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(3 ] a4 F% 5 K8 IE% 1 RNA HOXA-AS2 (IncRNA HOXA-AS2) 5 /) RNA-520a-3p (miR-520a-3p) 22 [A] F 40 [f] 55 5
e et B B SKOV3 ZH i i B RS AR 22 550 . 2 ¢k qPCR K IncRNA HOXA-AS2 5 miR-520a-3p 7 %2 i B 4575 41 i
(SKOV3.HO8910.OVCAR3 41 i) S 1F & BF 45 I {2 41 id HOSE H [ 3RIE K. £ B4 F B HOXA-AS2 55 miR-520a-3p
2 V) PR 1) 9 2 9 FH X0 G SRR A JE R S8 96 3F 0 si-HOXA-AS2 .miR-520a-3p mimic-anti-miR-520a-3p FIHH R %o} 18 B 7
A B3 G SKOV3 il il , MTT . Transwell 1 Western blotting 72 43 il 15 I % 20 SKOV3 40 f 14 56 . iT 78 12 28 KA G A
(CyclinD1.p21.p27 .MMP-2.MMP-9 . MMP-14) % ik 1% . % % : 5 HOSE 40 AH Lb , 2 Fh 9 5195 40 i v HOXA-AS2 ¥ & & %
15 (35 P<0.05) \miR-520a-3p ¥ 2ILFRIAFE P<0.05) ; HOXA-AS2 7] #f1[i1] R il miR-520a-3p (& 1E . si-HOXA-AS2 Fl miR-520a-3p
mimics 20 SKOV3 41 it (0 38 58 3T 5% K 12 2% RE 0 9 o0 TR 41 35 8 35 BR AR (38 P<0.01) , H. p21.p27 & A RILBETHH, M
CyclinD1.MMP-2.MMP-9.MMP-14 & [ 3% & 2 )8/ (3 P<0.01) ; si-HOXA-AS2+anti-miR-520a-3p 21 SKOV3 41 fu 5  iE 7
Je A2 2% fiE 1175 si-HOXA-AS2 F1 si-HOXA-AS2-+anti-miR-NC £1 & 2 3 58 (45 P<0.05) . £& #r : IncRNA HOXA-AS2 3 i #7411
miR-520a-3p F A 1 B4 58 UP S5 SKOV3 4 34 5 T 5% K 1R 2868 11 -
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IncRNA HOXA-AS2 regulates proliferation, migration and invasion of ovarian
cancer cells via targeting miR-520a-3p

XIE Deling', LING Liefeng?, JIN Xun® (1. Department of Gynecology, The Second People's Hospital of Wuhu City, Wuhu 241001,
Anhui, China; 2. Department of Biochemistry and Molecular Biology, Wannan Medical College, Wuhu 241002, Anhui, China;
3. Department of Chinese Medicine Surgery, Affiliated Hospital of Nanjing University of Traditional Chinese Medicine, Nanjing
210029, Jiangsu, China)

[Abstract] Objective: To explore the targeting relationship between long-chain noncoding RNA HOXA-AS2 (IncRNA HOXA-AS2)
and microRNA-520a-3p (miR-520a-3p) and their effects on the proliferation, migration and invasion of ovarian cancer SKOV3 cells.
Methods: qPCR was used to detect the expression levels of IncRNA HOXA-AS2 and miR-520a-3p in various ovarian cancer cell lines
(SKOV3, HO8910, OVCARS3 cells) and normal ovarian epithelial cell line HOSE. Bioinformatics methods were used to predict the
targeting relationship between HOXA-AS2 and miR-520a-3p, which was then verified by Dual luciferase reporter gene assay.
si-HOXA-AS2, miR-520a-3p mimic, anti-miR-520a-3p and corresponding control fragments were transfected into SKOV3 cells
separately or in combination. MTT, Transwell and Western blotting were used to detect the proliferation, migration, invasion and
expressions of related proteins (CyclinD1, p21, p27, MMP-2, MMP-9, MMP-14) of SKOV3 cells in each group. Results: Compared
with HOSE cells, HOXA-AS2 was over-expressed while miR-520a-3p was under-expressed in ovarian cancer cell lines (all P<0.05).
HOXA-AS2 could targetedly down-regulate the expression of miR-520a-3p. Compared with the NC group, the proliferation, migra-
tion and invasion of SKOV3 cells in the si-HOXA-AS2 and miR-520a-3p mimics groups were significantly reduced (all P<0.01),
and the protein expressions of p21 and p27 were significantly increased, while protein expressions of CyclinD1, MMP-2, MMP-9,
MMP-14 were significantly reduced (all P<0.01). The proliferation, migration and invasion of SKOV3 cells in the si-HOXA-AS2+anti-
miR-520a-3p group were significantly enhanced compared with those in si-HOXA-AS2 and si-HOXA-AS2+anti-miR-NC groups (all
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P<0.05). Conclusion: IncRNA HOXA-AS2 enhances the proliferation, migration and invasion of ovarian cancer SKOV3 cells by

