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=
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FhE &

I.# &

BE FTHEAY ERY R4AFES S
BARROl BmEZ Ae %AW, 2 F &M
Ee EnE 5 EREUT KB ERD
& MEEAA Bo) Jehdes BRE(LES]
RERFEA ZHEn Qow, BEnES m
wiEES) EMZ MREREHE Frdez
N EnE BIRELEY FEEe @ B9 opy
B BzEchol U mmMLmAmel EES BFKE
Fr7 AP,

SmEES MR, MR, TR, AR, R @
B, WSS S99 fEkel Uehgme®® o
FEHEE #e FFEERd 98 FAigs, =
e LrEmor WY kS, FV: ke k3
fEthol BmMEel R HABL AAD
e Ritold KRE, EV: =me ®AZ
Mol X kBEZ Bastgon, oo mE ®
B METE wLEARY, MR D sk
rEEs®, mon®, BoBan?, pRERE®,
BIREEY, et D Sol UYL, BismE
& LfE, B, OB, ATMh, BUE, B S &
ES Fmstn®® 1 ERoz: e gk
€, BYe gasBd wENR fszBEEs
gm’% BREkE W3 gaews 87 8

5L pme BHsgon, o nE fEK
M RE2 s MxE® BRILEEY FRE

* FMTiSD stoinhehe ARt
“FMUS T Solnitie Bl AT A

B2, mekiERE?, LEARKHES, BRE
2 BRBREY BEELED, AREHET,
RMBEREY S Uk

KIS HEA BAHEY <BEH>P
Aeom Wikl LIBHTY WK Hert
Aol B W »E gHoR HEEMS A
Huw JESEY REBS At mmse 3
ﬁwﬁﬁwﬁ% PIREE BRITE S9 sifo] o

ety T BT e 7k ks
Bl WHER HEASE BmPE Kigel o
= ugEEY n s WIFE S &hgel
Qe ERETY 9 BER BHT RREE
fREae) maEol e FHTYS skt
FalRo) A k#h 2 RAEZ B mmEY &
fifEel FEMIste) B &igel AT

olo] E/E ALHBMRHC) ME L &
femiEe] vlXE B KHINOE sy
Bt ERpESNE GRS BRNES FE
N7 BBl KBNS HS WES % m
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A9 vl HEHE YT BRE A7) ®Es
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. B2

H

A TR 3 EER

- 159 -



L 8% o o

1) 8%

B BE  200~250gY 1289 LXKES
i (spontaneously hyper -tensive rat, SHR)
B GRE BREAREETAADSG B8 52
5] fesslAA HERET 28 Db HEE B
HMEAZ % EAsHITH

2) ¥t

s ool A AT % KpRste @As
gom e FAT AL HEEES
o WD RS MED s9on, mkd &
HNAES 1 SRS e 2o

BEL e # £ AE(@E)
<] Bupleuri Radix 16.00
e Scutellariae Radix 10.00

197588 | Paeoniae Lactiflorae Radix | 10.00
K&K Rheum Rhizoma 8.00
RE Ponciri Fructus 6.00
4B Zingiberis Rhizoma 6.00 -
=S Pinelliae Tuber 4.00
KE Zizyphi Juyjubae Fructus 400

FRERES Uncaria Rhynchophylla 12.00

BEHE Prunellae Herbu 12.00
& Siegesbeckiae Herba 12.00

& 100.00

2. Ak

1) e A/

@ Mere LRI R 4E Rl 105EY
EEAE Mt B4W HBETIAM BEXE 3
BERS ML MRS % R 2 RS W
RiEs Qo I €8S 240mE AT

@ 2A&BE: LI Bl 4l Bl 10FEY
HBAE mete] B8 BETAM B2 3
BER pnh REE % RSt O BERS W
BEg stgen 1 MES 120mE ST

2) YR

AR 7olElE 1o R 8ol B (control
group), KEHIBMEKS 1% #EM(sample 1
group), KEEHBMEKT 265 REH(sample T
group) ¥ 3@EFoE YA

@ $BER:(control group) : 18 1@l 30HS%
oF ##FE 100g% 1mH¥ salined ROFESIY
o},

© BB#HEt(sample group) :© 18 1@ 30H%
o BT 100g¥ 1m¥ Y RORESALD

3) MmEE, OEBE WE

mEE 2 OFEE WES physiography
(GRASS MODEL 7E, USA)E (A3t nl&
gxoz mE ¢ OEBHHRE RESNT.
60W MAEHRE RBAL % AR BH
Ik mEE 2 LEBHRE MESRT.

4) i1 L miES

HEE etherZ FiEY % AR THIRAA
oy 1ms Bhsted EDTAB®Gmg/md in
saline) 05mE g 753fel mPF # 4TA
3000pme 2 1550 BOSEAND 9GS mE
catecholamine, aldosterone, angiotensinIE& 2
reninfEHE MES Betel 80T REHAT

5) MRS WE

(1) Aldosterone &

RIA# | wet kA  kit(Aldosteronell
RIA Diagnostic kit, Abbott)E {Efistd TE
A=

(2) Renin activity JUE

RIAE 0| we} wilkAl kit(Renin Riabead,
Abbot)& fEMs WESAT |

(3) Angiotensin S &2 WE

RIAE®] ot ®EE kit(Angiotensin [
RIA kit, Aloka)E {FRs] RESHAT

(4) Catecholamine && 741

Hjemdahl 8o whe} m#de} catecholamine
£ 4TCAA mbsgdh mif 0.1M HCIOE sk
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BEASIL acid washed alumina®] ®#EAIZ ot
& FAEAKE KEEstm 0.1IM HCIO) BHAA %
WK 20¢1E HPLC(High Performance Liquid
Chromatography; Waters Model UBK Injector,
510 pump)] #EASlY  norepinephrine(NE),
epinephrine (EPDY £8$& WEsgd. HPLC
dqx ¥e2¥ EZELE DHBAGB4-hydrobrowide:
Aldrich chem. Co)& ¥ $& E3Z 3o
peak ¥°l& A F(Data Module: waters model
745)83 k. Column C18 stainless steel colurmn(5
¢, 150mmX46mm I d Youngln Co)& o]FAte
£ phosphate buffer(pH 3.3: 0.136mM
sodium~-1-octane sulfonate, 0.5% CHiCN, 0.235mM
disodium EDTAEH)E 0.8n/ming] #4028 &d
#9209 73%7|(Flectrochemical detector: Waters
Model 460: KCI reference electrode)oll 7l At
& +063Vart @lEel .3 A2k norepinephrine
(Sigma), epinephrine(Sigma) T22 SFFL (£
Astgen 254+ Mli-Q™ Water system
(Millipore) & A1) 2&5E RS

(5) Sodium &&< WE

mi#d sodium & &L Atomic Absorption
Spectrophotometer(Pye-Unicom, SP 1900)&
FHste E8 gl 5vA9l lamp current
€ msl dojx Yol x(Na: 5898m)E
slit(0.18mm) & F-HAIZl o8 dxgd FAKHB
¥l FR=HN EEIAD. ©) 9 chemical
gas bumer9 ¥l air/ acetylene(air: 5.0 ¢
/min, C;Hz: 09 ¢/min)& BA&3t #EAT

3. #ETEE

% KRS gty HEMES student's T-test™
& pEstg o P<005 LAY AL HEM gt
3 EEstg ok '

TRA AM 2Nl R BB
YIRS mEE, LB, M adosterone,
renin activity, catecholamine, sodium &&-%
12 Z¥este] MY HRUS FHs Fzet
of @ASIE T}

B. Rz e EHER
1 8% o ##

1) By

e B8E 220-260g9] Sprague-Dawley
A HEE ARE BERERGEERAAD 22
T HA EEAT 48 Lk EHRE
Bl EEAZ % FEAs

TET

2) #kt
A Hmol BV BEME SMmE WY K
ol (Y AT W—sh.

