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Abstract; Cellular oxidative stress plays critical roles in regulating key pathophysiological processes, including cell pro-
liferation, inflammatory responses, and programmed cell death (e.g., apoptosis, ferroptosis, and autophagy). Recent
studies have revealed that the long non-coding RNA nuclear paraspeckle assembly transcript 1 (IncNEATI) serves a
pivotal function in cellular stress responses. The expression of IncNEAT1 is induced under oxidative stress; in turn, it
modulates oxidative stress levels via molecular mechanisms such as the competitive endogenous RNA ( ceRNA ) path-
way. This bidirectional regulatory interplay constitutes a pivotal link in disease development and progression. LncNEAT]
exerts a dual role in regulating redox homeostasis, either exacerbating or alleviating effects depending on the cell type

and pathological context. This review outlines how oxidative stress regulates IncNEAT1 expression and details the mech-
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anisms by which IncNEAT]1 functions as a ceRNA to sponge microRNA ( miRNA) , thereby modulating oxidative stress

and cellular damage. These mechanisms include regulating reactive oxygen species (ROS) production, modulating the

activity of key transcription factors (e.g., Nrf2, NF-kB, STAT3), and interfering with glutathione( GSH) synthesis. A

deeper insight into the regulatory network between IncNEAT1 and oxidative stress is expected to provide novel strategies

for elucidating pathogenesis, identifying diagnostic biomarkers, and developing targeted therapies for oxidative stress-

related diseases affecting the cardiovascular, cerebrovascular, nervous, and reproductive systems.
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Figure 1 The ceRNA mechanism of IncNEAT]I in its interaction with cellular oxidative stress
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1 IncNEATI &5 ThRE

IncNEAT1 2 — 275 0 2L 30 0 4t Mo A% v s = B
FIKM IncRNA, AEAREEH A B0 F 11 54
ik (11q13.1) , 1745 NEAT1-1(3.7 kb) Fll NEATI-2
(23 kb) PRl E SEAIE X, Wi HA HHIR] G % S A
5P A A 3 s EfE 25 5 . NEAT1-2 fE R0+
HARIK Sl 5 BE () 4 %€, I 76 PR B B F1/RNA A 5
DNA #5405 i 2 45 1 #2 b & 45 T g ; NEAT1-1 B £
RN A A, WEAEDIERE L& EDME, R
PSS M PR A A JE 2 R 48" L IneNEAT1 &40
B 55 BE B SR 25 R B A% O L 4y, T SR A 40 A
RNA 256 8 A PMNRVER 5 8% 55 B 20 23 Fn i 4 3L
SERCPE ) RSB M P A R IR R R 4 Y
KT, 2D B 5 PR ML 75 22 IncNEAT1 2
55,4 RNA Hif 88 35 BT 3K 9415 miRNA Jij 440
TLA )5 miRNA WA BAE R AE, 2 i )8 45 2 R
Beok BTHE FRK RNA Re v B, HRRI N
IncNEAT1 58 1 A BAE 9K 3 il - WA 50 55,
RS BERY 415 R B 5 RNA A
YEF B0 RNA ik LB, 25
DNA #5155 . Hirp ceRNA #Liil /& IncNEATI
ST H IR Fh S SR G R R st 2 —

2 |HUNEIFS IncNEATI Rik

2.1 SR E3T IncNEAT1 HiES

WS, 78 H,0, AT £ L & (tert-butyl
hydroperoxide, tBHP) W15 5 5 H (oxidized
low density lipoprotein, ox-LDL ) %548 MLy 48 # 7. |
R A A1 48 Ak D7 A Y o ARk N SR B T
IncNEATI1 553k,
2.1.1 IncNEATI 1 H,0, 55 i 40 i S8 AL 10 i

) 4

H,O0, YE M4 N = ZL ) N TR ROS SRR,
2 HTE SR SNMEAL 3 ,0.01 mol/L %] 0.4 mol/L
e B 0l AR S99 B A= BHURH ¢ SR AR B0l AR AR N K L o5
S

E Bh kR P 1A S W UL R e 403 5 | 4
JHT A U R AR B 1 BE ) T R, Bl ikeE
ARPESET MU S LA HVSMC 22 50 il
200 mol/L H,O0, At # )5, ROS, MDA /K V-2 &,
SOD & s F#AIC, 4 s 58 B 5 FEAIC, 4008 T~ L RAE
B, IneNEAT1 F 3R 2.0 £%5.3.9 %, i 76 %% 3t

si-NEATI1#K IncNEAT1 J58%% T H,0, S 140
Mt ., 18 3 8 bk B S0 8 I IneNEAT1 _F 4
3.46 fiF , 4y B AL ZUT- U WLAR B A 4B 3T 1E #4141
i 2.6 15

S NUREFE T O WLAH M 45347338 5 B T ROS
IERERL R BRAR R A A R s R A
H,0, 7 Fk A 0 LA HOc2 A4l i 4 S5 1
(A AR A S5 497 , H, O, A3 i 25 AR A0 B A 8 A 3
FHEE 7, B4 40 M H 1o, 4 98 caspase-3 I M.
IncNEAT1 2% ik ffi H,0, ¥ & F+ i L o, 5% g
sh-NEAT 11 il H: 3 i 32F 41 B 34 5, 1M % Y% p-EX-
NEAT! i B WM GIET , BLAh, I RAEAS 3B i
AN OZUR O VESE O3 B K IneNEAT1 £
IR EIH A LD B IneNEATI Rk &, &
B0 LA AP0 15 R A A St B A E T
JNEO JILER AR HL-1 A2t o U BE /N BRUAL T
IncNEAT! Fl Fe™ iy ik B 75 H 2 BLIEAHDC , Iff#
W S AL SR R A T

AR ROS 45 5 30 R A B 2 41 JfL (lens
epithelial cells, LEC) MR ISR 5 F1 N
K%, N LEC 4% SRAOL/04 F5% T 200 pmol/ L H,0,
HSTAG NN IncNEAT1 557K 13, LEC 3% /7
TR ST UL IneNEAT1-siRNA. S HZSA SR
AT

