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ABSTRACT: Gastric cancer (GC) is the third leading cause of cancer-related deaths in the world. Tumor metastasis 
is considered one of the main factors for GC development. Nup62 is a member of the nuclear pore complex (NPC). It 
bridges the nuclear envelope, is important in nucleocytoplasmic exchange, and is associated with cancer. This study 
aimed to investigate the role of Nup62 in GC metastasis. The relationship between the expression level of Nup62 in GC 
and patient survival was evaluated using Kaplan-Meier analysis. Then Nup62 expression in GC tissues and matched nor-
mal gastric tissues was analyzed by immunohistochemistry and that in cell lines by Western blot analysis. Furthermore, 
clonogenic and Transwell migration assays were performed, and the expression of epithelial-mesenchymal transition 
(EMT) proteins was detected to determine the metastatic functional roles of Nup62 in GC. Compared with the adjacent 
normal tissues, Nup62 was found to be upregulated in GC tissues using software prediction and detecting clinical spec-
imens and cell lines. Moreover, the downregulation of Nup62 suppressed colony formation and decreased the number 
of migrated cells. In contrast, Nup62 overexpression promoted colony formation and increased the number of migrated 
cells. Further functional studies showed that the abnormal expression of Nup62 influenced cell migration and EMT 
through wingless/β-catenin (Wnt/β-catenin) and transforming growth factor (TGF)-β signaling pathways. In summary, 
the findings indicate that Nup62 regulates cell migration by interfering with Wnt/β-catenin and TGF-β signaling path-
ways in GC. 
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I. INTRODUCTION 

Gastric cancer (GC) is the most common cause of 
gastrointestinal malignant tumor and has high mor-
bidity and mortality globally.1,2 In 2018, more than 
1,000,000 new cases were diagnosed and almost 
783,000 deaths occurred.3 Various factors are re-
sponsible for the development of malignancy. One 
of the most important is GC metastasis.4 Therefore, 
the molecular mechanism underlying the metastasis 
in GC cells needs to be explored. 

The nuclear pore complex (NPC) is a large 
protein channel for transport into and out of the 
nucleus.5,6 NPC bridges the nuclear envelope and 

contains 30 proteins, called nucleoporins (Nups). 
Besides regulating nucleo-cytoplasmic traffick-
ing, Nups are essential in many cellular processes 
such as growth and differentiation and gene ex-
pression.7,8 Furthermore, the expression of sev-
eral Nups significantly correlates with cancer. 
Mullan et al. showed that high Nup98 expression 
is associated with poor outcomes in triple-nega-
tive breast cancer and predicts response to anth-
racycline-based chemotherapy as a novel marker.9 
Moreover, Nup153 correlates with the prolifera-
tion of colorectal cancer cells and tumor growth.10 
In a recent study, Nup107 expression increased in 
cervical tissues and Nup107 abnormal expression 
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influenced oxidative insult.11 Nup62 is located in 
the central avenue of the NPC. In squamous cell 
carcinomas (SCCs), Nup62 expression increases in 
normal versus tumor samples and its knockdown 
strongly inhibits SCC cell proliferation.12 In ovar-
ian cancer, the silencing of Nup62 results in growth 
retardation.13 

In our study, Nup62 expression in GC tissues 
and adjacent nontumor tissues and cell lines was 
investigated and its relationship with GC clinical 
characteristics was evaluated. It was revealed that 
Nup62 expression is significantly associated with 
cell migration and epithelial-mesenchymal tran-
sition (EMT) as mediated by wingless/β-catenin 
(Wnt/β-catenin) and transforming growth factor 
(TGF)-β signaling.

II. MATERIALS AND METHODS

A. �Tissue Specimens, Cell Lines, and 
Cultures

Clinical specimens of GC tissues and adjacent non-
tumor tissues were collected from 45 patients ad-
mitted to the China-Japan Union Hospital of Jilin 
University, Jilin, China. They were embedded in 
paraffin and analyzed via immunohistochemistry 
(IHC). All procedures were approved by the Institu-
tional Ethics Committee of Jiangsu University (No. 
UJS-IACUC-AP-20190307087). The six human 
GC cell lines (AGS, SGC-7901, MKN-45, BGC-
823, MGC-803, and HGC-27) and gastric epithelial 
cells (GES-1) used in this study were preserved in 
the laboratory. GES-1, SGC-7901, MKN-45, BGC-
823, MGC-803, and HGC-27 cells were cultured 
in Roswell Park Memorial Institute (RPMI, Buf-
falo, NY, USA) 1640 (Gibco, Gaithersburg, MD, 
USA), while the AGS cell was propagated in Ham’s 
F (F12; Gibco). All media were supplemented with 
10% fetal bovine serum (FBS; Wisent Bio Products, 
Quebec, Canada). Cells were maintained at 37°C in 
a humidified atmosphere with 5% CO2. 

