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Effects of Chunmagudeungeumgamibang on Hypertension

Eun Hye Kim, Jung Jo An, Hyun Kyung Jo, Ho Ryong Yu, In Chan Seol, Yoon Sik Kim*

Department of Internal Medicine, College of Oriental Medicine, Daejeon University

Chunmagudeungeumgamibang(CGE) has been used for many years as a therapeutic agent for acute stage of
cerebrovascular disease and hypertension in oriental medicine. But the effect of CGE on hypertension and vascular
system is not well-known. This study was done to investigate the effects of CGE on hypertension. The results were
obtained as follow : CGE showed a safety in cytotoxicity and toxicity of liver. CGE showed scavenging activity on
DPPH free radical. CGE showed the inhibitory effect on ROS and ACE. CGE significantly decreased the blood
pressure and pulse in DOCA-salt hypertensive rat. CGE significantly decreased the levels of aldosterone in DOCA-salt
hypertensive rat. CGE significantly decreased the levels of dopamine, epinephrine in DOCA-salt hypertensive rat. CGE
significantly decreased the levels of potassium and chloride in DOCA-salt hypertensive rat. CGE significantly increased
the levels of calcium in DOCA-salt hypertensive rat. These results suggest that CGE might be effective in treatment
and prevention of hypertension
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angiotensin cenverting enzyme(ACE) Adlsg ZHdIL
deoxycorticosterone acetate(DOCA)-saltZ F2E 1EQ} # 9
E¢ ¥ MYk, @% aldosterone, catecholamine, Ha1&10] BH2F
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2 Aol A183 75ﬁﬁ’@%ﬁkﬂﬂ"ﬁkﬁ(Chunmagudeungeum-
gamibang: CGE)] 8 O}E2 thAthstuR&arE oA 7
@ & ZHolod AESINT 13 FHH 8L r/}—g_\,} 2t
(Table 1),

Table 1. The composition of Chunmagudeungeumgamibang(CGE)

BEL 2% Fg
$a38E UNCARIAE RAMULUS ET UNCUS 16
B HALIOTIDIS CONCHA 16
A FOSSILIA 0SSIS MASTOD! 18
o OSTREAE GONCHA 16
8IEs POLYGON! MULTIFLOR! RADIX 8
i EUCOMMIAE CORTEX 8
EiE PRUNELLAE SPICA 8

& B ACHYRANTHIS BIDENTATAE RADIX 8
R CHRYSANTHEM] FLOS 8
KRBT CASSIAE SEMEN 8

X W GASTRODIAE RHIZOMA 4
% = SCUTELLARIAE RADIX 4
B & POLYGALAE RADIX 4
LE% ACOR! GRAMINEI RHIZOMA 4

% & 122

3) Alek ¥l 717
2 A&l AlSE EDTA, DPBS-A, dnase type 1, RPMI

1640, penicillin, streptomycin, DOCA, amphotericin B, MTT,
3.8% Sodium citrate, DPPH, ACE, hippuryl-his-leu acetate, BSA
E Sigma A} (USA) &S, trypcin, CM-H,DCFDA, [1-*C]
oleoyl-CoA = linvitrogen A} (USA) AEES AME3IHL
collagenase A= BM A} (USA) MEE AHEEI9 o 71l Yyt
A2 EF Aok AMETISITE.

7171 Fold £87] (Surgipath Co., USA), 4z}8l7]7)
(Olimpus,  USA), non invasive blood (Kent, USA), pressure
system (Kent, USA), ELISA reader (Molecular Divice, USA),

ultrasonic cleaner (Branson Ultrasonics Co., USA), centrifuge

(Beckman Co., USA), fluorescence activated cell sorter
(Beckman Co., USA), blood glucose meter (LifeScan, USA),
ice-maker (Vision, Korea), serum separator (54X}, Korea),
roller Mixer (Gowon scientific technology Co., Korea), SIot5n&
7] (MMYHTIZ, Korea), DAFKE (Cass, Korea), Minos-ST
(Cobas Co., Korea), deep freezer (Sanyo Co. Japan), freeze
dryer (Eyela Co., Japan), rotary vaccum evaporator (Eyela Co.,
Japan), autoclave (Hirayama, Japan), spectrophotometer
(Shimazu, Japan), 241} 7HZE]7} (WIZARD, Finland), accutrend
GC (Roche, Germany) & AME3INCE

