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STUDIED GROUPS RESULTS
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SUMMARY CONCLUSIONS

1. Predictor of total DNA adducts was smoking, vitamin C,

polymorphisms of GSTM1, EPHX exon 4, XRCC1 and XPD 1. Results of DNA adducts analysis and FISH
Sz ] ) ] analysis indicate that city policemen represent
2. Predictor of ,like“B[a]P- derived DNA adduct was smoking, a group of the increased genotoxic risk.

exposure to carcinogenic PAHs, and polymorphisms of
GSTM1, XRCC1, MTHFR.

3. Predictor of the frequency of aberrant cells by convention

2. DNA adducts highly correlated with cytogenetic

method was polymorphisms of CYP1A1, XPD exon 6 and endpomts by FISH.

XPD exon 23. ; R y .
4, Predictor of the frequency of translocations by FISH was 3. P°|ym°rphlsm of metabolic and DNA repair

age, smoking, exposure to carcinogenic PAHs, folate, genes identify subjects susceptible to DNA

polymorphisms of CYP1A1, GSTM1, GSTP1, EPHX, p53, damage by exposure to carcinogenic PAHs.

mspl and MTHFR.
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