|M3st] unpaired t-testo] #£3}
A BEES FHE Mean SDOZ 3o
o p-value?t BfE 0.06LL TS BEBE FF
® RoZ FIESA

. & 58 B &

1. RIEREO DIxl= &

(1) Carragenin® & FHEI FHE B
R B

EEAHKE RES MRS FESE % 15
ol 353+35%¢) BEENES YeEhlon, KR
= Ax} #wnste] 38l 51.7E32%= Bk iF
s Uehdx, el 49.7134%E £
T B 2ok HAEIR indomethacing #
Y SRR FEREE IR 238+33%
o FREENES 'iﬁgw Rl wiste] #@im
o] AEH A WAsien, SBTI, I, &
M E 334123, 298*31, 276L31%2 FHEEMN
o] 4fkEct 28EMol= FpEEES YR
HREAAE 953 s ETHNSH SBT
I, I, MM FEEIT FEEme] st
S By FA FEENES yEhd 3EHdle
s RE] Al 302136%, SBTIElA 362+
26%, SBTHOEANA 321%22% SBTHENA
31.3%£36% %oz BEE v|sld BT FEYE
Q= FEIHESEE B K Table 1).

Table |. Effect of the aqueous extract of Sambitang(EBT) on the increasing and
inhibition rate on Paw edema in rats induced by carrageenin every hour
during 5 hours after the oral administration of SBT extract.

Experimental

Increasing rate of Paw-edema(%)

Group Thour 2hour 3hour 5hour
CONT (6) 353+35 428+31 517+32 497+34
SBT 1(6) 334123 341+23 362126 388+32
SBT I1(6) 204+32 32.1+21° 32.1+22" 37.3%36
SBT T(6) 278+33 30.6+26" 313126 336+27"
IDM (6) 238+33" 20.1%£22" 30236 3124367
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Paw-edema was induced by the subcutaneous injection of carrageenin O.1lm of 1%
solution. The effect of SBT extract on the carrageenin-induced inflammation was
measured by the volume of paw edema every hour during 5 hours after the oral

administration of SBT extract. Indomethacin of 10mg/kg was used as a control vehicle
CONT : control group treated with saline as a vehicle

SBT 1 : 100mg/kg B.W. of Sambitang(SBT) extract. orally treated group

SBTIH : 200mg’ke B.W. of Sambitang(SBT) extract. orally treated group

SBTIH : 400me/kg B.W. of Sambitang(SBT) extract. orally treated group

IDM : 10mg/kg B.W. of Indomethacin

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

* P<0.05, *+xP<0.01.

(2) CMC-pouchell 913 EHK BHEEH
KR WEES WHITE % oRfd CMC-
poucholl HIERESZ Kl BT HEHES
#iE sttt carboxylmethyl cellulose9He #YE
3 HREEAAM s BEEE BHEC] 15871.2m
/Mo HMAinMEEEO Z aspirin S0mgS [
Froll #emgt HBol= BBE BHEC] 102
Tl4mg/meE BB it FEE e W
& JeERA L, SBT I #HolM = 139+1.4me
/ml, SBTO#AME 116*+12mg/meE byt
¢ 53 SBTHECIAM 105+11ng/mE
p<0.01¢] CMC pouchRZ9 HEHE Bty
MHARE FEMUA BAFJ CMC-
pouchol] ol& HEE BHEEENME aspirin
ojog RN 354%2 HAKBH
W7 748 skl Jdebhgeny, SBT
DA E olo} MUY HEE HYn, Ei
[HAME 120%9 EOHBROHKES
Hof 2 FEEOl sld #WHET 5
32 FEtHTable II). :

Table II. Effect of the aqueous extract of
Sambitang(SBT) on  the  protein
exudation and inhibition rate of protein
feakage into CMC-pouch fluid in rats.