B. Immunohistochemistry

Immunohistochemistry was performed as described 
in a previous study.14 Briefly, the tissues were fixed 

with 4% paraformaldehyde solution and embedded in 
paraffin. The paraffin-embedded tissues were then cut 
into 4-μm-thick sections and blocked after antigen 
retrieval. Thereafter, the tissue sections were incu-
bated with primary (Nup62, 1:1,000) and secondary 
antibodies. Finally, the sections were counterstained 
with hematoxylin after visualizing with DAB. 

C. �Nup62 Gene Transfection and siRNA 
Knockdown Assay

The Nup62 expression vector pcDNA3.1-3FLAG-
Nup62 was kindly provided by Professor Decheng 
Yang (Department of Pathology and Laboratory 
Medicine, University of British Columbia). The 
HGC-27 cells were cultured on six-well plates and 
transfected with pcDNA3.1-Nup62 and a control 
vector using Lipofectamine 3000 (Invitrogen, Carls-
bad, CA, USA), respectively. The SGC-7901 cells 
were transfected with siRNA-Nup62 purchased 
from Santa Cruz Biotechnology (Dallas, TX, USA) 
(sc-36107). After 48 h, the transfected cells were ex-
tracted for later use. 

D. Clonogenic Assay

The transfected cells were seeded into six-well 
plates (1,000 cells/well) and then incubated for 
14 days at 37°C in a humidified atmosphere with 
5% CO2. The visible colonies were fixed with 
4% paraformaldehyde and stained with crystal  
violet. 

E. Transwell Migration Assay

The transfected cells were harvested and seeded in 
the upper chambers of the wells (Merck Millipore, 
Burlington, MA, USA). Every upper chamber of the 
Transwell was filled with 200-μL serum-free me-
dium; the lower compartment of the chamber was 
filled with 600-μL medium containing 10% FBS. 
After incubating for 24 h at 37°C in a humidified 
atmosphere with 5% CO2, the cells on the upper sur-
face were removed to the lower surface, fixed with 
4% paraformaldehyde, and stained with crystal vio-
let. Finally, images were obtained and the invaded 
cells were counted under a microscope. 
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F. Western Blot Analysis

Total protein was extracted with a radio immuno-
precipitation assay (RIPA) lysis buffer (Beyotime 
Biotechnology, Beijing, China), separated via 10% 
or 12% sodium dodecyl sulphate polyacrylamide 
gel electrophoresis (SDS-PAGE) gels, transferred 
to polyvinylidene difluoride (PVDF) membranes for 
90 min, and blocked in 5% skimmed milk for 1 h 
at room temperature. Finally, the protein was probed 
with appropriate antibodies: anti-Nup62 (1:5,000; 
Thermo Fisher, Waltham, MA, USA); antiglycer-
aldehyde-3-phosphate  dehydrogenase (GAPDH), 
anti-β-catenin, anti-E-cadherin, antiproliferating 
cell nuclear antigen (PCNA), antiphosphorylated 
glycogen synthase kinase 3β (p-GSKβ), anti-Snail, 
anti-Timp1, anti-Timp2 (1:1,000; Cell Signaling 
Technology, Danvers, MA, USA); antimatrix metal-
loprotein 2 (MMP2), anticellular myelocytomatosis 
oncogene (c-Myc), anti-Cyclin D1, anti-N-cadherin, 
anti-TGF-β, anti-Smad2/3, and anti-p-Smad2/3 
(1:200; Wanlei). Next, appropriate goat antirabbit 
and horse antimouse antibodies (Fcmacs,) were used 
at 1:2,000 dilutions. The bands were visualized using 
an enhanced chemiluminescence (ECL) kit (Merck 
Millipore, Burlington, MA, USA) following manu-
facturer instructions, and then the relative density of 
the bands was quantified using ImageJ software.

G. Statistical Analysis

One-way ANOVA was used to analyze the data. The 
data were expressed as means ± standard deviation 
(SD) of three independent experiments. All statistical 
analysis was performed using SPSS19 (IBM), and P 
< 0.05 indicated a statistically significant difference.