2. BE
D el R

e B S
% A @,

He ®Eol £A

2) EfEIE FE

BB 8vlels 1Hez o [EEHE
(normal group), H#B#¥(control group), K
B INER 1fE ¥ (sample [ group), A%
B sk 2f% S FE(sampled group) & 4
EREe2 Ut ;

SEUdAHEMES FRINV Bt EF
e HBAY HREAs ARHd ZHZHE
1%} Sodium cholate(Acros, US.A.) 0.25% &
mmetg e K HHEKSS Table I
z2d. 308 EESIEAN €H 30g E@HE
BEgsln Ho| HES WESIAY

Bt BAE BEL casein(5E3ie, d3)o
2, g5 5B com ol(ALAT, )L HR
39tk Cholesterol® Kokusan Chemical
Co.(Japan) WSS BWASY EASIT vhv
SREMWE AIN-76 (Harlan, Teklad, USA)&
st ow wegUEaHe AIN-76A (Harlan,
Teklad, USA)E fstATh &4 HRRS S
Table 0,10 & 24,
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Table 1.

Composition of Basal and
Experiment Diet (g/100g)
Control
N
ormal & Sample
starch 67 65.75
casein 18 18
mineral mixture 4 4
vitamin mixture 1
cellulose 5
corn oil 5
sodium cholate 0.25
cholesterol
Total 100 100

Table Il. Composition of Vitamin Mixture(AIN

76A)
gkg mix.
thiamin - HCl
hoflavi 0.6
‘n ) o . 06
pyridoxine - HCI 07
nicotinic acid 3
D-calcium pantothenate 16
folic acid 02
D-biotin 002
cyanocobalamin 0.001
retinyl palmitate 0.8(500,000 TU/g)
DL- a ~tocopheryl acetate 20(?)5000;[5}/ 2)
holecalciferol :
o 0005
menaquinone
sucrose to make tkg

Table . Composition of Mineral Mixture(AIN

76)
g/kg mix.
calcium phosphate dibasic 500
sodium cholide (NaCl) 74
potassium citrate monohydrate 220
potassium sulfate 52
magnesium oxide 24
mangnous carbohydrate 35
ferric citrate 6
zinc carbonate (ZnClo) 16
cupric carbonate (CuClp) 0.3
potassium iodate (KI) 0.01
sodium selenite 0.01
chromium potassium sulfate 055 -
sucrose to make lkg

3) MR

HEgkd e 4BAMKE, sampleffoles 4
oA HET MKE BE kg¥ 10mY 18 1
Bl ORE st

4) HBE R RER FA NE

®Es A2 Al 108 %, 20H &, 30H %9
A p] BESE Bgstde RERRE
ol BRE AH B2 FHEIFI. FHE,
Hh, R, BAE BHEY 09% NaCl ]
o2 BB % & BN FAS REIAS

5) i 2 s EE

Bl 12858 HA # etherfifF %ol
BT BiIRAA {739 AEELOE % 0
e metaoh

6) Mo WE

(1) Total cholesterol &8 W&

¥ total cholesterol &8-S C. Allain®]
B o wet total cholesterol WIEM kit
(olatAl o}, 32 WIE S o}
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(2) Triglyceride& & W

e triglyceride®E-2 Van Handel $9)
REPel #k3ke] Cleantech TG-S kit(o}at
Aok )E WE A

(3) Total lipid &8 BE

fFE+ total lipid &L Frings® sulfo-
phospho vanilling™®ell kste] fEREE BT
Kt(FAA S, )2 fEs A

{4) High density lipoprotein(HDL) cholesterol
aF AE :

&+  high  density lipoprotein(HDL)
cholesterol @& Warnick®] BREM) 1k
8o} HDL cholestase kit(o}abA)o}, =)=z
WE 3 Aot

(5) Low density lipoprotein(LDL) cholesterol
B AE '

m#FEs low density lipoprotein (LDL)
cholesterol &8¢ Friedewaid®R ™o ksl A
Bt o

& total cholesterol ~ (HDL cholesterol+
triglyceride/5) & &3t}

3. #ETERIE

# RS HEHM AEHES  student's
T-test”2 H#FA o0 P<005 Lk R
fREo] Acta @wEstHh

HERHT EERE - WRR #AE, M total
cholesterol, triglyceride, total lipid, HDL-
cholesterol, LDL-cholesterol 8- 18 3#sq
MY HELS gitiste] 23l AT

Table V. Effects of Kami-Daesihotang on the Tail

. EEEE

A. TRIMERY #3 HEE

1. SHR2| mAEko| o|x|= B

BEE B HWHWI, Sample] ¥ Samplell #
B mMES 247 1650+34(1), 1757+
40(1) 9 175+48(1) mHgolRow HERHS
10, 20 2 30H ] 169+3.1(1.03+0,02), 1823+
L4(1.11+002) 2 1735+4.9(1.05+0.09)°1Q
T} Sample I #EFFLS 10, 20 2 3089
1642+ 1.6(0.940.04), 167+2.4(0.96+0.01) 2
161+2.1(09370.02)2 el HmEiEe] L)
106, 208 308 2% FEHEE<0ODUE @t
BT/ el Samplell #EBEL 10, 20
2 30HO]  1633%£41(0931002), 161+
2100921002 2 150.0+27(091+0.02)2 4
B BEERel i 1083 3080 Ak
P<OLUE mERET Jebga, 53] 208
ole w9 FHEMP<0.00UE mBER T &R
E YE i tH(Table V).

Blood Pressure in SHR rats

Experinental Dose No. ot Tail Blood Pressure (mHg)

Group (mg /g ,p.0) animals initial 10 20 30(days)
R I IR R U7 5 751
Sample 1| 100 T GSihes o%eh osstod

JSemeenm | w0 |7 [TRONM 0BV0H oSifamm  wsizoon”

- 163 -



Values ues are mean * SE of 7 rats.

* | statistically significant as compared with
control data ( ™! P<0.01, ** P<0.001 )
Control Im¢ saline/100g(weight) feed-treated
group during 10, 20, 30 days
Sample I:  Single-dosage = Kami-Daesihotang-
treated group during 10, 20, 30 days
SampleTI: Double-concentration Kami-Daesihotang-

treated group during 10, 20, 30 days

2. SHRQ| [#EBgKol oixls B

EEE A7 BB, Sample I, Sampled #&d
o OEBEE 42 4157183(), 4595+
148(1) ¥ 433.3*88(1) beats/min.o|}3 ¥
BHES 10, 20 2 308 405.4*10.8(0.98+
0.02), 417.1%10.4(1.00=0.01) 420.0x
9.39(1.01%0.02)°1%ch. Sample I #EES 10,
20 R 3089 454.8+16.7(0.98+0.04), 445.1%
188(0.97£0.03) ¥ 4351%£17.5(0.95£0.02)°]}
Samplell HEHES 10, 20 E 3084
394.3%£10.3(0.90£0.02), 386.3+13.7(0.88+0.03)
2 387.11413.77(0.94+0.04)01 1 t}. Sample I %
HIFS BRI He FEHNE OEEH K
T vex gskeny Samplell RBRHS

al
=

al,

Values are mean £ SE of 7 rats.

