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—{ Abstract )

The Effect of Pharmacopuncture of Mori Cortex on
(Galactosamine-induced Liver Injury in Rats

Wi Jun®, Kim Jae-hong”, Yoon Yeo-choong®, Wei Tung-shuen” and Yoon Dae-hwan""

“Dept. of Acupuncture & Moxibustion, College of Oriental Medicine, Dongshin University
“*Dept. of Meridians & Acupoints, College of Oriental Medicine, Dongshin University

Objectives : This study was designed to investigate the effect of pharmacopuncture of Mori Cortex
on galactosamine-induced liver injury in rats.

Methods : Male Sprague-Dawley rats were divided into 5 groups; Normal, liver injury not induced
and not treated group. Control, the liver injury-induced and not treated group. Saline group, the liver
mjury-induced and saline injection at BLis. HA-1 and HA-2 group, the liver injury-induced and
pharmacopuncture of Mori Cortex applied to BLis, each 1.3pg/g, 2.6ug/g. Then we observed the changes
of y-GTP, GOT, GPT, LDH, total cholesterol, triglyceride, total bilirubin.

Results : Pharmacopuncture of Mori Cortex treatment significantly inhibited the activities of y-GTP,
GOT, total cholesterol, triglyceride and total bilirubin in HA-1 group. y-GTP, GTP, LDH, y-GTP levels
were significantly inhibited in HA-2 group.

Conclusions : These results demonstrate that the reduce of hepatic enzyme activation and lipid
accumulation by pharmacopuncture of Mori Cortex may be by an antioxidant properties of Mori Cortex.
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Fig. 1. Effects of Cortex Mori radicis pharmaco—
puncture according to dosage on serum y—GTP in
the liver injury rats induced by D-galactosamine

Normal, intactness. Control, the liver injury-induced
and not treated group. Saline, the liver injury-induced and
injected saline at acupoints of BLig. HA-1 and HA-2,
Cortex Mori radicis pharmacopuncture of 1.3ug/g and
2.6ug/g at acu- points of BL18 in the rats. Results are
shown as meantS.E.

% p<0.01 as compared with the corresponding data of
control group.
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Normal Control Saline HA-1 HA-2

Fig. 2. Effects of Cortex Mori radicis phar-
macopuncture according to dosage on serum GOT
in the liver injury rats induced by D-galactos—
amine

Normal, intactness. Control, the liver injury- induced
and not treated group. Saline, the liver injury-induced and
injected saline at acupoints of BLig HA-1 and HA-2,
Cortex Mori radicis phar- macopuncture of 1.3pg/g and 2.6
ng/g at acupoints of BLig in the rats. Results are shown
as meantS.E. * p<0.05, *x p<0.01 as compared with the
corresponding data of control group.

3. GPToll o|x|= &=}

Freroll otk skl 7k 315 9] GPT
nx= Feks vl %ﬂ& A3} normal%% 67.0+
540(U/), controli
1829(U/), HA-1+
7.73(UN)E YERIS

ZF o] Wl H]iloﬂfﬂ controle H]&}4 normal
T(p<0.05), HA-27(p<00DENA |93 ZAAE B

88

(Fig. 3).

160
140
120
100
80
60
40
20
0

Normal Control Saline HA-1 HA-2

Fig. 3. Effects of Cortex Mori radicis pharmaco—
puncture according to dosage on serum GPT in
the liver injury rats induced by D-galactosamine

Normal, intactness. Control, the liver injury-induced and
not treated group. Saline, the liver injury-induced and
injected saline at acupoints of BLis. HA-1 and HA-2,
Cortex Mori radicis pharmacopuncture of 1.3ug/g and 2.6u
g/g at acupoints of BL18 in the rats. Results are shown as
mean+S.E.

