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ABSTRACT

The purpose of this study is to observe the effect of Woogyuyem on serum reaction and
hepatic tissue in Cyclosporin A treated rats.

In this study, the experimental rats divided two group(Control group and Sample group):

Under the same condition, both contrel group and sample group were injected to abdomen
with Cyclosporin A for 7days. And then, control group were administered water, sample group
were administered Woogy-uyeum for 30days.

The change of transaminase and bile acid and SOD activity in blood serum, hepatic tissue
were measured at 3rd, 7th, 15th, 30th day.

The obtained results are summarised as follows :

1. In the change of SGOT contents, as compared with control group, sample group was
significantly decreased at 7th and 15th day.

2. In the. change of SGPT contents, as compared with control group, sample group was
significantly decreased at 15th day.

3. In the change of serum bile acid contents, as compared with control group, sample group
was significantly decreased at 7th and 15th day.

4. In the change of serum SOD activity, as compared with control group, sample group
was significantly increased at 15th and 30th day.

5. In the change of hepatic tissue, as compared with control group, the vacuolation of hepatoc-

ytes in the sample group was reduced, the liver plates were reconstructed, and the epitherial
cell wasn't destructed.
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1. &+ GOT EE&E{L
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(Table 1, Figure 1)
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(Table 3, Figure 3)

4. MmiEH SOD Activity B4t
1B SOD Activity #{t = EHEE 1144+
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B s1c}.(Table 4, Figure 4)

5. fH8&: MR

Cyclosporin A & #HRT ¥ HEFHS 30
(fig2) %€l FIIREF (portal) o A SR.LEF R (ce-
ntral vein) 22 s #iEftst Lot
T RAE BEL F e, 2 ke EEH
(figDel 3t FEESIA Vel

308 (fig3yel A 7H ®e e Wt
Blzsn %3 Flleiie BE=EX €3 Cs
A RPN NEARARE ABES &
K7t doite] 308 (figd) ol A Mkl SE3E7L
BE=Ag.

EHK REEAME 3R g5 F
gt NEREMRY #EA7E BEHA
@kx, 78 (figh)ol A —& FMkES &
{7t R Y 308 (gD A 4#re s
FrAmfate] el BiE-Nes =3 30R
(fig® M e NEAKMR EEs S5
A eFgko}.



Cyclosporin A 9 F&E& vide £EMKe] §## 5]

Table 1. Effect of Woogyuyeum on the serum GOT levels in Cyclosporin A treated rats.

Serum Glutamic Oxaloacetic Transainase (IU/L)

(M+S.E)

Group 3 7 15 30(days)
Normal 149.75+-8.32 - - -
Control 152.75+45.15 184.50+7.46 203.254-4.48 128.75+ 7.10
Sample 152.50+-4.19 149.504-6.91%** 168.00+5.99*** 149.50+13.10

M+S.E | Mean+Standard Error

Normal . Non-treated group

Control - Injection of Cyclosporin A

Sample : Administration of Woogyuyeum after the Injection of Cyclosporin A

* Stastical significance compared with control group of sample group
(++* > P < 0.001)

Figure 1. Effect nf Woogyuyeum on the serum GOT levels in Cyclosporin A treated rats.
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Table 2. Effect of Woogyuyeum on the serum GPT levels in Cyclosporin A treated rats.

Serum Glutamic Pyruvate Transaminase (IU/L)

(M+S.E)
Group 3 7 15 30(days)
Normal 67.25+4.80 - - -
Control 75.25+4.91 78.25+5.71 124.25+ 7.28 62.40+2.50
Sample 65.50+9.72 72.00+1.78 80.25+11.32* 70.00+3.08

M+S.E . Mean+Standard Error

Normal : Non-treated group

Control . Injection of Cyclosporin A

Sample . Administration of Woogyuyeum after the Injection of Cyclosporin A

* Stastical significance compared with control group- of sample group
(*+:P < 00D

Figure 2. Effect of Woogyuyeum on the serum GPT levels in Cyclosporin A treated rats.
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Table 3. Effect of Woogyuyeum on the serum bile acid levels in Cyclosporin A treated rats.

Bile Acid (uM/D)

(M+SE)
Group 3 7 15 30(days)
Normal 13.03+0.87 - - -
Control 11.35+0.26 19.80+1.51 22.88+4-2.92 10.854-0.85
Sample 13.40+1.94 13.8341.04** 10.3341.91%+* 6.75+0.93

M+S.E | Mean+Standard Error
Normai : Non-treated group
Control : Injection of Cyclosporin A
Sample . Administration of Woogyuyeum after the Injection of Cyclosporin A
* Stastical significance compared with control group of sample group
(**:P €001 **:P < 0.001)

Figure 3. Effect of Woogyuyeum on the serum bile acid levels in Cyclosporin A treated rats.
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Table 4. Effect of Woogyuyeum on the serum SOD activity in Cyclosporin A treated rats.

SOD Activity (units/mé)

(M+S.E)

Group 3 7 15 30(days)
Normal 11.44+0.68 - - -
Control 10.92+0.62 9.22+0.49 7.70+0.49 10.52-+0.31
Sample 8.60+0.37** 8.64+0.56 10.56+0.32** 12.15+0.45**

M+SE: Mean+ Standard Error

Normal : Non-treated group

Control - Injection of Cyclosporin A

Sample : Administration of Woogyuyeum after the Inj'ection of Cyclosporin A

* Stastical significance compared with control group of sample group
(*:P <001, *=:P <0001)

Figure 4. Effect of Woogyuyeum on the serum SOD Activity in Cyclosporin A treated rats.
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Fig.1.

Fig.2.

Fig3.

Fig4.

Fig5.
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Legends of Figure

Normal structure of liver.X100. H &
3days after cyclosporin A Injection.
The hepatbcytes were vacuolated and
epithelial cell(arrow) in portal vein
were swelled.X200. H & E.

30days after cyclosporin A Injection.
The liver. plates were disapeared and
hepatocytes were maximally destructed
by vacuolation.X200. H & E.

30days after cyclosporin A Injection.
The epithelial cell(arrow) in portal vein
were necrosised.X200. H & E.
3days after cyclosporin A Injection with
daily treatement of woogyuyeum.
The vacuolation of hepatocytes and
swelling of epithelial cell were not sho-
wed.X200. H & E.

Fig.6.

‘Fig7.

L9l

7days after cyclosporin A Injection with
daily treatement of woogyuyeum.

A few vacuolation of hepatocytes were
observated.X200. H & E.

30days after cyclosporin A Injection
with daily treatement of woogyuyeum.
The cytoplasm of hepatocytes were re-

~ paired and the liver plates were recons-

Fig.8.

tructed.X200. H & E.
30days after cyclosporin A Injection
with daily treatement of woogyuyeum.
The epithelial cell(arrow) wasn't dest-
ructed.X200. H & E.
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