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ABSTRACT

Inhibitory effects of
Maduryung(Aristolochiae Fructus) on
alcohol, acetaminophen and galactosamine
induced hepatitis in rats

Park, Ho-Hwan, O.M.D.
Jeong, Gyu-Mahn, O.M.D., Ph.D.

Maduryung Extract, one of herbal medicine was tested for inhibitory effect to
alcohol, acetaminophen and d-galactosamine induced hepatitis in rats.

The results were as follows.

1. Increaced serum GOT, GPT levels by alcohol were significantly decreased by
Maduryung extract.(p<0.01)

2. Maduryung extract decreaced GOT value in acetaminophen induced hepatitis
and this effect may be due to increace of GSH level in liver tissue.(p<0.05)
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3. Repeat administraction of Maduryung extract showed inhibitory effect on
s-GOT, s-GPT levels in d-galactosamine induced hepatitis. (p<0.05)

{

According to the above results, it seems that Maduryung could be use as drug
for alcohol or drug induced hepatitis treatment.
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0 1 2 3 days
| l |
MDR Ethanol sacrifice
oral administration i.p. injection
(100,500mg/kg) (50% 1m¢/Kg)

Fig. 1. Administration schedule of MDR and ethanol.

0 1 2 3 4 days

| Bl | l
MDR MD&R Ethanol sacrifice
oral administration i p. injection

(100,500mg/kg) (50% 1mi/kg)

Fig. 2. Administration schedule of MDR and ethanol.

Table 1. Inhibitory Effect of MDR on Ethanol induced Hepatitis

s-GOT s-GPT
Control 105+6.3 51£2.9
MDR(100mg/kg) 100+7.2 48+33
MDR(500mg/kg) 72+38" 22+4,0"

Each value represents the mean*SE of 3 animals.
Control: Ethanol injected group

MDR(100mg/kg): Extract of MDR 100mg/kg treated group
MDR(500mg/kg): Extract of MDR 500mg/kg treated group
* 1 P < 001 stastically significant vs. Control group.
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Table 2. Inhibitory Effect of MDR on Ethanol induced Hepatitis

s-GOT s-GPT

Control 111£3.7 81*+40
MDR(100mg/kg) 82£55%* 49+ 2.6%
MDR(500mg/kg) 53£1.1* 29+1.1%

Each value represents the mean*SE of 3 animals.
Control: Ethanol injected group

MDR(100mg/kg): Extract of MDR 100mg/kg treated group
MDR(500mg/kg): Extract of MDR 500mg/kg treated group
* . P < 0,01 stastically significant vs. Control group.
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Fig. 3. Main metabolic pathway of acetaminophen in human body.
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Fig. 4. Administration schedule of MDR and AAP.

Table 3. Inhibitory Effect of MDR on AAP induced Hepatitis

s-GOT s-GPT
Control 305+39.2 72167
MDR 114£26.3% 50+ 8.6

Each value represents the mean®*SE of 5 animals.

Control: AAP injected group

MDR: Extract of MDR 500mg/kg treated group
* I P < 0.05 stastically significant vs. Control group.
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Karmen unit

350

Control MDR

aGoT aGPT

Table 4. Inhibitory Effect of MDR on AAP induced Lipidperoxidation in Liver

Tissue
MDA(ug/g tissue)
Normal 0.09+0.02
Control 1.09£0.23
MDR 09610.19

Each value represents the mean*SE of 5 animals.
Control: AAP injected group
MDR: Extract of MDR 500mg/kg treated group
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Table 5. Protection Effect of MDR on Cellular SH Compounds in AAP injected

Rat Liver
Total-SH Protein bound-SH GSH Cystein
(ug/g tissue) (ug/g tissue) (ug/g tissue) (pg/g tissue)
Normal 454%+1.35 242+1.17 53%0.76 159+1.16
Control 31.1+1.32 151172 2.0£0.28 14.0£0.84
MDR 315*+1.14 189+1.44 3.6£0.04= 9.0£0.63

Each value represents the mean®SE of 5 animals.
Normal: Non-treated group

Control: AAP injected group

MDR: Extract of MDR 500mg/kg treated group

* 1 P < 0.01 stastically significant vs. Control group.
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GSH (ug/g tissue)

Normal

Control

Fig. 5. Inhibitory effect of MDR on actaminophen induced glutathione depletion in

liver tissue.
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Fig. 6. Administration schedule of galatosamine and MDR.

0 1 2 3 4
days
! | | ]
MDR MDR d-Galactosamine sacrifice
oral administration i p. injection
(500mg/kg) (500mg/kg)

Fig. 7. Administration schedule of galatosamine and MDR.

Table 6. Inhibitory Effect of MDR or Galactosamine induced Viral Hepatitis

s-GOT s-GPT
Control 103£5.2 2517
MDR(500mg/kg) 97+t43 20+1.2
MDR(2500mg/kg) 140*45 5621

Each value represents the mean*SE of 3 animals.

Control: Galactosamine injected group

MDR(500mg/kg): Extract of MDR 500mg/kg treated group
MDR(2500mg/kg): Extract of MDR 2500mg/kg treated group
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Karmen unit
160 ‘

140
120

100
80
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40
20

Control MDR{500mg/kg) MDR500mg/kg)

GOT B GPT

Table 7. Inhibitory Effect of MDR on Galactosamine induced Hepatitis

s-GOT s-GPT
Control 103£6.7 25+2.3
MDR T2+54x* 15+1.8+

Each value represents the mean=*SE of 3 animals.
Control: Galactosamine injected group

MDR: Extract of MDR 500mg/kg treated group

= : P < 0.05 stastically significant vs. Control group.
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