AR #E2 CGE 28g OfFE71d 8L, gAls= 3,000
neS} 2ol E86Io] 3417 U&%%} Atk Mg 30202 9F 100T
oA 05 kg/om UYBOZE HEBINCE OlE rotary vacuum
evaporatorol| A} 71t -3?6]-021 CGEE Eol¢ &, tiA] S471%
710041 24413} B AZxSI Bl 22 g8 UL U‘l o{x 2
U2 ZA2 JEIA S0TE BHsIEHA, 4E
gt L= SRl S5l AMEEIrk

2) In vitro

(1) Human fibroblast cells(hFCs) ui2¥

1—‘?" &AL cool D-PBSE 33 MAS & &2 RZI0Z &

48} THS, conical tube(15 me)ol] o 1,400 rpmoil A 527F 214
2] 6]’/~AD]‘. 0] tubeo] RPMI 1640{containing collagenase A(5
mg/mf)2t DNase type [(0.15 mg/me), antibiotics(penicillinm

10°U/ml, streptomycin 10 ng/mé, amphotericin B 25 ug/m)}Z
W1 37T CO, 71014 hECsE 2417F B0 BiBITt o 7]
o 05% trypsin-02% EDTAE H7I5kod 3087t uhd5hi, @14t
A&l S (PBS)E 2F 23] 1,500 rpmoliAl FAERSH S
RPMI 1640-10% FBSZ 17 &t sHUBIRTE ol& TIA] 05%
trypsm—O 2% EDTAZR 221315 8H, ol§ J£22 157UA 33
HEES) & AlolQl BN EE RPMI 1640-10% FBS ui kool
A ARersiETY.
(2) Cell viability 55
Axz=d 2 MIT assayi SITE HRSH hFCs% 9
well plateol] 2x10* cell® 2F8F £ wHFSIIL, 24A17F & CGE
1000, 500, 250, 125, 62.5 pg/mt SEE FABIHTE TIA] 48417
MY & BEES AAGKL, 2 wellol MTT solution 100 ul#
Y5k 4417 SOt wlFIAct. vt & BRAe AASHL 2
welloll 100 ul®] DMSOE H7I5Kd 37C CO, Big7]olA] 302
E0 ¥1g X171 & ELISA readerE AMZ3510] wave length 540
mollAl EZTE 54K
(3) T3 g &7
@ 2,2-diphenyl-1-picrylhydrazyl(DPPH) £~HE &3
150 mM DPPH/EtOH 450 ulo]l CGE 1000, 500, 250, 125,
625 pg/ml SEE AT £, 50 ul BI85k 37ColA 3087H
2217} 01 EZ% 517 mollA SH5I] ol wHoF
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DPPH 27 & (%)=(

(2 Reactive oxygen Species(ROS) &8
Bovine endothelial cells(CPEA)LH oA Y4 ¥ ROSE &
317) 21510 24 well plate®] 2t wello]l 5 x 10° cells¥ & B3
ShaL, 50 uMel HO,E A2I¢t & CGE 100, 50 pg/mS A2
Sk, 37T, CO, HiY7]0lA] 48A13F St viFSIATE. MY &
& & 5-(and-6)-choromethyl-2’,7"-dichloro dihydrofluorescein
diacetate,acetylester(CM-H,DCFDA) 50 mMZ AZI5kd 527¢
YT 2, 28] AIGIICE 018 FAZEERAVIZ MEW 8
& ROSE FIoIoH, HETE HO0.R AI8INT
(4) Angiotensin converting enzyme(ACE) Xdls &5
Cushman & Cheung®| BH O Z HFEBIHC) 2 E5(1000,
500, 250, 125, 62.5 pg/me)Q) CGE 10 ul, 712! Hip-His-Leu 110
ul, 712]11 ACE 89 30 ulg 8510 37TColA 602 ¢t Hkg
A7l % IN HCL 110 ulE €0l ¥8-& FAIFT. o] BhEHdf
1 w9l ethylacetateE @il MR & 3,000 rpmollA] 1027+ A4
2ol G YEY 750 ulE 95TollA 108 SQ RS &
e 23] AASHL, 1 me] S/FE EMAIA 228 mollA &
ZLE FYoIth HETL2 A& i E/4E S8R

