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Introduction: The functions of DCST1-AS1 have been investigated in liver cancer, while

its role in endometrial carcinoma (EC) remains hardly known. This study aimed to analyze

the role of DCST1-AS1 in EC.

Methods: Paired EC and non-tumor tissue samples were obtained from 62 EC patients.

These patients were followed up for 5 years since their admission to record their survival

conditions. HEC-1 cells were transfected with DCST1-AS1, Notch1 vectors, miRNA nega-

tive control or miR-92a-3p mimic. Luciferase activity was measured. QPCR and Western

blot were applied to determine the RNA level and protein expression, respectively. The

invasion and migration of HEC-1 cells were analyzed by Transwell assay.

Results: We in this study found that DCST1-AS1 was upregulated in EC. Survival analysis

revealed that high levels of DCST1-AS1 expression predicted poor survival of EC patients.

Bioinformatics analysis revealed that miR-92a-3p may bind DCST1-AS1 and the interaction

between them was further confirmed by dual-luciferase activity assay. However, overexpres-

sion of miR-92a-3p and DCST1-AS1 failed to affect the expression of each other. Moreover,

DCST1-AS1 overexpression led to upregulated Notch1 and increased cancer cell invasion

and migration rates. Overexpression of miR-92a-3p played an opposite role and attenuated

the effects of DCST1-AS1 overexpression.

Discussion: DCST1-AS1 is downregulated in EC and may sponge miR-92a-3p, thereby

promoting cancer cell invasion and migration.
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Introduction
The most common malignancy of the genital tract of females’ endometrial carci-

noma (EC) affects about 10 to 20 out of 100,000 people per year.1 In recent years,

the incidence of EC showed an increasing trend and the onset age is becoming

younger and younger.2 With appropriate surgical resection, the overall survival of

EC patients diagnosed at the early stages can reach 80%.3 However, a considerable

portion of EC patients are diagnosed at advanced stages and the prognosis is

generally poor.4 Adjuvant therapeutic approaches, such as chemotherapy and radia-

tion therapies are beneficial for short-term survival, while side effects are inevitable

and long-term survival is poor.5 Therefore, novel therapeutic approaches are still

needed.

The application of next-generation sequencing technique in clinical studies has

identified a considerable number of genetic alterations involved in the pathogenesis

Correspondence: Dabao Wu
Department of Obstetrics and
Gynecology, The First Affiliated Hospital
of USTC, Division of Life Sciences and
Medicine, University of Science and
Technology of China, Hefei, Anhui
230001, People’s Republic of China
Tel +86-551-62283954
Email ia0940@163.com

Cancer Management and Research Dovepress
open access to scientific and medical research

Open Access Full Text Article

submit your manuscript | www.dovepress.com Cancer Management and Research 2020:12 1221–1227 1221

http://doi.org/10.2147/CMAR.S234891

DovePress © 2020 Ke et al. This work is published and licensed by Dove Medical Press Limited. The full terms of this license are available at https://www.dovepress.com/terms.php
and incorporate the Creative Commons Attribution – Non Commercial (unported, v3.0) License (http://creativecommons.org/licenses/by-nc/3.0/). By accessing the work

you hereby accept the Terms. Non-commercial uses of the work are permitted without any further permission from Dove Medical Press Limited, provided the work is properly attributed. For
permission for commercial use of this work, please see paragraphs 4.2 and 5 of our Terms (https://www.dovepress.com/terms.php).

C
an

ce
r 

M
an

ag
em

en
t a

nd
 R

es
ea

rc
h 

do
w

nl
oa

de
d 

fr
om

 h
ttp

s:
//w

w
w

.d
ov

ep
re

ss
.c

om
/ o

n 
07

-M
ar

-2
02

2
F

or
 p

er
so

na
l u

se
 o

nl
y.

http://www.dovepress.com
http://www.dovepress.com
https://www.facebook.com/DoveMedicalPress/
https://twitter.com/dovepress
https://www.linkedin.com/company/dove-medical-press
https://www.youtube.com/user/dovepress
http://www.dovepress.com/permissions.php


of EC.6,7 Analysis of the functions of genetic players in

EC may provide novel insights into the design of targeted

cancer therapies.8,9 Notch signaling is highly conserved in

animal cells.10 In cancer biology, Notch signaling is dys-

regulated and plays varied roles in different types of can-

cers by regulating cancer cell behaviors.11 In a recent

study, Song, et al reported that miR-92a-3p can target

Notch1 to participate in glioma,12 while the interaction

between miR-92a-3p and Notch1 in other malignancies

remains elusive. LncRNA DCST1-AS1 is recently char-

acterized by oncogenic lncRNA in liver cancer.12–14 Our

bioinformatics analysis showed that DCST1-AS1 may

interact with miR-92a-3p. This study was therefore carried

out to investigate the interaction between DCST1-AS1 and

miR-92a-3p in EC.