T L 11 T A4 L A 95 9 A O (R e 0 A A I RN ¢
JiE PRI A7 1 AN 5 ) B A2 0 BR i LR T AR
0.4 mM H, O, 5% A JB i 4] 78 51 1~ 4 ffl ( mesenchy-
mal stem cell, MSC)72 h Ji , &R 45 0 7 i Ge 1,
(mito-tracker green staining) .7~ Wi 3 & | R T4
i R B E AR S 4-F2 -2 T4 T (4-hydroxy-
2-nonenal, 4-HNE ) & F{ 7| & 4K # M 54 Jn,
IncNEAT1 535 F 8, DNA 85 G 1 &A% (& il &
1 A2 FIARE) . UL NEAT1-siRNA Ji5 21 it 5 i
I A2 FIRREK, #5558 NEAT1-1 il NEAT1-2
TUE, Zokitk ROS H A& T HUR S8 I ALk A D g
103, AR IneNEAT1 BYFERFIRZ S5 BRI AL
2.1.2  IncNEATI 7 t-BHP 5 5 it 20 Jifd 420k 17 %

R E

t-BHP 1Eh —Ffim £ A0, i 13 42 i ROS 55
) DR AT G (S 87 i) P st R V=N
P BTG PRI A, AN IS B0 N e 20 S
FAER BB A T 5 T BE R A 3h ik o R i Ak
(atheromsclerosis, AS) i &% UIA5¢, t-BHP 4h B
B % K P B2 40 HUVEC mf IneNEAT1 193635
B4, % Y4 pcDNA3.1-NEAT1 34 /it HUVEC 4%} |
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1R AR T2 % | caspase-3 1% 4, 1145 4F AL AE
TP A IR AS BE LT IneNEAT1
Eﬁﬁﬂ-%}[z“'zsi N
2.1.3 IncNEATI1 7£ ox-LDL 5 5 1) 41 g 4246 W 3K
L RLERPIEE

ox-LDL & AS iy E 2l &= |, 1F h E A i
P R o A SRS N B A 2R
BRI AL AS BEHer=A4: % | 7 ox-LDL
Ab BN TSk N B2 40 0 HAEC | B bk P Bz 40 Jifd
HUVEC #4840V 38 AS BRI R IncNEAT1 3%
KB B TF. H% Y si-NEAT1 T IncNEAT1 ik
AR ox-LDL 5 5 MY 38 58 JF 51 & A 9 =1
ox-LDL %5 A F W40 THP-1 52 B AR A
S TR 8 2 1% 0 T 3 %, IneNEAT1 63k b, %%
Yt NEAT1-siRNA A LB i [ A% 40 i g o 8 e, 41
il 2 M T VLR A AR B, A IL-6 , TNF-o0 55 4
JL R 7 A g e & A
2.1.4 IncNEAT1 7€ & B 5 00 40 it 210 N 35 1)

W

e W 5 R LR AR T BEBRA5S  UE NADPH
AL (NADPH oxidase, NOX) M3l 4t E 1L R 55
M5 &S N, A LEC 4i/id & HLEB3 ", 4
30 mmol/L 1 % # 19 & B 5 5 /5, ROS /K
Caspase-3 T ,SOD FI CAT % . Bcl-2 &£ H
FEIRREAR, A0HETE J1 0 B N, PR T340, IncNEAT1
F35 [ H, %YL NEATI1-siRNA 65 T k28 4k
RIS ST TR, R, A
SRR S I AOE & R E LIRS R MR
JE AL 3N B /INER R B ML SV40 MES13 J,
£ i S 3L Y ) SR I BOCREAE A MDA KT
SOD & HERFAL, LA K IGFE AR E Y c-mye | 41 g
PHT R EEAC  RAE FNET HE AL MR 55 | IncNEAT1 /K F
S R I, % Y NEAT1-siRNA JUJ40 il
MDA 7=A: FIZI M4 5 255 SOD 161 . i R
T FE I, BEIR IR FROE LT SOD1 %5471 & AL i 76 1 e
1%, AP I BAAZ 40 IneNEAT1 635 F 4 40 g 4 0
Lk ROS T,
2.2 SHNHIFES IncNEAT1 RiERFIEHE

IncNEAT1 355254 P15 A N5 515 5
B IE 161, 2 Uit 1% 6 PR 4% . % S 7 A0 RNA
S B A I AR S R A SR PR RNA B M A
RNA B4, 78 575 S5 s S 5 K F i s s, M
XTF IncNEAT1 25 40 07 38 0 45, S840 0 3
2 IncNEAT1 ZRik (A SCHLHI 5T 870

H,0, S A MSC 72 h &, 4Rk 5% [H

“F A(mitochondrial transcription factor A, TFAM) %%
IEFEAR, RNA ¥ H R (RNA sequencing, RNA-seq)
43T .qPCR #i3E IncNEAT1 2 TFAM B 5200 14 3=
BN 22— TFAM-siRNA F#{I% IncNEAT1 3k,
i —AC T 3R W A AL B IR b 1A ROS 18 & 3 5
TEAM S5 4R A2 11T 98, 8 107 38 o 7 5t 7 2
(activating transcription factor 2, ATF2) i %
IncNEAT 19 2 35 T 52 Wi HE A 5 1 1% 55 B2 1A
DNA 1652 it 6, AT A [5] 02 7F 1 40 i 5 B FIAE T,
25T LR [ 470 AL 71 ( Mito-TEMPO ) A A 20K
LA

ZHEE I H3 5 4 (i 2008 — H L1k (trimethylation
of lysine 4 on histone H3 protein subunit, H3K4me3) &
— T i BE PR ST R 2 SR AR L5 A& AR I, IncRNA
AT IX & & H3K4me3 , $7R Hig ik 52 I 6 Wi 4%
PRIC B I 4500 CSTBL/6 /N B 48 Bk i/ 3
(ischemia-reperfusion, I/R) A4b B J5, 214 5 2 L
(Fe™ /Fe” /KTt ) \GSH 5 [k . IncNEAT1 #
k7K - T, H3K4me3 F1# 22 1 Y 3 54 B il 2A
(lysine methyltransferase 2A, KMT2A ) £ FH 7K -4
o, R FH & b ) %5/ 42 A (oxygen-glucose depriva-
tion/reoxygenation, OGD/R ) ZbHL.0> JL4R A HL-1 &
HMEALLC L /R #5305, 18955 75 2 1A% e Ik KMT2A
RERSIA AR 177175 5 1) H3K4me3 7K F-Al IncNEAT1
5, S8 KMT2A _EA 201 H3K4me3 B4R NS
T IncNEAT1 35 SALRIECIRZS A (1 ROS 3l
P KMT2A 340 H3K4me3 {84, IR E AL
B ST Nef2'

BRARARETN BE 3R B ik A A B B R TR I 40
iBMDM H' |, IncNEAT1 . §1t 4,15 5 A T--2a ( hypoxia-
inducible factors-2ac, HIF-2a) 7K F} 5, HIF-2a 41
SIS S HAGR DY L AN, AL
1% IncNEAT1 HYFe R RaErE . /R AS LR A
U20S 4 s & %5 DNA #6117 ii % ( DNA damage
response ) iff 5% 45 2R W~ | 22 035 A5 18 11 i RNA H
S B 3, AL B 14 K9 IneNEATIL
N6-FHHERRTT (mA ) MR-

