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Abstract The EcoRI/Sall fragment (~0,3Kb) from mutant ApRTcS of plasmid.
pBR322 induced by glycidyl methacrylate (GMA) has been sequenced after recom-
binated with vector using directly sequencing for double stranded DNA_ In . most
case the mutation occured in the form of deletion and insertion of cytidine and
guanine to the sequenced fragment The results {showed that the method directly
sequencing for double stranded DNA is useful to the study of environmental
mutagens
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1); normal sequence of pBR322

' 1) GGGTATGETG GCAGGCCCGT GGCCGGGGGA CTGTTGGGCG CCATCTICCTT GCATGCACCA TTCCTTGCGG
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