<
CGE fFoiz9 &3
Ox=ze E3x

ACE inhibition activity (%)=(1-

3) In vivo
(1) DOCA-salto]l QI3+ uEet Fat
SDRE FERIE erlg]d o] Fi(normal), TIE
(control) IB]I ASF(CGE)LE B3It} R} 48
(CGE)2 deoxycorticosterone acetate(DOCA) 25 mg/kgS 5 3
A 877 TGIFALY 8 1% NaClS A48 #2691, 48
T2 F7IE CGEE HeVIE oIF 28 BE(0.11 g/kg) o2 3}

oA

2
F T 1287 4] F etherZ UIFRIZ] THS
9] EAZ F5l0] 5 ME tubed] Eo 6,500
rpmo] 1527 AU EEAA SHE BeldlN L, 6 mo EHg
EDTA E7} FHol Yol &S 2l
4 23 2 g8 8489 5
2Eiet @32 438l 71718 ol83le] AST, ALTE &85}
&1L, sodium, potassium, chloride, calcium® SHS Jald &
718 oI5t €& 22 7v} JIREIV1E olg83ld
98} HWHOE  aldosterone, dopamine, norepinephrine,
epinephrines &£7331%Ch
4) EARE
2 Adgdi] d2 ZIHAES ANOVA multi ttest(JAVA,

Bonferroni Ver 1.1)2 241510 patS TalIlth. 24+ AgTZE W
AT W HAEd Hlasid p<0.05g o FYdol e ALE
TEATE

2 %

1. =8 84}
1) Human fibroblast cells(hFCs)oll thgt M| 22=dol) T]x]= F&
hFCsoll TSt A2 54 S BE%H 23}, AETY NEZYES

0] 100 + 24%Q16 HIS}, CGE Fa7 1000, 500, 250, 125, 62.5
pg/ Mo BEOIAE ZH2} 781 £ 16.6, 91.0 + 3.3, 94.0 £ 1.3, 95.8

+ 19, 985 + 9.7%Z LIERICHFig. 1).
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Fig. 1. Cytotoxicity of CGE on human fibroblast celis(hFCs).

Cell viability(%)

2) ASTS} ALT &80l 98t 7154 viAle g8

eHEYM HALE 98t 2 79 EF AST, ALTE SE5I3rt
HA ASTE FAMZolA] 882 £ 19 IU/ 2, tHETOIA] 1018
69 1U/ ¢, CGE BoFollAl 948 = 41 IU/ 4 E Vel OH
ALTE F2HPZolA] 480 = 62 TU/ ¢, HRTAIA] 570 + 128
IU/ 2, CGE 5alolA] 460 t 65 U/ ¢ 2F LIERL} CGEZ} 7}
o thall s ACE UERITHFig. 2).

120 - WAST BIALT

AST, ALT level (LU./

Normal Control CGE

Fig. 2. Effect of CGE on the AST a nd ALT in DOCA-salt
hypertensive rat.

2. In vitro
1) Ehist 4ol uixle gk
(1) DPPH &AS0l vlAle G
CGEdl| 9J%F DPPHY] &~A 8482 625 125, 250, 500, 1000
pg/ml ST 71z 392 £ 09, 480 £ 23, 591 £ 4.2, 639 £
14, 645 = 23%9] 2AEE GHE VIERHATHFg. 3).
(2) ROSol| HIAl= H&
CPEA cellsoll 4] CGEoll 9% ROSS] ZA

nE 583 2
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RIRSTBEMEE/70] L8 Aol RIX] = FEE

3, thRTtoll Blgled CGE o2/ ROSY HadEe] 55 9
HO g 745K rFig. 4).
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Fig. 3. Scavenging activity of CGE on DPPH free radical.
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Events

—
Increase of ROS production

Fig. 4. The inhibitory effect of CGE on reactive oxygen Species.

2) ACE A5l njxle 9
CGEoll 98t ACE A oH 24 e F-3 23 625, 125, 250,
500, 1000 xg/mé =ToA] 232 26 £ 34,191 + 1.2, 398 £ 2.2,

542 + 73, 729 £ 31%9 A &S I/]-E]-LH%D}(Fig. 5).
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Fig. 5. The inhibitory effect of CGE on ACE.