3 IncNEATI %5 40 B S 41 7 8 g
B ceRNA #141

SEAL IR AL ROS 540 A AR 2R AR ] |
XA RE (5 5/ 40405 ) LA B2 ) s 24 L 5 44
R, BRI, 7EE AL B3R, IncNEAT1 38
it ceRNA MLl 2 B HH 2 328 41 i 420 £k 17 385 46 475 1 2%
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i 21 L S A o7 R 0 R R AR
3.1 IncNEATI {2 i 40 B S|4 B2 #5315 B ceRNA
HL
MLVRAE I ZR G

H,0, ZbF I ¥ 4N HVSMC J5 , 45 &
Encori £040 FEAE W7 827 40 W, 2R IO 2R g4
5 FL K 525 ( dual-luciferase reporter assay, DLRA) |
RNA ¢ % Uil 3 52 % ( RNA Immunoprecipitation,
RIP) . % %t 52 % ( rescue experiment, RE) 55 /7 556
UE, 27~ IneNEAT1 7] H #4554 miR-30d-5p Ff-# il
HEFRR A R 4B E I 10 (A disintegrin and
metalloprotease 10, ADAMI10) /& miR-30d-5p f¥J#
b, IncNEAT1 3 52 7 47 W it miR-30d-5p A 17 [] 42
WE ADAMIO FRIE i A 458 1 72 i 24 52 il I8 o
AT, S8 ROS MDA By 2R, IR [, &
BhkIeg 5 A1 & 1. miR-30d-5p F ¥ (£ 0.5 %),
ADAMI10mRNA Fl 4 17K F- 3 I #, ADAMI10 5
miR-30d-5p 3% ik & i #H 5¢ | 5 IncNEAT1 £ IE
A

T P S I SRR S 1) R S By 1T S B0 4
DAL B L | 0 24 L 240 A5 493 ) R A, DT 2
AS & J'&, 1F -BHP &b H 5 A i ik 9 5z 40 g
HUVEC , = A5 TR M () ApoE ™ /)N BRUINL 375 Hh 44 W
225 IncNEAT1 FE 8 miR-181d-5p # ik FEAI%;
;¢ pcDNA3.1-NEAT1 J&, miR-181d-5p & ik i —
AT W T R 248 S 300 2 10 ARORSR  J l o R 3
(cyclin-dependent kinase inhibitor 3, CDKN3) 3 ik
B, AR B o BT B B R IneNEAT1 5
miR-181d-5p 4% 4, DLRA iF W] IncNEAT1 #! iy
miR-181d-5p, I 171 [a] 8 15 Hi £ HUVEC iy 3K ik,
RIP miR-181d-5p "~ $7 5% 5 55 iF B miR-181d-5p
fi 254 IncNEAT1 F1 CDKN3 | 445 40 Jifg J&5 30 . 240 ity
TRERE ) M4 N R AR, NI S 5 AS HHOCHR
HER

ox-LDL Zb¥E A F= 3 ik 4 K 41l HAEC | A Ji
Jik P9 Bz 241 il HUVEC 4 i A5 0 AH G B 55 UE B Inc-
NEAT1 43 % i i3 miR-638/PGK1/AKT/mTOR i
% \miR-30c-5p/ TCF7 3 #8715 58 Ak N I | 4 M 18 5
STt B B 2% 40T .RIP DLRA 4,
i€ HAEC ' IncNEAT1 /E 4 ceRNA B %45 A
miR-638, I i HHE AR W B2 H il R ¥ 1 ( phospho-
glycerate kinase 1, PGK1) , DNITS0E T i i , BELIKT
ox-LDL &S A HAE 8 T, FIH StarBase3.0 Fll
TargetScan #il ] IncRNA F1 miRNA [ # 45, 45 &
DLRA Z:5864F HUVEC H' IncNEAT]1 [ miR-30c-

3.1.1

5p #E 1 0 il %% 5% B F 7 ( transcription factor 7,
TCF7) FikKF, IR AS B35 3G H IncNEAT1
PGK1 35 T}, miR-638 R[4 ; [ B miR-30c-
5p Fi,IncNEAT1 5 miR-30c-5p & FAHE > It
&b, ox-LDL %31 THP-1 40 it ' IncNEAT1 411
miR-342-3p K¢, &4 W15 B 2% 50 Fr B0l RIP
DLRA Z:#F 57 iF 52 miR-342-3p J& IncNEAT1 () F
VA A 3 A B miR-342-3p i FL X R Ui 4 i A
T IL-6  TNF-o 25 1 [ 4 455, R 48 E 52 v 01 240 i
Uﬁt[m i

BRICTAE R —Fh AR T 3k S A A RRAE AR 1
AEIETTE R DT BRAE T O LB AR O g
P B BEIR Y, A6 2t O LR BE AR R AR 2K L A
ROS # B RESFHEO WA, Fe™ BT IHE
FRUE — 25 ) T %Ak O 3R 4 BB T 1 % M AR
B ST EE AT (1% 0,,5% CO, 1 94%
N, ) B5 % 59/NEO LAI AL HL-1, DLRA  RIP Z5:3E 5K
IncNEAT1 f£ 4 ceRNA 11 #84%5 miR-450b-5p, miR-
450b-5p FLHEHL I BEILHETR A A RS BE SR K01 4
(‘acyl-CoA synthase long-chain family member 4,
ACSLA4) , Jin 3 Bg Jot i A0 1k, 48 oF st 1o, Ui Bk
IncNEAT 1 W38 35f 1= 34038 42 =5 GSH ¥4 1 i 41 i A7
TR A% ROS MDA Fil Fe®* 7K, s 4% Ak I 34
L UERAET =Y Fe/ NIRRT FEASE Y ( 4541
O E 72 i B 2 R Bl ik 18 h) o, Ze a0 = A
NEAT1-siRNA AJ 3@ 8 b 34838 A 20cs O LSk I,
A/ 0 IR BE T BT 38 50 DU RE . 7E HL,O, BT
H9c2 A A5 8.4 437 \DLRA %K W] miR-
129-5p /& IncNEAT!1 [ EL#EHE &5, 1A% IncNEAT1
3 T 8 miR-129-5p # 1% PI3K/AKT/mTOR i %
T 00 2L A A IO 38 40 0080 T, o U 200 35 % 2 o
Wiid F ik IneNEAT1 A JE— 2358 H,0, i S A0 40
Mt . e R o0 32 BB 13K IneNEAT1 5
miR-129-5p K GAIE |, 5340, ZE L UESE K
BRI R B 420175 5 A9 HOc2 40 g rf, ) Ji] StarBase
Tl DLRA 25 E5E IncNEAT1 7] § 5] 8 42 miR-
136, HHONIZL LU0 IncNEAT1 ik T+,
i3 miR-136 P45 ERK1/2 ik S8 A0 107 84 B 48 i 7K
AN e 1 G

