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A Study of Clinical Effect in
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EEHS BEXAREE HE 2ME5w
of FERF BHE ¥ Kkt WHES=
A o] B¥ol gle AMEVIE Y BE{tE
f FTRE fRBel RO £E BRAT
Algoz BT (27-52®) 1943 &FQU
-8 ) 154 & 3448 HHEo= I

BETS 19143818 HE 19924
3 A31 871X EXARK WEB 2MEF
Rbeol RS NEHEESE ABET #H7)
$H pAKEL sAxe HBE #EMe
o, & 589 g os LEEE m
Fo 2 AT FEol BASH= BE 8%
(B:29%, &:5648)& HH o2 3ch

2) #¥

A R AT $BH= BHREHRS
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1. Prescriptin of Gamikequndtang
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Ramulus Cinnamomi
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Radix Paeoniae Lactiflorae

Herba Artemisiae Capillaris

RSPt

Phizoma Atracrylodis
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Pericarpium citri Nobilis

Rhizoma Cnidii
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Radix Glycyrrhizae
Fructus Ponciri

Rhizoma Curcumae Longae
Radix Saussurea

Rhizoma Zingiberis
Fructus Zizyphi Jujubae
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Radix Codonbpsiﬁs

Rhizoma Acori Graminei 12
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# 2. Prescription Gamikuyibitang

REL £ £ £
% B Radix Angelicae gigantis

BEARA Arillus Longanae
BE4C
(4%)

HHg)

4
4
Semen Zizyphi Spinosae 4
¥ I Radix Astragali 4

4

F1 Jii Rhizoma Atractylodis
Macrocephalae

Bk Poria
Radix Polygalae
Radix Saussurea

Radix Glycyrrhizae

Fructus Zizyphi Jujubae

4

4

3

2

Rhizoma Zingiberis 4
4

Radix Codonopsitis 4
8

mmwﬂ#»kﬂ‘ﬂft%&'ﬂ
@oB oW & B om oW G

Rhizoma Curcumae Longae

o)

= Rhizoma Acori Graminei 12

TOTAL AMOUNT 65

2. Bk

1) #¥%e] AN 2 wE

Lo #13 K28 &% 105 &
Q1 7608, 6502 & KMLUSId EIERRHIANGH
A AxYoly #. H-2000) 2 350 ml 9
BRAES st 110 colA 3RS RUBSH
o 1500cc E B F ¢FulF 4HE 9%
2] (CCP pack : <3k F)el 100ccH Eze
s Aok

B #Ee BREN #IZLEHT
Yz flesEs BE T8E: 17, &k
30 )l MBREEEBRIBK S, DMEY 2 3
HEE BE 3B8A(F: 12, & 264)

MR F BB RIBRS KEsI

Bl B¥l= 1 H 3ME, A 30 £
st o}

A HEF BT ARV gle BOmok
ESH MBRS ek & R %
RiB¥S Sample I2 3t

2) LEES HiRE

OEE Hee BE A ZEs
FHsA @ F ke CEBEE st
o} OEE HxEe Fukuda &iit#l Model
503 A(1980) Electrocadiography ¢} Ni-
hon-Koden &jpt®! 8100 (1990) Electro-
cadiography & f{Hfisle] FHo] {fkato
X FE T lead I, lead 19} EAE
Pafy Bk AVR lead 9 AVL lead
©] R wave ] & (amplitude) & Hi%e 3}
Ak,

3) BRfuhEk B S EE

Bl 14 RMLE Z2ERET @ HR
g EEe] FiBHREES NIBIIES KFR
(Median antebrchial vein) oA —EH10
ml FEHBE FASIA 8ml bl LS &S
Bt = =|HEAAA 304N BB
3000rpmo.2 1048t BOSESIT M
WoBEC 2 SBEESH miES HR A
Ak, -

4) AFE

Aspartateaminotransferase (AST) ,

Sample T,

Lactatedehydrogenase (LDH), Creatinphos
phosphotase (CK) 52| B8 ol EAIZHRA
%% Sigma &t @9} Guaranteed reagent
(GR) 3{3E2Q) L-Aspartate, a-ketoglu
taric acid, 2.4-Dinitrophenylhydrazine
pyruvate, L-Lactate, Diaphorase NAD

(Nicotinamide adenine dinucleotide), N
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TB(nitrotetrazolium blue), ADP (adeno-
sine diphosphate) , Creatine phosphate,
hexokinase, G- 6~ PDH(glucose-6-phosph-
NADH(nicotinami-
To2 BEY

atedehydrogenase) ,
deadeninedehydrogenase)
AL #FAA

LDH isoenzyme BERik#ol EAHS ba-
rbiturate & (pH. 8.6) & sodium
diethyl barbiturate 2 #Ui&3}o] &3
i, LDH fH& L-lactates} NADE fi#
sl EEE BB HFE22 INT(lodo-
tetrazolium chloride), PMS (Phenazine
RS X
¥fsx Titanll Iso-vis cellulose ace-
tate filmg fFEASIH

#&  cholesterol, HDL - cholesterol, Tr-
iglyceride (TG) , Bile acid o7&

esterolesterase, cholesteroloxidase, pa-

methosulfate), phenol 5&

chol-

‘roxidase, phenol, 4-aminoantiphyrine,
Phosphotungstate-Mg, LPL (lipoprotein-
lipase) , ATP, Glycerokinase, Glycero-
kinase , Glycerophosphate oxidase, 3-
alpha-hydroxy steroid dehydrogenase 2]
Aoz MHS AP FHIAT. Hit
ol AT HRES B blke HES
fE s AT

5) m#EBE

RBC, WBC, Hemoglobin(Hb), Hem-
atocrite (Het) 52 #&F+= &k m#&E 2
ml o HiBRE R
ra acetic acid(EDTA) sodium salt & 2
mg/ml S| =& FMstd ¥EMFEY 2m25TH
Coulter Counter S Plus ]I (Counter Elec-
tronics, Inc., Hialeah, Florida, US.A.)
2 JEsdch

ethylene diamine tet-

6) # Cholesterol ¥} HDL-Cholest-
erol %7

& Cholesterol 42 3ml BE =R
#(100mM tris-HC1, pH.7.7, 50 mM
magnesium aspartate, !mM 4-aminophe-
nazone, 6mM phenol, 4mM 3,4~dichlor-
ophenol,
1U/ml cholesterol oxidase, 0,2U/ml
peroxidase) 3} 300 mg% cholesterol &

0.4U/ml cholesterolesterase,

¥ R%ES 0|43 Richmond I Tl 27
Besrkol ol stel Bkl okl
HDL- cholesterol 4%7& 0.2ml 4%

A% (1.35mg/ml dextrane sulfate, 64
mM MgCl,, 1.2mM phosphotungstate,
63mM NaCl) 3 3ml KERZE(38mM
Tris-HC1, pH.6.3, 0.7U/ml cholester:
olesterase, 0.20U/ml cholesterol oxi-
dase, 2U/ml peroxidase, 0.7mM 4-
aminoantipyrine) & FlFgt Steele
HEkg olstel. Bk FTHI0 D

7) Triglyceride 47

bRl TGodTe BERAEE(54U/
ml LPL, 0.03U/ml glycerokinase, 1U
/ml glycerophosphatekinase, 1,000U /ml
peroxidase, 0.07 mM ATP, 0.03 mM 4-
aminoantipyrin, 0.3U/ml ascorbate ox-
idase ) ¥} RESEMMAEE(50mM Tris-HCI,
pH.7.6, 20mM sodium hydroxy-3,5-di-
chlorobenzene sulfonate, 0 .5mM N-ethyl
N~ sulfopropyl-M- toluidine) 18] 31 3.39

5ol

mM glycerol EXHKS FIASIA Fletc-
her Se] Hike BES BEdol ko
Hiz=s 9 o).128+129)

8) BiHE O

Bile acid /472 0.5ml  E@EHAEE ( 2mM



NAD, 0.16U/ml hydroxy steroid dehy-
drogenase, 0.5mg/ml nitrotetra-zolium
blue )@} 0.IN HCl! 0.5ml Algfg o] &
g Street BeRkol o3t HlEs AciBe®