* ; statistically significant as compared

with control data ( " P<0.05, ™ P<0.01 )

Control 1mf saline/100g(weight) feed-
treated group during 10, 20, 30 days

Sample I : Single-dosage Kami-Daesihotang
—treated group during 10, 20, 30 days

Sampled: Double-concentration  Kami-
Daesihotang~treated group - during
10, 20, 30 days

3. SHRe| Aldosterone BES| #4t

HE AT WEE, Samplel BYEEN
Samplel] #ERAFS) mi#frh aldosterone EE
E &% 7521483(1), 900+16.4(1) % 852+
76(1) pg/molRoH, HEHS 10, 20 € 30
Hell 102.4+14.28(1.34%0.18), 147.9+23.1(2.02
+0.33) 570%6.0 (0.80+0.08)e] Ach.
Sample ] #ERES 10, 20 2 30H 8.1+
242(095+021), 112.8+229(1.31+0.28)
440+49(058%0.14)°191 12, Samplell #rEaRY
e 10, 20 2 30Hel 81.7+11.9(1.03%+0.20),
12681222(162+040) 2 743+868(0.87%
0.12)°]1%ith. Sample I #H#T Sampled #

wul
ES

al
ES

ul
ES

el WA 0BT FEMPCHUE BRSO Higdd ks AREJE mEd
LHEEE ET7E vebgta, 2083 308 B aldosterone #fE B dEuA] &3k
ET OEHE BT FEEP0D] YERY  (Table VD).
AHTable V).
Table V. Effect of Kami-Daesihotang on the Pulse Rate in SHR rats
Experinental Dose No. of Pluse Rate (beats/min)
Group (mg/kg,p.0) | animals initial 10 20 30(days)
Control _ 7 4157+83  4054%*108 417.1%104  420.0%9.3
(1) (098+0.02) (1.00£001) (1.01%002)
Sample I 100 7 4595148 4548*+167 4451*+188 4351%175
(1) (098+0.04) (097£003) (0.95%+0.02)
Samplell 100 7 433.3%88 3943*% 10.3‘ 3863+ 13.7“ 387.1+ 13.7"
: (1) (0.90£0.02)" (0.88%+0.03)”" (0.94+0.04)
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Table VI. Effect of

Kami-Daesihotang Water

Extract on the Plasma
Aldosterone Concentration in the SHR rats
Experinental Dose No. of Plasma Aldosterone Level (pg/mf)
Group (mg/kg,p.o) | animals initial 10 20 30(Day)
Control ~ 7 752148 102.4+14.2 1479+23.1 57060
(1) (1.34+0.18) (2.02%£033) (0.80* 0.08)
S el 100 7 90.0+164 86.1124.2 112.8+229 440+49
amp (1)  (085%021) (131+028) (058%0.14)
783%56 816107 125.3*156 743+8.68
I 1

Sample ® 7 (1) (104%022) (1.60+038) (0.87+0.12)

Values are mean = SE of 7 rats.

Control : 1mé saline/100g(weight) feed-treated group during 10, 20, 30 days
Sample 1 : Single-dosage Kami-Daesihotang-treated group during 10, 20, 3¢ days
SampleI: Double-concentration Kami-Daesihotang- treated group during 10, 20, 30 days

4. SHRE| Renin /&MES #1

B 7 HIEH, Sample ], Samplell #E
B m#fEh  renin HHEEE £4 390*
042(1), 3.83%0.42(1) ¥ 3.90*047(1) ng/mé
/heel o w, HIRE-S 10, 20 2 3089 5.09
+0.43(1.34+£0.09), 465%022(1.28+0.14) 2
252%0.26(0.66£0.06)°]1 3l c}t. Sample I #ELHF
< 10, 20 2 30H<] 357%0.48(0.97+0.14),
334%047(090+011) 2 1.147+0.28(0.35=*
0.12)°1031, Samplell #®EHELS 10, 20 2 30
Hell 4.21+0.38(1.12£0.10), 3.80+0.49(1.12+
025) 2 152%0.23(0.40=0.05)°1th. Sample
| R e Wl el 1083 308 &
Z BEH(P<0.05)31E renin FEHERL T Y
BT, Samplell #REAF-S BWEM Wl 30
Holl HEMMP<00DIUE renin EHE B 7}
YEFETH(Table VI).

5. SHRe| m#E+ Angiotensin
Bo| #4t

NS 18 1 3085 #E 100g% 1
saline &
(sample I - )<
10083 1mdH He BOLRY %, 308 2
m-g& #Eimsle angiotensinll 9
R Sample ] RERFES HEM ¥ HE
HAE BAE 903, Sampled WERFD B
ol Hal ARMEP<0.05) U=
e (Table V).

me4
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Table Vil. Effects of Kami-Daesihotang Water Extract on the Plasma Renin
Activity in SHR rats

Experinental Dose No. of Plasma Renin Activity (ng/mé/hr)

Group (me/kg,p.0) | animals initial 10 20 30(days)
Control o . 390+042  509%0.43 465+0.22 2524+0.26.
(1) (1.34+009) (1.28%0.14)  (0.66+0.06)

Sample I 100 . 3834042 357048 3.34+047 1.14+0.28
e (1) 0974014  (090£0.11)  (0.35+0.12)"
390+047  421+038 3.80+0.49 152+0.23
Sampl .
amplell 100 7 (1) (1124010) (112025  (0.40+0.05)

Values are mean * Standard Error of 7 rats.

* ; statistically significant as compared with control data { ™ P<0.05, *: P<0.01 )
Control : 1m¢ saline/100g(weight) feed-treated group during 10, 20, 30 days

Sample I : Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
Samplell: Double-concentration Kami-Daesihotang-treated group during 10, 20, 30 days

Table V. Effects of Kami-Daesihotang 6. SHR2 Catecholamine &89

Water Extract on the Plasma =L
Angiotensin i Concentration in
SHR rats 1) Norepinephrine &89 2t
Treatment Plasma Angiotensinit Level (ng/mf) HERRT WIRRE, Samplel % Samplell #
, #FEel m#fEd norepinephrine 8L £%
Contrel Group 5920 100+016(1), 138+0.11(1) ¥ 1.12+0.11(1)
Samplel Group 4,60i0.78 ng/mﬂ °]9\i—9-ui, g&gﬁﬁ% 10’ 20 13_% 305 °ﬂ
Samplell Group 427+046 1.15+013 (1.14+0.14), 1.36%+0.15(1.37£0.18)
2 162%0.13(1.62£0.09)0) Atk Sample I #
+
Values are mean * SE of 7 xats. o BB 10, 20 % 30He] 1.27+0.17(093%
* ; statistically significant as compared with + + m +0.25(1.16
control data ( *: P<0.05 ) 0.09), 1.19%0.24(0.88%0.18) 2 1.60*0. (l.l‘
O n
Control : Physical saline administered group *013)01 3L, Samplell HEFEE 10, 20 X
for 30 davs 30H ] 0.93%0.13(0.83+£0.08), 0.98=%0.16
Sample I : Single_doss;ge Kami-Dacsihotang (087013 % LI5*0.13(103*008)°1% k.
treated group for 30 days Sample I M-S HER k3 3080 &
Samplell: double-dosage Kami-Daesihotang BA(P<O05)SI= norepinephrine &8 M7t
. » i 1) ~
~treated group for 30 days Ve, Samplell #ERBES HERA il

20Hel = HEM(P<0.05)%= norepin-ephrine
&8 B7t Jelg(Table X).
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Table IX. Effect of Kami-Daesihotang Water Extract on the Plasma Norepinephrine
Concentration in SHR rats

—'Experinental Dose No. of Plasma Norepinephrine Level - (ng/mé)
Group (mg/kg,p.o) animals initial 10 20 ~ 30(days)
100016  115%013  136+015  162%0.19
1 -

Contro 7 (1)  (L14%014) (137+018) (162%009)
Sample I 100 . 138011 1274017 1194024  160+025

P ‘ (1)  (093%009) (0.88+018) (1.16+0.13)"
1124011 093%013  098+016  115%0.13

Samplell 100 7 (1) (083+008) (087+013) (1.03=0.08)

Values are mean = SE of 7 rats.