targetedly inhibiting the expression of miR-520a-3p.
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O R g8 2 B 2 A R PR R, A AR AR
TG ZEA IR, O S B R R R SE AR P IR AR Y
I H IR 3 BER R R8T iR YT 90 S (R
FH T~ N S FL U2 T R , e g S0 28 2 TR T BOR A
FEE AR o P B PR, K BE RS S RNA (long non-
coding RNA, IncRNA) 5 FRIE T 2 5 B i K A= R
JR IR, R SK fIg A S P AR ) AT R — R R
M, IncRNA HOXA-AS2 71 B ¥ « ikl « FLIa 2 21
HRIA S B, T R IA BE B A0 R 4 R )
i IR AR, i A S BTN IncRNA
HOXA-AS2 57#/)s RNA-520a-3p (microRNA-520a-3p ,
miR-520a-3p) {7 1E 45 G4 i, T miR-520a-3p 7EJE/NH
i it 7L e L 2 R e K B AR, I AT 5 Wi
T8 2 R 1) 19 B R R AT AR . DAL, AN
BRI IncRNA HOXA-AS2 55 miR-520a-3p 7£ 5 S5 4
JL IR AR A, 3k — 25 20 B oS O B g 40 A
17 M52, BIAf) IncRNA HOXA-AS2 55 miR-520a-3p
FE G §L 9 b AT BEAE FHALAER , D9 O SL 12 SR T 1R
PG AEAE S

1 MR5EE

1.1 AR 55

Y 9 41 i #k SKOV3.HO8910.OVCAR3 5 IE
W OP S8 R 40 i HOSE ¥ 5 b BB b i AR R} e 48
Ml e . DMEM %3773k 5 i 4= 13 (FBS) 3404 H 35
Gibco ~ #] , If i /& Lipofectamine™2000. HOXA-
AS2 siRNA (si-HOXA-AS2) K [ 1% %} & siRNA
(si-NC) JJ H Invitrogen /A 7 , miR-520a-3p mimic-
miR-NC #J H _EilgE R AR E IR A 7], Transwell
/N H 32 [# Milliporegongis 2 &) , Matrigel 2 Jiii I8
T 5 3 [E BD A A, XU 2 B 15 25t PR I K7
o 5 2R AR w3 W 3 3% B Promega 2 H
TRIzol. /% #% 5% 2 qPCR i 7l & 3514 H 3% [F Sigma A
A], MTT AR5 & W B Ak 3 B RL R A TR A
A, RIPA 2 B LLIRI AR e A IR A
7] , WI-HOXA-AS2 . MUT-HOXA-AS2 Iy H 3
Abcam 2 F] , BCA & H & &= & 3 i g4
YR A BR 22 & , Western blotting (WB) 5256 Bt FH —
Ht (MMP-2.MMP-9. MMP-14 . CyclinD1.p21.p27 #i
PO VBEAR P H K E CST A H, 5193 i L ifg
Y TAERAD AR A F A B
1.2 @mfaks e R in

F &4 10% FBS AL DMEM £ 77 3 4% 7% )
H595 20 il Bk SKOV3.HO8910.OVCAR3 M7 1E & b £
b 2 41 s HOSE, & T 15 % 4 37 °C . 5%CO, 15 7 #
o BERE 1 d B R — RO IR AR AR K AR 80% A
TG BHATAEASE IR . He e 24 hIics SKOV3 4l
BT 6 L0 M 55 72 AR (2 ml/AL) , R4 iIE & &
30%~40% I} L si-HOXA-AS2. si-NC. miR-520a-3p
mimicmiR-NC JiR7 #44 , FH JC MiE DMEM 35 77 Wi i
FEZ22 100 nmol/L, PA2 mI/FL 43I Lipofectamine2000
R AR R AT 2 G, ks 4 IR ) S B AT 44
eyt 6 h 5 B #CN 584X DMEM R 9836 15 95 3, 4k %
7% 48 h JE X B0 K A0 Bk AT J5 SN
1.3 qPCR # ) 97 £ 7 %@ ff F HOXA-AS2 #= miR-
520a-3p #9 & & K-F

