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ABSTRACT

Objectives : The present study attempted to reveal the effects of the combination of Fel Ursi and
Bezoar on the improvement of the function of the liver, through examining the effects of Fel Ursi,
Bezoar, and Woong-Whang Tang composed of Fel Ursi and Bezoar.

Method : Acute hepatitis was induced by galactosamine to rats, and then Fel Ursi, Bezoar Bovis, and
Woong-Whang Tang were introjected to measure the influence of serums such as AST, ALT, ALP, ¥
GT, and lipid peroxide of liver tissues which are considered as the index of the function of the liver .

Results :

1. Fel Ursi decreased the lipid peroxide of ALT, YFT, and liver tissue and that of mitochondria in liver
tissues of the rats with galactosamine-induced acute hepatitis, but it did not have any significant
effect on AST and ALP.

2. Bezoar Bovis decreased the lipid peroxide of AST, ALT, ALP, yGT, and the liver tissues among
serum of the rats suffering from acute hapatitis induced by galactosamine, but it did not have any
significant effect on that of mitochondria of the liver tissues.

3. Woong-Whang Tang had a significant effects on the lipid peroxide of AST, ALT, ALP, yGT, and
the liver tissues, and on the decrease of lipid peroxide of mitochondria, among serum of the rats
suffering from acute hapatitis induced by galactosamine.

Conclusion : Fel Ursi and Bezoar Bovis were judged to be effective on the acute hepatitis of the
liver by galactosamine. In particular, Woong-Whang Tang which was composed of the combination of
Fel Ursi and Bezoar Bovis was more efficient in the improvement of the function of the liver and the
amount of lipid peroxide than the respective use of Fel Ursi or Bezoar Bovis.
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1. 83 & AST o vjx& 43
AST(aspartate aminotransferase; GOT)

g 2498 A, galactosamined ¥43 o
A ZF ASTE 1164%29 units/mL & A

S Hp<0.01). FHEFU) FATL  1055+39
units/mL £ 2FH {23 Aels Holx ¥t
oy, $3(BB) ¥4 88120 units/mL = @
A5 AsHA(p<00l), STHEEFEBR HALE
1037434 units/mL. 2 S04 UM A
(p<0.05). &, €% FoT& W F3ko] YA
S35 Bdye #@AGA Ast=Eden, LO%
& FelshA AshE A vH(Table D.
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Table I. Effects of FU, BB and FB on Serum
AST in Galactosamine-intoxicated Rats

Contents N
Serum AST® (units/mL)
Samples
Normal 63.0 = 2.2
Control 1164 + 29"
FU 1065 + 39
BB 881 + 207
FB 1037 + 34"

a). Values are mean + SE. of 6 animals in each
group.

Normal : Administrated with saline.

Control @ Galactosamine-intoxicated control.

FU: Administrated with Fel Ursi (100mg/kg, p.o.)
BB: Administrated with Bezoar Bovis (100mg/kg,
p.0.)

FB: Administrated with FU(S0mg/kg, p.o.) and
BB(50mg/kg, p.o.)

++: Statistically significant compared with normal
group(p<0.01).

* o Statistically significant compared with control
group(* p<0.05, **p<0.01).

2. 94 5 ALT ¢ 9A= 9%

g
1]

% AlLT(alanine aminotransferase; GPT)ll
4 g A3, galactosamines F9

79 83 3 ALTE 835+30 units/mL 2
o] B 42.344.3 units/mL B9} A& A F
718 Hp<0.01). SHEFU) FATL 71.8£23
units/mL £ oz Fe] vlste] HAsA AL
Hp<0.01) AATRTE A48 v $3(BB)
FA7E 60531 units/mL & FA] hERFo b
st FREA ASHALH (p<O0D), SHFATR
o g2 $£XE BRI $3HEB) FAF2
78625 units/mL 2 HERTo] wiste i dgke
Rt =58 oYU ti(Table 1.
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Table 1. Effects of FU, BB and FB on Serum
ALT in Galactosamine-intoxicated Rats

Contents ,
Serum ALT" (units/mL)
Samples

Normal 423 £ 43
Control 835 + 30"

FU 718 + 237

BB 605 + 3.1

B 786 25

a): Values are mean + SE. of 6 animals in each
group.