* ; statistically significant as compared with control data ( *: P<0.05 )

Control : 1m¢ saline/100g(weight) feed-treated group during 10, 20, 30 days

Sample I © Single-dosage Kami~Daesihotang-treated group during 10, 20, 30 days
Sample I Double-concentration Kami-Daesihotang-treated group during 10, 20, 30 days

2) Epinephrine &89 %t 005(112+007) 2 058+0.05(1.18%0.08)°]

HERR] HEH, Samplel R Samplell #  9lm Samplell #HHBS 10, 20 T 3080
BES) M#F epinephrine FELE £% 049 (5240070931005, 0.56+0.04(1.01+0.03)
+0.05(1), 049+004(1) R 055+0.03(1) ng/ 2 053+0.04(0.96+0.06)1ATh. Sample I #
o2 o, HERFE 10, 20 R 30H 055 gupts} Samplell RERES WM W 4
0.06(1.13£0.05), 053+0.07(1.08+0.05) R 056 %l epinephrine & W7t YR
£0.06(1.14£0.05)°1 A Sample I #HEFL  o9rch(Table X).
10, 20 2 30B 9 050+0.04(1.02+0.04), 055+

Table X . Effect of Kami-Daesihotang Water Extract on the Plasma
Epinephrine Concentration in SHR rats.

Experinental Dose No. of Plasma Epinephrine Level (ng/mé)
Group (mg/kg,p.0) | animals initial 10 20 0days)
* *0. 53+0.07  0.56%0.06
Control i, 7 049%005 055%0.06 053%0

(1) (1.13£0.05 (1.08£0.05) (1.14%+0.05)
0.49+0.04 0.50+0.04 0.55*=0.05 0.58+0.05
(1) (1.02+0.04) (1.12£0.07) (1.18£0.08)
Sample ] 100 v 7 0.55%0.03 052+0.07 0.561+0.04 0.53%0.04
] (1) (0.93%£0.05) (1.01£0.03) (0.96X0.06)
Values are mean * SE of 7 rats.
Control : 1mé saline/100g(weight) feed-treated group during 10, 20, 30 days
Sample I : Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
SampleII: Double-concentration Kami~Daesihotang—treated group during 10, 20, 30 days

Sample I 100 7
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7. SHR2| Sodium &E<| #1t

HEn B HERH, Samplel ¥ Samplell
wHEFS M sodium GBS £4 144.80
+2.17 (1), 139.39+225(1) 2 141.60+2.85(1)
mEq/ £ o] 9T, HWERS 10, 20 2 30H
14512*1.74 (1.00+£002), 15627+185 (1.08+
0.02) ¥ 110.08£3.50(0.76%0.03) ©} it}
Sample I #HEABES 10, 20 2 3089 13680+
3.18(0.98+0.03), 142.49+295(1.02+0.03) 2
102.65+1.89(0.74+0.12)°] 122, Samplell #ER
S 10, 20 2 30H 13880+2.72(0.98+
0.02), 141.71£3.141.00=003) % 109.30+
2.0400.77£0.02)°1 A},  Sample I #EREE T}
Samplell RS HERH Hal AEHis
sodium & A7t Jehdx @koi(Table
XI).

B. gl H3t Kk

1. Cholesterol&gH0 2 g=o|
olXle ¥E

01% ZULHE AHEE st L& THERE
o EES 10, 20 ¥ 30Hd &% 285.87+3.30
(1.18+0.01), 319.12+5.09(1.31£0.02) ‘él 34262
+488(141+t0.02)g22 e Echolesterol
A2 FMHEY WM gEEemE 10, 20 2
30H] &4 297.62%395(1.21+0.01), 345.12+
4.843(1.40%0.02) ¥ 376.62%+6.63(1.5310.02)2
2 Jeh} FE#s 4y o 108, 208 2
30El 25 BEHP005 P<001, P<000DS

£ @t Y.

Table Xi. Effect of Kami-Daesihotang Water Extract on the Plasma Sodium
Concentration in SHR rats
Experinental Dose No. of Plasma Sodium Level (mEa/¢)

Group (me/kg,p.0) | animals initial 10 20 30(days)
Control B 7 14480217 145121174 15527%185 110.08+3.50
© (1)  (100£002) (L.08+002)  (0.76+0.03)
SampleA 100 7 13939225 136.80%3.18 14249%295 102.65+1.89
b (1) (098£0.03) (1.02%0.03) (0.74%0.12)
S 1B 100 7 141.60%£285 138.80%x272 141.71£3.14 109.30+2.04
ampie (1) (098+002) (1.00£003)  (0.77+002)

Values are mean *= SE of 7 rats.
1n¢ saline/100g(weight) feed-treated group during 10, 20, 30 days

Control :

Sample I : Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
Samplell: Double-concentration Kami-Daesihotang-treated group during 10, 20, 30 days
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gy R F sample I #RHF-S 10, 20 2 30
geol #£# 28750%519(1.13%£0.02), 31112+
477(124%0.02) 2 341.87%655(1.36+0.02) 2
vehd HEEE] Hal 2083 3089 HEK
(P<O.001)AE BEREA 7L Yeryth

Table Xi. Effect of Kami-Daesihotang

samplel ##8A#2 10, 20 %
270.75+9.33(1.05+0.03), 299.25*+10.72(1.16+
003) 2 324.37%1062(1.26+t0.03)2 eI
HiEmol %3 108, 208 € 308 BEF R
H(P<O.00DUE gaEEA 7 Vet Table XD

308 &%

on Body Weight in 1% Cholesterol-fed

rats

Group Dose No. of Body Weight (g)
(mg/kg,p.0)| animals initial 10 20 30(days)
Normal _ g 24325337 28587+330 319.12+509 34262+4.88
) (118£001) (131+002) (1.41%£0.02)
Control . o 24567+174  29762+39 34512+484 37662+6.63
1 (1.21+£001)° (140£0.02)” (1.53+0.02)""
Sample T 100 o 251624509 287504519 311.12+477 34187655
amp Y (113+002) (1244002 (1.36002)""
Samplel] 100 q 257624527  27075+933 20925+1072 324.37+1062
P ) (105+0.03) (1162003 (1.26%0.03)""

Values are mean*SE of 8 rats.

+ ; statistically signiﬁcant as compared with normal data

( 1 P<005, " P<0.01, "t P<0.001 )

* ; statistically significant as compared with control data ( ™" P<0.001 )

Normal : None-treated group

Control : 1% cholesterol feed-treated group during 10, 20, 30 days
Sample I : Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
Sample: Double-dosage Kami-Daesihotang-treated group during 10, 20, 30 days

2. Total cholesterol &80l o[x|= 828

01% ZH2HE AHE A &S EFEHY
f#+ Total cholesterol 282 10, 20 2 30H
o %% 7801+516(0.71£0.10), 9823+349(1.05
+0.06) ¥ 60.63:2.86(0.65+0.05) mg/de= el
o HEBREO] cholesterol #¥ERAT total cholesterol
BEE 106.6511.14(1)01 921, cholesterol #%HR
% 10, 20 2 3089 19569+17.03(1.84+0.17),
336.48£22.42(3.17+0.23) L 27453*1450 264+
0.14)e] Ak, HEmAEL 10, 20 2 308 ZF

TEEBeo] Hal total cholesterol& ol w19 ik
(P<O.00D)SIA HinstAth Sample I REEEL 10,
20 2 30H9 15556:+1549(1.40+0.14), 305.76=%
21.06(2.76+0.22) ¥ 152.78+19.89 (1.36x0.16)°1%
31, Samplell #BRES 10, 20 B 3089 191.35+
2030 (1L84+028), 22239+1257(211+019) ¢
11763%+13.94(1.12+0.17)0) v}, Sample I &
M 30U HEHEPOODAE BT
VEN T, Sample] #ERBS 206 3 30H
HEKP0L, POOODYE WAPE B
(Table X1I).
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Table Xl . Effect of Kami-Daesihotang on Serum Total Cholesterol Levels in

1% Cholesteroi—-fed rats

Group Dose No. of Total Chotesterol Concentration (mg/de)
(mg/kg,p.o) | animals initial 10 20 30(days)
Normal _ 8 95591475 78.01£5.16 08.23+3.49 ; 60.631+2.86
08 (0.71£0.01) (1.05£0.06) (0.65+0.05)
Control _ 8 106.65 +114 19569+ 17'9.% 33648+ 22?% 27453 i~14.§5)+
n (1.84%£017) (3.17£0.23) (264%0.14)
Sample I 100 8 111;59 +268 155561549 305.76t21.06 15278% 19.83
(1) (140%0.14) (2.76+022) (1.36+0.16)
Sample I 100 8 108.77£6.00 191.35%2030 222.39* 12.51 117.63% 13.%
&) (1.84£0.28) - (211£0.19) (1.12%+0.17)

Values are mean*SE of 8 rats.

