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Effects of Cnidium officinale Makino Aqua-acupunture Solution
on the Activity of Cytochrome P450 Enzyme in Mice
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College of Medicine and Intractable Disease Research Center, Dongguk University

Abstract

The activities of phase 1 enzymes in the liver of mice were examined following the intragastric
application of Cnidium officinale Makino aqua-acupunture solution (COMAS). Treatment of mice with
COMAS resulted in decreases of cytochrome P450 1Al-dependent ethoxyresorufin-O-deethylation and

cytochrome P450 2El-dependent p-nitrophenol and aniline hydroxylation activities.

-These findings

suggest that COMAS has chemopreventive potential by inhibiting cytochrome P450 1Al and cytochrome

P450 2E1 activities in mice.
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Table 1. Classification of Experimental Groups

Numbers of Treatment Acupuntual
Groups Animal (days) Point
= F 7 7
Az 1 7 7 %3 (CV12)
AYF 2 7 7 7t+¥ (BL18)
423 (Blank
i¥E 3 7 7 Locus, BL)

A7} GBE T 244 6] At F o}
—?—f-% AAA 7] g B & Afste] hz3

£ Hegd 32 FoAaHA 015 M KCl
buffer (pH 7.0)2 perfusionA]z] ¥ A &3z,
oA 2 AlHE od FEAE FELS A
A3k ulelz2FE ¥+ Benson 59 4
7ol we 4CAA et 7 23 0.25
M sucrose £ (22 g} 5.0 m)oz Bl

ol A 2AFA7E AHE-ste] oig gl o
olafo) & A4l E2 (9,000xg, 208)247 F &

AEe A en, 4241 my 025 M
sucrose S-Ho] =9 0.1 M CaCla& 0.2 m 2
Foz Hrisle] Wy Atefol A 3087 whx)E)
gk ohA] 23t Al (2,700 g, 20)41A
AN EE vtolazfoz AYe Abgstaddh

5. Cytochrome P450 1A19] A =X

Cytochrome P450 (CYP) 1A1 &4 &#&
7Fe] microsomeg o] £-3}od ethoxyresorufin-
O-deethylase (EROD) &4 o2 22 315,

6. 4-Nitrophenol (NP) hydroxylase assay

4-NP hydroxylase #4¢ Koop”¢t Kim
and Novaks] W'%c 2 2xsd. 4y
9} microsome 1 mg protei/mS 0.1 M
potassium phosphate buffere| #f4171
NADPH-generating system (1 mM NADP",
9 mM glucose-6-phosphate dehydrogenase)
S A 3TCAA 2087 BYHAA B

713 0.5 mi¢ 0.6 N perchloric acid& & 7}s}
HEs AAA AL 2 x 16,000 xgof 4
}.

287 ARz 1 me A=2a4-2 0.1 mg
10 N NaOH¢} 4-& % 4-nitrocatechol?] A}

A& 546 nmellA FA 3ot

7. Aniline hydroxylase assay

Aniline hydroxylase #4l2 Brodie%
Axelrod®) upge o] 43)e p-aminophenol
HyA 2xeog AYsiect.  4-nitrophenol
hydroxylase assayst 2+ o= A3 £
0.5 m2] 0.6 N perchloric acid& & 7}3}e] u}
<& RAAAZh 2832 0.1 m9 5% phenol
in 256 M NaOH# 2.5 M sodium carbonate
£ Hrlsle] 3087 w4271 F 630 nmell 4
FU=% 45
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ohezel TR FRUECVID), 24
(BL18), 42l ¥ (Bl FArr 49T A
< FAEA] @2 HZ2F9 7} microsome ¥
Yeolxe] CYP 1Al 24 & 4% 27, 24
¥, Zeys Jod #zeA 213, 16154
16.5%2] B84 AAEFAE FAL 5 A
¢ (Fig. D).

1. Cytochrome P450 1A1
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Fig. 1. Effect of COMAS on cytochrome

P4501A1 activity. Experimental details
are described in Material and Methods.
Values represent mean+SD (n=3).

p-nitrophenol®] hydroxylatione] $<¥, 7t
B3t w A el AW QYT a2
AN g FAskA g dzFel ¥ 747
69.9, 96.13} 83.3%2 £3) FHYdME £
Hels sa%q Zadas Y & dds

(Fig. 2). =8 CYP 2El 5e°|9 anilined]

hydroxylation®] 4 b3} FAtl o shed
v}$-A 7} microsone?] CYP 2E1 &4jo] A3
go} Zge e G R FAEA WL dE
29 47.1%2 Fol4slE B4 L4 B
232 # du= (Fig. 3).
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Fig. 2. Effect of COMAS on the microsomal
4-nitrophenol hydroxylation activity of
mice. Experimental details are described
in Material and Methods. Values
represent mean+SD (n=3). The value of
each group statistically significant as
compared with control (* p<0.05).
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Fig. 3. Effect of COMAS on the microsomal
aniline hydroxylation activity of mice.
Experimental details are described in
Material and Methods. Values represent
mean+SD (n=3). The value of each
group  statistically  significant as
compared with control (*** p<0.005).
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