DL I/R 545502 R AR O I TF- AR 1 PR R
W BRI 5 22 T 2 4 TAL . IncNEATI
2% IncRNA 45 17 miRNA %5 2R (5538
25 VR, HK AL S0tk O WUEEBE (412 Wi A il
JE BYIARDCE, WoR % Ge A= W bm s ) B v i
R ESY . Rui 259 R /N /R B8 SR
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DLRAZSIEB IncNEAT1 38 1 ¥ 4 W% B miR-140 4
W HEMTEE Ras [A]JE R 5 AL 5T A (Ras homolog
gene family, member A, RhoA) ¥ ik, RhoA &5
TP PLIR R 5 A0, AR iE NOX 1 41 %< Atk
. B% R NOX fi#fk NADPH 4 1k 7=k ROS, it
JEFLZR Y ROS Mk — 2075 k& AR AR D e A%, finfal
OB ) 18 B 48 R e S0t 3 Inc-
NEAT1 w] S s /NGO LA 47 & Flbe i T A
IncNEAT F1 RhoA ., |1 miR-140 # ifij 41 i 4 £k 1/
W k0 WU SE AR
3.1.2 WA RGN

fii B /R 47538 i i 2F ROS F=A: i 51 & Ak
IO I HEAE BN G ) R A, S S i e i 2 v 45
JUE M, PI3K/ Akt 38 %38 i 85 1R 1k TR Nrf2,
Nrf2 152 28 B (4 0 A0 7 i DR ] S 40 LA A oG
SR o F 45 A JF PR 1 LG ST A K v Bl
kA1 ZE4E 5709 I/R SD K FRAR AU v 5 i Inbase v.2
A5 Hr il | DLRA 451IE 55 IneNEAT! 38 12 1
% miR-214-3b , I EER T 10 S YL AR Bk iR
fiff X 7k 71 25 11 [R] 54 ( phosphatase and TENsin hom-
olog deleted on chromosome 10, PTEN) {4l il , #
1M PI3K/ Akt 3 [ 26 1 | fie 242 S04k N Bk 25
AT FEARDL

LSRR A BRI 24, AT i R AR N
Kz oot , FEBORE N DI RE AT . BF5E 3R I
LR I TR B AL B A | R A 0 M A
THEE 1 %7 23 ROS A K 18 ik SD
KA LREWATE T (HKE 3%,3 h) Ja, KEE
TR I B HR BN D RE B A TR H ZH 2 IncNEAT1
t 335 F I DTSR IneNEAT1 U s 4% D\ 01 463 25 0 i
D oehit, X R S ph oo i — 2 e
~-E R ke 5 | IncNEAT1, #1 il Nrf2/ARE/
HO- Uil & AL N R4 i 110, 78 HT22 40/
H LB [ RE S 2 ROS T BT 48 1k i 1% M [
I, MR IncNEAT1 FI 22 fi#% |-iA722 4k, DLRA RE
ZFUESE IneNEAT1 7] 38 i3 W% i miR-298-5p b i #2
MR - W5 2 R 2 ¥ B 1 ( serine-arginine protein
kinase 1, Srpkl) , M8 -L ke g R 2 10

BA] /R PRV 2R ( Alzheimer's Disease, AD) 1A%
FRJ% (Parkinson’s Disease, PD) fifl 518 17 #4 1< Jii £F
I 5 A 40 7 X 4 7 35 R % 0 R T 11 ok R
[Y | Maazouzi %522 T AD . PD 4 miRNA ¥
M2 B % miR-22  miR-146a Fl miR-182-5p %'
SRR AR B, R E R 1Y G B miRNA, I 5
IncNEAT1 4 IncRNAs f7£7E) 1Z W 4i1ER ., B UE

3 AE 2 11 1-42 (amyloid-beta 1-42peptide, AB1-42)
7T/ AD R g E 28 T4l IneNEATI
Fi5 1 i, DLRA, RNA T i 52 % 45 IF 52 Inc-
NEATI il i+ miR-291a-3p fi£ ¥ Ras # 3t K 5 % 1,
51 Rab22a ( member RAS oncogene family Rab22a,
Rab22a) % 55 R R 3%, DA T 0TS IR 98 9 A 5 7 1)
NF-«B 5% Jinfl AD 2, 455/ 20 mg/kg FF
i 1T A( Tanshinone IIA , —FPFFSHLEWY) ) J5id 3
il IncNEAT1/miR-291a-3p/Rab22a ili Fil T ¥if
NF-«B 5545 sk E R H L h Mg o E SRS
B sl D IR LIRS #2%5 SOD Fi GSH F 5, [l i}
(% ROS MDA F IL-6 IL-1B /K-

PD i 4 il 20 21 B i P IncNEAT1 1 3% 35 7t
e 1-H 42 JE i 0 (1-methyl-4-phenylpyri-
dinium, MPP +) i 5 1) 2 5 J& fE #f 28 &) 4H i 974
SK-N-SHZH i A FF 2B 40 iR 40 il &= SH-SYSY 45
R A8 H) IneNEAT1 635 [, 1 BE A AL 0
3 (MDA Fti55 . SOD F#AI%) | HEAE S e 20 ML I 1= Jim
Jil, 381t DLRA RE %5F 5% SK-N-SH 4 g /| 3
#J IncNEAT1 Al 83 ceRNA #HLEI1EH T miR-1277-
Sp HEMiE ARHGAP26 SECHIZ Tt ™ ; [, if
AIYESA miR-212-5p 4143 H 17 RAB3A A EAEH]
#5F1 ( RAB3A-interacting protein, RAB3IP) #ik | i
MR A W PR 4 A T R AED . fE SH-SYSY
o1 IncNEAT1 3 5 #8 [ miR-124 S 30kl 2 e i b3,
TUBRI I T 40 M g8 T AR R A0 A7 T 3 R
i1 miR-124-3p/PDE4B #li i g 4 a4 45 .