Numerals in parentheses represent relative values to that of 0 week
+ ; statistically significant as compared with normal data ( " P<0.001 )
* ; statistically significant as compared with control data ( ™: P<0.01, ™" P<0.001 )

Normal : None-treated group

Control : 1% cholesterol feed-treated group during 10, 20, 30 days
Sample I : Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
Samplel: Double-dosage Kami-Daesihotang-treated group during 10, 20, 30 days

3. Triglyceride B0 o|x|= &

01% ZH2HE RES A &S EFEH
9 M4  Triglyceride 88& 10, 20 2 30
Hell #%# 5457£224(096+0.08), 8361*
259(159+0.21) ¥ 58.22%6.89(1.00%+0.12) ng/
de= JeEbgth HEEe ®EE EE md
triglyceride & &S 60.0414.35(1)°113, cholesterol
#EL % 10, 20 2 30HAE 11851+2.78(1.93
+0.15), 173.17%7.93(2.98+0.22) 2 9490+
6.32(153+0.13)01Ach. BN THEMFA %
3 108 HEHP<0.001)0) HEReH, 20
B3 30H ##% HEHEP0.001, P<0.05)31
+ triglyceride &8 #®7l AR Sample I
FYERFES 10, 20 2 308l 111.41+12.29(1.34
+0.18), 13561+9.38(159+0.14) %L 8224t
773 (1.01£0.13)0} 211, Samplell HFEMS

10, 20 2 308} 13297%£19.13 (1.52%0.18),
152.34+10.04{1.92+0.10) 2 90.38£10.59(1.05
+0.09)ol0th. Sample ] HKERS HEHA
e 20Yo] HEHPK0.001)0] VERoH,
1083 30HAE HEHP<005)UE BTt
lth Samplell #ERB-S HEBH H 30
Rol?t HEMEPODAE WAE BI
(Table XIV ).
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Table XIV. Effects of Kami-Daesihotang on Serum Triglyceride Levels in 1%

Cholesterol-fed rats.

o Dose No. of Triglyceride (mg/d¢)

Group (mg/ke,p.o) |animal P
Mg/ X8, P. imals initial 10 20 30(days)
60611526 5457224  B8861+259 5822+6.89

Normal - 8

1) 096+008)  (159+021) (1.00%0.12)
Control ) g | 60047435 118514278 173173793 94904632
" M (1931015 (298+022) (153%0.13)"
ool | 1o ) 88441343 11141+1229 135614938 8224+773
e * P .
amp 1) (134£0.18)°  (159+0.14)™ (1.01%0.13)
I o0 . 85794544 13297+1913 16234+1004 90.38+1050
ampie 1) (152+018)  (1.92+010) (L05+0.09)"

Values are mean=XSE of 8 rats.
Numerals in parentheses represent relative values to that of 0 week
+ | statistically significant as compared with normal data
( " P<0.05, " P<00L, " P<0.001 )
* | statistically significant as compared with control data
( " P<0.05, " P<0.01, ™" P<0.001 )
Normal : None-treated group
Control : 196 cholesterol feed-treated group during 10, 20, 30 days
Sample I : Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
SampléHi Double~-dosage Kami~Daesihotang-treated group during 10, 20, 30 days

4. HDL-cholesterol &80} njx|=

7 $e8
=7

WA=}, Sample] KBRS 10, 20 2 30
Holl 12.53:+1.83(0.31+0.05), 12.93+1.19(0.33
+0.03) ¥ 9.67%£2.04(0.23+0.05)°] -1,
Samplell #ERFES 10, 20 2 30H) 15.36=%
169(0.30+0.03), 17.94+145(0.36*0.03) ¥
11.33%£2.02(0.24+0.05)°1t}h. Sample I
3 SampleDl AR 25 S a4
B AT #Bihne JAH(Table XV ).

or o
o

01% 28 2=HE &#HE X EHT
M#541 HDL-cholesterol 82 10, 20 2 308
A #% 55.12%2.38(2.14%0.10), 37.32+2.36(1.44
£007) 2 24.00+347(0.95+0.16) mg/deE e}
ot HWEBRS] cholesterol #ERRT FH Mgt
HDL-cholesterol & 8- 26,01 £0.84(1)]%].2.54,
cholesterol #%82 #% 10, 20 2 30H9 691+
1.25(0.25+0.13), 750+1.27(0.30+0.06) 2 232+
1.52(0.07£0.05)01 Atk #mwAEL 10, 20 2 308
=T EERC Hal EEE (P<0.00D)QA
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Table XV. Effects of Kami~Daesihotang on Serum HDL-cholesterol Levels in

1% Cholesterol-fed rats.

G Dose No. of HDL - cholesterol (mg/d¢)
roup .
(me/ke,p.0) |animais| jnitjal 10 20 30(days)
' 2597+1.15 5512+238  37.32+236  24.00%3.47
Normal - 8
6h) (214£010) (1442007 (0.95%0.16)
26.01£084  691+1.25 750+127 232152
Control - 8 ey +++ b
1 (0.25%0.13)™" (0.30£0.06)™" (0.07£0.05)
4119+191  1253+183  1283%119 967+204
SampleA 100 8
m (031+005)  (0.33+003) (0.23+0.05)
5044+236 15361169  17.94+145  11.33+2.02
SampleB 100 - 8
(1) 030£003)  (0.36+003) (0.24%005) .

Values are mean*SE of 8 rats.

Numerals in parentheses represent relative values to that of 0 week
+ ; statistically significant as compared with normal data ( " P<0.001 )

Normal : None-treated group

Control : 1% cholesterol feed-treated group during 10, 20, 30 days
Sample 1 : Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
SampleII: Double-dosage Kami-Daesihotang-treated group during 10, 20, 30 days

5. LDL - chclesterol £Bdl nlX|=
-2

01% T 2vHE AME A &S THEH
o} m# LDL-cholesterol §&-< 10, 20 ¥
308 #4 11.97+350(029%+0.07), 43.18*
3.44(0.74+0.09) ¥ 23.73%£3.22(0.44%0.07) mg/
#= Jebgth. BEEHS cholesterol ¥ HRH]
LDL-cholesterol &2 63.63T157(1)°1 2
9, cholesterol %8 #% 10, 20 2. 308
172.47+20.12(4.49+0.33), 412.73+22.83(6.01 %
042) 2 39828+t1375(5.80%0.18)0] ATt ¥W
2 10,20 2 308 BEF EEHA L3l 58
#(P<0.001)1E LDL-cholesterol &8 18
7t et

Sample I HEREL 10, 20 2 3081 120.74
+15.25(2.38+0.31), 265.80+21.42(5.20%061)
2 127.93+£1960(2522040)0)190 2, Sampled
$rEERES 10, 20 2 3089l 77.43+10.26(2.25
+1.22), 17397+1390(455+091) % 8762=
13.42(2.55+0.60)0} A th. Sample ] #HERFS
1083 308, Sample DWERHFS 08 ¥
mEd Wl HEMP<0.001)l= LDL-
cholesterol &8 M7t UebttH(Table XVI). -
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Table XVl . Effects of Kami-Daesihotang on Serum LDL-cholesterol Levels in