Materials and Methods
Sample Collections
Paired EC and non-tumor tissue samples were obtained

from 62 EC patients (48 to 69 years; 56.1±6.3 year) who

were admitted to The First Affiliated Hospital of USTC,

Division of Life Sciences and Medicine, University of

Science and Technology of China hospital between

March 2012 and March 2014. This study passed the

review of the Ethics Committee of the aforementioned

hospital and was carried out in accordance with the prin-

ciples of the Declaration of Helsinki. The tissue samples

were collected through biopsies under the guidance of

MRI. All tissue samples were subjected to histopathologi-

cal exams to make sure the correct tissue samples were

obtained. All patients were newly diagnosed EC patients

and none of them received any therapies before the initia-

tion of this study. Patients complicated with other clinical

disorders were also excluded from this study. All patients

signed written informed consent after they were informed

of the principle of the experimental design of this study.

Treatment and Follow-Up
Therapeutic approaches are decided mainly based on clin-

ical stages, which were determined based on the AJCC

staging system. Based on this system, 62 patients included

12, 18, 13 and 19 cases at clinical stage I, II, III, and IV,

respectively.

All patients were followed up for 5 years since their

admission to record their survival conditions. Follow-up

was performed in a monthly manner through telephone.

All patients completed this follow-up study.

EC Cells and Transient Transfections
Cells of human HEC-1 (ATCC, USA) EC cell line were

used in this study. Cell culture medium was composed of

90% Dulbecco’s modified Eagle’s medium and 10% FBS.

Cell culture conditions were: 5% CO2, 37 °C and 95%

humidity.

Expression vectors of DCST1-AS1 and Notch1 were

constructed using pcDNA3.1 vector (Invitrogen) as the back-

bone. MiRNA negative control (NC) and miR-92a-3p mimic

were synthesized by Invitrogen. HEC-1 cells were harvested

at 75–85% confluence and 10-nM vector or 50-nM miRNA

was transfected into 106 cells using lipofectamine 3000

(Invitrogen). Cells were harvested at 24 hrs post-

transfection to perform the following studies. NC group

contained cells with miRNA NC or empty pcDNA3.1 vector

transfection. C group included untransfected cells.

Dual Luciferase Reporter Assay
DCST1-AS1 luciferase reporter vector was constructed

using pGL3 vector (Promega Corporation) as the back-

bone. HEC-1 cells were co-transfected with either the

combination of DCST1-AS1 vector + miR-92a-3p (miR-

92a-3p group) or the combination of DCST1-AS1 vector +

NC miRNA (NC group). Luciferase activity was measured

at 48-hrs post-transfection using dual luciferase (firefly-

renilla) assay system (Promega Corporation).

RNA Preparation and qPCR Assays
HigherPurity™ Total RNA Extraction Kit (Canvax Biotech)

was used to extract total RNAs from 105 HEC-1 cells or 0.05

g tissue samples. All RNA samples were digested with

gDNA eraser (Takara) and RNA concentrations were mea-

sured using NanoDrop™ 2000c Spectrophotometer (Thermo

Fisher Scientific). SSRT IV (Thermo Fisher Scientific) was

used to reverse transcribe total RNAs into cDNA and

QuantiTect SYBR Green RT-PCR Kit (QIAGEN) was used

to prepare qPCR reaction mixtures with GAPDH as an

endogenous control to measure the expression levels of

DCST1-AS1 and Notch1 mRNA.

PureLink miRNA Isolation Kit (Thermo Fisher Scientific)

was used to extract miRNAs from the aforementioned tissues

and cells. Expression levels of mature miR-92a-3p were mea-

sured using All-in-One™ miRNA qRT-PCR Detection Kit

(Genecopoeia) with U6 as endogenous control.

