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DETECTION OF DICHL OROAM INOPHENOL - DNA ADDUCTS US
ING* P- POSTLABELL ING ASSAY
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Department of Environmental Health, West China University of Medical Sciences, Chengdu
610041

Abstract A detection of DNA adductsin V79 cdls treated by 2,4 - dichloro - 6 - aminophenol
(DCAP) was carried out usng ** P- postlabelling assay with the nuclease P, and the butanol en-
hancement methods. Results showed that with the nuclease P, enhancement 4 DNA adducts in-
duced by DCA P were observed and the amount of the DNA adducts were 38.7,71.5,85.7 ,and
22. 4/ 10° nucleotides reectively ,and that with butanol enhancement no one was detected. The
resultsindicated that DCAP was cgpable of forming covaent bonds to DNA in mammdian cells
and the covaent binding to DNA might be an essential pathway by which DCAP resulted in geno-
toxic and carcinogenic effects. Because DCAP isa mgor metabolite of the 83 - 1 herbicide ,an ani-
mal carcinogen ,the DNA adduct analyses could be applied as a biomarker for biomonitoring of hu
man exposure to the herhicide. The sendtivity of two enhancement methods has a been dis
cussed and it was suggested that the polarity of chemica s wasthe most important factor for select-
ing the butanol enhancement method.
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