Normal : Administrated with saline.

Control : Galactosamine-intoxicated control.

FU: Administrated with Fel Ursi (100mg/kg, p.o.)
BB: Administrated with Bezoar Bovis (100mg/kg,
p.o.)

FB: Administrated with FU(50mg/kg, p.o.) and
BB(50mg/kg, p.o.)

++: Statistically significant compared with normal
group(p<0.01).

*+! Statistically significant compared with control
group(p<0.05).

3. 84 F ALP o vx&= 9%

8% % ALP(alkaline phosphatase)ol 7] 2= 2
g Ad dFT£L ALPE 683+46 unjts/mL =z
Ao P 37.0£3.0 units/mL X2t EAFA F
7HHE TH(p<001). $H(FU) Hdv9 ALPE
64.2+3.7 units/mL £ 9 3% o] E Helz ¥gte
}, ¢3(BB) B TL 556434 units/mL 2 WI=F
o Blatd fo4d A HsEUAR(p<0.05), &%
B(FB) £ % 553432 units/mL Z Wiz ol v
gtof o4 A AshE A H(p<0.05)(Table M.

Table II. Effects of FU, BB and FB on Serum
ALP (alkaline phosphatase) in
-intoxicated Rats

Galactosamine

Contents )
Serum ALP* (units/mL)
Samples

Normal 370 £ 30
Control 683 + 46

FU 642 + 3.7

BB 556 + 34"

FB 553 * 3.2

a): Values are mean t S.E. of 6 animals in each
group.

Normal : Administrated with saline.

Control : Galactosamine-intoxicated control.

FU: Administrated with Fel Ursi (100mg/kg, p.o.)
BB: Administrated with Bezoar Bovis (100mg/kg,
p.o.)

FB: Administrated with FU(®0mg/kg, p.o.) and
BB(50mg/kg, p.o.)

++. Statistically significant compared with normal
group(p<0.01).

% ¢ Statistically significant compared with control
group(p<0.05).
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4. % F yGT o "= 9%

¥GT (gamma-glutamyltranspeptidase)el] Pl =
e APY A, oz2FY ¥HY F yGTE
89.634.2 units/mL = AT BT 423442
units/mL. B+ A A F7FsHtHp<0.01). €9
(FU) %oF& 726150 units/mL 2 W&o n)
gty frolstAl HEHAH(p<0.05) FATRE
433wkt $¥BB) FAFY  yGTE
72447 units/mL = %A iz ulate] o)
A AgEHAL M (p<0.05), THF(FB) 47 94
704154 units/mL 2 4 dA ANFQAG
(p<005). &, &, % £ 3¥Y 42 25 o
zad HEo yGT7h #98tA Haded, 2
AP EE S¥Y FoFe BT Ay
(Table IV).

Table IV. Effects of FU, BB and FB on Serum ¥
GT
Galactosamine-intoxicated Rats.

(gamma-glutamyltranspeptidase) in

Contents )
Serum YGT® (units/mL)
Samples
Normal 423 + 47
Control 896 + 4.2
FU 726 + 50
BB 724 + AT
FB 704 + 54°

a): Values are mean = SE. of 6 animals in each
group.

Normal : Administrated with saline.

Control : Galactosamine-intoxicated control.

FU: Administrated with Fel Ursi (100mg/kg, p.o.)
BB: Administrated with Bezoar Bovis (100mg/kg,
p.o.)

FB: Administrated with FU(50mg/kg, p.o.) and
BB(50mg/kg, p.o.)

++1 Statistically significant compared with normal
group(p<0.01).

* o Statistically significant compared with control
group(p<0.05).
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Age A, dxa IF AL 260:008
nM/mg oprotein © 2, AHATZY HF 1.02:0.00
nM/mg protein Bt @ XH3A F7FsH tHp<0.01).
SHEU) FoAe 4 AL 2264009 nM/mg
protein &2 R vty §FostA AU
H(p<0.05), +H#BB) FAZE 215008 nM/mg
protein 2.2 #A3A AHsEHUL(p<0.01), THF
(FB) #4¢% 2.24+0.07 nM/mg protein 2.2 %A
#A 51 Al(p<0.01) wstcH(Table V).