3. In vivo
1) ool TRl @&
B2 1291 £ 1.2 mmHg, hELS 1752 + 5.4 mmHgE
LIERY, Bkl gl tlzdolA F948 AEP<0.001) 71
£ VERIL, CGE B2 1522 + 3.0 mmHgE VIER} thE
ol HIBKA 94 E(P<0.01) 2% ZAE UERIATHFig. 6).
2) Auted] nixle g
A2 3361 + 7.1 times/min, THETS 419 + 36.3
times/min% UER} Faol HIgl a0l F9Y4 e
(P<0.05) £712 LIEWASL, CGE HFA2 3660 + 198
times/minE WERL R0 HIGI] F94 J=(P<0.05) Ao
FIHE UERARACHFig. 7).

Blood pressure {mmilg)
g

140
120
80
60
40
20
o

Normal Control

Fig. 6. Effect of CGE on the blood pressure in DOCA-salt
hypertensive rat.

Normal Control

Heart Pulse rate (times/min)
= 2 8 B @ g2
g 2 3 3 2 g 8

°

Fig. 7. Effect of CGE on the heart pulse rate in DOCA-salt
hypertensive rat.

3) Aldosterone®| BT H3lol 0] EE

A2 441 £ 99 pg/ml, IHRETE 117.2 + 242 pg/mE
Faktol Hiskd thaTolA FAY UA=(P<0.001) F7HE LIE
WRLLL, CGE B0 T2 552+ 185 pg/mE LIERL ThEZol H]
3l Bol UEP<0.01) 24 AHE UERARUTHFg. 8).

++

Pasma Aldosterone level (pe/ml)
2
2

Normal Control CGE

Fig. 8. Effect of CGE on the plasma aldostercne in DOCA-salt
hypertensive rat.

4) Catecholamine®] &HeF H3lof nAl= St
(1) Dopamine®] Lol PIXl= B&F
TS 1025 + 09 pg/ml, HETS 165.2 £ 29.2 pg/mb=
VIR Bakzol Bldlal tiEFolA FAE U=(P<0.01) 5=
VEMIS I, CGE B2 1235 + 8.1 pg/mE LIER} thED
o gl fol AEP<0.05) T4 ZIE LERRATHFig. 9).
(2) Norepinephrine®] =Tl FIXlE G
BAATEE 4158 + 25 pg/ml, THAET-S 511.2 + 32.9 pg/m=E
VIERL Aakrol] BIlod thEZIA Fo4 U=(P<0.05) 718
VERIR T, CGE T 72 4652 + 64.1 pg/m OS2 LIERL thAE
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ol v]5kd ZABAOL RIAHE YAUTHFg. 10).

Normal Control CGE

Fig. 9. Effect of CGE on the plasma dopamine in DOCA-salt
hypertensive rat.

[ I I '

Normal Control

Fig. 10. Effect of CGE on the plasma norepinephrine in DOCA-salt
hypertensive rat.
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(3) Epinephrine®] =T of v]AlE 60}‘

B2 26405 £ 1595 pg/ml, HE 47722 + 2675
pg/mE LIER} FiTol Hlskd R E W 7od s
(P<0.001) 57+& VIERARLIL, CGE BHF2 32758 + 46.3 pg/
mE LER} thE Tl HIsle] Fo4 Je=P<0.01) A4 aiE
VIERARACHFig. 11).

° . I I

Normal Control

e % & &
g & 8§ &

Plasms Epinephrine level (pg/mi)

g

Fig. 11. Effect of CGE on the plasma epinephrine in DOCA-salt
hypertensive rat.

5) Aaid M3l mixle g
(1) SodiumHslol| nx]= Y&k
YT 1401 £ 08 mEq/ #, AT 150.1 + 1.0 mEq/
£ 2 LIERL Eiro Hlele DHZS—:rL oAl Fld U=(P<0.05)
E7+8 LIERIRLAL, CGE S0 1454 + 23 mEq/ ¢ 2 LIE}
U tET] 1igke] ZAEI% OL} wA*OO S ACHFig. 12).
(2) Potassium W30l vIAlE g

HET2 49 £ 03 mEq/ £, HETE 58 + 02 mEq/ 4 2

LIER} Aol HIsl] thETolA 7914 1E(P<0.01) 5718
LIERNRLT, CGE BHTE 52 + 0.1 mEq/ £ £ UER} thEF
of Blgld FoH U=(P<0.05) 4 EIE VERNACHFig. 13).
(3) Chloride H3lol| u]X= HEF

BYT2 %56 + 1.1 mEq/ £, HETS 1043 + 05 mEq/ / =
UER} kol Bl thRTolA Reld AS(P<0.001) 71
VIERAA T, CGE B2 99.6 + 0.9 mEq/ £ 2 LER} tiET 0]
Hlgld 79 AEP<0.01) 24 EIE LIERNICKFig. 14).

