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DNA repair capacity and gene polymorphism of DNA double strand break repair
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Abstract: Objective To explore the relation between genetic polymorphisms of RAD52, XRCC2, XRCC4 and DNA
repair capacity (DRC) in 1,3-butadiene (BD) workers. Methods DRC of DNA damage caused by bleomycin in peripheral
blood lymphocytes of 60 BD-exposed workers and 60 non-BD exposed workers were measured respectively, using chromatid
breaks test, and the polymorphism of RAD52, XRCC2, XRCC4 were detected by polymerase chain reaction-restriction fragment
length polymorphism (PCR-RFLP) technique. Results The results showed that the Chromosome breakage rate per cell (b/c)
were significantly higher in BD-exposed workers than that in control group[ (1.06+0.41)% vs (0.85+0.36)%, P<0.01],
and the levels of b/c were significantly lower in BD-exposed workers with AG+GG genotype of A245G polymorphism of XRCC4
than those with AA genotype[ (0.91+0.29)% vs (1.18+0.48)%, P=0.02], while the levels of b/c[ (1.13+0.42)%] in
GG genotype of XRCC4 T1394G polymorphism were significantly higher than that of the TT genotype [ (0.75+0.36)%, P=
0.04]. Conclusion The results suggested that there could be a correlation between polymorphisms of XRCC4 and DRC of DNA

damage induced by BD.
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