* p<0.05, *x, p<0.01 as compared with the correspond-
ing data of control group.
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Fig. 4. Effects of Cortex Mori radicis pharmaco-
puncture according to dosage on serum GPT in
the liver injury rats induced by D-galactosamine

Normal, intactness. Control, the liver injury-induced
and not treated group. Saline, the liver injury-induced
and injected saline at acupoints of BLig. HA-1 and
HA-2, Cortex Mori radicis pharmacopuncture of 1.3pg/g
and 2.6pg/g at acupoints of BLig in the rats. Results are
shown as meantS.E. *x, p<0.0l as compared with the
corresponding data of control group.
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Fig. 5. Eftects of Cortex Mori radicis pharmaco-
puncture according to dosage on serum total
cholesterol in the liver injury rats induced by D-
galactosamine

Normal, intactness. Control, the liver injury-induced and
not treated group. Saline, the liver injury-induced and
injected saline at acupoints of BL;s. HA-1 and HA-2,
Cortex Mori radicis pharmacopuncture of 1.3ug/g and 2.6u
g/g at acupoints of BLig in the rats. Results are shown as
mean+S.E. * p<0.05 as compared with the corresponding
data of control group.
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Fig. 6. Effects of Cortex Mori radicis pharmaco-
puncture according to dosage on serum triglyceride
in the liver injury rats induced by D-galactosamine

Normal, intactness. Control, the liver injury-induced
and not treated group. Saline, the liver injury-induced and
injected saline at acupoints of BLig. HA-1 and HA-2,
Cortex Mori radicis pharmacopuncture of 1.3pg/g and 2.6
ug/g at acupoints of BLIS in the rats. Results are shown
as meanzS.E. * p<0.05, **, p<0.01 as compared with the
corresponding data of control group.
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Fig. 7. Effects of Cortex Mori radicis pharmaco—
puncture according to dosage on serum total
bilirubin in the liver injury rats induced by D-
galactosamine

Normal, intactness. Control, the liver injury-induced
and not treated group. Saline, the liver injury-induced and
injected saline at acupoints of BLis. HA-1 and HA-2,
Cortex Mori radicis pharmacopuncture of 1.3pg/g and 2.6
ug/g at acupoints of BLjs in the rats. Results are shown
as meantS.E. * p<0.05 as compared with the cor-
responding data of control group.

8 9 uf WBC, RBC, HGB, Hct H=t
WBCE wli 223 43, normalie 7.0:258

(103/4), controls™ 8 7.8+1.08(103/10), salines& 9.2+
1.85(103/ut), HA-172 5.6+0.30(103/u0), HA-27&
6.241.28(103/ul) & WE}LH AtHFig. 8 : upper left).
RBCE Wl ##3t Ay} normald2 9.1+059
(106/u0), controli< 83+0.26 (106/u0), salinew
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Fig. 8. Effects of Cortex Mori radicis pharmacopuncture according to dosage on blood WBC(upper left),
RBC(upper right), HGB(lower, left), Hctlower right) in serum in liver injury rats induced by D-galactosamine

Normal, intactness. Control, the liver injury-induced and not treated group. Saline, the liver injury-induced and injected
saline at acupoints of BLis. HA-1 and HA-2, Cortex Mori radicis pharmacopuncture of 1.3ug/g and 2.6ug/g at acupoints of
BLis in the rats. Results are shown as meantS.E. *, p<0.05, as compared with the corresponding data of control group.

A B ol S D s §
Fig. 9. Light micrographs of the hepatic tissue from Cortex Mori radicis pharmacopuncture according to
dosage in the liver injury rats induced by D-galactosamine.
A, Normal group; B, Control group; C, Saline group; D, HA-1 group; E, HA-2 group. Normal, intactness. Control, the liver

injury-induced and not treated group. Saline, the liver injury-induced and injected saline at acupoints of BLis. HA-1 and

HA-2, Cortex Mori radicis pharmacopuncture of 1.3ug/g and 2.6pg/g at acupoints of BLig in the rats. Hematoxylin-Eosin
stain. x 200.
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right).
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