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Abstract: Background: Extensive studies have shown that long non-coding RNAs (lncRNAs) play important roles 
in multiple cancers. The present study aimed to investigate the role and mechanism of lncRNA LINC00265 in 
the regulation of apoptosis in acute myeloid leukemia (AML) cells. Methods: Gain- or loss-of-function experiments 
were conducted in AML cells to explore the effect of LINC00265 on AML. Autophagy was assessed by examining 
levels of Beclin-1, p62, and ratio of LC3-II/LC3-I. Cell proliferation and apoptosis of AML cells were evaluated by 
CCK-8 assay and flow cytometry, respectively. RNA pull-down was performed to enrich miR-485-5p interacted with 
LINC00265. The interaction between miR-485-5p and IRF2 3’UTR was analyzed by luciferase reporter assay. Re-
sults: LINC00265 expression was significantly up-regulated, whereas miR-485-5p was down-regulated in serum of 
AML patients and AML cell lines. LINC00265 promoted, whereas miR-485-5p suppressed autophagy in AML cells. 
Mechanistically, LINC00265 functioned as a ceRNA for miR-485-5p to facilitate IRF2 expression. More importantly, 
LINC00265 overexpression or miR-485-5p inhibitor reversed the 3-methyladenine (3-MA, an autophagy inhibitor)-
mediated proliferation-inhibitory and pro-apoptotic effects, whereas LINC00265 silencing or miR-485-5p mimic 
overturned the proliferation-promoting and anti-apoptotic effects of autophagy activator rapamycin. Conclusion: 
LINC00265 attenuates AML cell apoptosis by inducing autophagy via miR-485/IRF2 axis.
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Introduction

Acute myeloid leukemia (AML) is an aggressive 
malignant disease defined by abnormal expan-
sion of myeloid blasts [1]. Despite rapid prog-
ress in the treatment for AML, the long-term 
survival rate was still low [2]. Thus, elucidating 
the molecular mechanisms underlying the pa- 
thogenesis of AML is of great significance to 
explore novel therapeutic strategies for AML.

Autophagy is a vital, physiological catabolic 
process for cell survival by which cells clear 
damaged organelles and recycle nutrients to 
maintain homeostasis [3]. Increasing evidenc-
es reveal that activation of apoptosis and 
autophagy, two interdependent machineries, 
often occurs simultaneously [4]. Studies have 
suggested that understanding the crosstalk 

between apoptosis and autophagy in AML is 
critical to improving treatment efficiency. Evi- 
dence has indicated that targeting autopha- 
gy might provide new therapeutic options for 
treatment of AML [5]. For instance, Liu et al 
reported that Atg5-dependent autophagy con-
tributed to AML development [6].

Accumulating investigation demonstrates that 
long non-coding RNAs (lncRNAs) play crucial 
roles in diverse biological processes. Dozens of 
lncRNAs have been identified as regulators of 
normal and/or malignant hematopoiesis [7]. 
The latest study found that SBF2-AS1 [8], 
HOTAIR [9], KCNQ1OT1 [10], LINC00265 [11], 
LINC00899 [12], etc, were significantly up-re- 
gulated in the serum of AML patients, which 
can be used as a target for the diagnosis, pro- 
gnosis and treatment of AML. Among them, 
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LINC00265 may regulate the proliferation, mi- 
gration and invasion function of AML cells by 
modulation of the PI3K/AKT signaling pathway 
[11], but the autophagy regulation of AML by 
LINC00265 has not been elucidated.

Our previous study showed that interferon-reg-
ulatory factor 2 (IRF2) induced autophagy and 
inhibited apoptosis in AML cells through bind-
ing to the inositol polyphosphate-4-phospha-
tase, type-II (INPP4B) promoter [13]. A large 
number of studies have reported that miR-485-
5p was down-regulated in a variety of tumors 
and plays an anti-cancer role [14-17], but its 
expression and role in AML are still unknown. 
Through software predictive analysis, we found 
that miR-485-5p could bind to the 3’UTR of 
IRF2, and LINC00265 harbored a miR-485-5p 
binding site. Therefore, we hypothesized that 
LINC00265 promoted autophagy and inhibited 
apoptosis of AML cells by regulating the signal 
axis of miR-485/IRF2.

In this study, we examined the expression and 
functional roles of LINC00265 and miR-485- 
5p in AML cell lines. Furthermore, we investi-
gated their effects on the interplay between 
autophagy and apoptosis. Our findings provide 
new insights into the role of LINC00265 and 
miR-485-5p in regulating AML progression.