140
120
100
40
20
0

Normal Control

2

Sodium (Na, mEq/l)
g

Fig. 12. Effect of CGE on the sodium in DOCA-salt hypertensive rat.

) . I I
o

Control

w IS n EN

Potassium (K, mEg/l)

~

Fig. 13. Effect of CGE the potassium in DOCA-salt hypertensive rat.

100
9%
94
92
20

‘Normal Control

Chloride (C1, mEq/1)
S

Fig. 14. Effect of CGE on the chloride in DOCA-salt hypertensive rat.

12
§ 1
g s
H
E 0.6
o 0.4
0.2
[

Normal Control

Fig. 15. Effect of CGE on the calcium in DOCA-salt hypertensive rat.
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KR IMERTT0] TEdo) v)A)= Hat

(4) Calcium H3loj D)X= Gk
JYTE 133 £ 002 mEq/ £, AT 0.9 + 0.11 mEq/
2Z VERE gl nislal tiEitolA fod lE(P<0.01)
AAE VERRAL, CGE FOT2 1.23 + 003 mEq/ £ £ LIE}
L thETol HIBk Rel4 UEP<0.01) £7F RS LIERI
CHFig. 15).
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Renin-angiotensinA|ofl 4] angiotensin [ 2 renin®] 2}
of Aol 7HolA  angiotensinogen @ ZHE] FGHE HIER 48
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Zx 0l BATZA sodium BE 52 29! aldosteroneS
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2 st ERIESCE olojirh ® @3 angiotensin I

receptorZ X4 3}R]A sarcoplasmic reticulum(SR)O1A] calcium

WES EZ/MYINE HEHOR FB VTS STMIUD.
FUERE Y8 ARUFAY T BF BES 1)
(=)

BAZAM AGHCE ddE Al=ole] 2EXNEE S7KIF1A

renin-angiotensinAl g 35l AILHEE SLA7]10 &

WERE VA AEEE SV St 28, ABHA, §

4, A2HE S0 22 245 AR WEE9] Y A=ol o

29 APLEEZEE AEolo] WIRIBE & 39 RilsZol
=

A} dopamine, epinephrine, norepinephrine’} Z+2 catecholamine
= 20|A17]2L WEIE Y adrenergic B-receptorg B8+ A2

= T

Z EY gdd3eE0] dojdrtt Catecholamine® AZ|EH S
2= TIRkSH amine®] SHCE HE SRIAAY ABFY &
AR AEslol SR8 &7l ke vkl I ZI %
ol Letdtt, 2 Aol 2856l dde5g E6L
ARHARE 21710 Az daid, Wa7lol 284 2
S 3, renin 9] Enlol HEA ggrg nlRcpe?

A} AlFloMe 8ol VERIA] kot
VIERACL T 4B

sodium® BjAZ (sodiumBFFE v1E)31 et Alolole &d
! E gy =

It FEHAE A4
1824 gy & E0lH
Ae e LAY Boke UCE HE" £ A §

oHe 27t e,

rr

Potassium &F = E
oigl} 280 552 & 4 UL HEEL d
9 A Z1™dE sodium  BiAdo
renin-angiotensin 2] &A, norepinephrine®] 7
ZHE-g 71X prostaglandin®] &7V #AGIC). @5 potassium

0
ok
¥
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=)
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¢
c
g

WA} oA 0] AESE 19 50-100 mEq®] potassium % Z
FABIEE Florsy.,

Calcium 9A] A5 THUO] w7 el Bddo] {irt. o
Al Al 2 caldum AF 9} EUYS Alo]ol d@Ho]
CHL S19laL AR 18} ERfolAs ey M2d i 2E
7 E7tEo] vk B vt BEAIMCE calcium 7€ A

