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Abstract: Objective To explore the effect of daunorubicin on human xeroderma pigmentosum group D ( XPD) , also
known as excision repair cross-complementing group 2 (ERCC2) gene and the association of XPD / ERCC2 gene with
pathogenesis and remission of acute myeloid leukemia( AML). Methods The relative expression levels of XPD / ERCC2
mRNA in AML THP-1 cell line treated with daunorubicin in different concentrations (0.025,0.05,0.25,1.25 wmol/ L)
and different action time (12 h,24 h) were detected and compared, and its relative expression levels in bone marrow
mononuclear cells in newly diagnosed AML group (n =26) ,AML in complete remission group (n =21)and iron deficiency
anemia group (n =35) were detected and compared. Results The relative expression levels of XPD/ERCC2 mRNA in
THP-1 cell lines treated with different concentrations of daunorubicin (0. 025,0.05,0.25,1.25 wmol/ L) were 0. 949 +
0.184,1.738 £0.495,1.629 +0. 191,2.376 £0.900 for 12 h and 1.394 +0. 128,2.298 +0. 698,2. 318 +0. 089,
4.156 £1.617 for 24 h respectively,which increased progressively with the increase of concentrations of daunorubicin and
action time of daunorubicin. (all P <0.05). There were no significant differences in the relative expression levels of XPD/
ERCC2 mRNA in bone marrow mononuclear cells of newly diagnosed AML group, AML in complete remission group and
iron deficiency anemia group (P >0.05). Conclusions The relative expression level of XPD / ERCC2 mRNA in THP-1
cell line increases with the increase of concentration and action time of daunorubicin. There is no association of XPD/
ERCC2 mRNA expression with pathogenesis and remission of acute myeloid leukemia.
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myeloid leukemia; Human monocytic leukemia cell lines
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