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RNA (non-coding RNA, ncRNA) 7E4fjifi 4 #)
e B R EEMAEM 2, R I 58 1 34
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NEAT1 1) Z #ik F R4 E AL, TLHAE
B, R IEh R SRR, TERZH SR
ik, NEAT1 278 FILIA B 20 I A b Rt A7
TE . AHGEFR, NEAT1 2 7E LA /N R H LF-K
AR, AR TTAERINGE A 25035
FAARFRIE 2 FERE SR A 200 -0 5% i o AH 240
H1, NEAT1 £k K- EK, 178 5 A 72 rh
e

2011 HFEh e iE Neatl FeH @ (Neatl™) /)
FUREATAT B 1Y, H 5 [R5 AR RN AR LR R
PR B ) L R AR, 2 (B AERE S RS R R B
NEAT1 2 4~ 5 0 41 8 & W 45 ¥ /) 1k 5% 5
(paraspeckles) J& P AIE WA FERY, Neatl”/NE )
AR T AT IR B 4iaE
NeatI” /WRFE I PO FHEAT R, Wil EEIEHER .
FEIBFEICAIFE A RE T 5240, (BRI L0z 5)
REJTERIG . Near]™ /INERBZ 2 RN Sh 2 GUR R B pf
ZICER . MEIAE S fildbif, (A S 4o0
NEAT {8 i J 38 1 186 il Na™ it S i 1 #2024
Atk P AR, BT HE IR NEAT1 5 CNS %
&/ %Y L R, NEAT1 7£ ] /R 2% i 2R 9%
(Alzheimer’s disease, AD). PA4:#%p (Parkinson’s
disease, PD) . F Ll (Huntington’ s disease,
HD) F1 AL 2= 45 ) & 6 fL iE  (amyotrophic lateral
sclerosis, ALS) N RERR, HES5K
A= B A

2 NEAT15CNSE®

2.1 NEAT15AD

AD & —Fh DL TP IC I R . S (A1 BE b
F L PATDIREREAT LS A FI T o el S 4 TP S
R RIUNFHE P4 RGRITHERR . pIE AR
I (amyloid beta-protein, AB) FEIE W1/ E
AF B tau B 3 R 10 SR FRUY BRI it P9 1 48 D £
Yeggh, & AD AN EHEERIEHE . fEAD Y, &
ZRIMZF IncRNAs KIS 5 T AR /= AR FLUER |
M RAE . RMMER | PILEFRINTHREE . LRk
TIRe FREA AN IS0 Sk A 0L %t 23 461 AD FR 5 R
14 5% HEE 6 A X (P RREE T . Mgy Firf I
Jer T R 5 AL R g 2 ) ST 161
ASFEAR I JE R R BB AT 087, BB NEATL 7F
AD B S A (N IR T, g Ey . S el
Ji F0HE [ j R D) ¥ A R RS
Wu 55 30 X633 21 5 RS e 508 ) R A AT R