18

30 o
B

—_

SHls aasel U E E8 e MEUHE  calcium
o]0l 2Ysh= Ag AT ZN EUS AolITict &, 8
H NEES eES oA 8 FEe 4271 83 LA
RES ZHaA7 1A By,
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TRJS g et ZEoA AEAER AT TEY FERIXIY
F opizh A &49 |glo] Hrh 4sl AEAE E8ibh
ESROS)/ETELERNS)Y LY} BRISL gojA gk A2t
=080] IUEE JES Uik ROSE 4ka7l(oxygen
radical)¥0t  ohlzl k49l FEXNRYI
derivatives of O)E ZA6H A& 444 7NA|(aerobic
organism)= E-J4kaES] BT gRIE) gloiAZE A2 2Ee
o121 Utk Superoxide(Oz-) hydrogen peroxide(H.0,) %
lipid peroxyl radical(LPR) §& 28t ROSE 40| tittd)
Zotod Aot T 2 siiks &A1 4 Qlrt. ROS7E 1L
geloll Bddsle 71 &X gy LH——L] A x2E ﬂﬁo}oq —'—‘é}*‘
URIOEHN 7]
sHFg= —ii 5@ ﬂ LHO 04 "a"iﬂ' c} E’“O] nitric
oxide(NO)&} #}
i ejgte] ﬂ‘;"—i\:l’ | WQ} X] = 5.7'11 ] 7519_] 9:.‘?‘:131}
OFF QHO] AL W2 ZR0A SAlol ARSI QUrt. &
ol nget k= 4R nEME &Y, S5, 88, A5 &
&, Mg4l, 84 89 dickE g¥ol AFE AL oL} T 0]y
Aol e AdEgHol E4Holn AISEHE AREE ok
A, ACE GAA, calciumZ A, B-XIEHA|, a-XFR] E0] Tk
SojsloaE ozt WA oLt SUOE njRof
HRE, FFRVE, FFBREE, HORT, IXEHE SolA &oke 4= 9o,
BRIRE, REKE, REEE Sl Qo] 188, HEE, NE, ER,
HE, K8, Wi, R, RE, F B8R 89 &4 2olrt #
BEACEE WOTR, FBL, RN, BEMRE, KRR
SOl MAISE AL SEAHERS, HRER, BRVE, MKl 59 XY
o] 851 U,
el LEUY sosky X FAlol el 292 SRk
g, #': HARS, #'2 mkEREe, 2= wiee, A0
2 MRREIERES & KB NEES, s BRES, &
e MBREREEHE, 1S MRERRAERS, B Mk
wES d7old FugEet gajol ois] 4 %JEQ.E USBILH.
KMSTRES  (HmEngs) Yo A% E¥ ol B
BLe iSO R AN, FEEKE, HH%EET‘ REEKIR,
LB E AT sl udetont HEd sl E524
BAL Boll Boll SEFo] TP, HE LAY WEXNFE
H EES BR, BERE, RS, KES KRESE, ERER,
TREME, B, a7 90| 1L Sike HEAL, RKAIEOICH
KIRSRERANER ST RIRSTREER A7 (KM, &7, ES, $I4E,
BRE, AR, REA, 0, 4R BT, 7H) BT, O%
i, #EL, B, WAES KoM BE, B, OIS, B
B, U%, RUF, REH, 5& GEHES Mmoo T, T, %2,
&S a8 23 o2 A NHNR&ESRPE Aol FFE
LINOE QIS HEE, i, BN, IRIE, BAS 05T, 558 3
B, FREEW, £HRZ, SIE TR S85kL .
ololl ARR= Kik$IRERK ML (CGE)Ql L& eloll plRlE &
kS A7617] Y191 SDROI DOCA-saltE W|31FAKG] TE ¢t
FRRIZIL FekE, ET, CGE ROTeR B535l0 857}

75 Al (non-radical

F

mo 001'

A g s & AxEEy B 11EY, AE " &7 74, €Y,
Aaks M3, dRIsks, ACE Adls, EZRH  aldosterone,
catecholamine, F3]& W BUN, creatinineS &35

