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Effects of Coptidis Rhizoma and Aconiti Lateralis Preparata Radix on the
Change of Plasma Corticosterone Level and Rectal Temperature
Induced by LPS
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Dept. of Formulae Pharmacology, School of Oriental Medicine, Kyungwon University

ABSTRACT

Objectives : We investigated the effects of Coptidis Rhizoma and Aconiti Lateralis Preparata Radix on
the LPS(Lipopolysaccharide) ICV(intracerebroventricular) injection. ]

Methods : We measured plasma corticosterone level and rectal temperature in mice induced by LC.V.
injection of LPS (100ng/mouse).

Results : The results were as follows. .

1. The plasma corticosterone levels in CR-1(05g/kg), CR-2(1.0g/kg), CR-3(3.0g/kg) were not decreased
significant comparing with the control group.(P<0.05)

2. The plasma corticosterone level in AR-1(0.5g/kg) was decreased significant comparing with the
control  group.(P<0.05), but AR-2(1.0g/kg) and AR-3(3.0g/kg) were not decreased significant comparing
with the control group.(P<0.05).

3. The rectal temperature in CR-1(05g/kg), CR-2(10g/kg), CR-3(3.0g/kg) was decreased significant
comparing with the control group.(P<0.05)

4. The rectal temperature in AR-1(0.5g/kg), AR-2(1.0g/kg}, AR-3(3.0g/kg) was not decreased significant
comparing with the control group.(P<0.05)

Conclusion : These data revealed that Rhizoma Coptidis might have no significant effect on inflammation stress
and Aconiti Lateralis Preparata Radix(05g/kg/mouse) might have significant effect on inflammation stress.
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Fig. 1 change of corticosterone level according to the LPS amount.
(n=6)

normal : no treatment group.

Ing/mouse : LPS Ing/mouse administered group.

10ng/mouse : LPS 10ng/mouse administered group.

50ng/mouse : LPS 50ng/mouse administered group.

100ng/mouse : LPS 100ng/mouse administered group.

1,000ng/mouse : LPS 1,000ng/mouse administered group.

1PS was administered intracerebroventrically.

*#% © giatistically significant compared with normal group. (P<0.06)
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20hr, 30hr AZolAE 15het WA fAHT,
60hrl X e Ohrd} vlsd 275 RHHFig. 2).
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Fig. 2 change of corticosterone level according to time course. (n=6)
blood was collected from retro-orbital plexus according to time
cours after LPS treatment. (100ng/mouse)

LPS was administered intracerebroventrically.

: statistically significant compared with Chr. (P<0.05)
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Fig. 3 Effect of Coptids Rhizoma on the change of corticosterone
induced by LPS. (n=6)

blood was collected from retro-orbital plexus 15hr after LPS
treatment.

LPS was administered intracerebroventrically.

normal © no treatment group.

* normal saline administered group before LPS(100ng/mouse)
treatment.

control

CR-1 : Coptidis Rhizoma(0.5g/kg) was administered intragastically.
CR-2 : Coptidis Rhizoma(1.0g/kg) was administered intragastically.
CR-3 : Coptidis Rhizoma(3.0g/kg) was administered intragastically.
*4% : statistically significant compared with normal group(P<0.05)
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Fig. 4 effect of Aconiti Lateralis Preparata Radix on the change of
corticosterone induced by LPS. (n=6)

blood was collected from retro-orbital plexus 1Shr after LPS
treatment.

LPS was administered intracerebroventrically.

normal © no treatment group.

control : normal saline administered group before LPS(100ng/mouse)
treatment.
AR-1 Aconiti Lateralis Ppreparata Radix(05g/kg) was

administered intragastically.

AR-2 : Aconiti Lateralis Preparata Radix(1.0g/kg) was administered
intragastically.

AR-3 : Aconiti Lateralis Preparata Radix(3.0g/kg) was administered
intragastically.

*% 1 gtatistically significant compared with normal group. (P<Q.05)
#  statistically significant compared with control group. (P<0.05)
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Fig. 5 change of rectal temperature(C) according to LPS amount.
(n=6)

rectal temperature was measured at 60 minutes after LPS ICV.
normal : no treatment group.

Ing/mouse : LPS Ing/mouse administered group.

10ng/mouse : LPS 10ng/mouse administered group.

50ng/mouse : LPS 50ng/mouse administered group.

100ng/mouse : LPS 100ng/mouse administered group.

1,000ng/mouse : LPS 1,000ng/mouse administered group.

* ! statistically significant compared with normal group, (P<0.06)
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Fig. 6 rectal temperature(*C) change according to time course. {n=6)
rectal temperature was measured according to time course after
LPS ICV treatment. (100ng/mouse)

** ! statistically significant compared with normal group. (P<0.05)
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Fig. 7 effect of Coptidis Rhizoma on the change of rectal
temperature( C).

rectal
treatment(100ng/mouse).

temperature was measured Zhr after LPS ICV

normal : no treatment group.
control : normal saline administered group before LPS{100ng/mouse)
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treatment.

CR-1 : Coptidis Rhizoma(0.5g/kg) was administered intragastically.
(n=12)

CR-2 : Coptidis Rhizoma(l.0g/kg) was administered intragastically.
(n=12)

CR-3 : Coptidis Rhizoma(30g/kg) was administered intragastically.
(n=11)

* | statistically significant compared with normal group. (P<0.05)

## . statistically significant compared with control group. (P<0.05)
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Fig. 8 effect of Aconiti Lateralis Preparata Radix on the change of
rectal temperature(C). (n=12)
rectal temperature was
treatment(100ng/mouse).
normal ! no treatment group.
control * normal saline administered group before LPS(100ng/mouse)
treatment.

AR-1 ' Aconiti Lateralis Preparata Radix(0.5g/kg) was administered
intragasticaily.

AR-2 : Aconiti Lateralis Preparata Radix(1.0g/kg) was administered
intragastically.

AR-3 : Aconiti Lateralis Preparata Radix(3.0g/kg) was administered
intragastically.

* : statistically significant compared with normal group. (P<0.05)
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