Experimental  Protein Inhibiation Rate of
Group (mg/mé) Protein leakage(%)

CONT (6) 158*1.2 -

SBT 1(6) 139+14 120

SBT 0(6) 1N6+1.2° 266

SBT MH(6) 105+1L.1° 335

Aspirin (6) 102+08™ 3H4

CMC pouch was formed by 5mé of 2%
carboxylmethyl cellulose. Aspirin was used
as a control vehicle

CONT : control group treated with saline as a
vehicle

SBT 1 : injection into CMC-pouch of 100mg
/kg B.W. of Sambitang(SBT) extract

SBTI : injection into CMC-pouch of 200mg
/kg BW. of Sambitang(SBT) extract

SBTIO : injection into CMC-pouch of 400mg
/kg B.W. of Sambitang(SBT) extract
Aspirin : 50mg/2% CMC solution 5ml

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

* P<0.05, *+ P<0.01
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2. MERO o|x|= HFE

(1) KR HROFER NS /58

=HE ERAV AV LEFS] ERhEES
Bibo)] MAE HRE B Yo g%
T KRS BEREKS EHstY HIReZ K
H3te Ringer# o] BIHHE 35-40Hoz
me ohe WEe HEsto] ERE LS
BEsttt. SBTI#S uEd 2 TR
A ORI RR % 159 BiEEUT 40k ow
#EiNStR o0) 357hA] FEEINO S MR O}
S Likde ¥k BAste BHES Fom
R R 1250 HEEEY ki v
T OBAES Jeldoh R R 2o
wel BE KENSE BUEBUT S0
e #HRE JeEbAtHFig. 1).

55
—g—— CONT
50t —— S|
~ —— ST
s 1
3 /
B ST 7
i
s
g
boxh
30 - L 1 -
0 ! 3 g [ 12 15 ]
Fig. 1. Effect of the agueous exiract of

Sambitang(SBT) on the fow rate in
the arery and veins of the isolated
ear of albino rabbit (Kroukow-
Pissemski method)

(2) 879 RERe e

3o RBIRS D O =ZHE BB
9)7)2¢) potential vasodilatory activityS #|
Est7] Y5t @S BERS norepinephrine,
prazosine ¥ =R BES HHEMNCZ B
fnsta A BHAIA BB W=t RN E
S MERSIET ZHH] BEC v Egs
2 2 norepinephrine© 2 FHHEFF M ko)
BHEE HRE 2ged, o]AL prazosine
of MmERMES BRIstE BRd Haldes @
R REEolh e e s
of wel EgRoE mEKMES ERstE &%
Re #inste #HEE 24 (Fig. 2).

120
|
1ok
I |
¢
¢ Br
% !
g osor
-
é '
40y
2r
0-
QQ — 2
4 1 £ 5 e

Fig. 2. Contraction of rat tail artery as a
function of norepinephrine concentration in the
absence, in the presence of the aguoeous
extract of Sambitang(SBT) and prazosine
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3. ERE R

(1) o929 FECR HE KR

upg-2ol A FES MEhREERE e
& serotonin® collagen®] EAWS BHHEO
Este] FHESIR oW, & HEErich 9ulg)
o] vl AE WAL BESIRC Hm oA
control vehicleZ X £HAMWKE FHS &
BEAAMT ERECS Wale WREEER

& BRI B WYEBo EF g
ot SEMEEEC R cyproheptadine(0.1 mg/
kg poys #BE B2 9nlg] H 4alE s} FEE
o) 444%9] FEUES RQoH =mHg ®
BRA7|2E B SBTI, 0O, MEe ztz
88.8%, 77.8%, 66.7%2] FEC-ES Ho MRk
RIS 2 JECEHES Hiflste BEsT #Ehnsts
BEE 2% H(Table ).

Table . Measurement of Mortality rate was observed the antithrombotic activity of the aqueous
extract of Sambitang(SBT) against pulmonary thromboembolism induced by collagen the
mixture (0.1ml/10g, 2mg/kg B.W) plus serotonin(5mg/kg B.W) in mouse.

