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Abstract; Objective
leukemia (AML). Methods
(RT-PCR)method in 59 AML patients. Then analyze the relationship of the levels of NPM1 and therapeutic effect. patients” sex,

To investigate and discuss the expression and clinical significance of NPM1 in patients with acute myeloid
The levels of NPM1 were measured by semiquantitative reverse transcription polymerase chain reaction
age, peripheral blood cells, blast cells of bone marrow. Results Of newly diagnosed AML patients, NPM1 positive rate was 73. 8% ,
NPM1 positive rate in refractory and recurrent group was 100% , NPM1 positive rate in complete remission group was 66. 7% ,
NPMI1 positive rate in control group was 60% ,but there was no significant difference between different groups (P>>0. 05). Analy-
sis of expression levels showed that NPM1 median expression level in the refractory and relapsed group (0. 7988) was higher than
that in newly diagnosed group (0. 541 0),complete remission group (0. 483 6) and control group (0. 3718) (P<C0. 05). Complete
remission rate in patients with high NPM1 expression group was (63.1%,12/19) which was lower than the that in low expression
group(88.9%,8/9) and patients with no expression group (100%,10/10) (P<C0. 05). The expression level of NPM1 mRNA
markedly correlated with the number of white blood cell and bone marrow blast cell. (P<Z0. 05). After a course of chemotherapy,12
newly diagnosed patients with high expression of NPM1 gene were dynamicly observed. 5 cases obtained complete remission, and
the expression level reached below the normal median level. The remaining 7 patients had no remission,and there was no significant
change in expression levels. Conclusion There were different levels of NPM1 over-expression in acute myeloid leukemia. The high
expression of NPM1 shows low complete remission rate and poor prognosis,and it can be used as indicators of poor prognosis in
AML. Using PCR to dynamically detect the expression of NPM1 in AML patients before and after therapy,we can make it one of
the indicators to determine the prognosis and monitor the minimal residual disease of AML.
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