3.1.3 PR RGP

REA:BF 5% 22 BH , S0 il 5 453 (aute lung injury,
ALL) [ & 55 0 B AR 38 L SR RE S g F 248 L g
Wod s VA&, 1§ 2 B (lipopolysaccharides, LPS)
5T ROS A B2 A PR3 £k T 5 | & 400 it 4
AR %, TR 40 5 4 U . #E LPS S A
Jifiifl |- K2 HPAEpiC 4 Ji 4L i ALL v, 4804k N7 38
JKF- IncNEAT1 K- AU i b fz 40 i 5 5E B 545
FhiEr, B BR IneNEAT1 ] 38 i miR-424-5p 8 17
MAPK 14, BGEE SRR T BE AL i Bt A AL I 3k | I
/B ROS 724, HE T % LPS 75 S 1 4 458 40517
7E LPS 4b 3 i) C57BL/6 /NG44 A= 415
2 T IneNEAT1 ,miR-21-5p L4 8 &
fi 9 ( matrix metallopeptidase 9, MMP9) 5 C-X-C #i
AL FHAR 5(C-X-C motif chemokine ligand 5,
CXCL5) 4 i 1) ceRNA &%, LPS ¥4/ T A iy
g L | Kz 40 S A549 I ALI /) Bl IncNEATI
CXCLS5 #l MMP9 [ £ ik, F& X miR-21-5p /K F-,
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IncNEAT! 124 ALL il il b Bz 48 5 5 o i v 7
A5, 25 il A R BB 8 i R (A 9

I ML 3 A% %) il 452 473 ( ventilator-induced lung
injury, VILI) ZHLAGE S WIFEE, HEET
BB 5 B 2 VR AR B DA G, AR D)
TFIERE TR HLEE ST B CS7TBL/6 /N VILI B AL e |
IZHZL Y IneNEAT1 ik FiE, A5 B4 Al
PE— 4 WF ST IE W] IncNEAT! 3 3 ceRNA HLHl 5
miR-20b TE 425 A, T A bR XF STAT3 B30 4 ifif
e L5 . STAT3 1 Sy 45 42 4 R 5
(1) R 53 TR, 3 ok R AR B SR AR B AR G858 i
Nrf2 NF-«B il #% 2 5 & 4k B # , Ui B Inc-
NEAT1 ] LA 1 Jiti 6 B 5 240 il DA 28 19 M1 84 [
Yok M2 BlfEH FEAR TL-18 , TNF-a 5 4 P H 73
ST 1R = WA AN €117 L TR
3.1.4  WIRARGYHG

LPS AbFH B /N Rz AT IR UL e v 6 4 A
Al ROS 1 MDA & & Bel-2 #3575, GSH &
i Bax FILF SOD G &AM, LB IncNEAT1 AJ
i3 miR-93-5p/ TXNIP 4l 43 0% FiRFEHR, W%
PR T AR IO SO 4 e P A 5

HHRFS ( calcium oxalate, CaOx ) B 45 i & it
AR o B R R S R A R 2 L — AR TR —
FALNI RAE—EF difb, L RERRFY /Y CaOx /)N
FUSAL R B LU I CaOx f A UTFR)S IncNEAT1
Feik LA, /NP S AR AN G /N
YNHIRE HK-2 SC56 % B, IncNEAT1 38 2 #1 1a] $00 ]
miR-130a-3p [H]4z L T4 = W95 H+F 1 iRk,
HETT 3% TLR4/NF-kB 15 53 #% , 1 407 4 b 4 1y
fig, & M A SOD2 /K F [ ik, MDA  NOX, 4-HNE
IR F i, e 28 T R s o FR LY FE R K R
[100 mg/ (kg-d) ,i%4E 8 d, & I 51 115 S 1Y Wistar
KREMEEHL A A EEZH 4 IneNEAT-1 1 i
7.4 £%, miR-22-3p F ¥4 83%. IncNEATI 5 MDA
RIEME 5 GSH & 7456 ; miR-22-3p 55 GSH 7K
PSR IEASE 5 MDA S HAE, [FI Toll #5214 4
( Toll-like receptor 4, TLR4) & ¥l 4 it 242 X # T+
o AWE B2 5L S HF IncNEAT! 3@ 1o W Bt
miR-22-3p, 45 TLR4/IL-1B K i &4 1 MyD88/
NF-kB , AN SRAE R RS ER], 1L,
FHERLT 2 (betanin, CAS 7659-95-2) 1 K 1E £ Mg th
RBN 2R RIRAEIA 2=, 25 mg/ (kg-d) 45
528 d Ji IncNEAT1 ik K& BRI T %
47% ,miR-22-3p |14 3 {5, TLR4 M & F %, Won R
AP SAARTEPEAR F RS

MR AR T B I T 5 CSTBL/6 REALLAY /)N BB
PRI% B 9% ( diabetes nephropathy, DN) & FRARE
PREVEE 1R 8- -2 - 48 5 17 HE itk 7K 7 B e 7
7, InCNEAT1 Ff 28 58 5 o PHLAH G & 1 2 (glioma
pathogenesis related-2, GLIPR2) mRNA Fl14 [ 7K
3, miR-423-5p T, 4544 WM B 2R KU IE
StarBase , % ffl DLRA  RIP fil RNA " $i 52 5 JIF 52
IncNEAT1 3 i3 W% fff miR-423-5p 842 GLIPR2 3 1fij
P =S 1Y DN R, RIS G PRAE A 53 #r ik
7 FENT TR A B DN AR 3 100 B 4 bR A
"1 IncNEAT1 3 ik B 2 b 9 miR-423-5p F ¥,
IncNEAT1%35 5 miR-423-5p /K P k62 it
A, LPS 5 S0 'B /NE T B2 40 HK-2 1, IncNEAT1
R RS A TR 0, miR-129-5p A%
%o A5 43 B A5 22 55 56 50 iE, IneNEAT! i 43
miR-129-5p #1445 Wit/ -catenin 2 S5 F2 )
3.1.5 THLRGE

AN SRS PR 2P I [ A=V 4 B 5 1

4% ( non-alcoholic fatty liver disease, NAFLD | 5 ¥
PR R EEIR S K™, Saleh %7 B4
NAFLD H % IfiL 35 1 IncNEAT1 33k FH &, IF 48
IncNEAT1 2 5 M1 550 1) ceRNA L, I 25 15 15
R AL HepG2 41 L F LO2 # Jifd 4 57 i NAFLD 4
JfIAE A i IneNEAT c-Jun 136 85 38 15 01445 &
F1 1c ( sterol regulatory element-binding protein Ilc,
SREBP-1c) # ik 7 & . miR-139-5p % ik F %,
IncNEAT 138 1 W fff miR-139-5p %735 c-Jun/SREBP-1c
WL BT AR M AR BT AR SR . [z, UUER IncNEAT1 I
£ EIpRAE L

