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EFFECTS OF ACRYLAMIDE ON HPRT GENE OF HUMAN
PROMYELOCYTIC LEUKEMIA CELLS

LIU Sheng-xue, CAO Jia , AN Hui, ZHOU Zi-yuan, SHUN Hua-min

Department of Molecular Toxicology, Third Military Medical University,
Chongging 400038, China

Abstract Purpose: To investigate the effect s of Acrylamide (AA) on the HPRT gene of human
promyelocytic leukemia cells. Methods : HL - 60 cells wre infected with AA with different
concent rations and put into single -cell wells at different time phases. Then the numbers of
positive wells were counted and the cell plating efficiency , cloning efficiency and mutation f

ARIAFEB

¥ Supporting info

» [PDF4> 3](86K)
F[HTML 4= 3] (0k)
» SHICHR
k55 55 J it

b A SCHERR SR AR
I IS

k Email Alert
FHAE B
5 1 L el L il IR PN
XE

WA SCAEF ARSI
XUk

Bk

LN

JilSdE

P

1
="

requency were determined. Results : the cell mutation f requency was positively correlated to the
cocent ration. When the dose of AA rose up to the top (700ung/ ml) , there was clear mutagenesis
on HPRT locus. Meanwhile the cloning efficiency increased slowly to follow increasing of

doses ,and this pheomenon might be related with the st ronger toxicity of AA. Conclusion : The
mutagenesis of AA was nferior.

Keywords acrylamide HPRT gene mutagenesis HL - 60 cell

DOl

TR &