Groups Mortality rate ( % ) Inhibition of mortality ( % )
CONT (9) 9/9 ( 100 % ) 0
SBTI (9) 8/9 (838 % ) 11.2%
SBTIO (9) 79 (778 % ) 22.2%
SBTIO (9) 6/9 ( 66.7 % ) 33.3%
Cyproheptadine (9) 4/9 ( 444 % ) 55.6%

Suppressive effects of SBT extract on serotonin and collagen-induced pulmonary
thromboembolic death in mice. The mortality rate within 10 minutes of the serotonin
and collagen injection was determined. The data are shown as the percentage
representing the mortality rate in animal number(dead animal number/total animal
number used in the experiment)

CONT : control group treated with saline as a vehicle

SBT I : 50mg/kg B.W. of Sambitang(SBT) extract orally treated group

SBTIO : 100mg/kg B.W. of Sambitang(SBT) extract orally treated group

SBTI : 200mg/kg B.W. of Sambitang(SBT) extract orally treated group
Cycloheptadine : 0.Img/kg B.W. oral administration
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(2) M/ MRBESESIHIER 2 MSRuE R % ol
R e BE

AREHKE BIRES HEEY R
£EE 687+35%% wgon ticlopidine®
aspiring |3 FHHREIME 20me/ke
WA FpollA) 438% 47%8F 204135%9
MRS Bl 362%t 572%9 AR
3 MUMREEE ERCGRE Rt =EBR
BA7| 28 S0mg/kg RORT SBT [ #ol
AMe 56.1%144%=2 EEE7F KT8l 183%
o] m/MREEE HFEIRRE RIou AR
HRE oMWA. =FE BRAVIAE 100,

200mg/kg WIIRES SBTH, MEAAE &
Z} 498+38 455+t41%9 HREEE Ko
275, 33.8%2 BAACEZ FET M/ IMREEE
HERE B tHTable V).

mEggEELE vIxe %S prothrombin
time(PT)® activated partial thromboplastin
time(APTT)S #EsIA. PT9 APTTE
BB Hste] e BEEMm] wet B
Mol EEHE= MEE E5oY, SBTI, 0,
I 25 FES e UehdA £ &
QAtHTable V).

Table V. Effect of the aqueous extract of Sambitang(SBT) on the change of collagen-induced

platelet aggregation in rats.

Groups Dose (mg/kg.po) Aggregation ( % ) Inhibition Rate ( % )
CONT 0 638.7£35 -
SBT 1 50 56.1+t44 18.3
SBT II 100 49.81+3.8% 275
SBT I 200 45514.1% 33.8
Ticlopidine 10 51.4%4.1 25.2
20 43.8+4.7* 36.2
Aspirin 10 38.8%£5.7* 435
20 29,413 5%x 57.2

PRP was prepared lhr after oral administration of aspirin, 2hr after administration of
Sambitang(SBT) extract and 3hr after administration of ticlopidine. Platelet aggregation was

induced by collagan{2.0ug/ml).

CONT : control group treated with saline as a vehicle

SBT I : 50mg/kg B.W. of Sambitang(SBT) extract orally treated group

SBTIO : 100mg/kg B.W. of Sambitang(SBT) extract orally treated group

SBTII : 200mg/kg B.W. of Sambitang(SBT) extract orally treated group ,
The data are shown as mean®*SEM 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 betwéen control group and treated groups :

* P<0.05, ** P<0.01.
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Table V. Effect of the aqueous extract of Sambitang(SBT) extract on the coagulation activity in

rats.

Groups PT(sec) APTT (sec)
CONT 143%06 20.2i0.5
SBTI 148%+0.7 20.8*=0.6
SBTI 154106 21.6x0.7
SBTII 159%0.7 2274038

PPP was prepared 2hr after oral administration of Sambitang(SBT) extract.

