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Effect of NR2EI on the division and proliferation of
neuroblastoma cells

ZHU Haixia', MA Nan’, JTAO Chunhong’, XUE Weiwen®, ZENG Zhaojun’

(1. Department of Neurology, Third Xiangya Hospital, Central South University, Changsha 410013; 2. Molecular Biology Research Center,
School of Biological Science and Technology, Central South University, Changsha 410078, China )

ABSTRACT Objective: To explore the effects of nuclear protein-like transcription factor nuclear receptor
subfamily 2 group E member 1 (NR2E1) on the growth, division, and proliferation of
neuroblastoma cell line IMR32.

Methods: A NR2E1 shiRNA plasmid vector was constructed and transfected into neuroblastoma
cell line IMR32 using lipofedamine™2000. Subsequent cell growth was measured by cell counting
and the protein expression of somatic nuclear division was examined by immunofluorescent staining.
Results: At 48 h after the neuroblastoma cells IMR32 were transfected with NR2E1-shiRNA
vector, the related nuclear division protein and the proliferation of the transfected cells IMR32 were
remarkably depressed.

Conclusion: Cells division and proliferation of neuroblastoma cell line IMR32 is inhibited through
transfection with the NR2E1-shiRNA plasmid vector.
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Figure 1 Morphological alteration and expression of NR2E1 immune fluorescence staining in the IMR32 cells with transfection
of NR2E1 shiRNA plasmid vector or control vector ( X 100). A, Al: IMR32 cells were transfected with the vectors, and NR2E1 immune
fluorescence staining are positive (red); B,B1:the nuclear counterstaining with DAPI was blue; C, C1: Merge photo shows overlapping staining
in the two groups. Control: IMR32 cells transfected with control vector of NR2E1; ShiNR2E1: IMR32 cells transfected with NR2E1-shiRNA

plasmid vector.
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Figure 2 Effects of NR2E1 silencing on cell growth. A: Cell growth curve of SiNR2E1 IMR32 by cell counting assay; NR2E1-shiRNA I(1-
4) IMR32 was respectively transfected with NR2E1-shiRNA (1-4) plasmid vector IMR32 cell clone(1-4); B: Cell growth curve of control vector
of ShiNR2E1 IMR32 and widetype IMR32 by cell counting assay; IMR32 Vector 1(IMR32+Vector 1), IMR32 Vector 2(IMR32+Vector 2) was
respectively transfected with negative controll shiRNA plasmid vector IMR32 cell clone. IMR32 was widetype IMR32 cell.
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Figure 3 Expression of NR2E1 in the SiNR2E1 IMR32 cells and IMR32 control cells by Western blot. 11,12,13,14: SiNR2E1 IMR32 cell
clone 1,2,3,4; V1,V2: SiNR2E1 control vector 1,2 of IMR32; WT: Wildtype IMR32 cells.
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Figure 4 Morphological alteration and expression of NR2E1 or CENPJ immune fluorescence staining in the IMR32 cells with
transfection of NR2E1 shiRNA plasmid vector or control vector ( X 100). A, Al: Nuclear counterstaining with DAPI was positive(blue);
B, B1: IMR32 cells were transfected with the vectors, and CENPJ immune fluorescence staining are positive (green); C, C1: NR2E1 immune

fluorescence staining was positive (red); D, D1: Merge photo shows overlapping staining in the three groups. Control: IMR32 cells transfected
with control vector of NR2E1; ShiNR2E1: IMR32 cells transfected with NR2E1-shiRNA plasmid vector.
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