FrEEAGE EoE - B 15k - 1983
Ewha Med. J. Vol.6,No.1, 1983

A} slel &, phenobarbital @ ¢1x1 5 B 7t <A

=
mA e o g

olstel =l sta o shof o oo
£ w W
=ABSTRACT =

Studies on the Effect of CCls, Phenobarbital and Artemisia Messes-schmidiana
Var Viridis on the Biliary Excretion in Rat

Young Sook Pae, M.D., Ph.D,,
Dept. of Medicine.

After animals were treated with CCl,, histological changes were shown in the
endoplasmic reticulum, and also microsomal activity was decreased and hepatic
necrosis, lipid peroxidation in the liver were repoted.

Repeated administration of phenobarbital results in the induction of enzyme
that metabolize a number of drugs and, Roberts and Plaa reported that bilirubin
output was increased significantly after administration of phenobarbital in rats.

Artemisia. was used as folk medicine for the treatment of hyperbilirubinemia.
Kiku Tanni(1968) claimed that administration of Artemisia. in patient with acu-
te hepatitis, significantly lowered the bilirubin index, S.G.O.T and S.G.P.T.

The purpose of the this report was to study the effect of CCl,, phenobarbital.
Artemisia. on biliary. excretion.

The results obtained are summarized as follows.

1) Volume of the bile juice was decreased in CCl, group but increased in ph-
enobarbital and Artemisia. group.

2) Biliary output was slightly decreased in CCl, group but increased in pheno-
barbital group.

3) Cholate output was decreased in CCl, group, but phenobarbital and Artemi-
sia. group was shown sighificant increase.

4) Cholesterol output was decreased in CCl, group, but increased in phenobar-
bital group.

By the above results, it is felt that after treated with phenobarbital and Artemi
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sia. following liver damage with CCl, , detoxication process was shown and the

liver damage were protected.
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Table 1. Effects of CCl,, phenobarbital and artemisia, on the volume and bilirubin in bile juice

No. Volume Bilirubin
Group of
rats {ml/hr./100g b. w. ) Concentration{mg / at) | Output { mg/hr./100g b.w.)
Control 20 0.36 + 0.011 3.6 + 0.21 1.3 + 0.06
CCl, 18 | **%0.29 + 0.016 3.5 + 0.32 1.0 + 0.08
Phenobarbital 20 *¥%0, 48 + 0. 024 **%3 6 + 0.16 1.2 + 0.06
Artemisia. 13 **%0. 54 + 0. 032 **%9. 2 4+ 0.17 1.2 + 0.10
CCl, + Phenobarbital 13 *#%0,.48 +0.026 3.2+0.21 1.5 + 0.12
CCl, + Artemisia. 13 0.41 + 0.031 3.0+ 0.25 1.2 + 0.09
Values are means + S.E. P 0.06 *«xP{0.01 *xx P 0.001
Contro! HH
CCle HH
Phenobarbital S
* Artemisia —t—
CCla+ 3
Phenobarbital
+CCla+ —)—
% Artemisia
0.1 0.2 03 0.4 0.5 0.6 mi/hr./100g b.w.

Fig. 1. Effect of CCl,, phenobarbital and artemisia, on the volume of biliary juice ( *Artemisia; ¢l x]3).
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Fig. 2. Effect of CCl,, phenobarbital and artemisia,on the bilirabin concentration in bile juice

{ *Artemisia; Q12 3).

—19 —



< e 9 eHP < 0.001). CCl, 242 % phenobar-
bital 5o FlAx 423 F7h= g eHP  0.001) (A
13, Al1x 2&x),

. =% cholesterol =}

B. ©% bilirubin
% bilirubin W &3 =B T4 ¥l&
Yyeldl 9 o} phenobarbital

W el 3

r_D'i:

al

]
)

Y
|

550 7& bilirubin $E¢ WA F4E ngct
(PC0.001) (A1x, A2x F=x).

C. %% cholate %]

QA3 whEFoFd A cholate 5= WEF =T
%74 (P € 0.001).

E o] Fol| 4] cholate 57} &3 4= et

A2z8,43% Z=z).

(P €0.001)

2.2} Y phenobarbi-

Phenobarbital 515 Fol oyt QRS 5 FoAF
55 cholesterol 5x2] & A3t 45
0.001) (A 23, AMaex =),

g

1

Cameron % Karunaratne (1936) 7} CCL, S o &
ojste] 7hAE4AE FLA A o), CCl,, chloroform
3 arsenics 5o 7t &4 fodE EAE AP
g2} of-8s] u gt} Rechnagel (1967) o &5l CCl,
= 7R ddte] A E A4 YA desic)
o @k 2@y 2736 sk Be dFst A%
REE BT ofA =Hws] FHER Xem gk

Table 2. Effects of CCl,, phenobarbital and artemisia, on the cholate, cholesterol in bile juice

No. Cholate Cholesterol
Group ;’;S Concetration Output Concentration | Output
(mg/ nt) ( mg /hr./100gb.w.) (mg/ mt) {mg/hr./100gb. w. )
Control 20 3.6 +0.19 1.3+0.05 0.59 +0.017 0.22 + 0.008
CCl, 18 3.4+0.20 | ¥*1.0+0.06 0.61 +0.017 0.23 + 0.014
Phenobarbital 20 |[**%2.7 £0.17 1.2 +0.05 *#%0.45 +0.019 0. 20 + 0.009
Artemisia. 13 [ *¥*5.0+0.20 | *¥¥2,1+0.10 ¥, 41 +0.016 #0.18 + 0.017
CCl, + Phenobarbital | 13 3.7+0.27 | ¥**1.7+0.09 0.56 +£0.022 | *¥0.27 + 0.015
CCl, + Artemisia. 13 | ***5.6+0.27 | ¥*1.9+0.18 0.51 +0.028 0.22 + 0.019
Values are means + S.E. %P<005 =xP{001 %% P {0.001
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Fig. 3. Effect of CCl,, phenobarbital and artemisia,on the cholate concentration in bile juice
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Fig. 4. Effect of CCl,, phenobarbital and artemisia, on the cholestrerol concentration in bile juice
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