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Effect of Crnidium dfficinale Makino Aqua-acupuncture Solution
on Carcinogen-induced Carcinogenesis in In vitro
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Abstract

The effects of Cnidium officinale Makino aqua-acupuncture solution (COMAS) and Chidium officinale
Makino water-extraced solution (COMWS) on the CYP1A1 activity and benzofa}pyrene(B[a]P)-DNA adduct
formation were examined. There were 68%, 12.1%, 15.1%, 18.3% and 22.6% inhibition in the activity of
cytochrome P4501A1 enzyme with the treatment of 0.1x, 05, 1X, 3x and 5X COMAS, respectively. At
concentration of 0.1X COMAS, the binding of ["H]B[a]P metabolites to DNA of NCTC-clone 1469 cell was
significantly inhibited by 56.9%. These results suggest that COMAS has chemopreventive potential by

inhibiting cytochrome P4501A1 activity and benzo[alpyrene-DNA adduct formation.
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Fig. 1. Preparation of microsomal fraction
from rat liver.
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Fig. 2. Effect of COMAS and COMWS on

DMBA-induced cytochrome P4501A1
activity.
Experimental details are described in
Material and Methods. Values repre-
sent mean+SD (n=3). The value of
each group statistically significant as
compared with control ( p<0.05).

Benzo[alpyrene-DNA binding *{sH & =t

worER e AAzH HAz <lste] A=
ol DNAd} +x3 &4 F

e Aoz gddA Aot dd &% DNA
b 4252 e FdwelEd Yo7 DNA
o) AzEs Ao EA = fx7t GAE

He Aolch matAd LFEAe]
DNAs} Z3ste] £4& 4 HE F3¢ A
Auchd oAl x37h e Aol DA
Azl e 23 benzo[a]lpyrene-DNA bin-
ding inhibition &3}& «elrr] )3 NCTC-
clone 1469 M =& o] &3t MY A, 01
x 9] kil oA 56.9%, 0.1xs) d55
Zdo4 33.3%Y A aIE el
(Fig. 3). &3 positive control?] ellagic acid
E 54.7%9 A x#7t sl

Ago) AE BIGPAe I

80

go0.X
60

——it

% of inhibition
a
o
*

20

COMAS COMWS

Fig. 3. Inhibition of the binding of B(a]P
metabolites to DNA of NCTC-clone
1469 cells.

B[a]P-DNA binding was determined
inthe presence of COMAS or COMWS.
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, " : p<0.01).
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