1% Cholesterol-fed rats
Dose No. of LDL - cholesterol (mg/de)
Group (ng/ ) imal ) :
ng/ke.p.o) | animals | jpitig) 10 20 30(days)
57497483  5512%238 43184344  02373+3.92
Normal - 8
~ 1 (214£010)  (074£6.09)  (0.44+0.07)
Control ) 68631157 17247+2012 4127342288 39828+13.75
0. - 4 e et
n Q) (4.49+033)"" (601%042)" (580+0.18)
— o0 . 52714382  12074%1525 26580+2142 12793+ 19.60
e P PP
amp ) (2382031 (529+061)  (252%0.40)
S 100 . 4116+529  77.43%1026 17397+1390 87.62+13.42
€ en
amp 1) (225%122) (455%091) (255%060)

Values are mean*SE of 8 rats,

Numerals in parentheses represent relative values to that of 0 week
+ ; statistically significant as compared with normal data ( **": P<0.001 )

* | statistically significant as compared with control data ¢

Normal : None-treated group

[N

: P<0.00L )

Control : 196 cholesterol feed-treated group during 10, 20, 30 days
Samplgl * Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
SampleIl: Double-dosage Kami-Daesihotang-treated group during 10, 20, 30 days

6. Total Lipid &80l n|x|= &

0.1% Ze2el& REES A &S THEE
o M total Lipid 28-& 10, 20 ¥ 30H
o #% 27450%9.25 (1.01+0.05), 285.12=*
1088 (1.05+006) ¥ 24887+5.75(0.91+0.06)
ng/deE EbtTh WS cholesterol #ER
i total lipid &8&& 208.00E545(1)01] o.¢,
cholesterol #%EL # 10, 20 2 3089 490.00
£25.12(1.88+0.159), 628.87+2576(2.25+0.09)
R 75462+71.89 (2.73+£0.22)0| Tt WL
10, 20 ¥ 30H =% EHEE L 8K
(P<0.001) =

total lipid &8 #®orb AUt Sample I #
LS 10, 20 2 308 48800+3481(1.72*
0.13), 651.00£3459 (2.30+£0.25) 2 66742=*
54.02(239£0.20)°10 1, Sampleld HEPFES
10, 20 % 30He 796.00%69.47(1.75%0.15),
589.87+32.84(1.87£0.13) % 457.50%38.23
(1.41£0.05)°] ). Sample I HRERFES B
of E AEHIE WAt UAL, sample
O 8RS HEEiel sl 2083 308 4%
£ FEMP<0.05, P<000DYE total lipid &
# W47t vebgth(Table XVID.
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Table Xvit . Effects of Kami-Daesihotang on Serum Total Lipid Levels in-1%

Cholesterol-fed rats

Group Dose No. of Total Lipid (mg/de)

(mg/kg,p.o) fanimals| initial 10 20 30(days)

Normal B g 275751172 27450+925  28512+1088 24887575

1) (1.01£0.05) (1.05%0.06) (0.91%0.06)

Control R 8 208.00+£545 490.00% 25, 12 62837 2576 754.62#71%?
@ (1.88+0.150)"" (225+0.09)"" (273£0.22)

Sample [ 100 8 32400191 4830013481 651.00+3459 667.42%54.02

¢))] (1.72+0.13) (2.30+0.25) (2.39+0.20)

Sample T 100 3 5004412438  796.00+69.47 589.87i32.8i1 457.50i38.3?
o)) (1.75+0.15) (187013 (1.41£005)

Values are mean*SE of 8 rats.

Numerals in parentheses represent relative values to that of 0 week
+ ; statistically significant as compared with normal data ( ~: P<0.001 )
* ; statistically significant as compared with control data ( *: P<0.05, “*: P<0.001 )

Normal . None-freated group

Control : 1% cholesterol feed-treated group during 10, 20, 30 days
Sample I : Single-dosage Kami-Daesihotang-treated group during 10, 20, 30 days
SampleIl: Double-dosage Kami-Daesihotang-treated group during 10, 20, 30 days

7. Cholesterol &880l & & HRE
o BAld| o|xl= HE

gl e EHEBES 8271017, HWRWIHS
13.92%027, sample] #EFES 11421029,
samplell RS 10231042 go g ehygr)
HiaS R s AEHEE<0DIE HE
PRl el sample I #EHET sampleld
WS 5 YRR sl FEKEEP<0.00D3
= BEWBEE W7t JebtH(Table X VD).

BN E EFHES 200002, HBES
241£006, samplel #EES 2181006,
samplel] #EBES 2010072 vebytch ¥
RS EHEM dl B8N e BHER
2 JeJA oksk:, sample ] BHS HRH
of E AEMEEP0MBINE BHER ®L
JEbg D, samplell #YEREE IR sl HEH

(POOODUNE BEIFER W7t JeERgTHTable XVD.
RN E ERES 0661002, HEBHS 098t
0.05, sample I #&EFES 0.7820.02, samplel #
@RS 07810068 vEhRth BB ERMI
A BHEMP<000DAE Bl BEol JEa,
sample [ #ERM samplell HEAM 25 HRHF
o Wl BEHPOMLUE BHER Bt 1
Ebt e (Table X VD).

#hIANE EERS 3222007, HENS 341
+0.14, sample] #RERS 297008 samplell
RERHS 33510002 Uebdth HEHS EWH
of WAl HEM Jx BIHEEE JehiH 4%
2, sample [ #FEABAME HEEH al FEM
(P<0.05)9) = BEHFER B 7t JElu R, sample
0 #eEAfe R sl A% s B
EE W7t yeldA @tti(Table X V.
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X,

Effects of

Table Kami-Daesihotang on Organ Weight in 1%
Cholesterol-fed rats
Dose No. of Organ Weight (g)
Group . . - -
(mg/kg,p.0) | animals Liver Kidney Spleen Testis
Normal - 8 827+0.17 2.00£0.02 0.66+0.02 3.22£0.07
Control - 8 13921027 241+0.06 098+005""  341%0.14
Sample 1 100 8 11.42 + 0.29™ 2.18%+0.06 0.78+0.02" 297+008°
Samplell 100 8 10.23+042™  2.01+0.07™ 0.78+0.05" 3.35%0.09

Values are mean*SE of 8 rats.

+ ; statistically significant as compared with normal data ( ~": P<0.001 )
* ; statistically significant as compared with control data ( " P<0.05, "1 P<0.001 )

Normal : None-treated group

Control : 1% cholesterol feed-treated group during 30 days
Sample I © Single-dosage Kami-Daesihotang-treated group during 30 days
SampleII: Double-dosage Kami-Daesihotang-treated group during 30 days

V. % %

RMES ol FAF FHELS Mz @
o kg mmEES FEM gsd Rg
Hol @Aste MEM SmEoz Ap=EE,
—HMo 2 Hmolzt sA FiEE sy
o] FPel Halel W EETo LEHE
% OK#mAe %ML, renin-angiotension-
aldosteronz® o] #%&l, &, 71E} BEERTF(A
B, 45, stress, WU, 8B, IUW, BRB )2
Fuho 2 #egstn Utk BmES 2 KBIE,
Ll TORBHIAR, MEEIEANA ®ol Yeld: &
IREEMLAES) (RERTIL W, BN HEds
Bfiol Jeluds BIRE LY nEmsoss iy
Aeh, EmvEOES Sol g,