NEAT1 7€ AD S35 11 6 i X 34 4. 2 |9 . Annese
2k D4 SR G S 2R I X 6 15 & 1 AD HE R 6 451]
X R B Ey CA XA TREIN, R MG & M AD i
F NEAT1 FyH2)2.54% . Spreafico %5 >3 X} 10 f51] AD
SRR UL 7] B R g 22 | N R
qRT-PCR il %2 38, AD 8 3 (1) 38 - iz )22 Fi i
NEAT1 RIKIGINZY 3 4%, TWi/Mikih NEAT1 %35 1
R . Cao % B X} AD H & R A & i s iz )2
L o 2 vl U S PR VTN Sl G A V2
NEAT1 7E AD (& A B, HRIBAKFS5ER
EIEAHC . AD 8 1 H st Jz 2 o CDKSR1
mRNA 7K 3 11 miR-15/107 (CDKSR1 1
H)) BETIH, CDKSRIFiAHINNS: 53 CDKS
o EETE AL BT, DT FR 1L pS3 T 8 £ T 4N i AT
T2 5% BT UESE ps3 i) LAJE NEAT1 638 &, 41
Ji 7K - 4 S 56 31E B BRI NEAT 1 J5 CDKSR1 #6355 1
VA miR-15/107 ik NI . BLAEE N, £ AD
HNEAT1 A2 LR mT R I CDKSR 4 35 A
MR B RZRERT, I 5 5L IR L
1K, KA QRT-PCR KM 3, 67110 A
1% (%) APPswe/PS1dE9 % 5L DK /INER AT 5 3 H #8HF A=
RN BT S R T, 3 H i APPswe/PS1dE9 /)
U ) NEAT1 3Rk 3 T, 6 110 H #% APPswe/
PS1dE9 /) fil U & NEAT1 3k 0 i & A8k, £ M
NEAT1 ik 7E AD -1 b Be 2 9 il ' . 1 Huang
4 R 3 3 3% APPswe/PS1dE9 /)N B &) NEAT
TR HREEARNIIC R EHE 25, 6. 9MI12H
1% APPswe/PS1dE9 /N FRU T H NEAT1 3R ik 7K - 2 B
[ PERG B s B NEAT1 i APPswe/PS1dE9 /)
FRCDA AT e A U RV ) AR 5 iU D . SR qRT-
PCR KM 4 IR 77 11 28 1755 (1) AD BT /N FRUIG 2H 20 %
L. NEAT1 ik W3 L, miR-124 ik W& T
P& R NEAT1 oiiid %15 miR-124 ] #ill il AB /5 5
A PC-12 400 T~ ; NEAT1 A] 5 miR-124 4543171
JE45 miR-124 35, 1M miR-124 A] 454 I 67 1] 45
B UE M FE AR RS 1 24/ 1 1 (beta-site amyloid
precursor protein cleaving enzyme 1, BACEl)
K 3R IR 5T W NEAT1 Af 63 45 8 15 miR-124/
BACE!1 i AT 7E AD 9 & J i R 5 /EH . SR H
qRT-PCR il AR ALY #2570 A : NEAT1 Kk
B3 LM, miR107 Rk W& FH; MK NEAT1 Al
it 2 3k miR107 7] 9  AB A4b B A #h & oc P8 1,
NEAT1 7] B #5456 I 61 7 P84 miR-107 () Feak it i
HE AB AR 2Tt ) . I NEAT 1 7] 855
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U251 4% AR A5 B, NEAT i i i A48 3k A
Bl B 2 B FHE IR A SR R Y CAV2 . TGFB2 Fil
TGFBRI1 A% SEEPESE TR T AR A INFF 1 28 I,
REZEAREFIALE AD K e NEAT1 ik i
i, EA R . NEAT1 %3k ERJE &
ADWRER A A, BURRBMCEEER ], Uik
A—.

2.2 NEAT15PD

PD & —Fp LA L PERRE . EahiR%% . Nk E
IS PN R iyl sl ) =S R RS E Y AR e
i, FE B RAERRAE A v i R 2 T R RE P TR
PEAE TS, BRAFE M 2 B fE fl 25 0 B B
a-synuclein 2 FIFS R 25 /MA . 5 PD &I HH G
¥ H £2 $5 LRRK2. Parkin, PINKI1 il DJ-1 % |
IncRNAs il MALAT1 ., NEAT1 f1SNHG1 %% 5 1
PD 19 & L ) . Simchovitz £¢ 7 %} 29 {41 PD
SR 24 151 6] BE 5 1) B R FH QRT-PCR A, &
FLPD i NEAT1 L2 1.74%, NEAT1 2 L%y
231% . AL, Boros % 4 %t 43 5] PD & Al
36 151X HR 2 1 A1 J&] il R FH qRT-PCR A & B : PD
B MAE NEAT1 258 0 3 B #-17 PRSI DR L
ek, BEEE NEATI RA LW EZS, Mkt
HBF NEAT1 #3503 F; HPR LK
(5 NEAT1 s i .

K qRT-PCR X 1-H 5E-4-285E-1,2, 3, 6-PU A
MEWE (1-methyl-4-phenyl-1,2,3,6-tetrahydropyridine,
MPTP) 75319 PD A58 /|N R o i 20 24 R0 1-F -
4- K F - BE 2 (1-methyl-4-phenylpyridinium
ions, MPP") 5[ PD A AL AN IEATAG N, 4%
I NEAT1 3R35 1 2 M, [A] i) PTEN i 5 8 i
1 (PTEN induced putative kinase 1, PINK1)
FkAKOF B3 FIH, NEATI i i3 2 2 PINK 1 1
{23 T MPTP i S 19 FI W, @ik NEAT1 & 33
MPTP 5| % [/ 22 ELRERE R 2800 F Wiy /b,  Fh e i)
NEAT!1 7K °F- I 8 #£ PD i F2 v &k 4% 25 A F 9 1
0 PD AL/ INER H ik 22 LR RE P28 JTC NEAT 1 5
a-synuclein (19 3R 35 5 IEAHOC, 7F PD A5 AU 41 g
NEAT1 ik 5 MPP I I 2 IEAH G @Ik NEAT1
Al {2 FEAIR a-synuclein 7K FI 42 MPP* 5 | 2 9 41
B 1=, i3 3% 3K a-synuclein i 3 fKTH T @A
NEAT1 X 20 M g PR 4P VR B0 05 — TR A 2 e 36
HI7E 3 F 3K a-synuclein A9 41 il HH NEAT1 238 1R
2y 1.845 7 iR RGE LR NEAT1 5 a-synuclein
FEIRAFAE IEAH M . AR NEAT1 38 0] #] MPP i3

