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LncRNA VIM-AS1 i@ 1T miR-497-5p/FBXW7 HiiE iz S ¥EIAE T
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(# E] BT KEEIESS RNA (IncRNA) VIM 2L RNA 1(VIM-AST) 788 FRIFA0 I 055 728 vh (Ve 40 T 0Ll . 75 3%
{4 ] qRT-PCR II5E LncRNA VIM-AST.miR-497-5p Fl FBXW7 mRNA B 261k, {8 F 8 [ BNV RS I FBXW7 2 7K, 435
FH CCK-8 556 73 111 6 52 50 A 2 4 ML B A S0 A VA% 4 AL 50 R RS R T 0 3 5 WL ' 38 i 15 S R 43 HT B IF Ine RN A
VIM-AS1.miR-497-5p Fl FBXW7 Z R4S 5 G R . 55 AE S FEAY ARPE-19 41, LncRNAVIM-AS1T Al FBXW7 114
BRI, 1T miR-497-5p A5 Eif. LncRNA VIM-ASIT AT LA 58 445 5 miR-497-5p _EJH FBXW7 ik, LncRNA VIM-
AS1 T FRIRAEMAL I HG AL BRI ARPE-19 A0 i A4 58 FIEAS , JEPI I 20 T, T miR-497-5p i F2 3K VHBR T IncRNA VIM-ASI
FT AN HG AL PR ARPE-19 A4 . IEAh , FBXW7 sfIRTHFR T miR-497-5p X HG 2L ¥R ARPE-19 4 Bkl . 45
£ : IncRNA VIM-AS1 A] 58 11 4% miR-497-5p/FBXW7 Bl i HG 4b BE 9 ARPE-19 4 iU 3458 FIAE 7%, (5] B 40 j 04 7 L 48R
IncRNA VIM-ASTAERIBIF L I E K.

[%4837] LncRNA VIM-AS1;miR-497-5p; FBXW'7 ; 19 b 1L 190 S 2 5 AR5 1 i 200 ffd
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LncRNA VIM-AS1 regulates cell migration and apoptosis of retinal endothelialcells under

high glucose treatment via the miR-497-5p/FBXW?7 axis
JU Yuejun,GUO Zhanhong, WANG Guanyi, SHEN Ting, WU Runze , KONG Yinghong"
Department of Endocrinology , Changshu No.2 People’ s Hospital , Changshu 215500, China

[Abstract] Objective: Our study aimed to probe the potential molecular mechanism of long non - coding RNA (IncRNA) VIM
Antisense RNA 1(VIM-AS1 )in diabetic retinopathy. Methods: LncRNA VIM-AS1,miR-497-5p and FBXW7 mRNA expressions were
determined using qRT -PCR. The FBXW7 protein level was also detected using western blotting. The cell viability , migration and
apoptosis were evaluated using CCK-8 assay, wound healing assay and flow cytometry analysis, respectively. Additionally, the binding
relationships among IncRNA VIM-AS1, miR-497-5p and FBXW7 were verified by dual luciferase reporter assaies. Results: LncRNA
VIM - AS1 and FBXW?7 expressions were remarkably reduced in HG -treated ARPE-19 cells, while miR-497-5p was upregulated.
LncRNA VIM - AS1 could upregulate the expression of FBXW7 by competitively binding to miR - 497 - 5p. LncRNA VIM - AS1
overexpression promoted cell proliferation and migration, and inhibited cell apoptosis in HG-induced ARPE-19 cells, while miR-497-
5p overexpression abolished the effects of IncRNA VIM-ASI overexpression on HG-induced ARPE-19 cells. Furthermore , FBXW7
knockdown abrogated the effects of miR-497-5p inhibition on cell phenotypes of HG-treated ARPE-19 cells. Conclusion: LncRNA
VIM-ASTI could promote the proliferation and migration, while inhibited cell apoptosis of HG-treated ARPE-19 cells by regulation of
miR-497-5p/FBXW7 axis, suggesting that IncRNA VIM-AS1 might have great potential as therapeutic target for diabetic retinopathy.
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R (diabetes mellitus, DM) 2 H A i & 0
A , th B e = RAE S 5 &Y. H
HI 4Bk 10%1 A4 DM, DM 4 i 45 9%
JHE , Bl A PR 9 L [ 995 4% (diabetic retinopathy ,
DR) B A& AE " i, # it 30% 1) DM
B A DR RIMERR AT , 54 10%11) DR i
HANAL R G 2 B B ARG AR Y T
Biiif DR AR R B2, {2 HATv] T DR 1 & B A
JRURSE TR0 (I WP A A A AT e AR R

