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Suppression of Lipid Accumulation of Hyulboochucketang in the
Hepatic Tissue of Hyperlipidemic Mice by Triton WR-1339
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Table . 1. The amount and compogition of

Hyolboochucksetang .

R 43 DENY Y EXH AH0| 0lxls S -

L% ¥ % ] £ & By
% B Angelicae Gigantis Radix b1.25
U Getunannial Rhizoma 11.25
% Persicne Semen 15
e Carthami Flos 11.25
F2O 4 Aurantii Fruetus 7.5
wEH B Paeonine Radix Rubra 7.5
% Bupleuri Radix 3.75
v = Giveyrrhizae Radix 3.75
B Platyeodi Ravdix 5.625
LU _ Coidii Rhizoma 3.75
4 Achyranthis Bidentatae Radix 11.25
it 91.475

BIHGFE BAFAE H2 PN E 297

= T Wbl deta 2
Ak, TX FA4bE 3 HCE Aol e TX I3
F 22 2423 48NN fo94 e 27
2 #EY + AW oled w4 Ax 37
& UM dehged, daze $3daw

Fol 5248+397mg/dIQ) Rl wWrE TX FA}
o3  HCE AdTodMdes #Z 23902+

21.20mg/dl¢t 154.41 £14.78mg/dI& Z7}5 o]
bt aE]ln 48A10M e 4 20507
14.83mg/di®F 150.00%10.87mg/dlZ e} 5155
+453mg/dIQl dizFol vl& oM e Z7t
2 294 23y TX FAE3 HCE A e 2ol
A HEE BALY FIZTHAYERL 244709
HaiM e Zad Aoz #FHAY 2gia TX
FARZ A HCE Aol 24A1zF o] & Ajzho]
ARYSGE pasy Ao EZYAHEBL
72N 7ol ol28 tERET e FFEo2 1}E
ok H 24412k} 484 Zh el A TX FALE
o vls) HCE MzjZAX FZad 26 &0 vA
Ueld ez gasHfen, oldd AL
ool e A2 dAHJYD

Table 2. Effect of hyulboochoogetang extracts(HCE) on the
change of total cholesterol value in mouse Injected TX.
After TX injection, the toial cholesieroi value began to
increase and reached a peak at hour-24. The increase of
total cholesterol value in mouse with hyuiboochoogetang
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oextract treatment noticeably mitigated at hour-24 and 48
and these increase extract had probability in P(0.056 of

student T test. (unit : mg / dl)
TIME (hours)
GROUP
INITIATION 24 48 72

51.20 52.48 51.55 51.45
CONTROL £4.16 =397 z4.53 £3.93
51.09 23902 205.07 7581

N
TRITO? =4.04 =21.20 =14.83 867
TREATMENT 51.32 154.91 150.00 56.08
HCE =418 14.78" =10.87° z9.05

Abbreviation) M ¥ S.D : Mean * standard Deviation, CONTROL

Saline intraperitoneally injected group.. TRITON : Triton WR-1339
intraperitaneally injected group. TREATMENT HCE

Hsulboochoogetang  extracts  intragastric  injected group after Triton
\WR-1339 heaperitoneal injection,, * @ P { 0.05 compared wih Triton

\WR-1339.
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= Abstract =

Suppression of Lipid Accumulation
of Hyulboochucketang in the
Hepatic Tissue of Hyperlipidemic
Mice by Triton WR-1339

Ho-Hyun Kim*, Hyvi-Jeng Bang*’*, Yun-Ho Gang**,
In-Sick Park***, Sang-Hyun Rhn***, Jin-Tack
Kim***, Hai-Poong lee****

*Dept. of Physiology, Oriental Medical College,
Se-Myung University, Jechon, Korea
**Dept. of Internal Medicine,

***Dept. of Anatomy, Oriental Medical College,
****Dept. of Applied Biology, College of Life
Resource, Dong-Guk University, Kyungju, Korea

After Triton WR-1339 (TX; 600mg/kg)
intraperitoneal injection, hepatic tissues of ICR mice
were intragastric injected with Hywlboochucketang

extract(HCE;  3.3ml/kg/day) were observed to
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effect  of

accumulation that evoke by the antihyperlipidemic

investigéte the  suppressive lipid
effect of HCE. These hepatic tissues were fixed in
These
tissues stained by H&E for general morphology,
black B for
acid-naphthoquinone(PAN) method for
After TX

having meshlike cytoplasm(HHMC) were shown in

fromol-calcium solution and were cryocut.

