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Abstract:Objective To discuss the susceptibility of gene polymorphism of CYP2B6 to the acute myeloid
leukemia ( AML) in adults. Methods
785A>G and 516G=>T of CYP2B6 in 87 first-diagnosed AMI patients (AMI group) , meanwhile 191 healthy
volunteers were enrolled as the control group. Results CYP2B6 785A>>G in the dominant model (AG+ GG
vs. AA,P<C0.05,0R=5.34,95%CI :4.05—7.04) and with allele G (G vs. A, P<C0.05,0R =2. 22,95%CI :
1.46—3.37) both increased the risk of AML. CYP2B6 516G>T did not affect the risk of AML in the domi-
nant model (GT+TT ws. GG,P >0, 05,0R=0.70,95%CI:0.41—1.19 ) or with allele T (G ws. T,P >
0.05,0R=0.73,95%CI:0.47—1.15). Conclusion CYP2B6 785A>>G with allele G might increase the risk

of AML in adults.

Using Sanger sequencing technology to identify the genotypes of
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