KAEARgmng RNA (Iong non-coding RNA,IncRNA )
JEARFE SEAGH T 200 nt 1Y HLEE RNA, 2 5 £
A", CAREY, IncRNA 5 DR 24 Flk
JREEVIAHSE, ATAE A DRAZWIRTA YT (R 7S 05
Ban, Lin 5" W55 3878 T IncRNA MALAT1 @ fiK T LA
1 B (high glucose, HG) PR T A9 A A FER .
B N 2 40 2 (human retinal microvascular endothelial
cell, hARMEC) ) /NETE B . Zhang 25" WF 5T 7w
IncRNA AK077216 33 338 i 35 il ALt 2R T
12 4 fifd (human retinal pigment epithelial cell, hRRPE)
B T- . IncRNA VIM JZ ¥ RNA 1 (LncRNA VIM
Antisense RNA 1,IncRNA VIM-AS1) 2 i # % 5
JEREAH JE Y IncRNA™  F it A WF5E W78, IncRNA
VIM-AS1 7£ DM (& h 8 2k, HEEME,
IncRNA VIM-AS1 7£ DM 45 3 DR H 35 rh 3Rk B i
fik, IncRNA VIM-AS1 i3 & 35 B 2 410 i HG 4b 2 1
hRPE A 40 JH T, W HAE DR o SRR o
{H IncRNA VIM-AS1 7E DR i B T LA
E— 2 HRVT

/N RNA (microRNA , miRNA ) J&—FH FEEZ) Ny
22 nt (Y AESRHS 4 RNA 40T, S 5 Rk 1 5
JEIREE SRR — WS R , miR-497 £ DM K
SRR B 25 R, X R W miR-497 FTRETE DM i
JEH e S A A, Li S R miR-
497-5p 75 HG Kb 2 0 490 P00 S 22 fie o 4 e o fd 2 |
W, miR-497-5p i Fe 35 W E 2 HE HG Ab 3% 0 o i
P2 AR ) R T

F-box Fll WD-40 £5 4 5{ £ 1 (F-box and WD-40
domain proteins , FBXW7){E Az 2 -5 1 BHA R i
2 118 AU PR F- 2 — , BIE SE7E PR 77 DR gk i o
FEIRHMER . Shao 25 JIEHH T FBXW7 R fik n] LA
#E DR W AET A A TR . 4Rl , DR /N EURTHG
b 1 ) hRMEC ' FBXW7 % ik W Z B %, If H
FBXW7 it 21k o] LU il HG 753 9 il 45 A 1™
I, AR B 58 %F IncRNA VIM - AS1, miR - 497 - 5p £l

FBXW7 7£ DR & Ji& H 18 3 8 5 22 S AE LI 2B 1 7
BT,

1 R E

L1 ##

ARPE-19 1l [ 5 [R5 F7 W) 447 2 (Ameri-
can type culture collection, ATCC) . IncRNA VIM -
AS1 19 5ok 5% 15 5T K7 (overexpression plasmid of In-
cRNA VIM-AS1, OE-VIM-AS1) & J&-FBXW7 (sh-
FBXW7) .miR-497-5p # AU (miR-497-5p mimics)
miR-497-5p #1571 (miR-497-5p inhibitror) K H:BAE
T HRZH (peDNA3.1 .shRNA  mimics/inhibitror NC) (_I
g T HEIA ) o RIS R Bl ok K 2 R 4t (b
3t Promega A F) ) o AR THERR £5-8 (cell counting
kit-8,CCK-8) (_ L/ T2 F] ) o Annexin V-FITC
TR 5] & . BCA 157 & (Beyotime 24 7], |
). SYBR 57 £ (Thermo Fisher Scientific 23 & ,
EHE),