sudan lipid and  perchloric
cholesterol.
treatment, the increase of hepatocyte

all hepatic lobules and the hepatic plates were
disappeared in the aggregative region of HHMC. The
number of blue black colored lipid drop and dark
green colored asterisk shaped cholesterol particle in
hepatic cytoplasm were increased and the size of
particle were enlarged.
HHCM  were

disappeared and hapatic plate were rearranged. The

lipid drop and cholesterol
But, in HCE-treated mice, the
number of lipid drop and cholesterol particle were
decreased than TX-treated mice and the size of lipid
drop and cholesterol particle were diminished. As
indicated that the HCE work on the

suppression of lipid accumulation in hepatic tissue of

results

‘hyperlipidemic mice caused by disturbance of lipid

metabolism.
Key Word : Hyulboochuchetang, Triton WR-1339,
Liver, Lipid, Cholesterol, Hyperlipidemia.
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Legends for figure

Fig. 1. The structure of liver in mouse at hour-48 after saline Intraperitoneally injection. These hepatocytes and hepatic
plate were appered as normal structure. C: central vein. H & E. x200

Fig. 2. The liver in mouse at hour-48 after triton WR-1338(TX) intraperitoneal injection. These hepatocyte having meshlike
cytoplasm were shown in the hepatic lobule and the hepatic plate were disappeared in the reglon of lipid accumulation.
arrow . meashlike cytoplasm. H & E. x200

Fig. 3. The magnification of hepatocyte(arrow) having meshlike. H & E. x400

Fig. 4. The liver in mouse at hour 48 after TX intraperitonea! injection with daily Hyulboochoogetang extract(HCE) treatment.
The hepatic meshiike cytoplasm were disappeared in hepatic lobule. The structure of hepatocyte were shown as like as
normal hepatic morphology and the hepatic plate were rearranged. H & E. x200

Fig.-5. The central vein area of murine liver at hour 48 after saline injection. The lipid drop of hepatocyte were
demonstrated as dark blue colored spot. arrow: lipid blot. Sudan black B stain. x400

Fig. 6. The distribution of lipid blot of murine liver at hour 24 after TX injection. The lipid blot of hepatocyte were increased
in the all hepatic area than control group. Sudan black B stain. x400

Fig. 7. The disiribution of fipid blot of murine liver at hour 48 after TX injection. The lipid blot of hepatocyte were
remarkably increased in the all hepatic area than control group. Sudan black B stain. x400

Fig. 8. The distribution of lipid blot of murine liver at hour 72 after TX injection. The lipid blot of hepatocyte were increased
in the all hepatic area than control group. Sudan bilack B stain. x400

Fig. 9. The distribution of lipid blot of murine liver at hour 24 after TX injection with dairy HCE treatment. The lipid blot of
hepatocyte were decreased in the all hepatic area than TX injection group. Sudan black B stain. x400

Fig. 10. The distribution of lipid blot of murine liver at hour 48 after TX injection with dairy HCE treatment. The lipid blot of
hepatocyte were conspicuously decreased in the all hepatic area than TX injection group. Sudan black B stain. x400

Fig. 11. The distribution of lipid blot of murine liver at hour 72 after TX injection with dairy HCE treatment. The lipid blot of
hepatocyte were decreased in the all hepatic area than TX injection group. Sudan black B stain. x400

Fig. 12. The distribution of cholesterol particle of murine liver at hour 48 after saline injection. The cholesterol particle of
hepatocyte were demonstrated as dark green asterisk by Prechloric acid-naphthoquinone(PAN) method. arfow: cholesterol
particle. PAN method. x400

Fig. 13. The distribution of cholesterol particte of murine liver at hour 24 after TX injection. The cholesterol particle of
hepatocyte were increased in the all hepatic area than control group. PAN msethod. x400

Fig. 14. The distribution of cholesterol particle of murine liver at hour 48 after TX injection. The cholesterol particle of
hepatocyte were remarkably increased in the all hepatic area than control group. PAN method. x400

Fig. 15. The distribution of cholesterol particle of murine liver at hour 72 after TX injection. The cholastero! particle of
hepatocyte were increased In the all hepatic area than control group. PAN method. x400

Fig. 16. The distribution of cholesterol particle of murine liver at hour 24 after TX injection with dairy HCE treatment. The
cholesterol particle of hepatocyte were decreased in the all hepatic area than TX injection group. PAN method. x400

Fig. 17. The distribution of cholesterol particle of murine liver at hour 48 after TX injection with dairy HCE treatment. The
cholesteral particle of hepatocyte were conspicuously decreased in the all hepatic area than TX injection group. PAN

method. x400

Fig. 18. The distribution of cholesterol particle of murine liver at hour 72 after TX injection with dairy HCE treatment. The
cholestercl particle of hepatocyte were decreased in the all hepatic area than TX injection group. PAN method. x400
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