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Abstract

Study on Antihyperlipidemic Effect of
Kamiondamtang

Kyung-Soo Kim*, Sang-Yoon Jeun, Jeung-Jo Ann, Seok Hong, Su-Mi Jeung

Department of Internal Medicine, College of Oriental Medicine, Dongshin University
Department of Radiology, College of Oriental Medicine, Dongshin University*

Kamiondamtang(KODT) has been used in oriental medicine as stress by many medical
practitioner. For the study of KODT, we had fed mice divided to three groups(basal diet,
hyperlipidemic diet, hyperlipidemic diet + KODT), and observed the change of weight,
total cholesterol, triglyceride, SGOT, SGPT, HDL-cholesterol, LDL-cholesterol on the serum

per every 7days for 6éweeks. To help comparison with the results above, we had tested
endothelial cells and liver.

The results of this Study were obtained as fallows ;

1. Total cholesterol, triglyceride and LDL-cholesterol were decreased significantly by KO-
DT.

2. HDL-cholesterol was increasd significantly by KODT.
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3. SGOT was intended to decrease by KODT.

4. SGPT was decreased significantly by KODT.

5. In case of supplying KODT, WBC attatched on endothelial cells and vacuoles in

muscular layer were not observed.

6. In case of supplying KODT, fatty degeneration was not observed in liver portal area.
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Table 1. Composition of Basal Diet

2w 22.1 %
Z A4 8.0 %
Za 5.0 %
Z3 7 8.0 %
Ze 0.6 %
el 0.4 %

Table 2. Composition of Hyperlipidemi-
¢ Diet

(Telklad Premier Lab. Diet, No. TD
90221 ; Paigen high Fat Diet)

Total High Fat 17 %
Cholesterol 1.25 %
Cholic acid 05 %

Normal diet 81.25 %
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Table 3. The Compositions of Kamiondamtang(KODT)
S 2 £ (g
&M T Cyperus rotundus Linne 8.0
4 B Pinellia ternata Breitenbach 4.0
HEAS Poria cocos Wolff 4.0
n R Poncirus trifoliata Rofinesque 4.0
=|rdn Bambusa textilis Mcclure 4.0
% Bupleurum falcatum Linne 4.0
B O Platycodon glaucum Nakai 4.0
PINES Liriope muscari Bailey 4.0
% Cnidium officinale Makino 3.0
e F Gardenia jasminoides Ellis 3.0
H B Uralensis Fisch 2.0

Total amount 44.0

3) Alek & 7]7]

Dulbecco’s phosphate buffered saline
(DPBS-A; Sigma Co., U.S.A.), Normal
saline(F A<k, Korea), 3.8 % Sodium

citrate(Sigma Co., U.S.A.), Cholesterol,

glucose 4§ 2EYH(Roche. Co., Germ-
any), 1 8ol dxt AL EF A&
AH&-3F ot

E AFo Ag"E 7171¥  Accutrend

GC(Roche, Germany), Blood glucose me-
ter(LifeScan, U.S.A.), Ice-maker(vision¥}
8}, Korea), Serum separator(34 =}, Ko-
rea), Minos-ST(Cobas Co., France), Ce-
ntrifuge(Beckman Co., U.S.A)),
vaccum evaporator(Buchi 461, Switzerl-

Rotary

and), Deep freezer(Sanyo Co., Japan), F-

reeze dryer(Eyela Co., Japan), Autoclav-
e(Hirayama, Japan), Ultrasonic cleaner(-
Branson Ultrasonics Corp., U.S.A.), Rol-
ler mixer(Gowon scientific technology
Co., Korea), ¥<#%7](S-15000, A Qv
0%, Korea) 5& A& A

71(S-15000, A ¥ =Z, Korea)
, BAF(EFLHE) 3000 mist
Zol &3 A d4th A S 3083
€ 9F 100 ColA ¢4#H2 05 kgf/cm2=
2ol i 2417t 30EzZHE 121 TolA 44
2 15 kgf/cm2Z 2o]3 30% HALE S
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Fig. 1) Effects of KODT on body weight ¢-
hange in diet induced Hyperlipidemic R-
ats.

Control Hyperlipidemic diet treated
group
KODT : Hyperlipidemic diet + KODT

treated group
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Fig. 2) Effects of KODT on body weight ¢-
hange in diet induced Hyperlipidemic Ra-
ts.
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Fig. 3) Effects of KODT on the serum ch-
olesterol concentration in diet induced Hy-
perlipidemic Rats.
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Fig. 4) Effects of KODT on the serum tot-
al cholesterol concentration in diet indu-
ced Hyperlipidemic Rats.
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Fig. 5) Effects of KODT on the triglyceride
in diet induced Hyperlipidemic Rats.
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Fig. 6) Effects of KODT on SGOT in diet i-
nduced Hyperlipidemic Rats.
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X Q& 72 xze JeERIRAFig. 7).
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Fig. 7) Effects of KODT on SGPT in diet i-
nduced Hyper_lipidemic Rats.
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Fig. 8) Effects of KODT on HDL-cholester-
ol in diet induced Hyperlipidemic Rats.
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Fig. 9) Effects of KODT on LDL-cholester-
ol in diet induced Hyperlipidemic Rats.
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Fig. 10) Light micrographic observation of
artery at 6 weeks after hyerlipidemic diet

control group. H&E, =400. WBC attatched
on endothelial cells and vacuoles in mu-
scular layer were observed.
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Fig. 11) Light micrographic observation of
artery at 6 weeks after hyperlipidemic
diet with KODT treated group. H&E, x400.
Decreased of WBC attatched on endoth-
elial cells and vacuoles in muscular layer.
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Fig. 12) Electron micrograph of the smo-
oth muscle cell in control group. Uranyl
acetate and Lead citrate stain, =6,000,
The smooth muscle cell show hypertrophy
of rough surface endoplasmic reticu-
lum(RER). It also has many fat vacuoles
in their cytoplasm.

LRIy S v
Fig. 13) Electron micrograph of the sm-
ooth muscle cell in KODT treated group.

Uranyl acetate and Lead citrate stain,
x4,000, Decreased of fat vacuoles and hy-
pertrophy of RER in cytoplasm of smooth
muscte cells.
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Fig. 14) Scanning electron micrograph of
the lumen of artery in control group. The
endothelial surface reveals irregular swe-
lling of the endothelial celis with occas-

jonal denudation. Marked aggregation of
monocytes and platelet clumps on the
intima.

Fig. 15) Scanning electron micrograph of
the lumen of artery in KODT treated gro-
up. The endothelial surface reveals irre-
gular swelling, and there are scattered
monocytes that attached on the endo-
thelial cells.
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Fig. 16) Light micrographic observation of
contro! diet rat liver. H&E, x100. Lipid v-
acuoles were observed in portal area

Fig. 17) Light micrographic observation of
KODT treated rat liver. H&E, x100. Vac-
uoles were not observed in portal area.
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