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Abstract

The antimutagenic activity of resveratrol on the mutagenicity induced by Trp P-1(3-amino-1,4-dime-
thyl-5H-pyridof4.3- blindole) was studied using the Ames test with Salmonella typhimurium TA98 and
100. Trp P-1 showed strong mutagenecity in 5. (fyphimurium TA98, but was higly decreased
mutagenecity in S. typhimurium TA100. This result suggests that the mutagenecity of Trp P-1 can be
mainly induced by the DNA lesions causing frame shift., Resveratrol itself did not show antibacterial
effect upon 300 pg/assay. Resveratrol showed the strongest inhibitory effect with dose dependent manner
on the mutagenicity induced by Trp P-1. The inhibition rates of resveratrol at concentration of 2, 10,
25, 50, 100, 300 pg/assay were 13%, 30%. 52%. 65%, 81%, 89%, respectively.
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Fig. 1. Structure of resveratrol.
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typhimurium TA98, 100 used in Ames test

Test Histidine b 9 4 Mutation
. . LPS Repair” R-factor _
strains mutation characteristics
TA 98 hisC3052 ria AuvrB +R Frame shift
TA100 hisG46 rfa HuvrB +R Base substitution

" The rfa mutation{deep rough character) causes partial loss of the lipopolysaccharide(LPS) barrier that coats the

surface of the bacteria.

2 The deletion{A) through uvrB includes the nitrate reductase(chl) and biotin(bio) gene.

? R-factor plasmid. pKM101, contains the ampicillin resistance factor.
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Fig. 2. Number of revertants induced by Trp
P-1 with S9 in Salmonella typhimurium TA9S.
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Fig. 3. The effect of resveratrol on the growth
of Salmonella typhimurium TA9S8.
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Table 2. Inhibition effects of resveratrol on
the mutagenicity of Trp P-1 with S9 in Salmo-
nella typhimurium TA98

Concentration

Revertants  Inhibition rate(%)
( 1g/assay)

Spontaneous 23+20" -
Trp P-17 1.053+10 -

2 92320 13.0

10 745420 30.0

25 520230 52.0

50 388+10 65.0

100 214+ 7 81.0

300 231 5 89.0

" Mean+SD of {riplicate experimentes,

* The concentration of Trp P-1 was 400 ng/assay.
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