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*Am. J. Ind. Med., 21,481-90.  **Carcinogenesis, 14, 675-78.
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Nuclease P -enhanced DNA Adducts

FiG. 5. Mean values for nucleass P1 enhanced carcinogen-DNA|
adducts comparing the current smokers {= = 13} to the current
nonsmokers (n = 19). Bars indicate SEM for each group. Differences|
between the groups were tested by analysis of variance or the
Mann-Whitney test as appropriate. =, Those adducts in which a
statistically significant difference was detected a1 P < 0.05.
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