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ABSTRACT

The purpose of this study is to observe the effect of Nanganjeon on serum reaction in CCl,
treated rats.

In this study, the experimental rats divided four group{(Control group, CClL group, Haeganjeon
group, and Sample group) :

Under the same condition, control group were administered water, sample group were adminis-
tered Nanganjeon for 7days. And then, both CCli group and sample group were injected to
abdomen with CCl, for ldays.

The change of GOT, GPT, ALP, LDH, and bile acid activity in blood serum. The obtained
results are summarised as follows :

1. In the change of SGOT, SGPT contents, as compared with control group, sample group
was significantly decreased.

2. In the change of serum ALP contents, as compared with control group, sample group was
significantly decreased.

3. In the change of serum bile acid contents, as compared with control group, sample group
was significantly decreased.

4. In the change of serum LDH contents, as compared with control group, sample group was
significantly decreased.
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Table 1. Effect of methanol extract of Nanganjeon on the activity of serum GPT in CCL — treated

rat.

Group Karmen unit/mé of serum
Control 11.38+0.85

CCl, 75.60+4.45 ***a)
Nanganjeon 10.84+2.37

CCli+ Nanganjeon

14.40+1.60 ***b)

Rats were administered the methanol extract of Nanganjeon (167mg/kg, p. o) for 7days, and
injected CCL(0.5mé/kg, i. p) for the last 1 day. and killed after the last dose of CCl..

The assery procedure was described in the experimental methods.

Values are mean + S. E. for 5 animals.

a) i significantly different from control group

b) : significantly different from CCl—treated group

* 2 P<0.05
** 1 P€0.01
** . P<0.001
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Figure 1. Effect of methanol extract of Nanganjeon on the activity of serum GPT in ccli—treated
rat.
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Rats were adminstered the methano! extract of Nanganjeon (167mg/kg, p. o) for 7days, and
injected CCL(0.5m¢/kg, i. p) for the last 1day, and killed after the last dose of CCl.
The assery procedure was described in the experimental methods.
Values are mean + S. E. for 5 animals '
a)  significantly different from control group
b) : significantly different from ccl—treated group
* 1 P<0.05
*+ 1 P<0.01
1 PL0.001
NG]J : Nanganjeon

Tabie iI. Effect of methanol extract of Nanganjeon on the activity of serum GOT in CCL— treated

rat.

Group » Karmen unit/mf of serum o
Control 5338+ 4.75

ccl, 1390 +11.65 ***a)

Nanganjeon 5320+ 4.21

CCL+ Nanganjeon 76.40+13.08 **b)

. The other conditions are samed as table 1.
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Figure 2. Effect of methanol extract of Nanganjeon on the activity of serum GOT in CCL— treated

rat.
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Table lII. Effect of the methanol extract of Nanganjeon on the activity of ALP in CCL—treated

rat.
Group King-Amstrong unit/d€ of serum
Control 45294234
CCL 87.60+5.78 **a)
Nanganjeon 46.96+2.49
CCL+ Nanganjeon 60.53-+6.54 *b)

The other conditions are samed as table

I.
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Figure 3. Effect of the methanol extract of Nanganjeon on the activity of ALP in CCL—treated

2.
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The other conditions are samed as table 1.
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Table IV. Effect of the methanol extract of Nanganjeon on the activity of LDH in CCl,—treated

rat.

Group Wroblewski unit

Control 765.82+104.36

CCL, 1641.69+ 49.02 ***a)
Nanganjeon 078.04+ 29.19 *a)
CCL+ Nanganjeon 109674+ 46.64 ***b) *a)

The other conditions are samed as table I.
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Figure 4. Effect of the methanol extract of Nanganjeon on the activity of LDH in CCli—treated

rat.
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Table V. Effect of the methanol extract of Nanganjeon on the level of Bile acid in CClL — treated

rat.

Group n mole/d¢ of serum
Control 37.19+ 559

CCl, 109.04+11.29 **a)
Nanganjeon 4278+ 297
CCl.+ Nanganjeon 46.29+ 6.57 **b)

The other conditions are samed as table [.
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Figure 5. Effect of the methanol extract of Nanganjeon on the level of Bile acid in CCL— treated

rat.
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