9) AST(EC 2.6.1.1) &K o

AST4#ie 0.IM phosphate F&E &2
# (20mM L-Aspartic acid, 2mM a-keto
glutaric acid, fH, 7.4) 3% ImM 2.,4-
Dinitropheny! hydrazin (2, 4-DNPH),
0.4N NaOH 1#]3 2mM Pyruvate g
& f#/8%td Reitman-Frankel o] 2]3}of
EEEE HlwEs ] chize.127)

10) CK(EC 2.7.3.2) [&EE o

CK 2472 0.05M phosphate £ E#
(pH. 6.7, 345mM creatinphosphate, 23
mM ADP, 2.3mM AMP, 4U/ml hexoki-
nase, 2.3mM NADP, 2U/ml! iaphorase,
2.3U/ml glucose-6-phosphate dehydrogen-
ase, 0.66mg/ml NTB)# 0.1N HCI1
A FFET Russalki ko] o3t 1§
HEE REstgchise.ass)

11) LDH(EC 1.1.1.27) EEE 2

LDH JEHEE SHfe 0.5ml o] KE &
## (0.2M tris, pH, 8.0, 0.24M lac-
tate)3 0.5ml ZE&ERFE(8mM NAD,
0.lmM PMS, 1.4mM NTB) z&lz 0.1
N HCl #%E<& FIAY Babson 59 Bk
of °lste] LDH FEHEEE HlsE st oh136.157)

12) LDH isoenzyme ERIKH

LDH isoenzyme & 2ME3sl7] $13ld Co-
hen F139)9] Fikel| o3t BRKBISK
et QYct. Helena &RtolA FBAF Titan
Il cellulose acetate Iso-vis film& 0.2
M barbiturate &% ( pH, 8.6 )l &R
) ¥ applicator & fEAIStel 3ul o] B8

g Bzt 300VlA 104 FUF BRI
@A) cellulose acetate filmE HfaEk
(4.7mM NAD, 52.1mM lithium acetate,
0.2mM PMS, 2mM NTB)o] 40 ColA
25 4 5% BEAINF 65CoM gHRAT
film& Densitometer 570 nmo| A scann-
ing 3} % t}138)

13) #eatay B

W &R #Ee MEE student’s
paired t-test68)o]] 2]3} o P value 7}
0.01 LTY o FES 2= AEsA
e #He mean £SEE 3t

M. #& R

1. EEBAS HEME

F#Te] Hematology, Cholesterol,
Bile acid, LDH isoenzyme , Cardic
enzyme , EKG L9 &ﬁjﬁﬁ% Table 1
# 2 |

2. LEBR Je

leadl, leadlll, AVR lead k2] R wa-
ve ©] ¥ (amplitude ) #{tol HI Mok
BT mRERSS FAS BEING.

1) MBRESHR RERANA Bt

lead[¢] R wave o] HEEE EHT
A 1.04 +0.04mm, ZHEF] 0,91 +0.04 »n
wE#E 38, 68 &% 0.99+0.04,
1.02 +0.03=m2 #EFTN Hdte] BHERK
wmstgey AEHE Je we YU
leadll¢] R wave HHEfEL EWTAA
0.68 +0.05 =31, BT 0.51 + 0.03=,
B 338 0.64 £0.04m2 RELHN Jb
stao] AEHE(PC0.001) JA BN,

_5_



Table I . Distribution of Hematology , Cholesterol , Bile acid, cardice enzyme,

LDH isocenzyme and R wave of EKG in normal group

Normal
Group N | sex | age reference Mean +SE
range
: — e
WBC(X103/mm3) P 4 - 10 - 6.6 0.29
RBC (X106 /a3 ) M 19 M: 4.4-6.3 4.47 0.41
Hemato
: » F 15 F: 42-5.5 4,12 0.63
-logy 34
Hb(g/dl) M 19 M: 14-18 - 13.9 0.16
F 15 F: 12- 16 - 12.0 0.17
Het (%) M 19 M: 41 - 51 40.7 0.57
F 15 F: 37 -47 36.8 0.22
Total-C(mg/d1) 130 - 250 164.1 4.6
Chole HDL-c (mg/dl) a4 M 19 37 - 60 41.8 1.03
-sterol F 15 42 - 65 50.0 2.01
T.G(mg/d1) _ 32 - 153 99.5 4.4
Bile acid RY) 0-6 3.1 0.2
~ (emol/1) ‘
AST(U/L) o o 8-40 18.1 0.5
Cardiac LDH (units) a4 ' 50 - 400 341.3 7.1
enzyme CK(IU/L) M 19 48 - 176 66.8 4.2
F 15 38 - 109 55.1 4.1
- LD1(%) ' 24 - 30 26.69 - 0.49
'LDH LD, (%) ‘ 31 - 36 34,79 0.38
isoen LD; (%) 34 , 20 - 25 22.57 0.36
-zyme LD, (%) 6.8 - 10.0 8.66 0.28
LD;5 (%) - 6.5 - 10.0 7.04 0.28
Leadl[(mn) . S 104 0.04 .
_ Lead ~ . , . 0.05
EKG ead[l[(wn) 2’ _ . 0.68
AVR (=n) 0.74 0.03
AVL (am) . . 0.33 0.02

N : number of subjects value are Mean + standard error
Total-C : Total Cholesterol ‘ .

.HDL - C :HDL - Cholesterol ~M:Male
T.G:Triglyceride o ,F:Fema’_le



BE 6 BHEANE 0.62 +0.04mmZ RE 3
kol Wl B #£RE R AR
lead 2] R wave o] FEfHs FEHET

0.47 £ 0.03=n, IZELF[] 0,70 + 0,027m,

BR 3BE 0.71 £0.03m= HHEK A4
o #ing Jepdlon, HEEK 68 0.79
+0.03mz #HEFI] etd HEHS A
AT 4 gt} AVL lead k9] R wave
&= ERT) 0.33 0,02 »n, FXELR]

o] 0.23 +£0.0lmm, ¥ 3BHA= 0.27
+0.02m2 HHEFTN Wt FEWE(P <
0.01) U= BWME Bem HKE 6FE
e 0.37 +0.0lmmz FEM(P C0.001)
o] FHES WmE HWIuh(Tablell).

MRS HR REN SR HEo = 3
Rem HEE BEER(%)S Fig.13 2
=3

Table JI. changes of R wave on EKG before and after medication in Gamikeguogtang
(mm)
Normal After medication
before
Group N control
medication 3 weeks 6 weeks
group
lead IT 47 1.04 +0.04 0.91 =£0.04 0.99 £ 0.04 1.02 £ 0.03
lead I 47 0.68 +0.05 0.51 £0.03 0.64 = 0.04* 0.62+0.04
AVR lead 47 0.47 + 0,03 0.70 £0.02 0.71 £0,03 0.79 =003
AVL lead 47 0.33+0.02 0.23 +£0.01 0.27+0.02* 0.37+0.01*

N : number of subjects, value are Mean + standard error

x* : Statistically significant compare with before and after medication

(x : PL0.01, = :P<0.001)

(%)
80 1

—Q— leadll
—@— leadlll
—{}— . AVRlead

601 | —m— AVLiead

40 1
20 1
0 T Y
0 (betore) 3 6 (after)
Fig.1. Changes of R wave’s amplitude

on before and after medication

by Gamikegungtang,

2) REMBWR RERA Bt

leadl[ & R wave WEEE EX Btol
1.04 #+ 0.04»m, #ELFTCl 0.76 £ 0.057m,
BeE 3, 638 &% 0.83+£0.05,
1.06 +0.12m2 EslH ot HEHES )Y
Aom, leadlloM & EFHFCl 0.68 =
0.05mm, #ZERFTOl 0.40 £ 0,04mn, #ZEEK
3, 68 &% 0.44+£0.04, 0,59%0.06
w3 FERTO Hatel HEE 6B FE
P (P < 0.01) AA BEmEA

AVR lead FolA R wave 9] FiEfii= E
Rl 0.74 = 0.03=n FHEFTO] 0.65 =
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0.04mm, #HHE 3, 6 B/ £4& 0.71 +
0.04, 0,75 +0.04m= BMIII2L Y EE
e B2 5 AU

AVL lead koA & EET 0.33+0.02
am, REFIO] 0.29 £0,03nn #E3, 638
oll £4 0.37 £0,02, 0.42 £0,02mm2

BRIl st REK 3B ol=d A
BHE(P C0.01) A Em3tqd 6 B7HA
Fefgftyol Aok table IT).