12 Fi&
1.2.1 3 ide stz

Ji A A AE 5 1090164 1L (FBS) (Thermo
Fisher Scientific A 7], 2 ) Fl 1% H 5 RATERE
W (4 T2) B DMEM (Thermo Fisher Scientific 23
], 3D H1F 37 °C 5% CO355% . HGALH AN
30 mmol/L, D-Fj % B (Sigma- Aldrich 23 7, 3&[# ) kb B
48 ho i FH 600 wg/mL M I 0 K AL 2K 7 B (ad-
vanced glycation end products, AGE) (Biovision 23 A ,
DAL FRARNE , IR HAE D HG AR BRABHPERT IR .
122 fapdkg

fif H Lipofectamine™ 3000 (Invitrogen 23 A , 3%
[ )5 OE-VIM-AS1  sh-FBXW7 Fl miR-497-5p mim-
ics/inhibitror A2 F B 14 XF B 41 (peDNA3.1 ., shRNA
mimics/inhibitror NC)#% 4% ARPE-19 Ziiitd .,

123 R FERE A B R

o UL B 7R 2R T2 B IncRNA VIM-AST
miR-497-5p Fll FBXW7 Z [al {45 &7 5. PCRY 1S
A IncRNA VIM-AS1/FBXW7 J Bt o {fi I 2 s 2875
& (Stratagene Tl L, EE )X IneRNA VIM-AS1/
FBXW7 B Py miR-497-5p 45 & (v dab A1 a5 58
ARKG I, Ff IncRNA VIM-AS1/FBXW7 [ %1 1) B A=
1 (wild type , wt) #1542 I (mutate , mut ) $ 45 BTk v
% 5] pmirGLO A (15 L) . A IncRNA
VIM-AS1-wt/FBXW7-wt 5 IncRNA VIM - AS1 - mut/
FBXW7 -mut 51 7 Fl miR -497 - Sp mimics 8% mimics
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NC 5{ miR-497-5p inhibitor B, inhibitor NC L4 L 2
Jid Lipofectamine™ 3000 . {5 FAUHE A 2 gt 4 3L A
WE RGN DO C R BHEME

1.2.4 4 omeikk

W5 20 i FE A0 1) 6 FLHR (Corning 28 7], 5[ ), 24
20 it Rl TR T TR B 24 9090 ), £ FH 200 WL B% ¥ 2 W
SLAERLA A2 AR N T H . PBS PRI
SR 3 YT A TC L3 35 77 BRGS0 A, £ Ak
55 (Olympus 23 F) , HA)TE 0 h #1224 h Ak E4
1.2.5 CCK-8#ml

A4 240 B 422 Fh AE 96 FLAR H, 5 CCK-8 (10 pL)
— W IEAE 3T CHEEFRAFATTIE R 2 ho [l HITAL
M3 66 1 (Thermo Fisher Scientific 237, 35 [E )
TE 450 nm ALK G RE
12.6 zmfe=nlz

5 Annexin V-FITC 8 T4 0328570 &5 041 40 ity
P, WA I BT A 7E 500 WL #Y 1XAnnexin
SE5 2 B (Y E Beyotime) Y, AR 7E SRS 5514 F
1 10 L Annexin V-FITC #i1 5 wL PI( 7 [ Beyo-
time ) Y (%, 10 min, 37 B A A SRS AT AR i
1.2.7 &% %0 R4 B4k BT (quantitative reverse
transcription-PCR, qRT-PCR)