Material and method

Blood samples

A total of 20 newly diagnosed patients with 
AML participants and 20 healthy controls were 
recruited by The First Affiliated Hospital of 
Bengbu Medical College. Peripheral venous 
blood samples were collected from each par-
ticipant in a fasting state in the morning. A writ-
ten informed consent was obtained by each 
participant and the research protocol was ap- 
proved by the Ethics Committee of The First 
Affiliated Hospital of Bengbu Medical College.

qRT-PCR analysis

Total RNA was extracted from serum samples 
or AML cell lines using TRIzol reagent (Invitro- 
gen, Carlsbad, CA, USA) and reverse-transcrib- 
ed to cDNA using a PrimeScript RT Reagent  
Kit (TaKaRa, Dalian, China). The expression of 
matured mouse miR-485-5p was determined 
by a stem-loop real-time PCR system using 

Maxima™ SYBR Green qPCR Master Mix and 
StepOne™ sequence detector. The relative 
quantification of LINC00265 expression and 
mRNA levels of IRF2, Beclin-1 and LC3 were 
determined using SYBR Premix Dimmer Eraser 
kit (TaKaRa) by the ABI7900 system (Applied 
Biosystem). Change in level of expression was 
compared with GAPDH or U6. 

Cell transfection and treatment

The acute myeloid cells OCI/AML-2, acute 
monocyte leukemia cell line THP-1 and hu- 
man normal stromal cells HS-5 were purcha- 
sed from the ATCC. Specific small interfering 
RNAs (siRNA) against LINC00265, miR-485- 
5p mimic/inhibitor and their negative control 
siRNAs (NC) were synthesized by GenePharma 
(Shanghai, China). The LINC00265 overex-
pressed plasmid and an empty plasmid vector 
(as negative control) were also purchased from 
GenePharma. OCI/AML-2 or THP-1 cells were 
transfected with si-LINC00265, miR-485-5p 
mimic, LINC00265 plasmid or miR-485-5p 
inhibitor for 48 h using Lipofectamine2000 
reagent (Invitrogen, CA, USA) according to the 
manufacturer’s protocols. Following transfec-
tion, cells were treated with 3-methyladenine 
(3-MA; an autophagy inhibitor; 10 mmol/L; 
Sigma-Aldrich, USA), rapamycin (an autophagy 
activator; 10 μg/L; LC Laboratories, USA) or 
0.1% DMSO (vehicle; Sigma-Aldrich) for another 
24 h. After this, cells were harvested to deter-
mine the expression of autophagy-related pro-
teins and cell proliferation and apoptosis.

Western blot analysis

Total proteins were extracted from OCI/AML-2 
cells or THP-1 cells using RIPA lysis buffer 
(Beyotime, Shanghai, China). Equal volume of 
protein were subjected to SDS-PAGE and trans-
ferred onto PVDF. Subsequently, the mem-
branes were blocked in PBS with 5% skim milk, 
and then incubated overnight at 4°C with pri-
mary antibodies, followed by another 2 h of 
incubation with HRP conjugated secondary 
antibodies at room temperature. The immuno-
reactive bands were detected using the ECL kit 
(Thermo Scientific, Waltham, MA, USA). The pri-
mary antibodies were as follows: IRF2 (1:1000 
dilution, Cell Signaling Technology, USA), 
Beclin-1 (1:200, Santa Cruz, CA, USA), LC3-I 
(1:1000, Santa Cruz, CA, USA), LC3-II (1:1000, 
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Santa Cruz, CA, USA) and p62 (1:1000 dilution, 
Cell Signaling Technology, USA).

RNA pull-down

The AML cells were transfected LINC00265 
and vector (ctrl). Biotinylated LINC00265 was 
used to carry out RNA pull-down. The lysates 
were collected and incubated with streptavidin 
magnetic bead (Invitrogen). The product was 
then treated with RNase-free DNase I (Roche, 
USA) and purified using RNeasy Mini Kit 
(Qiagen, USA). The miR-485-5p was detected 
by qRT-PCR from the pull-down samples.