SR B KA RS BEo= 3
Aew HEE BAE(%) L Fig.2st 2
=

Table . Changes of R wave on EKG before and after medication in .Gamikuyibitang

(mm)
Normal After medication
before
Group N _control .
’ medication 3 weeks 6 weeks
group
lead I 38  1.04+0.04 0.76 = 0.05  0.83 =0.05 1.06 = 0.12
lead III 38  0.68 +0.05 0.40 £ 0.04  0.44+0.04 0.59 + 0.06"
AVR lead 38  0.74 +0.03 0.65+0.04 0.7 £0.04 0.75 +0.04
AVL lead 38  0.33 +0.02 0.294+0.03 0.37+0.02% 0.42+£0.02

N : .number of subjects, value are Mean =+ standard error

% 3 Sta'tistically significant compare with before and after medication

(* :P0,01, *=:P<0.001)

(%)
80

3. myEkkE+ WBC. RBC. Hb. Het off tj

—C— lead I
—— leadm 3k %g ‘
VL ead 1) WBCel B |
] ERBe] WBCE 6.6 0,29 X 103/md
olRony, MREEZSEIK HEFNA K]
401 6.8 +0.31 X 103/m3 . #HHE 33, 6
' Bl £4 6.5+0.28. 6.4 +0,23 X
103/mm3 2 WA G o} #EF sl
20 BENe BEed ¢ UV MEBRBK
BEBIAM = HEF 6.9 £0.35 X 103/a8
o . . ol R 3FEEE 6.7 +0.29 X 103/m3,
- 0 (oetore) 3 6 (aed  F¥EL 6 WHEAME 6.7 + 0,27 X 103/md
Fig.2. Changes of R wave’s amplitude o= EFT H3ld #EES 2 + AN

on EKG before and after medi-

cation Gamikuyibitang.

t}(Table V). £49 HRHENY HRE H
#Eog Qs ks BLK(%)e o
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=% Zth(Fig. 3,4).

Table V. Changes of WBC before and after Medication. (X 102/am3 )

Normal After medication
before
Group N control
medication 3 weeks 6 weeks
group
Sample [ 47 6.6 +0.29 6.8 +0.31 6.5+0.28 6.4+0.23
Sample 1T 48 6.6 £0.29 6.9 +0.35 6.7 +0.29 6.7 +0.27

N : number of subjects., value are Mean + standard error

* : Statistically significant compare with before and after medication

—a— WBC
—ua— RBC:Male
(%) |—=— RBC:;Female

207 |—o— Hb:Male

~—@— HbFemale

—{— Hct;Male

—@— Hct:Female
104

0
"10 v ¥
0 (before) 3 6 (after) - -

Fig.3. Rate of changes in WBC, RBC,

Hb and Hct by Gamikegungtang.

2) RBC9 wuigl

IRESHR REFA o] BF Es
EWEECl 4.47 +£0.41 X 106/m2 o] J3, &
BRiol 4,77 £ 0.11 X 106/mm3 2 EFHTR
o} %7 Emkor, BE 38, 6 Bkl &

(%) —an— WBC
301 —ea— RBC;Male
—a— RBC:Female
—O0— HbMale
—@—— HbFemale
—{3— Hct;Male
20 Hct;Female
10 1
o -
-10 T

L]
0 (before) 3 6 - (after)

Fig_.4. Rate of changes in WBC, RBC,
Hb and Hct by Gamikuylbitang,

% 4.86 £0.12, 4.92 £0,12 X 106/mm3
2 #ERl st FIGE EmE HelA
gsrovt, ¥ BB EEHFES 4.12x
0.63 X 106/mm3 , #KEFS 4.10 £0.79 X
106/zm3 , B 3@, 6 BEds £4&4.18
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+0.16, 4.31 £0.61 X 106/mm3 = FHELRE]
of st B 6 Fkol FEM(P0.01)
UA EmEtsict( Table V).

BEETS H¥oz KRB LR
Fig, 39 #d.

MERRERER BKEFNA BT HEEc
EERC 4.41 £0.41 X 106/mm3 ,  FXEGF]
o] 4,42 +0,16 X 106/m3 , B 338, 6

BN = £4% 4.48+0,16, 5.14 +0.16 .
X 106/m3 = REAR[A W3t && FEH

(P<0.01) A #EmSAt. &F EE
4.12 £ 0.63 X 106/mm3 , FxERL

= 4,14 +£0.96 X 106/mm3 2 #HERFIN
st HEH JYE(PC0.01) BME B
o, wE 6 WHEIAE 4.54 0,96 X 106
fnd 2 BFHIN Mt AEPE(P € 0.001)
o] T3ig EmME UEHYT(Table V).

BEETe H%oz AL KEHK B
tE(%) & Fig.3, 49 2o

Table V, Changes of RBC before and after medication (X 106/mm3 )

Normal After medication
before
Group N control
medication 3 weeks 6 weeks
_ group
Sample I M:17 M:4.47+0.41 4.7 £0.11  4.86 £0.12  4.96 =0.12
" F:30 F:4.12+0.63 4.10 +0.79 4.18+0.16  4.31 +0.61*
Sampte T ' M:13 M:4.41:0.41 4.42+0.16  4.84+0.16" 514 +0.16"
F:25 F:4.12+0.63  3.86 +0.98 4.14 £0.96* 4.54 +£0.96™"

N : number of subjects, value are Mean + standard error

* : Statiéﬁcal’ly significant compare with before and after medication

(*:PL0.01, *:P<( 0.001”)

3) Hbe] #{L

MRS B RET o] BT KA
= IE%ERol 13.9+£0.16g/d1 Rl
14,7 £0,37g/dl, &BE 38, 6 BRA=
15,0 £0.42, 15.6 £0.36g/dl & AR
ol Wdted <fzhel #HME BIou HEMK:
g FEY 4 993, &7 HEN= E
#Bol 12.0 +0.17g/d1, #ERpP) 12.4
+0.29g/dl , #H 38, 6 Bl &%
12.6 £0.21, 12.8 £0.24g/dl 24 B}
ohavid 2 BEATRTHE Emete g0

Aoy oAl HEHe BEY ¢ AU
( Table V).

MR BEF YA BT
B EEHe 13.9+0.16g/d1, HEWH]
& 13,6 +0.,59g/dl, &HE 33, 6BHK
e £4 15.0+0.59, 16.1 £0.54g/dl
2 BEFl st KE 6 Hkl HEE
(P<0.01) & #ME B¥L, KT
BREE FE#ol 12.0+0.17g/d1, KEH
B 11.8+0.28g/dl, #HE 33, 6HEE
e £4 12.5+0.33, 13.4 =0.24g/dl



2 RE 6 B®RANM FEE(P C0.001)U

¥ing el (Table VI).

ZRAOE SRS B REFF

st}

A= Hbel #(LE & < fUdod, mik

ERBR RENINE B, &k 25
fhol BERFT) Hato] T WME BA
t}(Fig. 3, 4).

6 8

Table VI. Changes of Hb before and after medication (g/dl)
Normal After medication
before
Group N control
medication 3 weeks 6 weeks
group
Sample I M:17 13.9+0.16 14,7 £ 0.37 15.0 = 0.42 15.6 = 0,36
F:30 12.0+0.17 12.4 £ 0.29 12.6 £0.21 12.8 £ 0.24
Sample T M:13 13.9+0.16 13.6 £0.59 15.0 £0.59 16.1 10.54*
F:25 12.0+0.17 11.8 £0.28 12.5+0.33  13.4+0.24*

N : number of subjects, value are Mean + standard error

* : Statistically significant compare with before and after medication

(* :PC0.01, = :P<0.001)

4) Hct o] 3L

MBREES B BT o] BT EE
£ BEF) 43.2 £1.10 %2 FERHER
o} ot e HEE Bion, HHE 38,
6 B &% 4.9+1.12, 4.6 =
2.20 %= HEET Bl o LRI
U gEMS B & AU, k7Y
e BER 37.5+0.77 %2 SA ER
B oHCO o e BEFCY, &E 3B,
6@k £% 37.9+0.53, 38.7 +0,63
%2 BB 6 \EANA KERA Wi F
BHE(PC0.01) A& #@mMS el
( Table VI[).