TESS B RE T8 R ] AOM-DSS (AL
% H 3¢ (azoxymethane, AOM ) , 1] S B AR FR BN ( dex-
tran sulfate sodium, DSS) ) &7/ FAEAL 445 5-51
PREEWE J5 I sl ROS 177 A2 I B A% GPx . SOD 4 i
PERIZ L, IneNEATL #— 2 1iH, FIHAYME L
230, BF ST 4R A0 4% IncNEAT1/miR-132-3p/FN1
H2 5455 5 E AN R T ceRNA HT ML,
S TR AT E SR, YA ) B-H R
SerdiE B 1 (fibronectin 1, FN1) Z 8] A B
UFSEAT) . JE S SRS E & B R MH A 5 Bk A
PEHUY) LA iz shIl 2, TR PR A AL /N B IneNEAT
FIR VR A A N B O, R EOTE NOX LAY 5
ROS A=, 5 BB A i A7 (0 R A5 7

Zhang %' 56 F T 40 &2 HEK293T #il
HepG2 fIBF5IEM , IncNEATI 4} ceRNA 18 11 7%
FrPELE A miR-362-3p fE U HILEE N 4B ( myo-inositol
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oxygenase, MIOX) #ik , 4k 1M %/l NADPH Fll GSH
K fEZE ROS A= i, #fK IncNEAT! )il MDA |
ROS Fil Fe* (L2, £t Erastin A1 RSL3 ( P s &
BRIET /N TG W) B, 40 M IneNEATL
MIOX | ¥4, miR-362-3p F ¥4, %% 4t IncNEAT1
AR HepG2 20 At 42 Fh 1) 7 Jii) ikt 4 S48 S5 575 M 1 AR
UZE 5 0, 1 i 45 F Erastin 2 RSL3 4b B 20 d
Ji , P B SR A 2458 AT i R B A R 4 41
4-HNE MIOX ik i1, miR-362-3p FA%, & 90 i
VUM AT N IncNEAT 72526 35 /7T 4H it J =4
HITEIRTT R A 22

3.1.6 A RGP

B T BB A T 48 f 3 D - B RS R4, AR
AN i 2 HE 2 Ak RN Ty B B A 2 W) A% v AE AL
Tatone 45" ™ FY (1 U1 HEHT AL ceRNA 4% 5317
], ONE A 10 D miRNA 245 IncNEAT1 78 N
i 5 > IncRNA .5 1> mRNA #4 s B AE I M 4%, 21
Fhire S8 AL BT 7 A miRNA 5 IncRNA #4 )5 #8 i) ¢
Z . IncNEAT1 HUEF X5 M S Ak 9 1% Pk, I ) L
IncNEAT1/miR-377-3p/SOD1 3@ J% 18 i 5 bt A Ak
SR A T ISR TR SEHI G,

MOk Ak 22 (1 BIF 75 0 UE 4 3% 0, O 5 4 41
IncRNA 573 ik A AL D 3 . ceRNA HLifil 5 22 % b
HEZEAIE (polycystic ovary syndrome, PCOS) i) %
R YIMISE, PCOS B3 TR A8 o) Bt A 2 e i v
A7) PCOS /N A AL IneNEAT1 135 R 4540 1
1 3( bromodomain-containing protein 3, BRD3) 57K
SRR, T miR-324-3p IR 3Rk, IR/ B gL
NEAT1-siRNA A] i miR-324-3p , Wi LIz 712%
it OP S ERAR AL . Wu % JIERA IncNEAT! i i
et miR-324-3p . =% BRD3 & PCOS £, it
Hh, ceRNA P28 508 37 17 IncNEAT1 38 i 1 47 miR-
30d-5p 4 MHER Z 5244 | BI040 22 R 5 22 32 AR
Y-2 Fik |, ERSrTAE PCOS B34 I Hh 7R S A
NARAE, IF AR SRR R B E ARSI TR 25
ZAXE R Rk 20 1 S 7%, IneNEAT1 #] 4/  PCOS
AT TE RIS WA &Y, 5 miR-30d-5p 45 B 80% i
B Huang %7 FI| Fl Gene expression Omnibus
B 38 S AR R PR 3 3 3K I 4% 43 BT ( weighted
gene co-expression network analysis, WGCNA ) ,
FEFL MR 5 JB 3L [ 1 (breast cancer susceptibility
gene 1, BRCA1) .miR-92b-3p . IncNEAT1 %5 % 1L 1
W AW T AHSCAH DG R 7E B 5L PCOS T fig B i
W R FEA S B AR T, # 2 IneNEAT1/miR-212-3p/
BRCALI , IncNEAT1/miR-132-3p/BRCA1 % % [H T

W2, i1t RNA-seq P4 BF SR AN A 4% S 21 %
KT BfIA PCOS FR 35 £7 78 43 A T 245 5 — 34y
Z2 55 K F A (differential expressed gene, DEG) .,
W52E- OISR i 2 b 5 A2 PCOS S HAR L, 4 2 H
! TGF-B/SMAD PI3K-Akt F148 1k I 4 15 5 45 1
% ZEEL G F B RRAE , 6L BP0 b IneNEAT1 %5 3E 4
iy RNA 98 (L) o i J A RNA 7R HI M
25 OBAE T 5 9E AR N IEORE DG 1 OGS IncRNA |
miRNA N #UHE A, U1 IncNEAT1 , miR-18a-5p ,PTEN
4078 4 |- IneNEAT1 3R HAF i PCOS W 78 i6
IR YW SR/ E A/ N 12

5520, IncNEAT1 7] J8#% GSH /i 44 i i
Z: 5 5 AL B T, 7E Y5 JK F MW ( preeclampsia,
PE) [ & H, i 5 10037 14805 A2 51 1) S AR g
WERESURINEZ—, Senousy %57 R WIS
SEEHT B Y IneNEAT1 (H19 %5 5 PE K1)
F AL b TR AR IncRNAs, I8 i H 3 [7] ¥ 1) miR-
29b/SLC3A1 i, PE 3 IV IncNEAT1 H19 FI
WK% 3 W5 1 (solute carrier family 3 mem-
ber 1, SLC3A1) mRNA ik T, miR-29b L, H
SLC3A1 5 miR-29b £ i fH5¢, miR-29b &5 £ Ff
PI () SE AV R 57, SLC3AT RS2 GSH &
IR DB AA A I 22 R B8 B, 1 TR AR 7Y GSH AL
oA B, R AL R
3.1.7  HAhFw

