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Studies on the Effect of “Hagocho-San” Against Liver Damage in
Thiocacetamide Induced Rats

Young-Jong Ler and Dug-Kyun Aux
College of Oriental Medicine, Kyung-Hee University

To experimentally research out the effect of “Hagocho-San” used for liver disease on

the clinical treatment of oriental medicine, I induced liver damage rats by thioacetamide

and dosed the extracts orally and measured the activity rate of GOT, GPT, ALP and
LDH.

The following results were obtained:

D

2)

3

4)

GOT activity was more decreased in the experimental group than in the control
group. Extracts from mixed decoction was more efficacious than those mixed form
of the extracts after individual decoction. Extracts from decoction showed continu-
ous significance after 48 hours on, but mixed form of extracts after individual
decoction was significant only after 48 hours and 96 hours.

GPT activity was more decreased in the experimental group than in the control
group. Extracts from mixed decoction was effective after 48 hours on but mixed
form of extracts after individual decoction was significant after 48 hours and 72
hours.

ALP activity was more decreased in the experimental group than in the control
group. Extracts from mixed decoction was more efficacious than the mixed form of
extracts after individual decoction and significance was verified after 72 hours on.
The significance of LDH activity in the extracts from mixed decoction was reve-
aled after 72 hours and 06 hours but mixed form of extracts after individual
decoction showed significance 72 hours later.

From the above results, it was showed that “Hagocho-San” extract was effective
on liver disease and extracts from mixed decoction was more effective than mixed

form of extracts after individual decoction.
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Table I. Effect of “Hagocho-San” on the GOT activities in serum of TAA intoxicated rats.
(Karmen units/l, M,+S.E.)

Time (houmsy e O TOUP Normal (6) Control (6) Sample T (6 Sample II (6)
24 29.85. 1 404.0+28.6 365.0:£17. 6 351.7425. 2
48 34.545.0 369.52718.9 305. 0%18. 6* 295.7+20. 9%
72 34.74.9 336. 014.7 224.7:£29. 9%+ 280.5%26.7
9% 35.35.8 221.8-23.8 128.7:£19. 4 138, 522, 4*

M.=+S.E.: Mean+Standard error.
Numbers in parentheses represent the unmber of rats in each group.
*Statistically significant as compared with control data of each group. (*P<0.05 **P<0.02)

Table II. Effect of “Hagccho-San” on the GPT activities in serum of TAA intoxicated rats.
(Karmen units/l, M.+S.E.)

MQ - \,&3 Normal (6) Control (6) Sample I (6) Sample II (6)
24 28.843.4 372.84:22.1 324.24:27.3 330.3::26.8

48 24.7%3.1 355.2420.6 281.6+23.6% 289. 0117. 4*

72 24.5+2.2 351.8416.3 254, 528, 2%* 287.2+20. 6*
. 193.2:124.2

96 28.513.4 230.0£17.1 151. 8422, 3**

M. +8.E.: Mean-+tstandard error.
Numbers in parentheses represent the number of rats in each group.
*Statistically significant as compared with control data of each group (*P<C0.05 **P<0.02)
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Table ITII. Effect of “Hagocho-San” on the ALP activities in serum of TAA intoxicated rats.
(King-Amstrong units/l, M.+S.E.)

’I; (hours)w Normal (6) Control (6) Sample I (6) Sample II (6)
24 12.8+1.5 51.948.3 52.345.3 50.61+9.0
48 ) 11.7£1.2 48.91+3.6 42.71+4.8 34.3+7.1
72 11.8+1.1 40.41+2.8 24,812, p¥¥* 27.8+3. 1+
96 12.2+1.5 35.71+4.8 13.9£2. gre* 20.9+3.1*

M.+S.E.: Mean=+Standard error.
Number in parentheses represent the number of rats in each group.
*Statistically significant as compared with control data of each group (*P<{0.05 **P<{0.02 ***P<(0.01)
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Table 1V. Effect of “Hagocho-San” on the LDH activities in serum of TAA intoxicated rats.
(Wroblewski units/l, M.+S.E.)

,I‘lme\(hours)w Normal (6) antrol ®) ’ Sample I (6) Sample II (6)
24 410.0%£57.1 935.0+84.9 898.3+77.5 911.71+104.6
48 423.3+£35.5 826.7+88.8 708.31+86.4 760.0+% 95.5
72 425.0445.1 781.7471.7 536. 750. 5** 568.3+ 52.3*

96 411.74:43.9 671.7£55.5 496. 71:55. 1* 545.0+ 53.3

M.+S.E.: Mean=*Standard error.
Numbers in parentheses represent the number of rats in each group.
*Statistically significant as compared with control data of each group. (*P<{0.05 **P<(0.02)
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