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Tumor necrosis factor-a cytokine promoter gene polymorphism in chronic benzene exposed workers
Shanghai leukemia association group LV ling

Abstract.  Objective To demonstrate if the Tumor necrwsis factora (TNF-a) -238 -308 promoter gene polymorphisms in benzene
exposed workers is different from that in controls Method To investigate the TNF-a-238, -308 polymorphisms in 73 benzene exposed
workers and in 87-health controls . The DNA fragment containing this polymorphism were amplified by nested PCR and sequenced by
RFLP. The data were analyzed by chi-square test. Result The frequency of the TNF-0-238 G/ G, A/ G in benzene exposed workers re-
spectively was 95 9%, 4 1%, A4/ 4: 0%. The frequency of the TNF-238 G/ G, A/ G in controls respectively was 96 6% and
3 5%, A/ A: 0%. The frequency of the TNF-a-238 promoter gene polymorphisms was not significantly different between benzene ex-
posed workers and controls  The frequency of the TNF-a-308 G/ G, A/ G in benzene exposed workers respectively was 91. 8%, 8 2%,
A/ A: 0%. That in controls respectively was 90. 8%, Q 2%, A4/ A: 0%. The frequency of the TNF-a-308 promoter gene polymor-
phisms was also not significantly different between benzene exposed workers and contwols Conclusion TNF-a-238, -308 polymophisms in

benzene exposed workers are the same as in health controls

Key words: Benzene exposure; TNF-a-promoter gene polymoiphism
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