ISk BB REE] AolA BFY 5B
BE BRELRTO) 40.9 £1.47 %, &E 3 HE,
6 EEANE &K 45157, 47.4 %
1.68 %= #HKERF[A Hstd HEko) =T

AEME(P C0.01) A BME BAR, Xk
Fo] RS HEF) 35.8 +0.71 %, #
B 3%, 638K &% 37.4+0.89,
39.8 +0.68 %% HE 3WHE RENo
kel Bmsg o HEMNS RET S
UYT, WE 6 Bikol: AR Hald
BHEE(P C0.001) Y& BME BIYch
(Table VI).

PORE B R o] B &
WMoz stem REEY BER(%)S
Fig.4 ¢ 2t



Table VI, Changes of Hct before and after medication

(%)
Normal After medication
before
Group N control
medication 3 weeks 6 weeks
group
Sample I M:17 40.7 +0.57 43.2 +1.10 44,9 +1.12 44 .6 +2 .20
F:30 36.8x0,22 37.5 +£0.77 37.9 £0.53 38.7 £ 0.63*
Sample I M:13  40.7 +=0.57 40.9 +1.47 44,5 + 1 .57F 47.4 £ 1.68*
F:25 36.8+0.22 358+0.71 37.4+0.89  39.8 % 0.68%

,N : humber of sucjects, value are Mean + standard errer

* : Statistically significant compare with before and after medication

(* :PC0,01, = :P<0.001)

4. 7 FRE HI pE

1) Total cholesterol 2] /(L

IEEBES] Total:cholesterol fix= 164.1
+4.6mg/dlojlom, MEkEESHK 5
Bl lolA HERT= 207.0 +6.6mg/
dl & EFEF W3l stot #E 3
HHEs 184.8 +6.0mg/dl 2 HKERFGA M
sto] FEME(P €0.001) Sle BAPEHEY
o, MKEEBHK HEF AdME &

BAFjol - 218.1 £ 7.0 mg/dl o] Rlom, #HH
3 Bkl 199.3 + 6.9mg/dl, BEEE 6
Folle 177.0 £5.1mg/dl 2 #HHER H
s &K HEM(P 0,01, P<0,001)
A WP E YEFNEL(Table V).

BRER €9 REN &£RE KXo s
slen) #EEke) BEE(%) e Fig, 5,
63 2t :

Table V. Changes of Total cholesterol before and after medication

(mg/dl)
Normal After medication
before
Group N control
: medication 3 weeks 6 weeks
group
Sample [ 47 164.1 +4.6 207.0 £6.6 184.8 £6.0™ 171.1 =5.7"
Sample I 38  164.1 +4.6 218.1+7.0 199.3+6.9% 177.0%5.1*

N : number of subjects., value are Mean =+ standard error

* ! Statistically significant compare with before and after medication

(* :PC0,01, = :P<0.001)
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Fig, 5. Rate of changes in Total-
cholesterol, HDL- cholesterol
and Triglyceride by Gamikegun-

gtang

2) HDL-cholesterol ®] &4k

MERESHR HET o] BT 5558
= HEFICl 34.0 +3.15mg/dl 2 FEHEH
B e HEew, BE 38, 6 8%

e &% 39.7+2.67, 46.8 + 3.34mg/

dl 2 HEF st F318 FEME(PC

0.001) Y= #BME BRIt LFo 8
£ KERfel 38.5 + 55mg/dl 2 IEWREE

e HES JEeilxn, BHEH 38, 68
ol &% 43.0x2.15, 47.9+1.96mg
/Al 2 BE 3 EEIE BHEEe BED
T Ao, 6 BN FEE(P0.001)
UA EmEHch(Table X). #EFIS #H
#o 2 REMKS] BEE(%) Fig, 59
Eig=y '

MR BEF] o] BTl 5558
= #RERi°l 36.2+1.97Tmg/dl, 58 3
B, 6 @BEANE £K 43.0 £2.71, 47.7
+2.17mg/dl 2 FEF] sl 8& F
EM(P 0,01, P<0.001) &= EME
vetdoh &Fe 5E8v HERiel 37.6%
1.74mg/dl 2 EE#H 2o 9o, #
B 3%, 68H®HIE £& 41.9+1.73,
45,5 £2.10mg/dl 2 #HE 3@+ KA
AiET #msle ZEoldoey FEMS R
L & A3, HWHE 6Bk BRERT
B} FEMHE(PC0.01) Ue BME 1Y
t} (Table X). . o

BRERNTS H¥Eo 2 HAKY BEER(%)
& Fig 63 ok |

Table X, Changes of HDL-cholesterol before and after medication

(mg /dl)

Normal Af ter medication

Group N control before
medication 3 weeks 6 weeks
_group

Sample I M:17 41.8=+1.03 34.0+3.15  39.7+2.67"% 46.8 +3.34*
F:30 50.0%2.01 38.5+1.55 43.0%2.15 47.9 +1.96™*
Sample II M:13 41.8+1.03 36.2+1.97 43.0x2.71% 47.4+2.17*

F:25 50.0+2.01 37.6+1.74  41.9 +1.73 45 .5 +2.10%

N ! number of subjects, value are Mean + standard error
*  Statistically significant compare with before and after medication

(*:P<0.01, = :P<0.001)
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Fig,6, Rate of changes in Total-

cholesterol, HDL-cholesterol
and Tryglyceride by Gamikuyibi~
tang,

3) Trygly'ce'rides’—] AL
ERBE tryglyceride X 99.5 +4.4
mg/dl o] o 0], MOREEZS B HBHEEC]

ol HERFN 155.6 £11.2 mg/dl &
EETF W3t w2 #REIeH KH 3
Bgoll= 141.1 £8.,5mg/dl 2 A3
o FEHS RET + Y, RHE 6
HHE= 130.0 £ 6.9 mg/dl 2 BEF] &
sled FEM(PC0,001) e BPE HY
o},

MEREMGH% BREF oNE  BER]
o] 155.1 +8.lmg/dl & FEH B =
2 #ERE Bioy, BE 3 FHKNE=
138.9 +7.8mg/dl 2 HEM(P (0.01)
NE BPE Jehdon, & 6 BEdE
134.7 £ 6.6mg/dl & HERjY) H3ld F
B3 B4 (PC0.01)E B¥on, #5 3
B Wsld AEES B & (9
(Table X).

RER £E KEN ERE E¥o =23
Aev HEHE BEE(%)2 Fig.s5, 63}
2},

Table X, changes of Tryglyceride before and after medication

(mg/dl)

Normal After medication

before

Group N control L
- medication 3 weeks 6 weeks

group

Sample I 47 99.5 +4.4 155.6 £11.2  141.1 +8.5 130.0 + 6.9*
Sample T 38 99.5+4.4  155.1+ 8.1 138.9+7.8" 134.7+6.6

N : number of subjects, value are Mean + standard error

* I Statistically significant compare with before and after medication

(# : PL0O.01, #* :P<0.001)

5. Bile acid o] ¥3} g2
E##S Bile acid= 3.1 0.2 #mol
/1 olRon, MIKESBE LREFF 3o

A BRIl 10.5 £0.9#mol/1 & FEEH
o H3ld 2 HEES Jedov, #FH
3Bl 7.8+0.6 pmol/1 2, IKHE 6



HgE= 5.5 +0.4 #mol/l 2 HRERN
sto] 2zt FEM(P C0,001) JUA B3}
Ak

MSRF R B REF oM = KEN
o) 4.4+0.1 tmol 2 FEEHRT A7 =

S BN, RE 3BEHZANE 4.240.1
rmol/l 2 BAsRoW FEMS Qe
o, B 6 KNS 3.8 0.1 #mol/l1E
BeEggol Hated FHEME(P €0.001) UA
B3l oh.(Table X).