Table V. Effects of FU, BB and FB on Serum
Lipid the of
Galactosamine-intoxicated Rats

Peroxides in Liver

Contents Serum Lipid Peroxides®
Samples (nM/mg protein)
Normal 1.02 £ 0.00
Control 2.60 + 008"
FU 226 + 0.09
BB 2.15 + 0.08”
FB 224 + 0077

a): Values are mean * SE. of 6 animals in each
group.

Normal : Administrated with saline.

Control : Galactosamine-intoxicated control.

FU: Administrated with Fel Ursi (100mg/kg, p.o.)
BB: Administrated with Bezoar Bovis (100mg/kg,
p.o.)

FB: Administrated with FU®GBOmg/kg, p.o.) and
BB(50mg/kg, p.o.)

++: Statistically significant compared with normal
group(p<0.01).

* @ Statistically significant compared with control
group (* p<0.05, **p<0.01).

6. i viEZ=gote] A AR4tsh
of W|Ae 4
I MEECeoke] AdBAs] v Y

AR A3, gzt mEZ=gole kst
2 211 * 007 nM/mg protein ©.82 AAritel HF
094 + 0.04 nM/mg protein Bt} 2 wj ojAo g &
AstA F7Ht A eHp<0.01). $H(FU) #og-eo =%
A3k E e 171 + 006 nM/myg protein 0.8 wE
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ool wlgte] @A A AsE Ao (p<0.01), %
(BB) ¥ 1.93+0.06 nM/mg protein &2 hz
ol Hgted oA HeEHAdov #FoA4de sl
SHE(FB) F4v2 180 + 005 nM/mg protein
=2 H] 3} @ A 3 Al stk
(p<0.01)(Table VI).

Table VI Effects of FU, BB and FB on
Mitochondrial Lipid Peroxides in the Liver of
Galactosamine—intoxicated Rats
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Table VII. Effects of FU, BB and FB on Reduced
Glutathione in the

intoxicated Rats

Liver of Galactosamine

Contents L )
Glutathione® (nM/mg protein)
Samples
Normal 2706 x1.00
Control 18.10 + 1.00"
FU 19.05 + 0.86
BB 21.90 + 0.92°
FB 20.76 £ 0.94

Contents| Mitochondrial Lipid Peroxides®
Samples (nM/mg protein)
Normal 094 +
Control 211 = 007H
FU 1.71 + 0.06™
BB 1.93 = 0.06
FB 1.80 £ 0.05"

a)! Values are mean *+ SE. of 6 animals in each

group.
Normal : Administrated with saline.
Control © Galactosamine-intoxicated control.

FU: Administrated with Fel Ursi (100mg/kg, p.o.)
BB: Administrated with Bezoar Bovis (100mg/kg,
p.o)

FB: Administrated with FU(®B0mg/kg, p.o.) and
BB(50mg/kg, p.o.)

++! Statistically significant compared with normal
group(p<0.01).

* ! Statistically significant compared with control
group(p<0.01).

7. 84 % glutathione(GSH) %
SEEEEE
Brel GSHYl wxle das 43T 2, dzxd
°] 8% % GSH+¥ 1810 + 1.00 nM/mg protein 2
2 AT #2706 + 1.00 nM/mg protein K
o frefst Al AE A tH(p<0.05). $HH(FU) Tt
T S HE(FB) $o72 247 1905 £ 0.86 nM/mg
protein, 20.76 £ 094 nM/mg protein® & EH}EL
°ﬂ 513}04 SR o FolAd e gljlew,
) Fold e 2190 £ 092 nM/mg protein S &
EH ﬂ'LOﬂ glste]  felatA F7EE ok (p<0.05
(Table VII).

a). Values are mean * S.E. of 6 animals in each

group.
Normal : Administrated with saline.
Control : Galactosamine—-intoXicated control.

FU: Administrated with Fel Ursi (100mg/kg, p.o.)
BB: Administrated with Bezoar Bovis (100mg/kg,
p.o.)

FB: Administrated with FU(G0mg/kg, p.o.) and
BB(50mg/kg, p.o.)

++. Statistically significant compared with normal
group(p<0.01).

*  Statistically significant compared with control
group(p<0.05).
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