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Abstract : Purpose: To invedigate the efectsof Acrylamide(AA) on the HPRT gene of human promyelocytic

leukemia cells. Methods: HL - 60 cellswreinfected with AA with different concentrations and put into sngle -
cell wells at different time phases. Then the numbersof postive wells were counted and the cell plating efficien-
¢y, doning eficiency and mutation frequency were determined. Results: the cel mutation frequency was pos-
tively correlated to the cocentration. When the dose of AA rose W to the top (70Q g/ ml) , there was clear
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mutagenesson HPRT locus. Meanwhile the cloning eficiency increased dowly to follow increasng of doses,
and this pheomenon might be related with the stronger toxicity of AA. Conclusion : The mutagenessof AA was

inferior.
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FHgure 1 The relationship between plating eficiency and AA dose
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Figure 2 The reationship among mutation frequency ,
coning eficiency and AA dose
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