Table XI. Changes of Bile acid before and after medication ( #mol/1)

Normal After medication
before
Group N control
medication 3 weeks 6 weeks
group
Sample I 47 3.1+0.2 10.5 + 0.9 7.8 +0.6™ 5.5 +0.4*
Sample T 38 3.1+0.2 4.4 0.1 4.2+0.1 3.8+0.1*

N : number of subjects,

value are Mean + standard error

* ! Statistically significant compare with before and after medication

(*:P 0,01, #:P<0,001)
6 . OpEEE (Cardiac enzyme )l %3 &
-t

1) ASTS %1t

EXEE ASTEE 18.1 +£0.5 U/LgeH,
TSRS BHR HETF JoiA BERj
0.0 £2.7U/L 2 xSl Hatd =e
FRE YEidlon, &E 3 @K = 34.3
+2.4U/L & BPadou HEfEe A
o, HE 6@#EolE 27.9+1.0U/LE &

Rl Hated HEM(P C0.01) A ®
£ B

MeRE BB REFA JAdE BER]
of 52,3 +4.1U/L #5t 3FA= 33.1
+1.6U/L 2 HEAA Hstd FEHPC
0.001) BAE B HKE 6 F\EA=
95.9 +1.2U/L2 H&EHE(P < 0.001 )
3+ ( Table XD). o

&

Table XI. Changes of AST before and after medication
(u/L)
Normal After medication
G N trol before
roup contro medication 3 weeks 6 weeks
group
Sample I 47 18.1 £0,5 40.0 =2.7 34.3+2.4 27.9+1.0*
Sample T 38 18.1 0.5 52.3+4.1 33.1+1.6"™ 25.9+1.0"

N : number of subjects, value are Mean =+ standard error
* : Statistically significant compare with before and after medication

(* : PL0.01, == :P<0.001)



2) LDH<9] #{t

EETES] LDH{EE 341.3 + 7. 1units
o, MIRESHE HHEN Aol #
BEROl 437.4 +25.9 units 2 IEEB BUh
= FEEMEES 247t &#E 3 Fk
370.2 = 13.8 units 2 HFEM(P C 0.01)
A BWPE BfleoH, KA 6 Bfd=
318.6 9.3 units & FEF (P < 0,001)
BIS A

MR FEBE REF YoM E BERFT
o] 463.1 +18.7 wnits & FEEHEMES Y
ot BB 33, 6EMK &K 382.0
12.6, 330.3+9.3 units 2 HREF) v
slo EE&ENZ HEME(P <0.001)
NE WAPE BJTH(Table XM ).

BHRK £4 BRER SRE HEo=
e A%k BMEER(%) S Hdsdg
t}(Fig.7.8).

Table Xl . Changes of LDH before and after medication

(units)
Normal After medication
before :
Group N control '
- medication 3 weeks 6 weeks
group :
Sample T 47 341.3%7.1 43744259 370.2+13.8% 3186 +9.3*
Sample T 38 341.3+7.1 463.1+18.7 382.0%12.6" 330.3+9.3"

N : number of subjects, value are Mean + standard error

* :_.Stétistic_ally significant compare with before and after medication

" (*# :PC0.01, * :P<0.001)
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Fig.7. Rate of changes in AST, LDH
and CK by Gamikegungtang,
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Fig. 8. Rate of changes in AST, LDH
and CK by Gamikuyibitang,



3) CK9j #{t

RSB REFEY ol BT 5
123.8 £ 19.51U/LZ EHEEE
£

R E IR

Hoh =gkow #H 3, 6@kl

69.5 6.2 IU/L 2 ®A 3%
6 Bkl Me RENRD FF
HE(P<0.01) Q& #AE AT 79
105.0 £13.51U/L =&

84.4£9.6,
o, K3l

Hife REF]

Al EREERG Eton, KE 3H,

B &% 76.3+13.3,
/LE 2oz BAsldom %3] 68
ol ol FEM(P C0.01) YA B

3l ( Table XWV) .

BHEAS HEgo 2 sIlod KEMK &

63.4 £8.31U

feske

0.0,

[es]

g ZFo] B8 QoA KELRTO]

= KERl
HiEw ot

Fig 73} 3o},
ek EER R B EEE

Rol B 58
130.9 + 11.81U/Lo2 FE#
g3 ke, HHE 3HE,
Bl &% 96.0+9.8, 66.0+4.71U/
Lz EFe Wstd 25 B EM(PC
P<0.,001) = BPE BYoH,

103.2 +

6. '10.0IU/L2 #HE 33§, 6 @& &%

67.5+7.5,

Table XIV. Changes of CK before and after medication

57.9 +3.91U/L2 #HER]
of W3t =5 FEME(P < 0.001 )] FH
& WA E BT} (Table XV).
H#og 9%
Fig, 87 #d,

BHEFTS

m fREKS] BIEK(%) &

(IU/L)
Normal After medication
before
Group N control .
medication 3 weeks 6 weeks
group

Sample T M:17 66.8+4.2 123.8+19.5 84.4+ 9.6 69.5 + 6_2*
F:30 55.1+4.1 105.0 £13.5 76.3+13.3 63.4 + 8.3**
Sample T M:13 66.8 +4.2 130.9 +11.8 96,0+ 9.8  66.0%+4.7"
F:25 55.1+4,1 103.2 +10.0 67.5+ 7.5 57.9+ 3.9*

N : number of subjects.

value are Mean + standard error

* © Statistically significant compare with before and after medication

(* : PC0.01, = :P<0.001)
7. LDH isocenzyme o] %3 £
LDH® Btk S HHE7] 913 LDH
isoenzyme 23S TS R 92
Eig=
1) MSRESEER KERFA &R
LD; o] fS&Elhe EEFNAM 26.69 +
0.49 %, ¥EF] 24.69 £0.69 %, #H#E 3

B 27.51 £0.62%, BE 6@k 276
+0.72 %= HEFA et @mshs &
S B3, LDy o] S4Hle EFTFINA

34.79 +0.38 %, HERT 33.90 =0.52 %,
BWE 3B 35.53 £0.68 %, IR 6k
35.19 +0.53 %2 LD, o wl&slA  #m
e BHoller, LDyo H4Ele EEE



ol 22.57 £0.36 %, RER] 23.45 +

0.39 %, ®&E 3\EH 22.31 £0.68%, &
B 6FE%E 22.61 £0.68 %2 £ BIL
£ 28 4 AUed, LD, S HEle EXR
Broll Al 8,66 + 0,28 %, #XERFNE= 10,67
+0.34 %= B 0 2 FERHEY
o #E 3\ 8.39 £0.52 %= HWHE
Aol Hated HEEE(P € 0.001) JeWY
E Byow, ¥tk 68 8.21:0.40%

Table XV. Changes of LDH isoenzyme before and after medication in

2 HE 3 #EE W e EPE Y
EbWiA] oigkth LDg o &l EEHR
7.04 £0,28 %, KEFI= 7.28 +£0.51
%, #E IFEE 6.20+ 0,40 %, BH 6
Bgole 6.18 +£0.39% & &% WA
oy FEMS gt (Table XV). Mok
S5k HREE] LDH isoenzyme HEILE
Heoz sgleu) HAEMK BLEE(%)
Fig.9 9} 2t}

Gamikegungtang (%)
Normal After medication
Group N control before
medication 3 weeks 6 weeks
group
LD, 19 26 .69 = 0.49. 24 .69 + 0.69 27.51 = 0.62 27.64 = 0.72
LDy 19 34,79 +0.38 33.90 £ 0,52 35,53 £ 0.68 35,19 £ 0.53
LD3 19 22.57 =0.36 23.45 = 0.39 22.31 £0.68 22.61 = 0,68
LD, 19 8.66 =0.28  10.67 £0.34 8.39 £0.52%  8.21 £0.40
LDs 19 7.04 £0,28 7.28 £0.51 6.20 = 0.40 6.18 £0.39

N ! number of subjects, value are Mean + standard error
* © Statistically significant compare with before and after medication

(*:P<0,01, = :P<0.001)

{%)
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Fig. 9. Changes of LDH isoenzyme beforr
and after medication by Gamike- —18

gungtang,

2) kR ER RAFNANY &R
LD, 8 A #lle TEHEANA 26,69 =
0.49%, &HE%E 30.63 +0.65%=2, HH

3 BH 27.27 £0.87 %2, HKEFA FE

B EEOIM R 3EE ER REA
2 BEE(PC0.01) JA BAsIoY,
B 6ENE 27.24 £0.75 %2, B
g BLE JeldR g9kt LD, 4&ll
© EHE 34.79 £0.38% Bss 36.96
+0.66 %2, BREFS FEEFH] HE
A REHE 3 36.00 +0.59 % LI}
A9 fiey, e 6 FHE 34.89 +0.39
%= HERF Wl HEME(PC0.01)



QA WAk LDz S#ilhs EEH
ol 22.57 £0.36 % #HEAT] 0.33+£0.70%
2 #E 3H, 6EH® £& 22.71+0.51,
22.76 £ 0,54 %= IEFT] sl ok
of o3t Emsle HFHCIed FEMS
RET = Aok LD, = FEEE 8.66
+0.28 %ol BERNT 6.87 £ 0.47 %, #&
Bl 38 0.08 £0.42 =, HEF] H3}

o Mo 2 Winshe HMoINaH, LD
o] @l EETE 7.04 £0,28%, #H
Bl 6.12 £0.49 %, &E 3@/, 68
%% 5.86 £0.54 %, 6.53 £0.56 %2 &
W3k FokvF Q1B H o (Table XV).