ElEmiES MmiFd cholesterol, triglyceride,
phospholipid, free acid 52} [5Hol m#&E Al
BESA EmE] e HREBE Talo, 453
fuiF Al cholesterol® triglyceride®] I i
E7t =& 9E 289 AEmiES misieH
o] GEelY R UM SEENY G
ol le Ao LAss ERM SismiE
I EMEREC] B fEwsS #wWEAGY
BEIRHS - FORBRESEEE TIE - 8 B T2 - %
FEGRY - s - 938 - oW 2 Hifth
¥ Sl ket REHESC —RPLR My
Aol Emsle] Aste MEM AffEol
AP EmEEES MAEBBES @t
total cholesterol @ triglycerided] & o] %
it Bok woe ®ET7 AN, BE0E
& WAANH BIRELES TS WA AT
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I EmEOEREY 280 SHES B3
Fohe w97 Qlol, ElkmES SmE - §
MRE(LAE - Bl DS - ik 59 KL
FRANE XE BT/t g€ st g
=3

EnE ¥ SiEmEes RS BRI LELS
wmEEN MEAA RY bR R KE
LA 59 fEsol E=m® %8 amn
Ed EkhEe hRe FEEoRA wid
B/ ATt #ER 2 FHRS dEeA
Fop B 5 ot ® '

FEe FERe me™ 2 5P g? g
B EE SRERS EE Bken, & T
o] 2™ &P 4™ 2o sx AR ER
B OFRRS FEIQOD, 1 % HBESL
HES FERRS WAL QAR A, X,
B £89 WAEReE ¥31 9k o F
BE e CEALRS BBA LRSI
BUH S REE, FhTRE BTERLETO
KREH, AERBREBBILHIL T st kB
¢ #\RstAh oot BmY #waeRE K09
wEEKE, 20 iR, £PY MOBAR,
1o =Z%ELEH, FV BHRERE, K
plaE, B2 AEELE, 0 i - Wi
To| BmEY BismiEs) HE#ko UL
W v o,

KEWHS FEMR BHET 0 MILY &)
o7 <{BgEH - WABFIEEE>DAMNE K
BB TERH Ro=T2 ®EAEE EHE0HE
# ORHENERS BRE DTS BBMEE
Bkt BASHE TzuEE 9,
<EETW - ERNTE RRIEER >D A =
“GEZOTREE HBED BTz mALY
BUolgt stk Lk AHS BRES 4B
BHAH(CIMEBREICE R EAER W
MW BAE SEME OTEE RO TR
KERF SEE EXENY o wEddx
shden JNEMET RREHE 689 BY
o) BRSOl Aol AMIIE NIBEE IR
& S ol ATn RGP,

B B3 AESMA WES Wyl
AN e FRERM FFRE FRIBES
o, ¥ES HAER RAERSE LORkksy,
BARe TN BNk FRRBES, k
e FEEW BAELD 1THER BT Hit
BE mEsY, RES BRITE BNEES
W, PEE BYIEE R EREREEs,
KIS AENE SF4LE T SR s,
S EE BrE BhbE Bt EEsty,
$989E-S RS BRRE BmEste, B
B Hagss wHREESMN, FERe BER
SRE EBRER EEiradt

g A FEERTS BTERS e A%
Bl HafERY FRERIE S8 BN
¥, FEE mekehd kBAE BY BT &
FediiEe] HEro]l deodet BREA K #
B A HUd.

EmpES] HI ERS SERMSMEBEER
(spontaneously hypertensive rat, SHR) Bt B
BE ERE 28 Lb EEBE A @EAR
B REMBMRA S 08M ROt mE
(tail  blood pressure), OEEHE, M
aldosterone, renin activity, angiotensinl,
catecholamine, sodium &89 #tE BE3A
o},

MES 3 XS BIFA &3l #AEG
Hed e mERGREe XEMRS T
Wi S Es) ASMERE HEstd ¥
WHE AEToEN MRMERS FAESH
i, renin-angiotensin®< BIBKEA
WSl catecholamine 2, epinephrine¥
norepinephrine®} 2ol #Kal miEEel Em
o} DEFHES MWE & mES A EH
ATk LR Boew mEEE EFHAT
ed OEHES LEBES OH KHEDA
ksl pEIC. LEBHESY L5 KEDS
IR T catecholamined] (k3 EmETh
5%-66)

KEET B sk 7 1{% (sample 1)<} KEEHAE I
sk 2% (sample 1) & #%Este] ol (k3 it
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B #B{LE BEd BF KEMBEMRFLE
o} KEEHIGIMERT26E RS HEE
o] BT FREAEIE mEET/T A

OB vAE PES BET S8 X
SHABMBR LA RS HRE iy
OEBHE Atlste &7 Jeldx gk,
KNG IR 20 HEREES HER Hs)
10, 20 2 30H EF HEH(P<0.05 P<001)
& B4ed o F 203 3084 EEI OE
B AH HEIT Yebgh :

EIFHEANAN BulEs adosterone angiotensin
o o3 Wt BEHY TR 9=
AT fEASY sodium(Na+)el BFHRKES
FHEAIZ1 1L, potassium(K+)9] HhiftS {RiEA]
A mEES B mEEAL doHA FHF
aldosteroneMfE®} {EpotassiumlIifES FHFEA
21}

M#fEsh aldosterone EE S B{LE BEI
R HREre H3lo REHIB Mk H1E S
REEG MR A26E AT 25  aldosterone
REE BN HRS BYoy 58S
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Renin-angiotensinds R I9Eeas ¥
2 A 2 T8 FAQoRA EHEM #
ol BHeR3lE EEIS HETold. welA Him
ToE MEEC WA FHE REos
AT HEEY KT, mif sodiumEES Wb
R RESRY ®HE S A8 BTFE K
& juxtaglomerular celllA renin®l ZW7t {8
#EH D, WL rening FFAA &S Ml
WY angiotensinogen® #5438}l angiotensin
1€ Kt angiotensinl & EHWEQ
angiotensinI & WH 8", angiotensinll &
angiotensinllE 4 aect, Y322 angiotensin
olgtn 3t angiotensinlE Zab, angiotensin®]
EFRS mEKHBERSZ L 2 OLE9
e EEYEY BRI MHE S Bl
Y LEBEe EENY FRL gledy,
angiotensin® norepinephrinec] & 40{%3
RS B mEE LT HEE o auo

M renin EHES] BLE BRY &R
Higmol Hste] KSEMBMRAUE RERS
1083} 3089 AEHEEPBE)(E w7 Y
Bt on, KEEHIG MK AAE RERKLS 308
renin EHEEZF BFESA M (P<O0DHE &
K7t ey

i angiotensinI £ &S #LE ARG
R KBRS UER RIS BRIt
3y BEE e B U, KEHBMmK
FME RREY BB ks AEH
(P<O.03)AE WA 7t Yelw)

B K EI M+ catecholamine £, epinephrine
3 norepinephrineo] W) o] F P B
5 ool=Hd UM ZAHES AY #edem
oA vl RREMIERY REMFALS Y
o 71t}, epinephrine® norepinephrined &
Ao whel ZHEo]l £FY dAXEW A
© 2 nor-epinephrined £& o-$&Ao] o3}
o |HN AEBEAE 9293, epinephrine
& B-&Ad tstd BT REFEHAS 4
Aok %3] Ll dEsME L Bi-F
A7 EAs=d epinephrine® norepinephrine

Bi-5&AE FEAA LHKHS BEA
713, HEEE B/ L, O imtability
T EmA7IY, FREERRES G
wal LEHES BmEy, Ol BREE
BEx XS #mEo LEY AXRE B
o, & UM = norepinephrines F2
a-FEAE HEANA MmELS A,
epinephrined o L B-FEAE B5F HEA
1Y —e s a-F&AM HEIEM ]
Eosty fEMHOE MEKME JEIUYER
2 epinephrine® norepinephrine-& 7§ MM
EFt #poltt. mEELFS BT LM R
DEBY BmE B/ LFEHES g 9
sy Zodun #EY AL KigmE W
o]t A o|FoE