F TRIzol it 71 £ $2 HUA 7] O 529 40 P« 1E %5 51
B F R M R % G Jim 25 24H SKOV3 4 &L RNA, | i #%
P& T B AT 72 RNA MR FE , W BE RNA 22 40 pg/mlo
2 W8 I 3 557 & A i cNDA , HOXA-AS2 1E [i1] 5]
M) : 5" -CCCGTAGGAAGAACCGATGA-3" , I [A] 5]
.5 - TTTAGGCCTTCGCAGACAGC-3’ ; miR-520a-
3p IEA 54 : 5" -ACACTCCAGCTGGGAAAGTGCT
TCCC-3", X [ 5| ¥ : 5 -CTCAACTGGTGTCGTG-
GA-37 . Hi4fi qPCR 07 & Ui B P B R AR R, )
N 2 ¥ B N 95 °CAEE 5 min J5 5 95 °C 30 560 °C
30 .72 °C 30 s, 3 40 K o K 22 5k i 5
HOXA-AS2.miR-520a-3p A% 15 & .

1.4 WB# M HOXA-AS2 4= miR-520a-3p 3+ SKOV3
&g Jig % CyclinD1 . p21. p27. MMP-2, MMP-9, MMP-
14 &G RENF R

W HE 25 4 2 48 h i SKOV3 41 AL, i\ RIPA %4
fiE I, 1 200%xg % 3 550 15 min $2 LR E (B, K H
BCAVEEEEH, A M4 1WA ES
FELE Pk, 83 SDS-PAGE 4y 55 8 1, K 2T i 5%
Wi B (1 4% 15 e 7 25 PVDF I, i iR 003 3 41,
BN & E A —Hi(1:1 000) )5 B T 4 °CUKFE AR
A7, CH 20 BMNEEbR —P1(1:5 000D, EiEEEE 1 h,
TBST %5 J5 1 )6 , ECL 52 , BN B % 43 i &
4t 3+ F) H Quantity one 3 {143 7 % 5 1 %7 K BEAE
THE B B E A AR R .

1.5 ®EF R LA R K R A4A N HOXA-AS2 5
miR-520a-3p Z 8] &9 ¥e.15) % &

M4 A= P05 J2. 5 3k il HOXA-AS2 )3 UTR
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5 miR-520a-3p 17 1£ 45 & 7 &1, 77 7l % Wt-HOXA-
AS2. Mut-HOXA-AS2 5 miR-520a-3p mimic. miR-
NC 3L 4L 2] SKOV3 4 g, £ Il miR-NC 2 5 miR-
520a-3p #H SKOV3 48 fiil o HOXA-AS2 (R FH X} 5% 6 %
Bt M A A IR R S B AT 4 A S B XU
SR MR B R AT R . Atk — P B miR-
520a-3p 5 HOXA-AS2 Z [H] )&k K & , K H qPCR
155 B HOXA-AS2 i 3Rk G I3k [H“1.2.17)
Je A HOXA-AS2 R34 J5 SKOV3 4f il  miR-520a-
3p RIXABAE DL
1.6 MTT i&42 HOXA-AS2 4= miR-520a-3p *F SKOV3
a0 Y8 5 69 %o

g3 4R 2% 4 X B AR K B SKOV3 41 i, DA
5% 10°4>/ml (1) AREE FEERTT 96 FLAR (100 pl/AL) , 557
48 hJEFEhs R 5 , 5 L I 20 wl MTTYAR (5 mg/ml),
A JERDCHE F 4 h, 3% B3E, BEFLIMA 150 pl —H
BB (DMSOD , 8 2] J5 B T B s A A A I3 4
490 nm A 7% FLIEEE E (DI H 5 LA Do, IEAR R 41 3 5
K
1.7 Transwell 52 3& # ] HOXA-AS2 #= miR-520a-3p
3t SKOV3 am i it 45 4n 42 2 fit /) 89 %4 vh