IR BEE] LDH iscenzyme 4
FE H¥oz 3w HEES BMEX
(%) Fig,10 3} #t}

Table XV. Changes of LDH isoenzymes before and after medication in

Gamikuyibitang (%)
Normal After medication
before
Group N control
medication 3 weeks 6 weeks
group
LD 15 26.69 + 0.49 30.63 = 0.65 27.27 = 0.87* 27.24 £0.75
LD, 15 34.79 £0.38 36.96 = 0.66 36.00 0,59 34.891—0.39*
LDg 15 22.57 +£0.36 20.33 +£0.70 22.71 + 0,51 22.76 £0.54
LD, 15 8.66 +0.28 6.87 +£0.47 8.08+0,72 8.56 + (.42
LD; 15 7.04 +0.28 6.12 +0.49 5.86 +0.54 6.53 + 0.56

N ! number of subjects, value are Mean + standard error

* I Statistically significant compare with before and after medication

(* :P<0.01, * :P<0.001)

(%)
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Fig 10, Changes of LDH isoenzyme be-

V. & &

e AEBEAKRIDA “BTHhE @B
B kA ” ol gteled £aiEDS BXK
o2 jfel MR XHsIPomM), T
e wa - BMSRS XSS AfBEahS
Mgt ol g} 3} 0)90-92),

el BEm Ele Koz, &N &
BZrgol #&aso BRAH, £84E K
gl B BEfHhos Trdol Kk
ERe EFE e el ol Folx 0

fore and after medication by —19—

Gamikuyibitang,



B w3 me AR 1 B A
o2 MEKFEHCE AMe B ol
FolA, A-BW-H-F-F-B-B 59
BHEECl ol Folx g Fikdcho) uwg
A BEBERRI “BEsE, kb
T”elgt Ao, ole Z W AWM=
A7 Ho} stte] @A) e
3o ohg e o] £REBS TFIE
7 €8 oujdes,

EF RSO S BT, BHERFTGLE
0”2 “HHEKE” FHES g3y &
Mzl HEB/7} ol FolA Kol m=
£ S L3l Aoz I | ol
BENo 2 Kol FHAM migel s
A& BRsle Rez @YY 39 m
& KB BERE Bool RILEALS &
sted &S, 0>« BF - BIF olo] BHES)
of && EIT (), FRk (M), S
M) #EESel me ER4EIES ol HE
Bigs #\Es FEY mis deid o
€] 91,92)

53] Aol “.OEIR, BREW” ol
gl ey, Al me wmiEDe H#r)
5] 0]44:92) | i) fEAEC) me] Rl &
83 HHe FIFL LI,

ety A8 BWEE 25 02 RE
B2 WREREC 2 4ol RiunETS 2869
Q BEREEE b REv 0, Fgol #Mike
AT o 2N HmKES BENTL g
A Ut

fEfhe RIRE2D O “.OHhiEE LS ”
fERR REHO 2 Okl Hoz Hwsldle
U, 80 s “DHEES), BEZiER 7ol st
o fEthS BARESHAl HES LXK R

=
=

B el Agic}.4,13,14,40742,95) Z  4E -

fhe ol WAl Bty Biksia FRe
=78 H&9 Joz MHT + e E
Fe AdFoz =7 R BIHHI

fEFel FRC 2+ (OiEfik311,15.47),
AR JL6446,94,95) | A kEh47), T HAF
Fale3) | gk HE5.45) , [ JRAEH 22047,93) 5
ez & 7 3on, %3] BERLOMmE -
gk Hifn 5912,13,40,43,45,61,95)2 £
wERe 2 Bk,

BN 2= (LI (palpitation )
o8 REHD Yoy, 2 K BiRe
2 NE HBRMEEFAERI Y A8 OB
A T B/EMA RE¥oz Kae]s4.6L.62)
ORI E BEold, LMD = O
HES] 8ol &3l dojues HEERS
2 gajA Qr}49,63,64,110) 4ES] KM64) o4y
W AR o FERHRN R (stress)o
2 A& o] BFES Adrenaline e oo
ol Lk KOl Bmso] At T2
Al fERCl veEldT e, FF563)
S B RE FEsls RIK TSR
(hybothalamic centers )ol] ¥3 AKEHE
9 WHiER BB BBkl S sl
ol & .LETLEEERY 2 WA Bl
FE HEWERY EREnE JEldso
B EBREDS ¥kt Roz Yz
K3 M2 = BUMEES BIOR 08
WAB " o {EMERS =714 "o sge
Y, ole & WA o] fEtpe] £E
3 HEERY & Bk 9.

U7l BREES £ MY stress
2 Q[ OpEREel |mstn e KiFe
2 oly mEEMos LiffES 2 mks
kst d el fEMEY ZEEo= A
Z}E] v 1,6,19,46) | T3 (RPELTRS WO =



UElU = BIEEY (stress ) 3} A 4759 75
b2 43l mBMmiES s NI ki
DEEBl o7l #Fiol] 9o 105,107,108)
ol BMEEMo 2 BKEY BRmE KW
fEMREES] S ZEEo= ¢4dA Utk
30,33,37,54,61,62)

MERESE e o] KEFT B/ =,
FEEHOZ TABEMmMstY FFE%o Uz
AP, BEEe RIY 3, =3 F
%¥55, #iE, BERS BEID ik
AR AR B AmEN K
HES AWEY FHT HARKSE10,100)
shal, R EEE LR 38.86,99) 51, FA5K
S FTAFIEFE-10D | DB fEHTIE S 2439
53,100) | Fft e PRIRMELME86,100) | [ By =
RAbgeloo,100) | J[Ee [T HLH86:99), H
He HBagseon, nge TR
o) | E¥Ee fTRBMmFEse.102), KkFe
HEIENE9.102) | AE L fRRIGHK102),
KES #F BFEs6,100) 3o},

K HRAAN = BHF A= JE fEHE
BE mkESEH Bh BmfafiiElE
Fi53,86,99) & HEyo 2 EIES \slxu,
O RIMEF9,100,102) & 711 E3EL M3
ou], BREX ik K AL 46,53,86,102) o HE
WE matd FA AT, Frfe 5
& BE ETFAZ AWV Ja #ABY
E7F Hslez gEH, AEEe, A&
B3 BN BR FE HiEE REAT
KEAR FEHBRRE 5 gHste=A
o2 Ry,

FEB B2 Moz WHIT BH
o2 BEBER OBE @3l OHEMmE
2 [t s, {ERe BRIo sgoen, &6
= BBz BmE Bg3td BU FmtR 3

o2 Arle mFE BREFT R,
O #% OOTIE 5 EKES10,16719,32) 0] HE
el gl

g HHEs AZ .-G FEe
BEARE Bl OLMmMZIES #WEAIIN A
K - BE - BELC - EBA - EFB<= #0
i, MBS MAES, KES BEEM
o SR 25 FEEM - ROEW K
Bee VeI 3 ) U}16,48,51,52),

AHEAN = Ll FRSZ fess fE
E BEANA HEBN Aol g S
fnstarioz) | @pRIiEREm faaesl EXS
Rtk F Al RE®HE Mt s?) f
Baddh ClmAR EES OF BE S
fEE R BmERY SREIR Geffi EF
B RMEE o2 Reo3)

OEE fEe TER W Ol KR,
WERBIRRES 28] HES BBV
= A 26 £ lead [ FHE7F S5mml
T KEERR OHERE BRI v
DER WER MRESBR KEFES le-
ad [+ lead M «AVL lead wto] R¥EZH7} IE
BHEY @3ton, o] 71 lead [&
BERTEE ] (b7 iU lead [+ &5
3 Bkl HEME ds BMEs R KRE6
BHEAA —EstA FEEien, AVL
lead off lojAl &= HKERTAN Hidbd #&H 3
B, 6:8%A ASHA E#ME BAG
(Table I, Fig, 1).