All PCR reactions were repeated 3 times and mean

values were presented. Fold changes of gene expression

were measured using 2−ΔΔCT method.
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Western Blot Assay
RIPA solution (GenePharma) was used to extract total

protein from 105 cells, followed by BCA assay to measure

protein concentrations. Protein samples were incubated in

boiling water for 12 hrs, followed by 10% SDS-PAGE gel

electrophoresis to separate different proteins. Gel transfer

to PVDF membranes was then performed, followed by

blocking in PBS containing 5% non-fat milk for 2 hrs at

room temperature. After that, incubation with rabbit anti-

Notch1 (ab8925, Abcam) and GAPDH (ab37168, Abcam)

at 4°C overnight was performed. After that, membranes

were further incubated with goat anti-rabbit HRP (IgG)

(ab6721; Abcam) for 2 hrs at room temperature. Signals

were produced using ECL (Sigma-Aldrich) and Quantity

One software was used to normalize signals.

Transwell Assays
The effects of transfections on the invasion and migration

of HEC-1 cells were analyzed by Transwell assay using

inserts from Corning (8-mm pore size). The upper cham-

ber was filled with 0.1 mL cell suspension (serum-free)

containing 104 cells. The lower chamber was filled with

80% cell culture medium and 20% FBS. Cells were culti-

vated under the aforementioned conditions for 12 hrs. The

lower surface of membranes was then stained with 0.1%

crystal violet in 20% ethanol for 15 min at room tempera-

ture. After that invading and migrating cells were observed

and counted under a light microscope. It is worth noting

that uncoated membranes were used in migration assay,

while Matrigel-coated membranes were used in invasion

assay.

Statistical Analysis
Three biological replicates were included in each experi-

ment and mean values were used for data analysis.

Differences between EC and non-tumor tissues were

explored using a paired t test. Differences among multiple

groups were explored by performing ANOVA (one-way)

and Tukey’s test. Survival analysis was performed by

dividing the 62 EC patients into high and low DCST1-

AS1 level groups (n=31) with the median expression level

of DCST1-AS1 in EC tissues as the cutoff value. Survival

curves were plotted and compared by K-M plotter and log-

rank test, respectively. Chi-squared test was used to ana-

lyze the correlations between the expression level of

DCST1-AS1 and patients’ clinical data. p<0.05 was statis-

tically significant.

Results
Upregulation of DCST1-AS1 in EC

Predicted Poor Survival
The differential expression of DCST1-AS1 in EC was ana-

lyzed by measuring the expression levels of DCST1-AS1 in

both EC and non-tumor tissues from the 62 EC patients.

Paired t test showed that, comparing to non-tumor tissues,

expression levels of DCST1-AS1 were significantly higher

in EC tissues (Figure 1A, p<0.05). Survival curves for high

and low DCST1-AS1 level groups were plotted and com-

pared. Comparing to low DCST1-AS1 level group, the

survival rate of patients in the high DCST1-AS1 level

group was significantly lower (Figure 1B). Chi-squared

test showed that expression levels of DCST1-AS1 were

not significantly correlated with patients’ age, AJCC stage

and tumor spread (including lymph node metastasis)

(Table 1).

DCST1-AS1 and miR-92a-3p Cannot

Regulate the Expression of Each Other
The potential interaction between DCST1-AS1 and miR-

92a-3p was predicted by performing IntaRNA.15 It was

observed that DCST1-AS1 and miR-92a-3p can form

strong base pairing between each other (Figure 2A left,

p<0.05). Dual luciferase reporter assay was performed by

co-transfecting HEC-1 cells with either the combination of

DCST1-AS1 vector + miR-92a-3p (miR-92a-3p group) or

the combination of DCST1-AS1 vector + NC miRNA (NC

group). Comparing to the NC group, relative luciferase

activity was significantly lower in the miR-92a-3p group

(Figure 2A right, p<0.05). HEC-1 cells were transfected

with DCST1-AS1 vector or miR-92a-3p mimic to further

analyze the interaction between them. Overexpression of

DCST1-AS1 and miR-92a-3p was confirmed by qPCR at

24-hrs post-transfection (Figure 2B, p<0.05). Comparing

to C and NC groups, DCST1-AS1 and miR-92a-3p over-

expression failed to affect the expression of each other

(Figure 2C).

DCST1-AS1 Overexpression Led to the

Upregulation of Notch1
Notch1 is a target of miR-92a-3p. Effects of DCST1-AS1

and miR-92a-3p overexpression on the expression of

Notch1 at mRNA (Figure 3A) and protein (Figure 3B)

levels were analyzed by performing qPCR and Western

blot, respectively. Comparing to C group, miR-92a-3p
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overexpression led to the downregulated Notch1 expres-

sion (p<0.05). In contrast, DCST1-AS1 overexpression led

to upregulated Notch1 expression and reduced effects of

miR-92a-3p overexpression (p<0.05).