FH TRIzol i 5f] (Thermo Fisher Scientific 2 & ,
FEH ) 70 B B RNA . X T mRNA, 8 F 330 5% S gk
# & (Toyobo A F], HAS) & i cDNA, % T miRNA,
il A —4% cDNA & HUAR & A B cDNA, 2R )5,
fdi F SYBR i &% ¢DNA ] T qRT-PCR I % .
miRNA Al mRNA [ AH X} 2 34 43 3 FH U6 F1 GAPDH
KNS, 2R, R RS T
LncRNA VIM-ASI iF % :5'-ACTGTAATGGACTCGT-
GGTG-3", ;L X : 5'-CGTCGTGTTGTCCTGATG -3 ;
miR-497-5p 1E % : 5’ -CCTTCAGCAGCACACTGTGG-
3", L :5"-CAGTGCAGGGTCCGAGGTAT-3";FBXW7
1E X :5'-ACTGGGCTTGTACCATGTTCA-3", Jz X :5'-
TGAGGTCCCCAAAAGTTGTTG-3" ;U6 1F X :5'-CG-
CTTCGGCAGCACATATAC-3", i % : 5" -AAATATG-
GAACGCTTCACGA-3'; GAPDH iF ¥ :5'-TCAAGA-
AGGTGGTGAAGCAGG-3', JZ X : 5" -TCAAAGGTG-
GAGGAGTGGGT-3',,

1.2.8 Z&& Repidix

FH RIPA 4358 8 115, F BCA 35 & ([ Bey-
otime ) W 7 £ [ BT vk BE o A% it 38 3f 8% ~12% SDS-
PAGE 43 & , i — 544 2 PVDF i (Millipore 23 F]
K, PRIE KB S5 XF FBXW7(1: 1 000, Abcam

3], &) A GAPDH (1:10 000, Sigma- Aldrich 23
AL EED MPUATE 4 CPIERE R, FHPBS-T PR
J& B 5 HRP(1: 10 000, Abcam 23 7 , 25 ) 5
TCAIAR R, 4R 60 min, 1813 GEL B4 248 (Bio-
Rad 2~ W], 2D XA T ] AL R (. 38 3 i
Image J 43 M7 8 B9 E
13 %it¥H

AMFFE(d ] GraphPad Prism 8 #4750 5t /v
Mro HEATHIIIA SL8G 2/ DEE 3K, M HdEFn
FIEVEARERE (R +5) o PATH HLBCRH K86, 240
FLRCR LR 7 2200 A SRSk A =0
IANHESTH, P<0.05 FRESHAGITFENL,

2 # R

2.1 HG & 22 474 ARPE-19 %0 ftL Y 3§ 4 Ao it 45 |, F
Atid 3T T 38 IncRNA VIM-AS1 423 2m i 8 =

G, VA TR R SR B %) ARPE-19 4l i rf
IncRNA VIM-AS1 [ 315, 45 5 I 78 IncRNA VIM-
AS17E HG }2 AGE 4b B J5 () ARPE-19 4ififg i)
3543514 0.40+0.05 K2 0.45+0.06, 1F # 15 373 (NG)
ZH B354 1.00+0.13, HG 20 M2 AGE 415 NG #H [t ik
F VL 59 R 7.449 T2 6.723, P{H 3514 0.002
}.0.003 (E 1A) . A T ¥4l IncRNA VIM-AS1 7
DR H I AE , FH IncRNA VIM-AST 35 38 36 J b 4% e
ARPE-19 #iff, I PFAE 40 A, qRT-PCR 4551
7N L OE-VIM-AS1 J5 ARPE-19 4 g ' IncRNA
VIM-AS1 1) 3% 35 i & 38 (4.51£0.87, 1=6.481, P=
0.003, ¥l 1B) R HFLE YL il 2y . CCK-8 525 iR st
HG A4b B J5 , ARPE-19 B9 41 Jitd 7 77 BH & 32 5] 417 5
[(54.06+11.16)% ,t=3.346,P=0.028 & 1C]., HGAb
PRS0 A I 45 5 Q2 B Q3 A FRH i 4H
Ji U8 T B 3G N[ (18.48 +1.65)% , 1=11.86, P <
0.001]. #2235 IncRNA VIM-AS1, 4 Jfd 5 7 sk 2>
[(7.69+2.28)% ,1=6.640, P=0.003 ], X2 W] HG 4b
RIS ) ARPE-19 20 it 1) 41 a3 78 52 240, it 36
ik IncRNA VIM-AST N #3x —#r22 (B 1D) . s
WMELF HG AL BE ARPE-19 #5511 A A 5256
7N T A% 52 B [ (37.35+5.77) %, 1=5.631, P=
0.005], 77k IncRNA VIM-AS1 J5 41 it 35 5 384
[(65.60+8.87)%,1=5.299, P=0.006, & 1E], Fifiix
SEZE IR W], HG AL FEAN ] T ARPE-19 20 Jfd i) 34 5
FERS , [] i3 5 P AR IncRNA VIM-AST kg ik
T AT,
2.2 LncRNA VIM-ASI f&£ ARPE-19 % fto v i@ & i
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284 miR-497-5p #74) miR-497-5p 49 & ik