MR REEEe KEFIY  EKG
BENAN R HEe E57F EET @GEL
Tsior} lead T, AVL lead Yho] FEHF]

o AEE Ut BME B lead &

KE 6 BH®AAML FENE J= BME Y
Bl oy}, AVL lead = #H 3 HEk 8



MY AL 2JY(Table I, Fig,
2).

wetx MRS B, MRS ERBR 84
B 25 oA fEMEES] Tl el
lead Il - AVL lead &S] HME R3S
o] %3] AVL lead |-9] BE3d #msE U
ERllcl o] HEE2 ZF 5289 AVL lead
o] BhiEY 8l mpel 2E £/
dote #WEel —Fete Joe ulfo £
B tEtdel HWI HBES fURel W A
ez BHES K HEAA azdd +
Ach

Aol B —KBE=4+= &3] RBC,
Hb, Hct € HlEsles Aoz 484 vt
10,113) | K pHzee] m#kgE LolA  mek
ESBE REHe BT RENEN EE
B le Bt d2lem, kTE BE 6
kol RBCe} Hct glo] HME XMooy
2o s BmBA B FEbe A
o} (Fig. 3). :

MSREBHB RS WBCO SLE 2
4 gigley RBC, Hb, Het A= B
x 25 WERiC] Walod HEKk &4 F
B s BmE RAL(Fig 4). Z2D)
& RBC, Hb, Hct7} ERFERD HeA
e BuARE Rmel BIY ey, u
gA MSkERGE BEFS BmfEE
e =3 & T mEsE Hisd
€ fiEthe m#Ee BFREREED WY stod
BRftHhe d3sA sridst oEHEs
OHEBECL Bt =Y old ARMe R
tEtpg RBastA g ok Amel #H3
EREe fEHoE2: BREC mETES
EFERMmMBoE KBS o818 MBETHS
ol KT wEm BBl B # i 2aEol

BRZoz BEEG). o= HGEE A
Bh g2 [l - KE-ERE Sol HiEm
BRHS HBAN I MEERS BT
I FHEERHE °1FA e FESD A
A2 gl H KEES HE MBS
Ql H%=, Hirata F116) 2 MHMpZ¥E &
ZIAAM HER BME W9, F2U=
TRIEBHEAN Jol HBHEEF OEITE,
Wi2s) & BLUEEANA /MRS fEIEe B
£ HAY 3o HiRET mmiae #
1t FABRMES ZmEHSIICL oA RES
Rif2=2 3l RBC, Hb, Hect {f9] —x3
BmeE 2 mu%EEEe mE=s KNS HE
HEER S FIREES 2 3te KRBl &
g Aoz BEH
EfRifEe miERERSY o2 Total-

Phospholi-
pid, Free fatty acid 7}- 2 ©|65+67) i
Cholesterol B9} Tryglyceride [BEZ}E
fRmfE o] HHeol s ojgir}ios-107) 7
BiifEe BEKNez EHERFEK, BHE
W, EntECREBSY QAT BBl
oo los,11l) | g BEAC K= &
EEREEY] 8ol 3 HEigmiEe]l ®el 4
ehdr} s, ol & MmO BERE
B BIREEME OB FAA Ha 9
©1}10%,109) , iFzko] 4] Coffman S121)
7} Gordon ¥ 127) & HDL- cholest-erol o]
BRELY: OB RERTE W ¥,
HDL-cholesterol o] gmdtOEESRS 7}

cholesterol, Tryglyceride,

3 FEY faREHs FEGa ivheo,17-119)

BRAMNE & §77 & 579 = HDL-
cholesterol o] B)R@E(LIES By, LAl
71t} 39}, ol HDL-cholesterol ©]

Cholesterol o] F9 3o ¥R S BHiLst



AU Fui o 2 BE] Cholesterol BEE
AN o 2 BIRE/LES BFsie B
S BHToz d2A deomsl), rey)
olotg e B YR e CEREC BiE BiR
< BES #EBERCE Au glr}r6,103,123)

FH RUDe BEENOo: HRMES
wE, Kielzt sty ol 2 BRAS
ool &S H siitiaeER e B4 ely
EmPEGCREB7ZIA FREALT oY,
ol FHhAFet HEHRHE B4 EMW
B dAFGn & ¢ YA

AFEAA mpIRE H3 Eo= n
BREEE R BELRFl Qlo] M # Chole-
sterol {2} Tryglyceride {i= ERERTH
o RERIAM A% 3B, 6B &K F
FHEUA At o, K3 HDL-chole-
sterol fiE EEHEC 2o hpgolr B
F= & 3B, kFe KHE 6 B
HEE Je BpE Ruh(Table I-X,
Fig.5).

MR GH®R HKEME # Cholesterol,
Tryglyceride fi RF7} HEF[) ERTE

F& HRRBIA HEEE 338 - 6 @&
&% HEME s B E 29or HDL
cholesterol {ix #EFj] H3td BEF=
BE 3BE e KHE 68 A4 F
B e EHE B9 (Table IFX,
Fig.6). 2o 2 MKESHK WHER
o] MmwHiEES [EiEHRel =ghon, sl
BRESH® HEEE 519 HDL cholest-
erol fAx IRELRFT il HE 338, 6
Bkl £% BHET LAS RHc(Table
K).

ol MREEBETT MkESHY KB
FafEMel Holdg FERsles Aoz sk

froc )

BEEe W - a5 B T BmisfE
Ao B BEF-BE-RE-KE- A
B 5o BER - HBE - BEFERAY BER-
NE - &259 BO - TR - FhEe =
Aoz AAdY, watd mMRESHS
HRMmES 2 FRE= mmtE OREKE
FrieE s BETo= MENY BiE
RS 7108 & S22 BHEH, K3
inskEEEEo] HDL-cholesterol HE FF
QA ERAITIE HEERIE ol WS
gurgslTes Aoz Hogzio,

mEEtR lee BHaowblkeld i
MR ER OEA EBBRERCE KSR
ELAS BHdle Aos &£ FRER
B 2Zsts BEs HHSD 2.8,
3] #59 = BRELKHEC] OEFEY 2ES
o) K55S| JREF&olv HHERIERS ! LI
Rl BES HFRAIG oy, BT
#5560 = DB AC) fgEikel B o &
FiEZRS BRE RESAS ol O
W AR EE7155:60) o) zEfstd WOIR S FRIKR
shed BERY BRRS #EF e Ao
2, Mgt Bilee FiEEREel OEEK
Be mEsked oud HEHS eXE
Yolrr] Aol Ak

A AN iRt EY B A=
MRS GR KEFe RENE ERH
B} ¥ FEIERME(10.5 = 0.9#mol/1)
olgjlout #E 3@, 68k AFHo=
BEME Je BAPE By, MKREEBK
W RERe REN ER&EANAN RRK
Boste EHAS RAAT BKN Bl
Ath(Table XI) . ol2 S BELMKESE
W RER BE oM ERMmE SAK
Hoz DREET olgal FFiEERH &



WS FEfRstY 913 Foksle Aoz
RESSS ¥R vl -a5g- B S
o] FMEFERY BET - KBS BE -G
8] - (b FaEEol kSt Pertmee) EEME
el olgto 2 QztEY, watd sk
Be LERRF HWild Bl %3 OB
/e 2 R BEHEE RAE ¢ Qe
BFoz BHEsolx,

OFHSERERTES Ay s O
% AST, LDH, CKE JIEs #£2,m
REEBERYT MKESBE 2FAA EE
HEY =2 FEBGES 2lod, 08
BE Ztztel T wifrsol 8 LHE
EERE Holx AN qH65.69)  ZfEpyo
2 mm OEERBS HRE £ APk
MERESBR REFS] ASTEE BER)
et & 6 @&k FEE A W3
Ro.m (Table XII), LDH = #E 3,
6 B A B E HY(Table
X)), CKfEix Bk =5 KHE 6358HK
AEHEJE B E ek (Table XV,
Fig.7).