DCST1-AS1 Overexpression Promoted

the Invasion and Migration of HEC-1

Cells Through miR-92a-3p/Notch1 Axis
The effects of DCST1-AS1, miR-92a-3p and Notch1 over-

expression on the invasion (Figure 4A) and migration

(Figure 4B) of HEC-1 cells were analyzed by performing

Transwell assays. Comparing to C group, DCST1-AS1 and

Notch1 overexpression led to increased cancer cell

invasion and migration rates. Overexpression of miR-

92a-3p played an opposite role and attenuated the effects

of DCST1-AS1 overexpression (p<0.05). The expression

patterns of DCST1-AS1, miR-92a-3p and Notch1 mRNA

in all transfection groups are shown in Supplemental

Figure 1A–C (p<0.05).

Discussion
In this study, we mainly investigated the roles of DCST1-

AS1 in EC. We found that DCST1-AS1 was upregulated

in EC and is correlated with the poor survival of EC

patients. In addition, DCST1-AS1 may regulate the miR-

92a-3p/Notch1 axis to regulate EC cell invasion and

migration.

LncRNA DCST1-AS1 has recently been proven as an

oncogenic lncRNA in liver cancer.13,14 In liver cancer,

DCST1-AS1 is upregulated and may regulate multiple

signaling pathways, such as FAIM2 and AKT/mTOR sig-

naling pathways, to promote cancer cell proliferation,

invasion and migration, and inhibit cancer cell

apoptosis.13,14 This study is the first to report the upregu-

lation of DCST1-AS1 in EC. In addition, DCST1-AS1

overexpression in EC cells led to the increased cell inva-

sion and migration rates. Therefore, DCST1-AS1 is likely

an oncogenic lncRNA in EC.

Although the survival of early-stage EC patients has

been improved significantly during the past decades, the

overall survival of advanced stage EC patients is still poor,

largely owing to the lack of effective therapeutic

Figure 1 Upregulation of DCST1-AS1 in EC predicted poor survival. The differential expression of DCST1-AS1 in EC was analyzed by measuring the expression levels of

DCST1-AS1 in both EC and non-tumor tissues from the 62 EC patients. Data were compared between two types of tissues by performing a paired t test (A). PCR reactions

were repeated 3 times and mean values were presented. ***p<0.001. The 62 EC patients into high and low DCST1-AS1 level groups (n=31) with the median expression level

of DCST1-AS1 in EC tissues as the cutoff value. Survival curves were plotted and compared by the K-M plotter and log-rank test, respectively (B).

Table 1 Correlation Between Expression Level of DCST1-AS1

and Patients’ Clinical Data

Cases (n) High Low Chi square p

Age (years)

> 55 35 16 19 0.59 0.44

≤55 27 15 12

AJCC stages

I 12 6 6 0.29 0.96

II 18 8 10

III 13 6 7

IV 19 10 9

Tumor spread

Yes 23 10 13 0.62 0.43

No 39 21 18
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Figure 2 DCST1-AS1 and miR-92a-3p cannot regulate the expression of each other. The potential interaction between DCST1-AS1 and miR-92a-3p was predicted by

performing IntaRNA. It was observed that DCST1-AS1 and miR-92a-3p can form strong base pairing between each other (A, left). Dual luciferase reporter assay was

performed by co-transfecting HEC-1 cells with either the combination of DCST1-AS1 vector + miR-92a-3p (miR-92a-3p group) or the combination of DCST1-AS1 vector +

NC miRNA (NC group). Luciferase activity was measured at 48-hrs post-transfection and was compared (A, right). HEC-1 cells were transfected with DCST1-AS1 vector

or miR-92a-3p mimic to further analyze the interaction between them. Overexpression of DCST1-AS1 and miR-92a-3p was confirmed by qPCR at 24-hrs post-transfection

(B). The effects of DCST1-AS1 and miR-92a-3p overexpression on the expression of each other were also analyzed by qPCR at 24-hrs post-transfection (C). Experiments

were repeated 3 times and mean values were presented. *p<0.05.