III. RESULTS

A. �Relationship between Nup62 Expression 
and Overall Patient Survival 

Kaplan-Meier analysis was performed to evaluate 
the relationship between Nup62 expression in GC 
tissues and patient survival. The results showed that 
high Nup62 expression correlated with poor over-
all survival and progression-free survival in patients 

with GC (Fig. 1A and 1B). Gene expression pro-
filing interactive analysis (GEPIA) and UALCAN 
were used to evaluate Nup62 expression in all types 
of tumor tissues and adjacent normal tissues. The 
results showed that Nup62 was expressed in most 
tumor and adjacent normal tissues, including gastric 
tissues. Expression was higher in tumor tissues than 
in adjacent normal tissues, excluding a few tumors. 
In GC, Nup62 expression was higher in GC tissues 
than in adjacent normal tissues (Fig. 1C and 1D). 

B. �Nup62 Protein Expression in GC Tissues 
and Human GC Cell Lines

Nup62 expression was investigated in 45 paired GC 
tissues and adjacent normal tissues by IHC analysis 
to confirm the results of the software prediction. As 
shown in Fig. 2A and 2B, Nup62 expression was 

FIG. 1: Relationship between Nup62 expression and 
poor overall survival and progression-free survival re-
flected in GC tissues and adjacent normal tissues. (A and 
B) Kaplan-Meier analysis. (C and D) (P < 0.01) GEPIA 
and UALCAN analysis.
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found to be significantly higher in GC tissues than in 
adjacent normal tissues. Among the 45 paired tissue 
specimens, Nup62 expression increased in 29 GC 
tissues compared with the paired adjacent nontumor 
tissue. Furthermore, Nup62 was expressed in all seven 
human gastric cell lines (GES-1, AGS, SGC-7901, 
MKN-45, BGC-823, MGC-803, and HGC-27). Com-
pared with GES-1, Nup62 expression was found to be 
higher in GC cell lines, especially in SGC-7901 and 
MGC-803. Moreover, of the six GC cell lines, Nup62 
expression was lowest in HGC-27 (Fig. 2C and 2D). 

C. �Influence of Abnormal Nup62 Expression 
on Cell Migration and EMT In Vitro

Nup62 was silenced in SGC-7901 using siR-
NA-Nup62 or control siRNA, and overexpressed in 
HGC-27 by the transfection of pcDNA3.1-3FLAG-
Nup62 or control pcDNA3.1 to explore the role of 
Nup62 in GC. Nup62 expression was confirmed 
by Western blot analysis. Colony formation and 
Transwell migration assays were then performed. 
The results showed that Nup62 silencing decreased 
the proliferation of SGC cells and the formation 
of fewer and smaller clones compared with that in 
control cells (Fig. 3C and 3D). Transwell migration 
assay showed that migrated cells were fewer in the 
siRNA-Nup62 cells compared with the control cells 
(Fig. 3G and 3H). In contrast, Nup62 overexpression 

led to the formation of many more clones, and the 
number of cells that passed through the membrane 
into the lower chamber was more than the number 
of control cells (Fig. 3A, 3B, 3E, and 3F). 

Several indicators of migration and EMT were 
detected using Western blot analysis. As shown in 
Fig. 4A, Nup62 overexpression induced a decrease 
in the expression of E-cadherin (an epithelial marker) 
and Timp1, whereas the expression of N-cadherin 
(an epithelial marker), MMP2 and MMP9 (mesen-
chymal markers), and Snail (the key regulator of 
EMT) increased. Following Nup62 knockdown, the 
results for the expression of the series of molecular 
markers were contrary to those for the overexpres-
sion of Nup62. 

FIG. 2: IHC analysis showing high Nup62 expression 
in GC tissues and cell lines. (A and B) Matched normal 
gastric tissue (left) and GC tissue (right) (magnification 
×100). (C and D) Cell lines.

