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[Abstract] Objective  To study the relationship between the expression of Bcl-2 gene and
monomethylarsonic acid, and study the gentoxicity of arsenic. Methods 43 workers of arsenic factory were
selected as exposure group, and 23 people were selected as control group. Bel-2 gene expression was detected by
real-time PCR. We used hydride generation—atomic absorption spectrometry (HGAAS) to determine inorganic
arsenic (iAs) , monomethylarsonic acid (MMA) and dimethylarsinic acid (DMA) in urine, and calculated
Primary Methylation Index (PMI) and Secondary Methylation Index (SMI). Results The urinary concentrations
of iAs, MMA and DMA in the exposed population were significantly higher than in the control group. The SMI in the
exposed population was significantly lower than in the control group. The expression level of Bel-2 gene in the
exposed population was significantly higher than in the control group. There was a significant link between the
expression of Bel-2 gene and iAs (r=0.272, P <0.05), and a significant negative correlation between the
expression of Bcl-2 gene and MMA (r=0.252, P<0.05), and a significant correlation between the expression of
Bcl-2 gene and DMA (r =0.280, P<0.05), and a closely negative correlation between the Bel-2 and SMI (r =
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-0.424 , P<0.05 ). Conclusion Arsenic exposure is an obvious reason for the upregulation of Bel-2 gene and

there is a closely correlation between the arsenic methylation products and the expression of the Bel-2 gene in

peripheral blood lymphocytes.
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Tab. 1 Primary Methylation Index (PMI) and Secondary Methylation Index (SMI) of exposure group and control

group (X+5)
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Fig. 1 The relation ship between the total arsenic content and the relative expression of Bcl-2
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Fig. 2 The relationship between the relative expression of Bcl-2 and SMI
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