Figure 3 DCST1-AS1 overexpression led to the upregulation of Notch1. Notch1 is a target of miR-92a-3p. Effects of DCST1-AS1 and miR-92a-3p overexpression on the

expression of Notch1 at mRNA (A) and protein (B) levels were analyzed by performing qPCR and Western blot, respectively. Experiments were repeated 3 times and mean

values were presented. *p<0.05.
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approaches.16,17 Therefore, the accurate prognosis of EC

may help to improve the long-term survival of EC patients

by guiding the selection of therapies and the development

of the postoperative care system. This study proved that

the high expression level of DCST1-AS1 was closely

correlated with the poor survival of EC patients.

Therefore, measurement of the expression level of

DCST1-AS1 in EC before therapies may help the prog-

nosis of EC, while the accuracy remains to be further

tested.

In a recent study, Song, et al reported that miR-92a-3p

can target Notch1 to inhibit glioma.12 In this study, we also

observed the downregulation of Notch1 in EC cells after

miR-92a-3p overexpression. Therefore, miR-92a-3p may

also target Notch1 in EC. In this study, we showed that

DCST1-AS1 and miR-92a-3p may interact with each

other, while overexpression experiments showed that

DCST1-AS1 and miR-92a-3p overexpression did not sig-

nificantly affect the expression of each other. Instead,

DCST1-AS1 overexpression led to the upregulation of

Notch1, which is the target of miR-92a-3p. Therefore,

DCST1-AS1 may “absorb” or “sponge” miR-92a-3p to

upregulate Notch1, which in turn promotes the invasion

and migration of EC cells. However, other mechanisms

may also exist. More studies are still needed.

Conclusion
In conclusion, DCST1-AS1 is upregulated in EC and may

regulate miR-92a-3p/Notch1 to promote EC cell invasion

and migration.

Funding
We thank for the financial support from Anhui Provincial

Natural Science Foundation (grant no. 1808085QH274).

Disclosure
The authors report no conflicts of interest in this work.

References
1. Piulats JM, Guerra E, Gil-Martin M, et al. Molecular approaches for

classifying endometrial carcinoma. Gynecol Oncol. 2017;145(1):20
0–207. doi:10.1016/j.ygyno.2016.12.015

2. Morice P, Leary A, Creutzberg C, Abu-Rustum N, Darai E.
Endometrial cancer. Lancet. 2016;387(10023):1094–1108. doi:10.10
16/S0140-6736(15)00130-0

3. Saso S, Chatterjee J, Georgiou E, Ditri AM, Smith JR, Ghaem-
Maghami S. Endometrial cancer. BMJ. 2011;343:d3954. doi:10.1136/
bmj.d3954

4. Jurcevic S, Olsson B, Klinga-Levan K. MicroRNA expression in
human endometrial adenocarcinoma. Cancer Cell Int. 2014;14(1):88.
doi:10.1186/s12935-014-0088-6

5. Leslie KK, Thiel KW, Yang S. Endometrial cancer: potential treatment
and prevention with progestin-containing intrauterine devices. Obstet
Gynecol. 2012;119(2 Pt 2):419–420. doi:10.1097/AOG.0b013e318
2444f15

Figure 4 DCST1-AS1 overexpression promoted the invasion and migration of HEC-1 cells through miR-92a-3p/Notch1 axis. The effects of DCST1-AS1, miR-92a-3p and

Notch1 overexpression on the invasion (A) and migration (B) of HEC-1 cells were analyzed by performing Transwell assays. Experiments were repeated 3 times and mean

values were presented. *p<0.05.

Ke et al Dovepress

submit your manuscript | www.dovepress.com

DovePress
Cancer Management and Research 2020:121226

Powered by TCPDF (www.tcpdf.org)

https://doi.org/10.1016/j.ygyno.2016.12.015
https://doi.org/10.1016/S0140-6736(15)00130-0
https://doi.org/10.1016/S0140-6736(15)00130-0
https://doi.org/10.1136/bmj.d3954
https://doi.org/10.1136/bmj.d3954
https://doi.org/10.1186/s12935-014-0088-6
https://doi.org/10.1097/AOG.0b013e3182444f15
https://doi.org/10.1097/AOG.0b013e3182444f15
http://www.dovepress.com
http://www.dovepress.com


6. Bell DW, Ellenson LH. Molecular genetics of endometrial carcinoma.
Annu Rev Pathol. 2019;14:339–367. doi:10.1146/annurev-pathol-020
117-043609

7. Chang YS, Huang HD, Yeh KT, Chang JG. Genetic alterations in
endometrial cancer by targeted next-generation sequencing. Exp Mol
Pathol. 2016;100(1):8–12. doi:10.1016/j.yexmp.2015.11.026

8. Marshall AD, Van GM, Otte NJ, et al. LAT1 is a putative therapeutic
target in endometrioid endometrial carcinoma. Int J Cancer. 2016;13
9(11):2529.