H20.5 mlFrif DMEM 58 4x 55 7% 5 I\ Transwell
INER =, R AR B-20 SKOV il , R 1L 5
il - PR AL R, B 200 wl 41 =200\ Transwell
NEP) R RN EERR R SR 7R 24 h, BR R
TGN, 95% LBEE 5,20 min 5 B THIG TIES,
M i 45 i gk 2, 15 min J5 ] PBS $EI% 3 1K, 5
T, 8 TR TR EAIM . Transwell 12
20 UL AE B = RN 100 pl T 1L jE DMEM
B 9% Jk 6 B 1 1) Matrigel JE 5 i (1:8), R =M
600 ul % FBS ) DMEM £ 7% 55 , H 2 #1F 51T f5 52
B AR .
1.8 %itsgam

N SPSS21.0 Gt v 2 B A 73 M 20 4fs , Pl A S
ST E S 3R/ E IR A T R TR DL wts RO,
9 2L ) B R e A 56, 22 4L T L e R P B IR 3R 25
53075 BA P<0.05 8 P<0.01 Kon 2 5 B Giit 8 Lo

2 % R

2.1 97§ 7% m e+ IncRNA HOXA-AS2 £ & & & |
miR-520a-3p 1k & &

qPCRAG I &5 F Wor (R U, 51EH U0 F 4
Jfi HOSE # kb , HOXA-AS2 7£ 51 HLJ8 41 il bk SKOV3
HO8910. OVCAR3 ' & & & ik (¥ P<0.05) , £
SKOV3 4l g o 21K 7K ~F- 5% 51 s miR-520a-3p 7F G S5
Y1 ik S IE (F) P<0.05) , 7£ SKOV3 41 iy v 3%

KPR AR, R K SKOV3 dil i fF Ayt — B i e Ak
o2 DI RE S8 1 7

# 1 HOXA-AS2 # miR-520a-3p 7E 50 S 40 AN
IEEORE R BIRIE (s, n=12)
Tab.1 Expressions of HOXA-AS2 and miR-520a-3p in ovarian

cancer cells and normal ovarian epithelial cells(¥+s,n=12)

Cell line HOXA-AS2 miR-520a-3p
HOSE 1.02+0.08 1.00+0.09
SKOV3 4.12+0.32" 0.36+0.03"
HO8910 3.76+0.31" 0.41£0.04"
OVCAR3 4.07+0.39" 0.53+0.05
F 298.580 312.794
P 0.000 0.000

"P<0.05 vs HOSE cell group

2.2 BB HOXA-AS2 &£ #4) SKOV3 m e by 34 54
qPCR il 25 R IR , 5 si-NC AR, si-HOXA-
AS2 41 SKOV3 41 Jitl h HOXA-AS2 ) ik /K i 2
A (0.42+0.04 vs 0.99+0.09, P=0.00, =14.18) , 1% #
% si-HOXA-AS2 V)i fik 7 HOXA-AS2 R
MTT ¥l 45 3 (% 2) B 7x , 5 si-NC 41 #1 t
si-HOXA-AS2 41 SKOV3 41 iy 75 1% 4 J5 4872 h it
WHE TS 130 R B (P<0.05) . WB G 45 5 (& 1)
7R, 5 si-NC 20 A Eb , si-HOXA-AS2 41 SKOV3 4|
Jifl 1 Cyclin D1 & H £ ik K 1 (0.29£0.03 vs 0.64+
0.06, P=0.00, =12.78) , p21 (0.79+0.07 vs 0.31%
0.03,P=0.00, =15.44) . p27 (0.68+0.06 vs 0.27+0.03,
P=0.00,=14.97) & [AFKIE & L,

si-NC  si-HOXA-AS2
CyelinD] - S— —

P — —
p27 W —

-

B 1 &% HOXA-AS2 $0 SKOV3 4RAfIIEIEHE X E B RIL
Fig.1 Knockdown of HOXA-AS2 affected the expression of
proliferation-related proteins in ovarian cancer SKOV3 cells

2.3 % HOXA-AS2 % i 374 SKOV3 4 fiee if #% A=
&%

WB £l &5 5B (%R 3) &R, si-HOXA-AS2 4
SKOV3 4 il F MMP-2.MMP-9.MMP-14 & [ % i%
15188 A% F si-NC 2H (P<0.05) . Transwell 52 56 46 |
g5 R (K 2) IR, 5 si-NC A L, si-HOXA-AS2 4H7E
YL J5 48 h SKOV3 4 i 1T # 4f ff £ B & ysk 2>
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[(42.53+3.87) vs (86.34+7.69) 4, P=0.00, =12.47],
7F ik Matrigel 22 7 i 149 241 45 52 BH 5 93k 2D [ (33.96+
4.07) vs (73.61£7.52)4~,P=0.00,=11.36],