CONT : control group treated with saline as a vehicle

SBTI : 50mg/kg B.W. of Sambitang(SBT) extract orally treated group

SBTI : 100mg/kg B.W. of Sambitang(SBT) extract orally treated group

SBTII : 200meg/kg B.W. of Sambitang(SBT) extract orally treated group

The data are shown as meantSEM 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, *xP<0.01.

4. SRIEH ROl it BER

(1) BEEREROl <& SRR

Acetic acid 1mé/10gS REMEESSIT 104
#YE 1052t Writhing syndrome ¢ [E#
< BIE St GENERE #iEsS Y. R
o 387%25 HE M3t aspirine #%H 3
EYyHmEL 31512602 18.6%¢] #fiEs
< Yelyoh SBTI, O#HS £% 348%28,
26+2607 @Wstd 101% 15.8%6<] #n
RS Bgou it AEMES e
o, SBTI#N = 31.7+230 2 18.1%<]
HES JelhA FEEJE £REZ 29
TH(Table VI).

(2) BdReeol o3 SRR

BufRel Hems % o2lE whe BERIS @y
BREAM 2511172 7} B A ey
on, BIRS RS BRI SBTMEA
10891272 7b% ZA vEY #oll o3 ¥
fECl  gUEMEAC  AEMUA ZEdA
(Table VI).
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Table VI. Effect of the aqueous extract of Sambitang(SBT) extract, administration on
the analgesic effects by measuring the number of writhing syndrome and its
inhibition rate, paw licking time, and escape time in rats.

Group Writhing syndrome Inhibition Rate Paw Licking Time Escape Time

(timees/10min) (%) ( sec) ( sec)
CONT 387+25 - 17.7+1.4 92.7+52
D-CON 31526 186 251+17 98.4%4.7
SBT I 348+28 10.1 19.1+2.1 99.21+4.3
SBT I 326+26 158 19.6+2.2 104635
SBT I 31.7£23° 181 217423 1089+2.7"

Pains were induced by the ip. infection of acetic acid and hot plate, writhing syndrome
and its inhibition rate, paw licking time, and escape time in rats.

CONT : control group treated with saline as a vehicle

D-CONT : drug control group treated with 50mg/kg aspirin

SBT I : 200mg/kg B.W. of Sambitang(SBT) extract orally treated group

SBTI : 400mg/kg B.W. of Sambitang(SBT) extract orally treated group

SBTH : 800mg/kg B.W. of Sambitang(SBT) extract orally treated group

The data are shown as meantSEM 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, #x P<C.OL.
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- ABSTRACT

Study on the Antiinflammatory, Anticoagulative and
Analgesic effects of Sambitang in the experimental animal
model

Jun—kiu Rhy, Young-Goo Lee, Byung—Soon Moon

Dept. of Internal Medicine, College of Oriental Medicine
Wonkwang University

This study was designed to elucidate the antiinflammatory, cardiovascular,
antithrombotic, and analgesic effect of Sambitang. The antiinflammatory effects was
measured by the method of carrageenin induced edema, protein leakage test using
CMC-pouch, and the effect of Sambitang on the cardiovascular system was observed by
the change of flow rate of Ringer solution in the vascular system in the ear of rabbit,
and the contraction and dilatation of rat tail artery. Death rate, platelet aggregation,
plasma coagulation activity was observed for the measurement of the anticoagurative

effect of Sambitang, and the analgesic effect was measured by the acetic acid method
and hot plate method.

The result was as follows

1. Sambitang administration, edema and protein leakage was significantly decreased.
2. The drug increased the auricular blood flow in rabbit.

3. The drug relaxed the artery contraction by pretreated norepinephrine in rat.

4. The drug inhibited the death rate of mouse which was led to thromboembo- lism by
serotonin and collagen.

5. The drug inhibited the platelet aggregation in rat.

6. The drug prolonged the prothrombin time and activated partial thromboplastin time
on the test of plasma coagulation factor activity in rat, but was not valuable.

7. The slight anagesic effect of Sambitang extract was confirmed by the observation of
writhing syndrome, paw licking time, and escape time.
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