9. Brasseur K, Gevry N, Asselin E. Chemoresistance and targeted
therapies in ovarian and endometrial cancers. Oncotarget. 2017;8
(3):4008–4042. doi:10.18632/oncotarget.v8i3

10. Siebel C, Lendahl U. Notch signaling in development, tissue home-
ostasis, and disease. Physiol Rev. 2017;97(4):1235–1294.

11. Aster JC, Pear WS, Blacklow SC. The varied roles of Notch in
cancer. Annu Rev Pathol. 2017;12:245–275. doi:10.1146/annurev-
pathol-052016-100127

12. Song H, Zhang Y, Liu N, Zhao S, Kong Y, Yuan L. miR-92a-3p
exerts various effects in glioma and glioma stem-like cells specifi-
cally targeting CDH1/beta-Catenin and Notch-1/Akt signaling
pathways. Int J Mol Sci. 2016;17(11).

13. Chen J, Wu D, Zhang Y, Yang Y, Duan Y, An Y. LncRNA DCST1-AS1
functions as a competing endogenous RNA to regulate FAIM2 expres-
sion by sponging miR-1254 in hepatocellular carcinoma. Clin Sci
(Lond). 2019;133(2):367–379. doi:10.1042/CS20180814

14. Li J, Zhai DS, Huang Q, Chen HL, Zhang Z, Tan QF. LncRNA
DCST1-AS1 accelerates the proliferation, metastasis and autophagy
of hepatocellular carcinoma cell by AKT/mTOR signaling pathways.
Eur Rev Med Pharmacol Sci. 2019;23(14):6091–6104. doi:10.26355/
eurrev_201907_18423

15. Busch A, Richter AS, Backofen R. IntaRNA: efficient prediction of
bacterial sRNA targets incorporating target site accessibility and seed
regions. Bioinformatics. 2008;24(24):2849–2856. doi:10.1093/bioin-
formatics/btn544

16. Harkenrider MM, Adams W, Block AM, Kliethermes S, Small W Jr,
Grover S. Improved overall survival with adjuvant radiotherapy for
high-intermediate and high risk Stage I endometrial cancer. Radiother
Oncol. 2017;122(3):452. doi:10.1016/j.radonc.2016.12.003

17. Wong AT, Rineer J, Lee YC, et al. Utilization of adjuvant therapies
and their impact on survival for women with stage IIIC endometrial
adenocarcinoma. Gynecol Oncol. 2016;142(3):514–519. doi:10.1016/
j.ygyno.2016.07.091

Cancer Management and Research Dovepress
Publish your work in this journal
Cancer Management and Research is an international, peer-reviewed
open access journal focusing on cancer research and the optimal use of
preventative and integrated treatment interventions to achieve improved
outcomes, enhanced survival and quality of life for the cancer patient.

The manuscript management system is completely online and includes
a very quick and fair peer-review system, which is all easy to use.
Visit http://www.dovepress.com/testimonials.php to read real quotes
from published authors.

Submit your manuscript here: https://www.dovepress.com/cancer-management-and-research-journal

Dovepress Ke et al

Cancer Management and Research 2020:12 submit your manuscript | www.dovepress.com

DovePress
1227

Powered by TCPDF (www.tcpdf.org)

https://doi.org/10.1146/annurev-pathol-020117-043609
https://doi.org/10.1146/annurev-pathol-020117-043609
https://doi.org/10.1016/j.yexmp.2015.11.026
https://doi.org/10.18632/oncotarget.v8i3
https://doi.org/10.1146/annurev-pathol-052016-100127
https://doi.org/10.1146/annurev-pathol-052016-100127
https://doi.org/10.1042/CS20180814
https://doi.org/10.26355/eurrev_201907_18423
https://doi.org/10.26355/eurrev_201907_18423
https://doi.org/10.1093/bioinformatics/btn544
https://doi.org/10.1093/bioinformatics/btn544
https://doi.org/10.1016/j.radonc.2016.12.003
https://doi.org/10.1016/j.ygyno.2016.07.091
https://doi.org/10.1016/j.ygyno.2016.07.091
http://www.dovepress.com
http://www.dovepress.com/testimonials.php
http://www.dovepress.com
http://www.dovepress.com