Luciferase reporter assay

Our bioinformatics analysis (targetscan) reve- 
aled that IRF2 was a putative target of miR-
485-5p. A dual-luciferase reporter assay was 
performed to evaluate the interaction between 
miR-485-5p and the 3’-UTR of IRF2 mRNA. The 
cells were co-transfected with IRF2-WT and 
IRF2-Mut and miR-485-5p mimic or mimic NC 
using Lipofectamine2000. The dual-luciferase 
assay kit (Promega, Madison, WI, USA) was 
used to determine the luciferase activity. Firefly 
luciferase activity was normalized to Renilla 
luciferase activity.

Cell proliferation assay

Cell proliferation was evaluated using the 
CCK-8 kit (Beyotime). Briefly, the treated cells 
were collected, and the culture supernatants 
were then changed to fresh medium with 10% 
CCK-8. The absorbance at 450 nm was mea-
sured by the Multi-Mode Microplate Reader. 

Cell apoptosis assay

Cell apoptosis was analyzed using an Annexin 
V-fluorescein isothiocyanate (FITC)/propidium 
iodide (PI) cell apoptosis kit (Invitrogen) accord-
ing to the instructions. The cells were detected 
by flow cytometry and results were analyzed by 
FlowJo software.

Statistical analysis

All statistical analyses were performed using 
GraphPad Prism 5.0, the data were represent-
ed as mean ± standard deviation (SD). Statis- 
tical analyses were performed with a t-test. 
P<0.05 was considered to indicate a statisti-
cally significant difference.

Results

LINC00265 was highly expressed in AML pa-
tients and AML cell lines

Compared with the healthy control, serum 
LINC00265 expression in AML patients was 
significantly up-regulated (Figure 1A), while the 
miR-485-5p expression was obvious down-reg-
ulated in AML patients (Figure 1B). And then, 
we detect the expression of LINC00265 and 
miR-485-5p in two AML cell lines. As shown in 
Figure 1C, we found that higher expression of 
LINC00265 was detected in two AML cell lines 
when compared with HS-5. Similarly, the ex- 
pression level of miR-485-5p was significant- 
ly decreased in the two AML cell lines (Figure 
1D). In addition, we also detect the express- 
ion of autophagy-related LC3 and Beclin-1 in 
two AML cell lines. As shown in Figure 1E, the 
expression of LC3 and Beclin-1 were both in- 
creased in two AML cell lines when compared 
with HS-5. Taken together, our findings sug- 
gested that LINC00265 was highly expressed 
in AML patients and AML cell lines, and on the 
contrary, miR-485-5p was lowly expressed in 
AML patients and AML cell lines. 

The effect of LINC00265 and miR-485-5p on 
AML cell autophagy

To investigate the effect of LINC00265 on  
AML cell autophagy, the OCI/AML-2 cell was 
transfected with si-ctrl and si-LINC00265,  
and the THP-1 cell was transfected with vector 
and LINC00265 plasmid. The expression of 
LINC00265 was significantly decreased by the 
si-LINC00265 (Figure 2A). As shown in Figure 
2B, we found that si-LINC00265 caused the 
decreased LC3-II/LC3-I ratio and Beclin-1 pro-
tein expression, and the increased p62 pro- 
tein expression, suggested that knockdown of 
LINC00265 inhibited AML cell autophagy. The 
expression of LINC00265 was significantly 
increased by the LINC00265 plasmid (Figure 
2C). As shown in Figure 2D, we found that 
LINC00265 plasmid caused the increased 
LC3-II/LC3-I ratio and Beclin-1 protein expres-
sion, and the reduced p62 protein expression, 
suggested that over-expression of LINC00265 
promoted AML cell autophagy. 

To investigate the effect of miR-485-5p on AML 
cell autophagy, the OCI/AML-2 cell was trans-
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fected with mimic NC and miR-485-5p mimic, 
and the THP-1 cell was transfected with inhibi-
tor NC and miR-485-5p inhibitor. The expres-
sion of miR-485-5p was significantly up-regu-
lated by the miR-485-5p mimic (Figure 3A). As 
shown in Figure 3B, we found that miR-485-5p 
mimic caused the decreased LC3-II/LC3-I ra- 
tio and Beclin-1 protein expression, and the 
increased p62 protein expression, suggested 
that over-expression of miR-485-5p inhibited 
AML cell autophagy. The expression of miR-
485-5p was significantly down-regulated by the 
miR-485-5p inhibitor (Figure 3C). As shown in 
Figure 3D, we found that miR-485-5p inhibitor 
caused the increased LC3-II/LC3-I ratio and 
Beclin-1 protein expression, and the reduced 
p62 protein expression, suggested that inhibi-
tion of miR-485-5p promoted AML cell auto- 
phagy. 