WA 7HEY E71E 251 aspartate aminitransferase(AST)S}
alanine aminotransferase(ALT)E Z&5IHT}. Aminotransferaset
ol AL EXohs §A4F Az 871 g8l 84
EHRIHTE Aot wehi] 2800 Foizt M7 1H EE2E G4t
FESI] 28 5482 EIsL 8L E49] BARRO| oF
100 kDa2 2 F7] tiEol] FoHE W2 AZEoA ERBELE 0]
k=t AFSE R Hokg weth IHEE REo] s
7} EXeH 1 €850E /&Y 42 TEE ZE AL T,
o5, @7 Sofl Zolvt A Mk S7KITE o= Fa g
WE # ohet RS EE §49 8F F&0] Sols]
ol §F AST, ALTE 7FolY] onist A EE 888 4 U
CF?. 85719] CGE Folol| QI8 AST, ALTS] ¥igHE Hlnsh A3
AST= H4170) 882 + 1.9 TU/ 2, ThRTO] 1018 * 69 U/ 2,
CGE F0JT0] 948 + 41 IU/ 4/ & VERI ALTE F4h0)
480 * 62 U/ ¢, ThET0] 570 + 128 TU/ #, CGE F&d30]
46.0:6.5 IU/ ¢ Z LIER} ZE TolA FHHRAE CGEol g
N2 gle AR AlgErt

CGE9] 8tslsE gotk7] Q8] CGE &8 DPPH 4A
S3} ROSS NS HF3I%ck DPPHE L A7 v ¢t
A3} free radical A1 517 mollAl EAEQ] & 44 LB
£ HfRE 3BtEolr). 0] radical® &3S B9 F718uolA]
m e QFEsIH, E8] o8] 7IX 8413} 71F & proton-radical
scavengeroll 9|5lc] EMEE7) wiFol g8 Ede S 0E
T A BE g 4 e FFo] rt dREeE vl
¢t DPPH radical2 ERISIAIZRE AL E& £4X
o= oFEe FE Y 4 JEQ] DPPH-HE H&dhe
A AF?. CGEYl 98t DPPH A58 £83! 7,2%41
EXO T E7IE B ROSS MHE] =% 9]
SISk o1& &3l CGEZ} 4AISIAE| Aol ol "‘2%4_
Eolo] dHUlTAE £iof o3 SWE3e) XY 2
QIAK] NOQ| 2HgH ZAE AXE ASE /\}E%D}.

ACE= E&389Q] angiotensin 19 Ytio] Exigh=
His-LeuZ 51 angiotensin 15 44511 Y-S 84171
T bradykining E&43lA17]= E40lth ACEY ZHEE Al
SFH angiotensin 12] 24X 5l, aldosterone 4|24, &#at
ZHAQ] bradykinin®] &7 §9 I & Sdl AZEHE FAA]
A sodium® WM S EXFOZH EUS AL £ AT
CGESl ACE Atlss 580 49 5% &EHCE Aol &3
9 £71& Ho] CGEZl ACEY] 282 AAIgeZA TEet X
Bol REE ALE AL

DOCA-salt T} 9] Hot X AU48 283 23 g9
2 FAKro] 1291 + 1.2 mmHg, TAETO] 1752 + 54 mmHg,
CGE Z0170] 1522 + 3.0 mmHgE Z8E] Fazol nlsl
72 RO UE(p<0.00]) E718 BHT HETO 813 CCE
FoT2 7YY U=(p<0.01) ZAE HAT AdkerE Hir
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RIRSTERK IR Ho) LE oK

2 3361 + 71 times/minQlE] HIE IEFE 419 + 363
times/minC F EFE] tiRT0] Hakol Hld) S8 Y=
(p<0.05) E7FE HS1 CGE 072 366.0 + 19.8 times/min
o8 Zg¥ol tixTol Hlgl CGE B2 {94 Y&
(p<0.05) T4:E HolAl o2 &8 CGEZF EUg Z6IA17) 1 4
98 AsKllE 27 ASS ¢ & Unk
Renin-angiotensin-aldosteroneZoll 9]} @&etisol ol
AxEE Lot7] ) & h aldosterone $2X]1E H]) T3}
Ch 8% 48 24 A7) aldosterone®] STE HATO| 4.1
9.9 pg/ml, HETO] 1172 + 242 pg/mlE HET] 294
E(p<0.001) £7+H5 HA I CGE FHFL 552 + 185 pg/mE
HETol Bloh F9Y U=(p<0.01) Z4E BIrt o) CGEZ}
renin-angiotensin#|oll 2]t aldosterone®] 2H1E AT O EXR
%”Q%k 57l Qg ndelel FHHY ROE AlgHrh
AMBA o] AH2FH= BASE hormoned) BH] W &opa
soll tigh AxlEg dotry) 98 &
dopamine, norepinephrine, epinephrine®] IS ZEEIQITE
Dopamine®] =& F4w0] 1025 + 09 pg/ml, HETZS
165.2 = 29.2 pg/mlZ Fawrol vl iR ZAA Fo4 Y=
(p<0.01) E7FE VIERHQIIL CGE T2 1235 + 8.1 pg/mlE
HEZOl  Hlal FAY As(p<005)  ZAE BC
Norepinephrine®] S+ H 40| 4158 + 25 pg/ml, HAETO]
5112 + 329 pg/miz HalTo HIg] tHARTFA £ Q=
(p<0.05) E7F2 WS CGE T2 4652 + 641 pg/mlE
UERE thETe) dlsl 248 HAoU fo4e ch
Epinephrine®] &= 470 26405 + 159.5 pg/mi, ThZT0)
47722 + 2675 pg/mE @e of Blal thETAA FAY U=
(p<0.001)E7+ HAL CGE FoIT-2 32758 + 463 pg/mlE
LER} ol 18| %Aé Ue(p<0.0l) ZAE =Y
Dopamine, epinephrine®] F94 1= 240 HIE fo42 gl
©1} norepinephrinecil A ZH4AGHE HIOM, 0] E3] CGE

