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Abstract: Objective To explore the relationship between gene polymorphism of CYP2E1 and individual susceptibility to benzene
poisoning. Method 142 subjects were investigated, including benzene intoxication group and benzene exposed group. Except mutine
physical examination and blood wutine test analysis on gene polymorphism of CYP2E1 at 5/*flanking region Ruzl/ Pg¢1 and inton-6
Dral,  concentrations of benzene in the air of woikplace were also measured. Result Gender stmtification analysis showed that male
worker with cl/ &2 genotype showed 2 5 (95% CI 1. 010 ~12 382) fold higher risk suffering from benzene poisoning than that of male
with ¢/ ¢l genotype; and male workers with CD genotype had a 3.0 (95% CT 1. 704~ 15. 374) fold higher risk for benzene intoxica-
tion than that of whose with DD genotype. Male workers with either ¢1/ ¢2 or CD genotypes showed a 6 8 ~ 12 fold higher risk for ben-
zene intoxication than that with ¢1/ cI+=DD genotype. Conclusion The occurrence of chronic benzene poisoning is the result from vari-
ous agents including gene polymorphism of metabolic enzymes woiking envionment benzene exposure level, exposure time, gender
and life-styles etc. Male with either ¢1/ &2 or CD genotypes might have higher risk suffering from benzene poisoning than others.
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2 CYP2El PsV/ Rul. Dral
OR (95%CD) P
n % n %
Pstl/ Rsal
total cl/el 43 0. 6 51 71 8 1L 00
/2t Y2 28 3.4 20 282 1. 60 (0.822~3.353) 0153
Male cl/el 8 p1 18 720 L 00
/2 11 57.9 7 28 0 3,536 (1010~ 12 382) 0048%
Fanale cl/ el 35 6.3 3 717 1. 00
o/ 2+ 2 17 27 13 28 3 1. 233 (0.517~2 939 063
Dral
total DD 31 3.7 3 535 L 00
D+ CC 40 %6.3 3 46 5 1. 486 (0.766~ 2. 882) 0240
Male DD 4 201 13 520 1. 00
O+ ce 15 78.9 12 48 0 4. 063 (1.704~ 15 374) 00372
Female DD 27 5.9 2 543 L0
D+ CC 25 48 1 21 457 L 102 (0. 496~ 2. 452) 0 817
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