AT JE AT, IncRNA 3 35 78 4 miRNA 1976 é%?lé
SEELAE W) 2F S RE (B IneRNA 38 i3 5 miRNA 254, Ui
55 miRNA X #EL L DR TC R, MUTAT XS miRNA () #2 J5E
AT ) o AWFFE L ITE IncRNA VIM-AST i
FIKJ5 , ARPE-19 41 i b miR-497-5p Y 361k i 5%
i (0.42£0.08, 1=6.768, P=0.003, [&] 2A) , 1 % Yt
miR-497-5p mimics J&7 , ARPE-19 4liJifg 7' miR-497-5p
F3k B FE T (3.31+0.30, ¢=11.38, P < 0.001) , 1
miR-497-5p £ miR-497-5p @i fi)5 W& F 4 (0.31+
0.11,1=5.911, P=0.004, [€] 2B) , & W 5L e i ofy . T
I IncRNA VIM-AS1 I miR-497-5p 22 [i1] ﬁrza/au
ME2C) . R T #E—PIIEX R A 5 O R i T
XL I 2R i A5 56 D A, 45 2R 7R miR-497 - 5p

mimics/inhibitor 7E 5 IncRNA VIM-AS1-wt Jiif7 4%
e 5l TR B M (0.54£0.09)/(1.53+
0.21) ,t{H 50 5.541 % 4.228 , P{H 43314 0.005 Bz
0.013, FLHEYL IncRNA VIM-AST-mut #4465 % 4 &
AR EMER (P> 0.05, K 2D) . AL, IncRNA
VIM-AS1 #[i] miR-497-5p L) [ 575 miR-497-5p
ik,
2.3 miR-497-5p if & ik 3% 45 IncRNA VIM-AS1 it &
A5 HG 42269 ARPE-19 8 JeiE 45 e B T 69 % va

B JC, M%< 3] miR-497-5p 78 HG 4k B 5 1
ARPE- 19 40 Jifg v i % |/ (2.36+0.31,1=6.820, P=
0.002, % 3A) ., MRS IncRNA VIM-AS1/miR-497-5p
5 DR i JE BT 7E/E T ¥ miR-497-5p mimics 1
OE-VIM-AS1 4L%% Yt HG kb 3 i) ARPE-19 28 ifd

ok C

15 o 67 Lk 150
H‘ T%x H‘ —
~ % r . S
z23 1.0 Z) 4 = 100
=¥ = 4
=05 Sg2 =2 50
z E 8
0.0 0 0
NG AGE HG vector OE-VIM-AS1 \os %\
460 Q?’
Qg;‘ O
&
D - NG " HG 10 HG-+vector 1074 HGOE-VIM-AS1 257 s O
2.67% 2.66% 11259% | 8.77% 11275% | 8.60% 12.40% 404%| 3204 T 3
104 o 10%4 ' - S 10°4 Lol e e
10°4 1os.§ - 10-%: e EEZ 13
H1041 10"1; 1041; é;% 5 |_-.—_| ﬁ
=104 10°] 10*4 oL 11l

3.05%|  0368.93%

24 h

04916%% 9.71%|  036851% | 10.14%| 0 3.65% I %'x
10°10° 10° 10° 10° 107 10° 10° 10° 10° 10° 107 10° 10° 10° 10° 10° 107 10° 10° 10° 10° 10° 107 e
Annexin V > 0@’
X
HG+vector HG+OE-VIM-AS1 N
80 o s
¥ 60
R
i 40
$Q ‘5(, %0\0& y»%\
4 Q\g\
0@'