z
HA
7} w7k gﬁ]g @@A]?]L/\ *E,EL o —ff— HB}E Bl-receptorA
O
=g

[IJ%L’

ig w32 FE’.‘!

&2 W catecholamine &

A oﬂ%}ﬂ Laﬂr— L}EME HeE AgHch

€3 WY 2& SN, sodium?] BEE B
O] 1401 + 0.8 mEq/ ¢, tHETO| 150.1 + 1.0 mEq/ ¢ = Bl
of B8] thEToNA FE4 A E(P<0.05) 712 91 CGE &
72 1454 + 2.3 mEq/ 4 & thE Tl B8l ZHAsKE oL &
Ol YUY Potassium® ST = AAFT0] 49 + 03 mEq/ ¢,
tHZET0] 5.8 + 0.2 mEq/ ¢ & LIER) Hakrol H]3) Wzilow
T UE(p<0.01) 718 BRI CGE BAT2 52 +
mEq/ £ Z VIERL R Zo] B8] 3o E=(p<0.05) T4 E
At Chloride®) =T & HARL0] 956 + 1.1 mEq/ ¢, BIAT0]
104.3 * 0.5 mEq/ ¢ & VIERL Fadwtoll Blal thRZolA 794
RAE(P<0.00)E7HE AL CGE FoF2 996 + 0.9 mEq/ ¢
E Vet tiEd vldl |9 ci A=(p<0.01) TAE HCLH
Calcium®] SE&= F40] 1.33 + 0.02 mEq/ £, tHETO] 0.99

ol rlAl= 8

oo

+ 011 mEq/ ¢ 2 WERY Fadwol vl ti2TolA {94
E(p<0.01) ZAE BRI CCGE £ 1.23 + 0.03 mEq/ 2 &
Vet tiEToll Hldl 794 e(p<0.01) 5718 BT €5
AFAEHAA CCGEE sodium& Ao Q8 Zkelr|&o) w=8is)
SNE HolXE EHOLL calcium®] ST ZEY SIS
FIFCE dAskE ALE UERIIL ol Ed €M E
W calcum®B &o] I8t HET AR £718 IR OEH
gggsll g3t e ﬁoi AIEETL
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KT S (CGE)Q] SUHY a8 H75] $15)
CGE ¥ E DPPH 2453 ROS 88E, ACE AdlsS
olal #et Bl AHkyE, 8% aldosterone, catecholamine, F15l
SEsKI HnBAS A3 g 42 2ES It

KSR NSRS M EZ5E - 7ol thdh S AR} 2 oF
St AC T LIERATE. KSR AS 55 IEH 0T &
3 2A&E UERACH, ACES ABlAIZTY RiRsIFREME S

7Y A et R g AARAIZC) KSR

FYH UAH EF aldosterone SEE ZHAAZATE Khifd

g A 798 A dF

w2

g
£
=

rio rfo r: gn]
O

(o]

dopamine} epinephrine EE &
HoAZTE KRSEREMEA S 7Y UAA EF potassium}
chloride®] 5T & ZAAI71A calcium® BE= S71A1ZCH
OIMCE KM 2HIsksT Sudel a3}
W= ALE AtREH L@l tigh il R XF0 E8E 4
£ AS8E 7iigct.
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