FIG. 3: Transwell migration assay showing influ-
ence of abnormal Nup62 expression on cell migration. 
(A–D) Clonogenic assay showingNup62-overexpressed 
HGC cells and Nup62-silenced SGC cells, respectively. 
(E–H) Transwell migration assay showing Nup62-over-
expressed HGC cells and Nup62-silenced SGC cells, re-
spectively. **P < 0.01; ***P < 0.001.
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D. �Mediation of Nup62-Induced Cell 
Migration and EMT by Wnt/β-Catenin 
and TGF-β Signaling Pathways

Wnt and TGF-β signaling canonical gene tar-
gets—β-catenin, PCNA, Myc, Cyclin D1, phosphor-
ylation of GSK-3β (p-GSK3β), TGF-β, Smad1/2, and 
phosphorylation of Smad1/2 (p-Smad1/2)—were 
measured by Western blot analysis to investigate 
the possible signaling pathway in Nup62-induced 
cell migration and EMT. The results showed that 
all markers of the Wnt signaling pathway were in-
creased in the overexpression cells in contrast to the 
control cells (Fig. 5A and 5B). Moreover, levels of 
TGF-β and p-Smad1/2 in Nup62-transfected cells 
were remarkably higher than those in control cells; 
however, Nup62 downregulation in the SGC-7901 
cell decreased these markers (Fig. 5C and 5D).

IV. DISCUSSION

Nup62, containing phenylalanine-glycine (FG) re-
peats, has been reported in SCCs and ovarian carci-
noma. Using RNA sequencing and cDNA microarray 
analysis in normal versus tumor samples, Hazawa et 
al. found that Nup62 expression was higher in SCC 
tumor samples than in normal samples.12 In our 

study, Kaplan-Meier analysis revealed that Nup62 
was highly expressed in GC tumors. 

Tissues from patients with GC were collected 
and matched with nontumor tissues, and IHC anal-
ysis was conducted to determine Nup62 expression. 
The overexpression of Nup62 in GC tissues was 
found to be significantly higher than that in adjacent 
normal tissues. Among human gastric cell lines, 
Nup62 expression was increased. 

EMT is believed to be a driving force in cancer 
progression and metastasis. Progression involves 
diminishing cell-cell junctions and cell polarity, 
downregulation of epithelial markers, upregulation 
of mesenchymal markers, and increasing cell mobil-
ity.15–18 During EMT, cells lose some cellular adhesive 
molecules, such as E-cadherin—the most important 
factor in mediating cell-cell adhesion—and acquire 
some characteristics of mesenchymal cells, such as 
N-cadherin upregulation, leading to mesenchymal 
cell migration.15,19 Moreover, several transcription 
factors participate in EMT development, one of 

FIG. 4: Western blot analysis showing loss of cellular ad-
hesive molecules in EMT. (A and B) Nup62 knockout cells 
and control cells. (C and D) Nup62-overexpressed cells 
and control cells. *P < 0.05; **P < 0.01; ***P < 0.001.

FIG. 5: Western blot analysis showing influence of Nup62 
expression on Wnt/β-catenin and TGF-β signaling path-
ways. (A and B) Wnt and TGF-β signaling canonical 
gene targets in Nup62 knockout cells and control cells.  
(C and D) Wnt and TGF-β signaling canonical gene targets 
in Nup62-overexpressed cells and control cells. *P < 0.05.
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which is the Snail family, including Snail, Slug, and 
Smus. Snail inhibits the expression of two integral 
membrane proteins (occluding and claudins) and is 
associated with lymph node metastasis.20,21 

In our study, Transwell migration and clonogenic 
assays were performed to examine the role of Nup62 
in EMT. Nup62 downregulation decreased the num-
ber of migrated cells and colony formation. Con-
versely, Nup62 overexpression in HGC increased 
cell migration. E-cadherin, N-cadherin, Snail, and 
other molecular markers, such as MMP9 and MMP2 
as mesenchymal markers, were detected following 
the overexpression vector and si-Nup62 transfection. 
E-cadherin expression significantly decreased and 
N-cadherin, MMP9, MMP2, and Snail expression 
dramatically increased in the HGC overexpression 
group compared with cells transfected with the empty 
vector. Nup62 silencing, in contrast, decreased levels 
of the four markers (N-cadherin, MMP9, MMP2, and 
Snail) compared with levels in the control group (ex-
cept for E-cadherin). 

TGF-β is crucial in regulating tumor cell ad-
hesion and EMT.22 In typical Smad and non-Smad 
pathways, TGF-β participates in EMT.23 In the clas-
sic Smad pathway, TGF-β regulates target gene 
transcription by activating the type I receptor, then 
phosphorylating Smad2/3 and interacting with 
Smad4, and finally translocating from the cytoplasm 
into the nucleus. Moreover, Wnt/β-catenin is pivotal 
in EMT in cancer cells.24 Many essential genes, such 
as chromobox protein homolog 7 (CBX7) and fermi-
tin family homolog 1 (FERMT1), regulate the Wnt/
β-catenin signaling pathway and modulate EMT.25–27 
In our study, Nup62 overexpression increased TGF-β 
and p-Smad2/3 compared with their levels in cells 
treated with the control vector. Moreover, in the ab-
sence of Nup62, TGF-β and p-Smad2/3 levels were 
attenuated. 