MeRE B X HEPES AST, LDH, C
K 25 #ZEfi Halo HKE 3 HESE
Bl 6 BEA FHENY BPE BJTHTa-
ble XTI-XV). £fkr90 2 Mok B&Y
eRERE REN 25 OBEEE B
om K3 MkEMBWE KEPA O
£ 533 B4 E yeldo(Fig.8).

olg Fadld By MkEEEol OF
kel miikRekE AHY S Fkas
Aoz S METH MEMES &
§89] Energy <l APT S 45 ¥ iEHe
Bmate Aolala BE HEC vlFo] i
REEREH MRESEE OUHAMe mhE

g —EsHA WimAlA B iikREE sEsA)
ston, 3 HEmET EF - ¥EEs
EEMMmE EX2 TR BEAT
I LY BEMRE 2o SRBIREES
RO FRsiths HE®E Rol mkE
Bl ®mbEOEREBS OFARN FHHst
A fEAsle Aoz BHYET U7 O
B AST O} CKoll BABE BHEHIET-7)
2 nFo] ML EMERS FHER
o2 dojus HMERINE Mol s
vEE 5 Ao

LDH isoenzyme ##9] FZ= M &
LDH EtEfize] BEES 562 Bew
iR Db A =80 £5of
ERKMEES S M LDHE
o2 H#EBE] BIFS # 4 isoenzyme
9 BHE v 8 BRI/ ¢EA
2EH HET 3A U655, £75)
< FFEEERBANA LDy, LDs o EME,
& T LHWEES 28 LD, 4#
o BEMS Ui

ARRFEFERANA MKES B R
UA LDy ¥ LD; = #LEFI ERTER
o 2Tyl HE 8] Emsle M
o2 ¥/l fien LD;, LD; & HER]
of IEEHET o REBAA REHE B
dQou AEMe %z, ow LD, o]
BREFY FEEHECT 3o RRBdA
3FETE FENE A BLIHo |
6 e = AENE e BP S 25 ¢
JcH(Table XV, Fig.9).

MBRERI B BEBl Slo] LD; 3} LD,
v BREFEY 22 REBIAM BE 3#E,
68tk £& AENE Jd= BLES BYo
LD3, LDy, LD; = HEFiEE ¥UE F

isoenzyme



B e #RE 25 UATh o1e #

B= LDH isoenzyme 438l Fixzii#ess,122)

o8 Mol jmkEEE Bl LDyt HEE
FrigEs B Hst fFHS Fikstes Aoz
&) Sl BERK 2 EAEY
BT S, @b g FATS #iA
I —FIa & 5 Uvh EIT MkEE
#ol LDy 3 LD, o fEAES OIRERSERR
3 mEEB) EFATS dnsle Aozm
gha msREEG S EmdE OBKRE R B
mifEel JaEEEeel U&= BEdErh

Bl kel HEERE #astd OBE W
E ol SRR GT MKEEE ZTAVL
lead [-9] R WE{E7} —Es #nES R
A A & £ {Etel BT Hbgol £
2 MRl FRATeE AL A MK
E L mskEEEe Amd B FEHE
fEAS JElA gtou, ik B
—Ed AmEES] s Bo mEr
Rez W fEthl FHTS 45 AATH
miBRE W3 PEOZ MWHESE, M
REERE 2T AEN Jde BRE 2o
o], 5§3] ki E<e] HDL-cholesterol
of e BES fFHS T%“H“ﬂhﬁ°i FEE
He OEERY FEES €5 UG =
3 Mg Bl B3t MRES Bl AR
M e BAOE 2o REEEC OFEE
TR ksl {Ehel B3 MEH B
wEme ARk JAeS IBE T UYL
o, (OiEEE HaldAMe MRESE, R
EEE ZToA FEMIE BLE B
F U en K3 MREEE fERHC Y
S FRY FES OHY FEEES B
710] LA RREEE HwEIE FHCEA
zZ}er 4~ 9J9lo vl LDH isoenzyme & 43

o

oA MBREEESB S FRIEE R A, Mok
Emge OF 2 MmEKE —=stA fF
BEE & F AU

Loz wjFo] Hol {Fthe DLigmtk-
GIARR - B A - KRS - MIRRE S
o2 BAY F Ao ZECIA MmBEr
ol kel HFME #Rdhe HfRE uIT
F A en, &3] O RRRES OF
HhHEel Bkl BEK wES ZW €
F dEe XE Ris "YWL + AU

V. ® ]

fEfdo] $3h mMRESHI MRS E S
FERES #BES A By Hstod RES
R = 3 EKERE 9 BB BEE T
BRE O 22 HAZ AU

1) OERE A mRESHER RHE

T MRS EBW BREF E5olA AVL
leae |-9] R FEfE7F H8M UA #mst
Ak,
2) myEgEANA = MR BRBR &ER¥
RBC, Hb, Hct fd7} FEM: A=
S BRou, MRESHR REFS 25
BEHS JAE + AL

3) MIEEEANAE MRESSE, Mk &
BB BET T ¥ Cholesterol, Tr-
yglyceride ] HEY 3= B4t HDL-
cholesterol & HEM: U= WBME & +
AN o H, K3 MIRESE KETANAN
HDL-cholesterol ¢] FHE3 #BME & -
AT

4) MEETES MKESBR KET
A F8% FHE vod, MKRERER
BRI = BEE ZEed & AJgTh

Wt o



5) DFERES MRESYE, MSRER
B BREF BT FH HE Bon,
3 MGRHBEGR BEFANE BES R
$& el

6) LDH isoenzyme 4£EolAl mekiEs
B BEFS LD, , MKRHEBK RHETF
o4& LDy, LDp 9 5313 WA E JE
Wt

Bk #R2 v Fo] {EHhER MRk
BB FIRERE BEGREA K3 HEN
] BEHEES, MKREERES LR
%3 O EHEEE #BmI S 45 A
oy, Ltk A&l ESE - BRE K
A3 B el mekhde] HEHRE B
Rkedu gkg
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ABSTRACT

In order to observe clinical effect of Gamikegungtang( k&R )
and Gamikuyibitang( mSkEE% ), 1 reached following conclusion through
the clinical pathology and physiochemical investigation.

The following results were obtained.

1) The amplitude on AVL lead which is observed in ECG was
increased significantly both in medication groups of Gamikegungtang
( MBREEESS ) and of Gamikuyibitang( MSREESE ).

2) In Hematology, the values of RBC, Hb and Hct are totally
increased in the medication group of Gamikuyibitang( MSKEFHE ), but
aré not in the medication group of Gamikegungtang( imskiEEFTE ).

| 3) In serum Lipid, Total cholesterol and Tryglyceride are signifi-
cantly decreased and HDL-cholesteral is significantly increased both
in medication group of Gamikegungtang( msciE=¥% ) and Gamikuyibitang
( mekE % ). Especialy, HDL-cholesterol is remarkably increased in
the medication group of Gamikegungtaﬁg( keSS ).

4) The serum Bile acid is remarkably decreased in the medication
group of Gamikegungtang( MekESH ), but is not in the medication
group of Gamikuyibitang( MeREFEE ).

5) The value of Cardiac enzyme is remarkably decreased both
in the medication group of Gamikegungtang( M8kEEZ# ) and Gamikuyi-
bitang( MSkEME ). especially, in the group of  Gamikuybitang( sk RS ).

6) In determination of LDH isoenzyme, LD4 is remarkably decre-
ased in the medication group of Gamikegungtang( MSkEESH ) and LD,
LD2 are remarkably decreased in the medication group of Gamikuyibi-
tang( MSREREE ). ,

In view of the result so far achieved, 1 knew that Gamikegungtang'
( me#&E% ) had an indirect effect on Palpitation which is called
mental disorder by means of treatment of liver and gall bladder disease,

—32~ '



and that Gamikuyibitang( MBk&EES: ) make increase activation of heart
whose blood is deficient( MR & ).

In conclusion, I think that we need comparative studies between
the main prescription of Kegungtang( #5#% ). Kuyibitang( &%) and

the additional prescription of them from now on.