LINC00265 regulated IRF2 expression by com-
petitively binding to miR-485-5p

The results from RNA pull-down showed that 
the abundance of miR-485-5p in biotin-labeled 
LINC00265 group was significantly higher than 
that in control group (Figure 4A and 4B repre-
sented OCI/AML-2 and THP-1 cells, respective-
ly). Moreover, the luciferase activity of HEK-293 
cells after co-transfected with IRF2 3’UTR-WT 
and miR-485-5p mimic was significantly lower 
than that in the mimic NC group. However, miR-
485-5p mimic had no significant effect on the 
luciferase activity in cells transfected with IRF2 
3’UTR-Mut (Figure 4C). And then, to further 
determine the effect of LINC00265 on IRF2 
expression, the THP-1 cell was transfected with 
vector and LINC00265 plasmid, and the OCI/
AML-2 cell was transfected with si-ctrl and si-

Figure 1. LINC00265 was highly expressed in peripheral blood from AML patients. A, B. Peripheral blood was collect-
ed from AML patients and healthy donors (control), the expression of LINC00265 and miR-485-5p were determined 
by RT-PCR. C, D. The expression of LINC00265 and miR-485-5p in HS-5, OCI/AML-2 and THP-1 cell were determined 
by RT-PCR. E. The expression of LC3 and Beclin-1 in HS-5, OCI/AML-2 and THP-1 cell were determined by RT-PCR. 
**P<0.01 vs control; ##P<0.01 vs HS-5.
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LINC00265. As shown in Figure 4D and 4E, 
compared with transfected with vector, the 
IRF2 mRNA and protein expression were both 
increased in THP-1 cell-transfected with LINC- 
00265. However, compare to transfected with 
si-ctrl, the IRF2 mRNA and protein expression 
were both decreased in OCI/AML-2 cell-trans-
fected with si-LINC00265 (Figure 4F and 4G). 
These results indicated that LINC00265 regu-
lated IRF2 expression by competitively binding 
to miR-485-5p.

miR-485-5p/IRF2 mediated the effect of 
LINC00265 on AML cell autophagy

As we have known that the LINC00265 and 
miR-485-5p could regulate AML cells autopha-
gy, and LINC00265 could regulate IRF2 expre- 
ssion by competitively binding to miR-485-5p, 
thus, we next mainly verified whether the re- 
gulation of autophagy by LINC00265 through 
miR-485-5p/IRF2 axis. The western blot ex- 

periment described in Figure 5A showed that 
miR-485-5p inhibitor transfection up-regula- 
ted the OCI/AML-2 cell autophagy, showing in- 
creased LC3-II/LC3-I ratio and Beclin-1 pro- 
tein expression, and the decreased p62 pro- 
tein expression, while si-LINC00265 transfec-
tion down-regulated the OCI/AML-2 cell autoph-
agy, showing reduced LC3-II/LC3-I ratio and 
Beclin-1 protein expression, and the increa- 
sed p62 protein expression. Further, we found 
that miR-485-5p inhibitor could reverse the 
reduced autophagy by si-LINC00265. Figure 
5B showed that IRF2 over-expression up-regu-
lated the OCI/AML-2 cell autophagy, showing 
increased LC3-II/LC3-I ratio and Beclin-1 pro-
tein expression, and the decreased p62 protein 
expression, while si-LINC00265 transfection 
down-regulated the OCI/AML-2 cell autophagy, 
showing reduced LC3-II/LC3-I ratio and Be- 
clin-1 protein expression, and the increased 
p62 protein expression. Further, we found that 
IRF2 over-expression could reverse the redu- 

Figure 2. The LINC00265 could induce AML cell autophagy. A. The expression level of LINC00265 in OCI/AML-2 cell 
transfected with si-ctrl and si-LINC00265. B. The protein expression of Beclin-1, LC3-1, LC3-II and p62 in OCI/AML-2 
cell transfected with si-ctrl and si-LINC00265. C. The expression level of LINC00265 in THP-1 cell transfected with 
vector and LINC00265 plasmid. D. The protein expression of Beclin-1, LC3-1, LC3-II and p62 in THP-1 cell trans-
fected with vector and LINC00265 plasmid. **P<0.01 vs si-ctrl; ##P<0.01 vs vector.
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ced autophagy by si-LINC00265. These results 
indicated that miR-485-5p/IRF2 mediated the 
effect of LINC00265 on AML cell autophagy.