A :qRT-PCR ¥4 HG \AGE AbFH 5 ARPE-19 1 H LncRNA VIM-AS1 33K ; B: FH#A (vector) ok OE-VIM-AS #4 4% HG ZbHif¥) ARPE-19 41
L) , qRT-PCR JIJ5E OE-VIM-AS1#% 445 ARPE-19 4111 LncRNA VIM-AST (93235 ; C: CCK-8 IS BRI A0 M1 7 5 D« 4 T = A AR TTA 4
ML TR E - 405 VA 9200 PR AN HUE RS AR 0 . ZH B4R, P < 0.05,7°P < 0.01,”"P < 0.001(n=3),

E1 HGALEHIH ARPE-19 4R IEFETF , FEHE D T IncRNA VIM-AS1 {23 20 A T
Figure 1 HG treatment inhibited the proliferation and migration of ARPE-19 cells, while promoting apoptosis by down-reg-
ulating IncRNA VIM-AS1



WAZES W JRBMR, SR, EEE .45, LncRNA VIM-AST i 3 miR-497-5p/FBX W 7 %l 455 5 5 R 5% T 400 0 Jgs

202342 A WA R IR A T[] m st BER A 4l (A SRR , 2023,43(2) - 187-195,248 -+ 191 -
A 1.5 B 4 L c VIM-AST WT 5" AGCAGGAUCUUAUUCUGCUG 3’
a5 o B 3 [T
- i‘v:) 1.0 : i:! miR-497-5p 3"  UUUGGUGUCACACGACGAC 5’

Q7 v
T & i*% 2 o VIM-ASI MUT 5" AGCAGGAUCUUAUUGACGAC 3’
= =
0.0 o111 1
vector OE-VIM-AS1 $() .é.\&% %Q '\&{\0
6‘\\0% o\\ .\%{\o‘ _\\\
F AN
N S
Q7 Q»b‘
S
D I mimics NC = inhibitor NC

1.5 ™ miR-497-5p mimics 2.0 -™ miR-497-5p inhibitor
. . &

ok L

E 1.0
® S
00 0

VIM-AS1 WT VIM-AS1 MUT " VIM-ASI WT VIM-AS] MUT
A: fl vector 8, OE-VIM-AS1 %44 ARPE-19 #ilifdJ& qRT-PCR Aill miR-497-5p fF 1% ; B: qRT-PCR T4 miR-497-5p @Ik Al miR-497-5p 321
K5 ARPE-19 i ig A () miR-497-5p 3K ; C: IncRNA VIM-AS1 Fll miR-497-5p 22 [8] B9 25 467 15 5 D« K A€ 6 2 WA 3 K /3 B BAIE IncRNA
VIM-AS1 FlmiR-497-5p Z [HIW45 & KR . Mgl IE#E, P < 0.05,"P < 0.01,""P <0.001(n=3).
2 LncRNA VIM-AS1i# T 84814 miR-497-5p 1] miR-497-5p Fkik
Figure 2 LncRNA VIM-AS1 inhibits miR-497-5p expression by sponging miR-497-5p