N LEC #i it & SRA01/04 # 5 T H,0, ),
miR-124-3p 2 ¥ 5 IncNEAT1 Fh &5 A B2 i T 7 #4
FOIE T A O B RS 1 ( death-associated protein
kinase 1, DAPK1) FRik 5, il AW 1{E B
i1 DLRA ZF563F IncNEAT1 A 38 i3 W fff miR-124-
3p [ DAPKI, #Fifii 4% LEC YT ks i 44
FENR AL TR 5 2 0B R PE N R SD S A
KB, SRR B0 P 23 25 7 5, AR 41 2 Ine-
NEATI1 .10-11 5 {7 25 4 1 (ten-eleven translocations
1, TET1) mRNA ik J} & . miR-204-5p 3 ik FE %
(XS RIKAKT N 2.14,2.23 0.19) Y sk 3
i) HLEB3 4 it 22 2L #4 34 . IncNEAT1  ,miR-
204-5p .TET1 mRNA # %} ik 7K F K 2.18,0.20 .,
2.21 ,RNA FH5Z5K; RIP 5 DLRA ZE§0 ] %0 Inc-
NEAT1 ¥4 3 F ## miR-204-5p, i i miR-204-5p/
TET! 38 %52 W 240 i S0 A0 400 0 | 240 B O T 98 0 i
T, R # KIS NEAT1-siRNA A i [ 1% miR-
204-5p il TET1 3k, M LEC #5145 | fb iR
PRI

B R DL A M M A T B R AR T
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K ZH4h IneNEAT1 23500 i TH &, H 5 9%0% ™
HRREEVE I SR AE H F /K B AEA G, IL-17 5 &
NIk A AL BT B 40 il HaCaT J5, IncNEATI
STAT3 mRNA |-, miR-485-5p F &, DLRA %54
IE IncNEAT1 ,miR-485-5p STAT3 =2 [a] iy 42 ] 8 4
KZ, $E 7R IneNEAT!1 ¥ 45 W% fff miR-485-5p , 4 45
STAT3 Fik#kiiZ S4Bk, R, 25
TRE B A IR AT, DL IR A B N 47 R
R O EES R (W TAZNI S S s G M =3 I o
Hb Iy R RHE B 4 TR, RS S T
it HaCaT J&, 2 A 38 58 #4100 ) . 94 7= 3% i, Inc-
NEAT1 STAT3 #ik T, miR-485-5p i, /E L
#15 IncNEAT1/miR-485-5p/STAT3 %y %'
AN A SRR R EZR BN R 2
— S H5HEIL R, Hrh ROS 81 N R
ZHZ Y BN T 4 41 B AE T IR 41 B ( fibroblast-likesy-
noviocyte, FLS) 5w {ih 1k M 58 W T2 2R 4 128 [
PR R AR AT RO 22—, T R R AT
AT O €78 A Tl N R R =N L7 1= e A o AR R ool
PREVR Y FLS RSN SE5 75, IneNEAT1 |34, miR-
338-3p A, A Ik i 15 JBUR 43 2 ot i 1t ( glutami-
nase, GLS) 153 0. IncNEAT1 B9 3T 2k Al miR-
338-3p [ kil A 2B i A, Ik H,0,
W0 FLS A M T, A 15 B %% 73 1 . DLRA |
RNA FHik5: \RE Z5iE M, IncNEAT1 1 4 PN JE 14
ceRNA 754 miR-338-3p, 4k M A% GLS ik, M
A G AR, JE A5 FLS fOBGTE A1 T oEFR ) |
WAL, AR N U 5 B MSC B4 J5 49140 2%
A FEE K Z—, MSC H' TFAM it 2% £ Ffi 1) Inc-
NEAT! /0355 43 P8 26 B AR-ATF2 il i i 31110
AL BT MSC I 55 1Y F FR T A R 41
AR | S0 ) T 53k A i 0 248 BT AS 2 8 24 L
P ECE-BE A 0 08 S AT e B Rk . &
EREH (62~79 %) N FWUERIER MSC 2RI
SIRT3/SOD il Ik ik | ATF2 ¥ 1% i IncNEAT1
ma s, AW AE B % 5 Hr. DLRA 451 B, Inc-
NEATI 1}y Ak H 6 MSC 818 105 73 1k Y 5% 4
PEIETF O, 18 3 W2 B miR-27b-3p, [ Bel-2/ Ji5 5
E1B 19kDa 454 & 1 3 # & 1 ( BCL2/adenovirus
E1B 19kDa interacting protein 3-like, BNIP3L ) |
BMP2 % 5 & [ # i ( BMP2-inducible protein
kinase, BMP2K ) Fll ik & 1 47y i 4 338 5 40 176 A2 A4
v ( peroxisome proliferative activated receptor gamma,
PPARG) [UFRIR , 1T 43 BilJETE Sop AR D Be R/ i
NeoMbfmiz, B #HIkEST Neatl-siRNA (100 nmol/L,

B —WR,ESE 6 J) 55 18 H i Z4F /N, miR-
27b-3p I J#, BNIP3L . BMP2K #l PPARG % T i,
J Bt B & R W7 HE AR /D IncNEAT1 38
if UMES R AR D) B8 5 T 41 i 22 58 1 4 4 8 45 o R
MSC i R iz, a0 ] IncNEAT1 78 5 i i0F
BErh i FHAGER TR YT A I AH SCE B BB AN AE R8T

M

3.2 IncNEATI1 X Z i S MR B ceRNA
Ll

3.2.1 WHRGETIR

1 DR 20 9 5 g 2H 2L b i B AR o i
1 A% 51 5(solute carrier family Imember 5, SLCIAS)
A, SLCIAS i 8 5 48 i 4 2wk e AR 38, b 4
TRIRE A I ke, Hom Rk 2 AN R TS K
B RIS DR 2B 1R i Sk ST 8 bR A i o8 B HiE 4R
( Cancer Genome Atlas -head and neck squamous cell
carcinoma ) B 4= W15 B 2= 40 AT, 7 b J 4l 4
IncNEAT1 ,SLC1A5 | 3, miR-125b-5p F i,
Tk SR BRIR 41 88 40 L 7 FaDu (OECMI | ]
DLRA RE “5iIE5E : % # 35 19 IncNEAT1 £ miR-
125b-5p F 7316 200 41 1l L3 1, {2 2 SLC1AS 3%
TG AR DT R FE T I35 I 25 2 I e #3332
#F GSH & 1, FEARSA LI, AR , % IncNEAT!
UM SLC1AS Fik™
3.2.2 EH RGN