The effect of LINC00265/miR-485-5p-mediat-
ed autophagy on proliferation and apoptosis of 
AML cells

Finally, we determined whether LINC00265 
overexpression or miR-485-5p inhibitor sup-
pressed AML cell apoptosis through autophagy 
activation. The CCK8 assay results showed that 
treatment with 3-MA, an autophagy inhibitor, 
inhibited but LINC00265 over-expression and 
miR-485-5p inhibitor suppressed AML cell pro-
liferation (Figure 6A and 6C). Furthermore, 
3-MA promoted but LINC00265 over-expres-
sion and miR-485-5p inhibitor suppressed AML 
cell apoptosis (Figure 6B and 6D). Moreover, 

treatment with rapamycin, an autophagy acti-
vator, markedly facilitated the proliferation of 
AML cells (Figure 7A and 7C) and suppressed 
apoptosis (Figure 7B and 7D), which were 
reversed by LINC00265 knockdown or miR-
485-5p mimic. Jointly, our findings manifested 
that LINC00265 or miR-485-5p affected apop-
tosis via regulating autophagy in AML cells.

Discussion

In the present study, we found that LINC00265 
was significantly highly expressed in serum of 
AML patients and AML cell lines, and promoted 
the autophagy of AML cells, while miR-485-5p 
was significantly lowly expressed in serum of 
AML patients and AML cell lines, and sup-
pressed the autophagy of AML cells. Next, we 
have proved that LINC00265 over-expression 

Figure 3. The miR-485-5p could inhibit AML cell autophagy. A. The expression level of miR-485-5p in OCI/AML-2 cell 
transfected with mimic NC and miR-485-5p mimic. B. The protein expression of Beclin-1, LC3-1, LC3-II and p62 in 
OCI/AML-2 cell transfected with mimic NC and miR-485-5p mimic. C. The expression level of miR-485-5p in THP-1 
cell transfected with inhibitor NC and miR-485-5p inhibitor. D. The protein expression of Beclin-1, LC3-1, LC3-II and 
p62 in THP-1 cell transfected with inhibitor NC and miR-485-5p inhibitor. **P<0.01 vs mimic NC; ##P<0.01 vs inhibi-
tor NC.
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or miR-485-5p inhibitor reversed 3-MA-media- 
ted proliferation-inhibitory and pro-apoptotic 
effects, while LINC00265 silencing or miR-
485-5p mimic overturned the proliferation-pro-
moting and anti-apoptotic effects of rapamycin. 

In addition, LINC00265 regulated IRF2 expres-
sion by competitively binding to miR-485-5p. 
So, we concluded that LINC00265 inhibited 
apoptosis through IRF2-induced autophagy by 
sponging miR-485-5p in AML cells.

Figure 4. LINC00265 regulated IRF2 expression by competitively binding to miR-485-5p. A, B. RNA pull-down was 
performed to enrich miR-485-5p interacted with LINC00265 in OCI/AML-2 and THP-1 cells. C. A putative binding 
site of miR-485-5p in 3’UTR of IRF2 was predicted by miRanda. Luciferase activity was detected after co-transfected 
with miR-485-5p and IRF2-wt or IRF2-mut in HEK-293. D, E. The expression of miR-485-5p and IRF2 in THP-1 cell 
transfected with vector and LINC00265 plasmid. F, G. The expression of miR-485-5p and IRF2 in OCI/AML-2 cell 
transfected with si-ctrl and si-LINC00265. **P<0.01 vs ctrl; ##P<0.01 vs mimic NC; $$P<0.01 vs vector; &&P<0.01 vs 
si-ctrl.
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LINC00265 is a new identified lncRNA in  
lung adenocarcinoma, and up-regulation of 
LINC00265 may act as a prognostic biomarker 
for this disease [18]. Subsequently, LINC00265 
was demonstrated to be significantly highly 
expressed in the bone marrow and serum of 
AML patients, and ROC analyses showed that 
serum LINC00265 levels were reliable in distin-
guishing patients with AML from normal con-
trols. Clinical assay indicated that AML patients 
with higher serum LINC00265 expression suf-
fered poorer overall survival [11]. In this study, 
we found that LINC00265 was significantly 
highly expressed in the serum of AML patients, 
which was identical with those reported in lit-
erature. Functionally, it was reported that over-
expression of LINC00265 suppressed the 
capability of proliferation, migration and inva-
sion in AML cell lines [11]. And this study dem-

onstrated that over-expression of LINC00265 
promoted AML cell autophagy, and knockdown 
of LINC00265 inhibited AML cell autophagy. 
Further, by using CCK8 assay and flow cytome-
try, we further illustrated that LINC00265 pro-
moted cell proliferation and inhibited cell apop-
tosis via inducing autophagy in AML cells.