Catecholamine Bl 3lotM Mt norepinephrine
SR BMLE BlERd AR B k3 X
BBk F14E  REBES 30HA HEH

flo o fo ri
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P<OBNE A7 dEGon, KRS
BRI BEMES 20H HEHP<0.05)UE
w7t byt

Epinephrine &&¢] #{tE #EF £ K
OB MR TR O KEERIB IR 26 PRERRE
< HEHA td misteE HAae rgoey
RS gt

MR A 7t B0 fFfEste ER
Hol sodiumolBE, ¥R sodium®] {7} M
EAKES #LE BEwdd ¥ sodium#t
HRES EEES MiFsted o8 MR
AWM= AFA o A-E(glomerular filtration
rate, GFR)® aldosterone® &= whHEsT}.
ek GFR BEEEF oY rening BL£HW
£ aldosterone W7t R#EEH sodium &
o] WolA mifEEo] ®mEol mEE EFHA
7| A fupPEE,

miE$ sodium &S #LE BET &R
KEEHB IR TG RSB ek 205 R
e HERC st mdde e BN
ou FEHS Y

SfEmiE] B3 HES AR 4BM =i
MmiEE FHEAZII, 233 [l KEHBm
RG-S 30BM fpmstsd  mpdge
total cholesterol, triglyceride, high density
lipoprotein (HDL) cholesterol, low density
lipoprotein(LDL) cholesterol , total lipid®] & &
< Bt

EHS AHEe XE oA giafold, =
g ARG EES M MooV IE sl IBHE
Hes gt REBREY 28 HW &
stod FEEHS glow, gk 2 gl
8 B olIzt i 5 A ZE MY K
Jiol dhEl ERMEneR HEe et oy
g fgE<9 ME:= cholesterol, triglyceride,
phospholipid, free fatty acid S°] o9, &
Koz FEI JBHEL cholesterold
triglyceridec]|® ©lS-& phospholipid®t t©h&
EEES #4este miER lipoproteing
RER olFolR 9t} of lipoprotein® Z7|, &

B, A sl MR @l =8 vidp
(very low density lipoprotein), LDL (low:
density lipoprotein), HDL(high density
lipoprotein), chylomicron® & 4 EEO,
lipoprotein®] FE¥ S} BRG] EWE /L 18
m3tA SigmiFel E4stEdw VLDL#
chylomicrono| B =+ BA&34 EBnEy
mPEEEmAE] #4Td miEd LDLe
cholesterolifir o} E#EMCZ BiBAEOl glof
total cholesterol®] 60~75%7F LDLE ¥E5
o EmtE RS, EnHEmEEES WikE
REbiES dodle BRETFE (EA
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I Qe I m¥MEEE EaMORE 2K
mEREN Ripiste] Yehag®®, ‘

KETHIB SR 1% (sample T &b AL
BR72(5(sample )& SIS o) KT m
HIEEAH Y (LS B EE, cholesteral
el kel LFE total cholesterol E&B-&
HEneel st ARGk AL L
30H FEMEEPO0DAET W7 JER T,
KECIAB ISR 265 EFES 20 2 30HAA
FHREMP<0.01, P<OOODAE WA e
o}

Triglyceride® B-& HRF Mo K&
BIeRF16E KRS 10, 20 2 30H BF &
BEHEPE<0.05 P<O00DAE . BT JdEIRS
W, RSB IR A26E RENS 30H HE
#P<00DUE B 7t JER T

HDL cholesterol& E-& g iy X
SERIGINBR 1S S KLEHAB Nk 7265 IERTE
2T Eide HEe Bgov HEH ¢
At

LDL cholesterol& &S BRI sl X
LHRB IR 1R RASEHS sk A 26 By EREY
25 10 2 30H HEHE<00DUE B
7t vEbRtch

Total lipid®] &8 WEH H3lod X%
ISR UE RERREL Bt mEse @&
M BPo; HEMS AN, KEHBMK
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M negative feedback mechanism® o)}
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8 KSR S MRS BES
WRE AR K SmEEE T R R
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BFRHEEL

Aol ABRG o Hd Res #@E HAL,
BREEHKTS 3t AKRT o A
O ®EFAU7, gz KEE W K
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DLESIA A2 v} zho] KUEH MK
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triglyceride, low density lipoprotein(LDL)
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KBE NI SmE - SiEmiE - BIREELE -
DERE - BOEEE 59 B#ESY B
fEs] EAE + J& 28 FEEd.

V. & &
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A KEHIBIRS S BEYD % ME, LN
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3} e BB AT
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SRR 1% PREREER AKLEE ISR
2% AN BT HEHIE B/ AN
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Bk 2% AR BT EEENE ®
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ABSTRACT

A Experimental Study on the Effect of Kami-Daesihotang on
Hyperlipidemia & Hypertension.

Han, Seung Dong. Park, Chi Sang. Park, Chang Gook. Park, Soon Dal
Dept. of Internal Medicine, College of Oriental Medicine
Kyung San University

The aim of the study was the experiment of the effect that Kami-Daesihotang
had on the essential hypertension and hyperlipidemia.

Rats were orally administered with Kami-Daesihotang for 30days and the
constituent of the plasma and serum were analysed at the 10th, 20th and 3Gth day
from the first day of experiment, respectively.

The heart rate, blood pressure, plasma renin activity, plasma level of aldosterone,
catecholamine, sodium and angiotensinll were measured after an oral administration
of Kami-Daesihotang in SHR.

In addition, serum levels of total cholesterol, triglyceride, HDL~cholesterol, LDL-
cholesterol and total lipid were measured with cholesterol-fed rats.

The results were summarized as following ;

1. Single-dosage Kami-Daesihotang & double-dosage Kami-Daesihotang remarkably
decreased the blood pressure in SHR.

2. Double-dosage Kami-Daesihotang were recognized as having the effect on the
decreased of the pulse rate in SHR.

3. Plasma renin activity was significantly decreasd in SHR after single-dosage
Kami-Daesihotang & double-dosage Kami-Daesihotang treatment.

4. Double-dosage Kami-Daesihotang considerably reduced the plasma angiotensin level
in SHR.

5. Noticeable decreased of plasma norepinephrine level was showed in SHR, after
single -dosage Kami-Daesihotang & double-dosage Kami-Daesihotang treatment.

6. Single-dosage Kami-Daesihotang & double-dosage Kami-Daesihotang noticeable
reduced body weight in hyperlipidemia rats which had fed with 1% cholesterol.

7. Single-dosage Kami-Daesihotang & double-dosage Kami-Daesihotang had a
significantly decreasing effect on serum total cholesterol in hyperiipidemia rats which
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had fed with 1% cholesterol.

8. Serum triglyceride level was importantly decreased in hyperlipidemia rats which
had fed with 1% cholesterol, after single-dosage Kami-Daesihotang. & double-dosage
Kami —Daesihotang treatment.

9. Remarkable decreased of serum low density lipoprotein cholesterol level was
found in hyperlipidemia rats which had fed with 1% cholesterol, after single—-dosage
Kami -Daesihotang & double~dosage Kami-Daesihotang treatment. ‘

10. Double-dosage Kami-Daesihotang was showed a significantly decreasing -effect
on serum total lipid level in hyperlipidemia rats which had fed with 1% cholesterol.

11. Single-dosage Kami-Daesihotang noticeably reduced organ weight of liver,
kidney, spleen and testis in hyperlipidemia rats which had fed with 1% cholesterol.
Double~-dosage Kami-Daesihotang significantly decreased organ weight of liver,
kidney and spleen in hyperlipidemia rats.

These Findings suggest a possible anti-hypertensive and hyperlipidemic effect of
Kami-Daesihotang.

Key Words : Kami-Daesihotang((K%#i%%), hypertension(F1E8), hyperlipidemia(i&his
MfE)
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