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RNA interference silencing nucleophosmin 1 inhibits NPM1 gene expression in K562 cells

HE Peng, LUO Zhan-peng, ZHANG Ling, YANG Song, ZHONG Xiao-ming, GAO Yu-jie (Department of Clinical Hematol-
ogy, Faculty of Laboratory Medicine, Key Laboratory of Clinical Medical Diagnostics of Education Ministry, Chongqing Medical University,

Chongqing 400016, China)

Abstract: Objective
(NPM1) and investigate the effect of recombinant plasmid on NPM1 expression in K562 cells. Methods The
expression level of NPM1 mRNA was detected by RT-PCR in leukemia cell lines ( THP1 and K562) , bone mar-

row or blood samples from 5 patients with acute myelogenous leukemia ( AML) and from 5 healthy subjects. A

To construct eukaryotic expression vector of RNAi specific to nucleophosminl

short hairpin RNA targeting NPM1 was synthesized and inserted into the plasmid pGenSil-1. After the recombi-
nant plasmid was identified, the correct plasmid was transfected into K562 cells, then the expression level of
NPM1 mRNA was detected by RT-PCR. Results NPM1 mRNA levels were higher in two leukemia cell lines
and all AML samples than those in normal cells. The RNAi recombinant plasmid was constructed successfully.
The NPM1 mRNA levels decreased by 64% in K562 cells after the recombinant plasmid transfection, but those
inhibited in K562 cells
Conclusion NPMI1 mRNA is overexpressed in leukemia cells. The RNAi recombinant targeting NPM1 sup-

were not transfected with empty plasmid and untransfected K562 cells.

presses the expression of NPM1 mRNA.
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Faae 5 A NPMI LA 5 18 1 K562 4, 4558 8o
F M7 20 g NPMT mRNA (1) 38305 B I 32 30, HEAR X
Fik 5 YI(E T B 64% , 1 7E pGenSil-1/neg % 4L Al
pGenSil-1 54 YL 4 g Fp A W, NPMI JE K Rk 9] B F
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