Previous studies have indicated that miR-485-
5p exerted its antitumor effect by targeting  
a variety of genes, such as flotillin-2 (FLOT2)  
[16], paired box 3 (PAX3) [17], CD147 [19], 
KLK7 [20] and so on. This study reported for 
the first time that the expression of miR-485-
5p was decreased in serum of AML patients 
and AML cell lines, which suggested that miR-
485-5p may play anticancer role in AML. The 
next cell experiments confirmed that over-
expression of miR-485-5p inhibited AML cell 

Figure 5. LINC00265 attenuates AML cell apoptosis by inducing autophagy via miR-485/IRF2 axis. A. The protein 
expression of Beclin-1, LC3-I, LC3-II and p62 in OCI/AML-2 cell transfected with si-LINC00265 and miR-485-5p in-
hibitor. B. The protein expression of Beclin-1, LC3-I, LC3-II and p62 in THP-1 cell transfected with si-LINC00265 and 
IRF2 plasmid. **P<0.01 vs si-ctrl+inhibitor NC; ##P<0.01 vs si-LINC00265+inhibitor NC; $$P<0.01 vs si-ctrl+vector; 
&&P<0.01 vs si-LINC00265+IRF2.
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Figure 6. 3-MA reversed the effect of LINC00265 over-expression or miR-485-5p inhibitor on AML cell proliferation and apoptosis. A and C. The cell proliferation 
was detected by CCK8 assay. B and D. The cell apoptosis was detected by flow cytometry. **P<0.01 vs vector; ##P<0.01 vs LINC00265; $$P<0.01 vs inhibitor NC; 
&&P<0.01 vs miR-485-5p inhibitor.
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Figure 7. Rapamycin reversed the effect of si-LINC00265 or miR-485-5p mimic on AML cell proliferation and apoptosis. A and C. The cell proliferation was detected 
by CCK8 assay. B and D. The cell apoptosis was detected by flow cytometry. **P<0.01 vs si-ctrl; ##P<0.01 vs si-LINC00265; $$P<0.01 vs mimic NC; &&P<0.01 vs miR-
485-5p mimic.
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autophagy, and inhibition of miR-485-5p pro-
moted AML cell autophagy. Further, using 
autophagy inhibitor (3-MA) or autophagy activa-
tor (rapamycin) to block or induce autophagy 
process, we found that miR-485-5p inhibited 
cell proliferation and promoted cell apoptosis 
via suppressing autophagy in AML cells.

LncRNA had a variety of regulatory modes, and 
currently one of the most widely studied mech-
anisms was an endogenous RNA, competing 
with RNA of coding genes for combining with 
miRNA and affects the function, which was 
known as endogenous competitive RNA 
(ceRNA) [21]. Here, by performing the RNA  
pull-down and qRT-PCR, we confirmed that 
LINC00265 can bind to miR-485-5p, and they 
are negative correlation. Another key node of 
ceRNA theory was the target genes of miRNA. 
Our previous research have proved that IRF2 
induced autophagy and inhibited apoptosis in 
AML cells [13]. And here, IRF2 as the target 
gene of miR-485-5p by using bioinformatics 
prediction and the double luciferase reporter 
assay results showed that miR-485-5p could 
regulate IRF2 expression by combining its 
3’UTR. Overexpression of LINC00265 could up-
regulate IRF2 expression and knockdown of 
LINC00265 down-regulate IRF2 expression. In 
addition, knocking down miR-485-5p or over-
expression of IRF2 could rescue the autophagy 
by si-LINC00265. Therefore, it was certain that 
LINC00265/miR-485-5p/IRF2 signaling axis 
suppressed AML cell apoptosis through autoph-
agy induction.

Conclusions

In conclusion, we demonstrate for the first time 
that LINC00265 inhibited the apoptosis of AML 
cells by inducing autophagy via the miR-485-
5p/IRF2 axis, and thus may be a new target for 
gene therapy in AML.
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