CCK-8 5256 75 IncRNA VIM-AS1 i k{2 # T HG
AbFEY) ARPE-19 #iiJifa i 36 P [ (181.01£26.98)% , 1=
4.621,P=0.009], 7£ miR-497-5p i 35 5 40 M3 P
7(93.98+17.00)% (1=4.726,, P=0.009) , miR-497-5p
1 FEIRREMK B IncRNA VIM-AST 35 %35 4 38 i o 2
R yE e i (& 3B) . 5 HG+mimics NC+vector 21
AHFE , HG+mimics NC+OE-VIM-AS1 26 %) 37 23 40 Jifd
I 235 5K ik s Q2 B2 Q3 G B v A 4 A T B b ik 1>
[(7.92+1.94)% ,1=11.33,P < 0.001]. %4 miR-
497 - 5p mimics J&5 20 Jd 54 72y (19.59 +3.44) % (1=
5.528,P=0.005) . %% Y% miR-497-5p mimics i %% T
IncRNA VIM-AS1 52 3K 5 [ (1) 40 it 98 T s 2D (1A
3C)., M4h, OE-VIM-ASI % Y S 50 HG 4b Hi Y
ARPE-19 #i i iE 238 [ (58.61+5.17)% ,1=5.551,
P=0.005] . T1fii miR-497-5p 133k i 40 il 1T 7% Hy
(42.03+7.75)% (1=3.083, P=0.036) , miR-497-5p i
FEIRBENL W IncRNA VIM-AST 33 283K 5 |2 it 41 it
ERHE N (& 3D) o R, miR-497-5p i3 F ik i %
IncRNA VIM-AS1 i 35X} HG Zb# 1Y) ARPE-19 41
WERS FIJR T () 52
2.4 FBXW7# miR-497-5p ¢ ¥ L A

qRT-PCR 25 5 75, FBXW7 ) mRNA %3k
miR -497-5p i &3k 1 8 E RG] (0.43£0.13) , 1=
6.995, P=0.002] . miR-497-5p i ik J5 FBXW7 [
mRNA % 35 T+ (2.16 £0.18, 1=7.960, P=0.001, [#]

4A) . PE PRI 25 R R B R, FBXW T 1 85
FIA P miR-497-5p 1 F A0 W FE FEAR (0.16+0.04,
1=6.995, P=0.002) . miR-497-5p @i {iX)5 FBXW7 [
A kT (0.63£0.06, 1=2.822, P=0.048, [
4B) . i HA Y 1E B 27 84 miRanda 1l T miR -
497-5p M FBXW7 Z [B] VB AEZE A s (18] 4C) . B
JE AT T AU G ZR Bl J2E DR DL iE miR-496
-5p MIFBXW7 Z [AI A AH EAE S K FBXW7 1Y 3'UTR
X sy gt 22 AR AR g B L ] Luciferase Y T, ) 22
WHCEM L, SRIG Y A rh, it Rk ok
T4k miR-496-5p 5 H B FBXW7 By 2¢ ) 2% il 1% e
& Bt ik miR-496-5p Ji B 4= # FBXW7 (FBXW7-
WT) (975 28 il 6 1 B & T % (0.55+0.19,1=3.702,
P=0.021) . [f] i} f AR miR-496-5p Jii & ¥ FBXW7-
WT i 1Y 2 O 2 [ 3% PE W 2 b (1.45£0.11, ¢=
4.385,P=0.012) ., miR-496-5p Y3 ik Mm% )5 %8
A FBXW T 1% Z B PR TG B 2 U2 (P> 0.05,
Kl 4D), I, FBXW7 /& miR-497-5p AUHEAE A, i
35 miR-497-5p AT LIAH] FBXW7 [ 3R34
2.5 &4k miR-497-5p T VAR FBXW7 84 & A AL 3t
ARPE-19 2m g, 64 35 38 Fe 3245 FF 490 41 20 fL ) =

PRR FBXW7 % miR-497-5p /- SRS E ¥ 2#
REMISEIE . qRT-PCR K 7, #5 % sh-FBXW7
#1417 FBXW7 mRNA 7£ ARPE-19 2}l 117 (0.36+
0.10,1=6.325, P=0.003, ¥l 5A) ., G ENIAs I 45
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w2, s 200
&% =150
®
= % 100
EE =
= = 50 l—"'—|
0 ol AL LI 11
NG HG O % e
ESSag ey
SCICAOE AN
TEIRNY AL S
& SOSTEaW
< Q@X Q{stj §zx0>‘°/)\
T
c HG+mimics NC HG-+mimics NC+ HG+miR-497-5p HG+OE-VIM-AS1+ 30 o
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ed ARPE-19 cells
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Figure 5 Knockdown of miR-497-5p can regulate the expression of FBXW?7, promote the proliferation and migration of

ARPE-19 cells and inhibit apoptosis
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