The effects of Nup62 knockdown or overexpres-
sion on the activation of the Wnt/β-catenin signal 
pathway were investigated. Expression of β-catenin 
and p-GSK3β, as core components of the Wnt/β-cat-
enin signaling pathway, and expression of PCNA, 
Myc, and Cyclin D1, as indicators of Wnt/β-catenin 
signaling, were higher in Nup62-overexpressed cells 
than in control cells. Nup62 knockdown dramatically 
downregulated these markers. 

V. CONCLUSIONS

We showed that Nup62 is highly expressed in GC tu-
mor tissues and cell lines. Moreover, Nup62 down-
regulation decreases the number of migrated cells 
and colony formation whereas its overexpression 
increases cell migration and colony formation. Fur-
thermore, abnormal Nup62 expression influences 
cell migration and EMT in GC in vitro through the 
Wnt/β-catenin and TGF-β signaling pathways. The 
role of Nup62 in patient survival should be further 
investigated.

REFERENCES

1. 	 Pimenta-Melo AR, Monteiro-Soares M, Libânio D, Di-
nis-Ribeiro M. Missing rate for gastric cancer during upper 
gastrointestinal endoscopy: A systematic review and me-
ta-analysis. Eur J Gastroenterol Hepatol. 2016;28:1041–9.

2.	 Veisani Y, Delpisheh A. Survival rate of gastric cancer in 
Iran: A systematic review and meta-analysis. Gastroen-
terol Hepatol Bed Bench. 2016;9:78–86.

3.	 Bray F, Ferlay J, Soerjomataram I, Siegel RL, Torre LA, 
Jemal A. Global cancer statistics 2018: GLOBOCAN esti-
mates of incidence and mortality worldwide for 36 cancers 
in 185 countries. CA Cancer J Clin. 2018;68:394–424.

4.	 Chu D, Zhu S, Li J, Ji G, Wang W, Wu G, Zheng J. 
CD147 expression in human gastric cancer is associ-
ated with tumor recurrence and prognosis. PLoS One. 
2014;9:e101027.

5.	 Amineva SP, Aminev AG, Palmenberg AC, Gern JE. Rhi-
novirus 3C protease precursors 3CD and 3CD’ localize to 
the nuclei of infected cells. J Gen Virol. 2004;85:2969–79.

6.	 Gustin KE. Inhibition of nucleo-cytoplasmic trafficking 
by RNA viruses: Targeting the nuclear pore complex. Vi-
rus Res. 2003;95:35–44.

7.	 Raices M, D’Angelo MA. Nuclear pore complex compo-
sition: A new regulator of tissue-specific and developmen-
tal functions. Nat Rev Mol Cell Biol. 2012;13:687–99.

8.	 Ibarra A, Hetzer MW. Nuclear pore proteins and the con-
trol of genome functions. Genes Dev. 2015;29:337–49.

9.	 Mullan PB, Bingham V, Haddock P, Irwin GW, Kay E, 
McQuaid S, Buckley NE. NUP98 - a novel predictor of 
response to anthracycline-based chemotherapy in triple 
negative breast cancer. BMC Cancer. 2019;19:236.

10.	 Wu Y, Fang G, Wang X, Wang H, Chen W, Li L, Ye T, 
Gong L, Ke C, Cai Y. NUP153 overexpression suppresses 
the proliferation of colorectal cancer by negatively regu-
lating Wnt/β-catenin signaling pathway and predicts good 
prognosis. Cancer Biomark. 2019;24:61–70.

11.	 Shi R, Xu L, Huang L, Cheng JX. Nucleoporin 107 pro-
motes the survival of tumor cells in cervical cancers. Gy-
necol Obstet Invest. 2020;85:41–52.

  1
  2
  3
  4
  5
  6
  7
  8
  9
10
11
12
13
14
15
16
17
18
19
20
21
22
23
24
25
26
27
28
29
30
31
32
33
34
35
36
37
38
39
40
41
42
43
44
45
46
47

JEP(T)-37136.indd                       86                                                               Manila Typesetting Company                                                               03/22/2021                      03:10PM

Journal of Environmental Pathology, Toxicology and Oncology



Volume 40, Issue 2, 2021

NUP62 Promotes Metastasis of GC� 87

12.	 Hazawa M, Lin DC, Kobayashi A, Jiang YY, Xu L, Dewi 
FRP, Mohamed MS, Hartono, Nakada M, Meguro-Horike 
M, Horike SI, Koeffler HP, Wong RW. ROCK-dependent 
phosphorylation of NUP62 regulates p63 nuclear trans-
port and squamous cell carcinoma proliferation. EMBO 
Rep. 2018;19:73–88.