72 FPE HOXA-AS2 FRi&HH] SKOV3 4RI IETE (s, n=6)
Tab.2 Knockdown HOXA-AS2 expression inhibited the
proliferation of SKOV3 cells(z+s,n=6)

Group 24h 48 h 72h
si-NC 0.38+0.03 0.69+0.06 1.12+0.09
si-HOXA-AS2 0.36+0.04 0.47+£0.05°  0.68+0.07"

t 0.980 6.900 9.453

P 0.350 0.000 0.000

"P<0.05 vs si-NC group

si-HOXA-AS2
P 25 e SRECSY
s e nRg
Migration - K ! 2 '
e R IR O
AL £ St SO

- b AR R R
-.&u ’ % P i e
LR Pl R
Invasion ‘ . ST K]
‘,, s gl e
L.. [ . '1 “ . L 1

&“vx~ (R, LA

2 EiFE HOXA-AS2 1% SKOV3 fRE R FS AR ZE(%200)
Fig.2 HOXA-AS2 knockdown inhibited migration and inva-
sion of SKOV3 cells(x200)

73 Ak HOXA-AS2 #lH] SKOV3 4B hiE#
REMXEARIRIEA (xts,n=6)
Tab.3 HOXA-AS2 knockdown inhibited the expressions
of migration- and invasion-related proteins in
SKOV3 cells (z+s,n=6)

Group MMP-2 MMP-9 MMP-14
si-NC 0.76+0.07 0.79+0.08 0.86+0.08
si-HOXA-AS2 0.32+0.03" 0.27£0.03"  0.19+0.02"
t 14.152 14.908 19.902
P 0.000 0.000 0.000

"P<0.05 vs si-NC group

2.4 miR-520a-3p iT & & 39 %) SKOV3 %@ fig 49 38 54
T A FlZ 2

qPCR 6 45 B & 7~ , miR-520a-3p 41 SKOV3 41|
Jf2 H miR-520a-3p K 1A 7K *F # miR-NC 2 & & 7t &=
(6.47+0.62 vs 1.02+0.08, P=0.00,=21.36) , &/~ miR-
520a-3p i FILFE QL RCR R . MTT Al 45 2R (R 4)
R, M T miR-NC 41, 48,72 h i miR-520a-3p 21
SKOV3 41 ffd D {f B & P (3 P<0.01) ; Transwell 52

96 45 B 78, miR-520a-3p 41 SKOV3 40 Jifl it #
[(48.39+4.27) vs (88.43£7.56) />, P=0.00,=11.30] }%
12 2[(36.44+4.08) vs (69.73+6.54)1, P=0.00,=10.58]
4 B A B B b . WB SIS 45 R (3.8 5) B,
miR-520a-3p 21 SKOV3 4 i H p21 & [ Kk 1
(P<0.05) , 1] Cyclin D1 .MMP-2.MMP-9 £ 4 1A 1
R (P<0.05),

7% 4 miR-520a-3p TR IAINH| SKOV3 HHREAYIETE (x+s,n=6)
Tab.4 miR-520a-3p overexpression inhibited the
proliferation of SKOV3 cells(x+s,n=6)

Group 24 h 48 h 72 h
miR-NC 0.41£0.04 0.72+0.07 1.13+0.09
miR-520a-3p 0.39+0.03 0.54+0.05 0.76+0.07
t 0.980 5.126 7.949
P 0.350 0.000 0.000
miR-NC miR-520a-3p
Cyclin D1 _ C——
P21 — —
MMP-2 [ —

MMP-9 S —
oo -

3 miR-520a-3p iT FRIAZMNI SKOV3 {AAEETE 2 F0
REEXEZRRIE
Fig.3 miR-520a-3p overexpression affected the expressions
of proliferation, migration and invasion-related
proteins in SKOV3 cells

# 5 miR-520a-3p i3 FiE ¥ SKOV3 MAE5E  E#  REH
KEBRIEHFN (x+s,n=6)
Tab.5 The effect of miR-520a-3p overexpression on the
expressions of proliferation, migration and invasion-

related proteins in SKOV3 cells (z+s,n=6)

