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Effect of exogenous NPM mutant protein on AKT cellular localization and its significance in leukemia proliferation”
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[ Abstract |

Objective To investigate the effect of exogenous NPM mA to the subcellular localization of AKT and its signifi-

cance in the proliferation in leukemia cells. Methods The co-immunoprecipitation assay was used to detect the interaction between
NPM mA and AKT. The subcellular localization of NPM mA and AKT was observe by using the immunofluorescence experiment.
The cells proliferation potential was assessed by CCK-8 assay. Results NPM mA could be combined with AKT in K562 cells. The
immunofluorescence showed that NPM mA was mainly distributed in the cytoplasm. After co-tranfecting NPM mA and AKT into
HEK293T cells, AKT was transformed from the dispersive distribution to cytoplasma. Additionally, the in vitro proliferation ability
at 72 h in the K562 group was significantly enhanced compared with the K562 ¢l and K562 mA groups(P<C0. 01). After treating
with AKT inhibitor(AKT inhibitor IV ,AKT V) for 48 h,the proliferation in the K562 c1 and K562 wt groups was remarkably in-
hibited, but which in the K562 mA group could still maintain growth(P<C0. 01). Conclusion Exogenous NPM mA can change the
subcellular localization of AKT,moreover regulates the in vitro malignant proliferation of leukemic cells.
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1 (Abcam 23 #) 5 /N BT A NPM B4 7% [ 41 {4 | Protein A/G
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E1A i [ &2 7% ¥k beads, 3 000 r/min &L 2 min 2B L&
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