B 14 fii 25 7 ( cerebralischemic stroke, CIS) i
BRI e BE AR T AL RAE S A5
Bl . OGD/R ‘i TR L ke it A4 453 473 47 240 Jd A
B , Zhou %1 FI] Fil OGD/R ( %) % 4 ) 25
4 h, A 24 h) KRB RN TR AR BV-2 )5, 24
il ROS 1 MDA 3 ill, SOD F#AIK, 4 Mk /IMAHH G 2
FI A NOD H: 52 K K5 % pyrin 45 #4358 3 (NOD
like receptor pyrin domain containing 3, NLRP3) {4
J, IncNEAT1 KRR, AEW{5 B¢ Hr .\DLRA |
Yty J5 G 28 UL TE % UE W] IncNEAT! 38 i ceRNA Hl
40 miR-10b-5p, BEIfT L& B 20 bk L 6 25
(B-cell lymphoma 6 protein, BCL6) , )i ¥ OGD/R
R AR5, % Y4 pcDNA-IncNEAT!1 Jii b
WA IneNEAT] il | 345 % B IR ROS Al
MDA A= A%, 34 /i SOD 5k, 4l TL-18 431 Fl 4 AE
AN NTRISEZ R CIS TS

T g4 A A% 840 i A7~ ( macrophge migra-
tion inhibitory factor, MIF) X}.0> IfiL 45 28 45 A9 78 78 (&
P EF, Chen 45 BT HIE A MIF 755 (1 1IE % A
iR MSC AN IneNEAT1 ZK-F-34 fin, 41 {4
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Mz H,0, 4b B N5 T £ 66 T 41 i2 ( human
induced pluripotent stem cells, hiPSC) fi74= (.0 L0
ML R E IS, 7 B 20 WLZE B 1Y IncNEAT1 i8@
id ceRNA HLHHL [/ T miR-142-3p FFHE Sk
HEFE 1 O1 (forkhead box protein O1, FOXO1) , 1
SOD 2541 A AL , i A2 Ak BE i R HFEPTIR TR AL
SN Y Ty AR BUPE R R 4F 0 A AR 2 1, R R T
ceRNA {7573 % 1) SM IR A T 1 I R IB 7 75 B T
TETE N TR
3.2.3 RFHRGEN

AN 35 R R M BP S T g N 4 (premature
ovarian insufficiency, POI) . ( premature ovarian fai-
lure, POF) A B R 41 ffd 5047 200 At 0 T~ S BN £ 58 P
TR S5 A OC PRl I fie 2 s T 59175 5 119 PO A
%1 SD KL, MDA FH7&, SOD . GSH 5[44I, B &1
2021 IncNEAT1 35 T 7, B0 842 98 T-F5 54 miR-
125a B I N B AR K BB I8 B R U8 0 B i
MSC JH A3 (%45 IncNEAT!  Hotair-1 4§) )7,
miR-125a T, 1% IncNEATI i i ¥F 43 miR-
125a Y2 BT 50200 L 0 0, R B A N 40 20k MDA
[k, CAT .SOD \GSH <% 1 Hryd T 534 /i, BR
LN IS T RE AL 225 AL A5 B e o R
Wefe 1 94 45 5 8 JH i CS7BL/6 /I B 37 11
POF ##Ur1  IncNEAT1 A3 45 -2 ( stanniocalcin-2,
STC2) ¥4 . miR-654 [~ 1, 7 I8k Bk e 75 5 1) O

SR P, IneNEAT1 {93 3 2608020 T T
FI W, Bax (1%, Bel-2 JF 55, DLRA RIP % 4iF B
IncNEAT1 #1% [i1) W BFF 411 ) miR-654 3¢ 3k , ik 1 1 $4
STC2/MAPK i@ #*"

4 REERE

290 i AT IO SR IR Bl 2 s 2 A R 11 L
e BRI 28, LA S A A B 40 © B ) 2 IESE . ISR
% IncNEATI1 [ 122 5.0 8 508 2B 154k
PRI R B FLIT R A 2 o B R, VRN
& AET IncRNA , Hi38 38 32 S A0 B U8 45 ) B 3 2k
ceRNA MLl 5 W i} Z2 Fh miRNA, 17 98 4% T W4t
FARIE BN Nrf2 SOD 25 2R ki R RE DL K GSH 7K
T-A5 520 ROS AR B 5 1 BRF-, W28 1 18 1 (F
F BioGDP.com"*" 21l ) , ItAh, IncNEAT1 2 5
RV LR T AROE B R AR B W A G
i, id 5 Bax/Bcel-2, NF-kB ., # B T fa & K&
mTOR/MAPK %55 %38 B, il S8 A0 0 5 2 Fh 20
gk ey FET 348 2 [ A 58 SO , B H 7R R AL
055 A M A 3 1 S 366 D 8% r AR A P A AR T A
M7, PRIIE, TR | R 4t i B A0 0 33 ceRNA
M2 IncNEAT1 5 R&5E  BRACHT AT B S5 S0 i
A AR S B IR B A S 18 T R A S B O
Z—,

ISR
o

# 1 IncNEATI1 25408 S (LR BAHE Y ceRNA HLHI
Table 1 ceRNA mechanisms of IncNEATT1 involved in the cellular oxidative stress regulation
SRR/ % IncNEAT1
245 PR/ Y AT/ IncNEAT1  fF i/ #E 17 miRNA it 5%
o s ceRNA H%: Fik  THREL 5 W % SCREREE SOk
B e IR g A
; e B0, R ANMLE LA JERYTE/  miR-30d-5p/ [N}
e B ww Apamio g Y
. H,0, 557Kk £ fk.0 L4 il HOc2 , K/ miR-129-5p/ S 20
OIS o A e PBr/AK s 20
ZEFLZERITME STk 18 h &7 /N - )
. e g i 1 gy . FEHYTLE/  miR-450b-5p/ IARANE M SE I
L JILEEAE Eﬁﬁkﬂ%ﬁlﬁ%d OO i o ACSLA TN [21]
t-BHP i 5 A B i Bk P9 JZ 40 i
IR HUVEC 44k i S AL o fS ik & K/ miR-181d-5p/ S 2 i 256
AR n o ppoE R IKIGRE B 0 Rl CDKN3 g 2]
AR
) - . ) - s
1 RE R AL, ;I’;;]égfjjggg BRPIRZAIE %gj‘/ miR-638/PGK1 Mzzgfﬂ [24]
_ ; K 4 i Bf 4
1k Re R AL, %’&)ﬁt gi\%@%ﬂ( NEZATIE | %gj‘/ miR-30c-5p/TCF7 MZZ:@EE@ [25]




110 i R K % %= W (B % W 64 % 7
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