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ABSTRACT Objective: Exogeneous NAIFI (nuclear apoptosis-inducing factor 1) was transfected and expressed in hepatoma cell
HepG2, and the localization of NAIF1 as well as the effects of NAIF1 on cell proliferation and cell migration was investigated. Methods:
HepG2 cell was transiently transfected with eukaryotic expression plasmid pEGFP-N1 as control group or pEGFP-N1-NAIF] as test
group. Western blot was performed to examine the NAIFT protein expression levels. Nucleus was stained by DAPI, and the localization
of NAIF1 was analyzed by monitoring the GFP using a fluorescence microscope. The ability of cell proliferation was determined by MTT
assay. Transwell assay was performed to examine the ability of cell migration. Results: In hepatocma cell HepG2, exogeneous expressed
NAIF1 was mainly localized in nucleus. Compared with HepG2/pEGFP-N1, HepG2/pEGFP-N1-NAIF1 showed decreased ability of cell
proliferation and migration (P<0.05). Conclusions: Exogeneous expressed NAIFI localizes in the nucleus of HepG2. Overexpressed
NAIF1 inhibits the cell proliferation and migration of HepG2. NAIFI may act as a potential target of hepatocarcinoma therapy.
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Fig.1 Overexpression of exogeneous NAIF1 in HepG2 cells
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Fig.2 Subcellular distribution of NAIF1 in HepG2 cells (Bar = 10 pum)
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FIF MTT SE3e6/F 5% NAIF1 X HepG2 2 Ma b5 fig 71 1 5%
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HepG2/pEGFP-N1-NAIF1 43458 6E S 46 T Fe, H H AR 58 0
K AT RIZLE ST MR (P <0.05, K 3), #2781t 325k NAIF1
3 HepG2 4045 .
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Fig.3 Effect of NAIF1 on HepG2 cell proliferation by MTT assay
Note: *P < 0.05, compared with control group. Overexpression of NAIF1
inhibited HepG?2 cell proliferation.
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Fig.4 Effect of NAIF1 on HepG2 cell migration by transwell assay

Note: A: Results of transwell migration assay(Bar =200 pm).

B: Statistical histogram of the cell number in the transwell migration assay. *P < 0.05, compared with control group.
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