13.	 Kinoshita Y, Kalir T, Rahaman J, Dottino P, Kohtz DS. Al-
terations in nuclear pore architecture allow cancer cell en-
try into or exit from drug-resistant dormancy. Am J Pathol. 
2012;180:375–89.

14.	 Fang J, Wang H, Liu Y, Ding F, Ni Y, Shao S. High KRT8 
expression promotes tumor progression and metastasis of 
gastric cancer. Cancer Sci. 2017;108:178–86.

15.	 Thiery JP, Sleeman JP. Complex networks orchestrate ep-
ithelial-mesenchymal transitions. Nat Rev Mol Cell Biol. 
2006;7:131–42.

16.	 Thiery JP, Acloque H, Huang RY, Nieto MA. Epitheli-
al-mesenchymal transitions in development and disease. 
Cell. 2009;139:871–90.

17.	 Kalluri R, Weinberg RA. The basics of epithelial-mesen-
chymal transition. J Clin Invest. 2009;119:1420–8.

18.	 Turley EA, Veiseh M, Radisky DC, Bissell MJ. Mecha-
nisms of disease: Epithelial-mesenchymal transition—
does cellular plasticity fuel neoplastic progression? Nat 
Clin Pract Oncol. 2008;5:280–90.

19.	 Yang J, Weinberg RA. Epithelial-mesenchymal transition: 
At the crossroads of development and tumor metastasis. 
Dev Cell. 2008;14:818–29.

20.	 Ikenouchi J, Matsuda M, Furuse M, Tsukita S. Regulation 

of tight junctions during the epithelium-mesenchyme tran-
sition: Direct repression of the gene expression of clau-
dins/occludin by Snail. J Cell Sci. 2003;116:1959–67.

21.	 Zhao W, Zhou Y, Xu H, Cheng Y, Kong B. Snail family 
proteins in cervical squamous carcinoma: Expression and 
significance. Clin Invest Med. 2013;36:E223–33.

22.	 Katsuno Y, Lamouille S, Derynck R. TGF-β signaling and 
epithelial-mesenchymal transition in cancer progression. 
Curr Opin Oncol. 2013;25:76–84.

23.	 Liang G, Fang X, Yang Y, Song Y. Silencing of CEMIP 
suppresses Wnt/β-catenin/snail signaling transduction and 
inhibits EMT program of colorectal cancer cells. Acta 
Histochem. 2018;120:56–63.

24.	 Nusse R, Clevers H. Wnt/β-catenin signaling, disease, and 
emerging therapeutic modalities. Cell. 2017;169:985–99.

25.	 Wang W, Wen Q, Luo J, Chu S, Chen L, Xu L, Zang H, Al-
nemah MM, Li J, Zhou J, Fan S. Suppression of β-catenin 
nuclear translocation by CGP57380 decelerates poor pro-
gression and potentiates radiation-induced apoptosis in na-
sopharyngeal carcinoma. Theranostics. 2017;7:2134–49.

26.	 Liu CC, Cai DL, Sun F, Wu ZH, Yue B, Zhao SL, Wu XS, 
Zhang M, Zhu XW, Peng ZH, Yan DW. FERMT1 medi-
ates epithelial-mesenchymal transition to promote colon 
cancer metastasis via modulation of β-catenin transcrip-
tional activity. Oncogene. 2017;36:1779–92.

27.	 Bao Z, Xu X, Liu Y, Chao H, Lin C, Li Z, You Y, Liu N, 
Ji J. CBX7 negatively regulates migration and invasion in 
glioma via Wnt/β-catenin pathway inactivation. Oncotar-
get. 2017;8:39048–63.

1
2
3
4
5
6
7
8
9
10
11
12
13
14
15
16
17
18
19
20
21
22
23
24
25
26
27
28
29
30
31
32
33
34
35
36
37
38
39
40
41
42
43
44
45
46
47

JEP(T)-37136.indd                       87                                                               Manila Typesetting Company                                                               03/22/2021                      03:10PM



JEP(T)-37136.indd                       88                                                               Manila Typesetting Company                                                               03/22/2021                      03:10PM