Groups CyclinD1 p21 MMP-2  MMP-9

miR-NC 0.76+0.07 0.26+0.03 0.78+0.07 0.74+0.06
miR-520a-3p 0.25+0.03  0.82+0.07 0.36+0.03 0.33+0.03
t 16.403 18.012 13.509 14.971
P 0.000 0.000 0.000 0.000

2.5 IncRNA HOXA-AS2 ¥&,5 4% miR-520a-3p 9 & &

M AV AE B 5 W 3l 7T 1l HOXA-AS2 5 miR-
520a-3p A7 (EARAGE & 47 £, W 4. XU R BER
L R S 6 45 B UR . 5 NC 4148 B, miR-520a-3p
mimic 7] B & 71 1 Wt-HOXA-AS2 ¢ ) & Bl i 1
(0.440.05 vs 1.020.08, P=0.00,/=15.06) , miR-520a-
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3p mimic X Mut-HOXA-AS2 % ¢ % il i 14 ¢ 11 &
081 4E F (1.03£0.09 vs 1.01£0.07, P=0.68,1=0.43) .
qPCR 5256 45 B (3R 6) 7R, si-HOXA-AS2 2H 41 g
miR-520a-3p £ IA K NC 4 & 3% 1 (P<0.05) ,
HOXA-AS2 ik 7] il miR-520a-3p ik (P<0.05) .

Wt-HOXA-AS2 3'UTR & aauggacucacuuu,ikclicl:ﬁl\CIELIJllJu 3
miR-520-3p 3’ ugucagguuucccuUCGUGAAa 5’

Mut-HOXA-AS2 3' UTR 5 aauggacucacuuuCAUCAGGu 3’
&4 HOXA-AS2 HIFFFIH & B 5 miR-520a-3p
BB
Fig.4 The sequence of HOXA-AS2 contains a nucleotide

sequence complementary to miR-520a-3p

2.6 4 % anti-miR-520a-3p i# 4 3 £ HOXA-AS2 #f
SKOV3 #m e 38 58 | 1L 4% 13 2 6937 %)

qPCR il 25 2R (B 5A) .7, 5 si-HOXA-AS2+
anti-miR-NC L QL4 #H L, si-HOXA-AS2+anti-miR-
520a-3p $L4%: YL 40 b miR-520a-3p ik 7K 1 5 2 BRAIK
(P<0.05). MTT il &5 5 (B 5B .C) 27K, 5 si-NC
HAHEL, si-HOXA-AS2 H Al si-HOXA-AS2+anti-miR-
NC L gL 4 v SKOV3 41 i I B FE /K1 L #8 A= 28

A

==}

41 i F 4 B 2 PR K (24 P<0.05) , 1M si-HOXA-AS2+
anti-miR-520a-3p 3% YL 2l SKOV3 41 fid {1 48 FE /K T
T # I 12 2% 90 M % 3 B si-HOXA-AS2 4 1 si-
HOXA-AS2-+anti-miR-NC H % YL 25 B 12 3 fin (33 P<
0.05) . WB =56 o il 25 5 (& 5D) 7R, si-HOXA-
AS2+anti-miR-520a-3p $L % 4 41 SKOV3 4 i o p21
| AR ILIK P si-HOXA-AS2 Hl si-HOXA-AS2+an-
ti-miR-NC ZH B & [# 4% (P<0.05) , 1fif CyclinD1.MMP-
2.MMP-9 & H LA 358 T 5 (35 P<0.05)

% 6 IncRNA HOXA-AS2 $E[E151E
miR-520a-3p §I3RIE (x5, n=12)
Tab.6 IncRNA HOXA-AS2 targetedly regulated the
expression of miR-520a-3p (x+s,n=6)

Group HOXA-AS2 miR-520a-3p
si-NC 0.98+0.09 1.03£0.11
si-HOXA-AS2 0.27+0.03" 3.05+0.31"
pcDNA 0.99+0.08 0.97+0.09
pcDNA-HOXA-AS2 2.86+0.24 0.38+0.04>
F 808.877 553.347
P 0.000 0.000

“P<0.05 vs si-NC group; “P<0.05 vs pcDNA group

C
- 5i-NC
- s-HOXA-AS2 B siNC
1.5 == si-HOXA-AS2+anti-miR-NC 150 = sf'HOXA'ASZ o
¥~ 5i-HOXA-AS2-+anti-miR-520a-3p B siHOXA-AS2*anti-miR-NC
si-HOXA-AS2-+anti-miR-520a-3p
100
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