SRR RAEN T (IL-1B. IL-6 FI TNF-0) A
ik, NIMEEE MPP 5 A I 28 90 0 . AHIYE 7710
BAAR AN 20 B A T B934 . miR-124 1 3 NEAT 1 f41
bR, UTEK miR-124 A HEIH NEAT 1A Xt PD A5 A
20 it A 28 R RE R A0 R UR T AR AR T, R
NEAT1 A] fE 18 1< %1 [i1) miR-124 3% 5 MPP 75 31y
PR T YL AL N AN i B NEATT
NEAT1 2 &k 3% L, SR E I NEAT1 &N
LRRK2 A\~ 51 S AL W 3075 S O A 42 4 7 = . 25
I, PDEE . Zhi KA AR K RS R B
i S T K A0 R IfL NEATT #6358 3% L, JFER
NEAT1 2 5#2 0 AW T FMZ SRE Gt f2
2.3 NEAT15HD

HD & — B LISRR R . DA BE A ORGP e
13 Ry F BRI H Y R B s M 2R A TR
W, BT HTT RS — i CAG =% 1F
MR 2P M8 k% AR = AE 1 & 1 (mutant
huntingtin, mHTT), 5I&EM#MLITIIRERITFIZET .
X} 44 45 HD F & 1 36 ()% B8 35 (0 R R AZ . 325 00 i
BB . WIS sl B2 JE NG 44 X 2R 7 36 R
AT, RILHD B AR NEAT1 Rk 2%
A 4 Sunwoo 55 51 X 4451 HD H R 4 1] Xt BB
FH RS 7ot s, HD 55 NEAT
Fik B E FH . Cheng 25 5 XF 40 1] HD £ 3% 123
{5 %5 R 8 1 5 000 i 480 P B2 )22 R FH qRT-PCR A6l
KIHD % NEAT1 2 £EB# L.

TESHHIKF, 4 R6/2 HD BRI LAY S0k
TRFN FpZEOIR A 22 0 NEAT1 1 FlINEAT1 2 63K
P TI5, 6 JE R6/2 HD BT /N B AR B2
JENEAT1 KA 0B %255, 8 F112 JHi# NEAT1 %
ki3 R B X K BACHD /MR SCIR A4
FTHD Q111 4 A 5 8 #F 17 qRT-PCR a1 , {2 715
NEAT1_2 %35 B3 s 4000 52 50 52 /s i 3k
NEAT1_2 ] fH 1E mHTT %5 3 A 4l il &g 1 53 1,
F 3L CpG 254 % H 2 (methyl CpG binding protein
2, MeCP2) FKikTIA] FENEAT1 2(FHLE, #&
7R NEAT1_2 3k /KF- 7l fE52 mHTT Fll MeCP2 ik
KB RZ IR 50 5 ik NEAT1 1 Al 4" H202 75
S AE A EEYE, R 3 IE NEAT1_1 X2
JC B A AR B 00 A DR R T gk e g5 R R OR
NEAT1 1 fINEAT1 2 7& HD & 4% %5 — & i 22
PRI
2.4 NEAT15ALS

ALS & —Fh B 2B AT M, IR IR SR
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BRAVRIZETTC ST . 2545 . FRRIRE, PR
UTTAET ., JRERFARIE R EE LB s 4ot Tiz
B2 TCRY R . 50% B ALS FRE e R i 4
NI RERE RS, 13% 19 ALS H 3 25 P b 4 3
PR B X — R INVEEAS ALS HE I IR A
HA AT QRT-PCRAG I, AW ALS /B35 NEAT1 3%
IRACETC 2 25 5, R BEIE A 2 o iR I s
ALS [ NEAT1_2 %3k 3 L ' . Nishimoto
2 ) 3k 6 B & M ALS FRE R 6 49 BE S 1
1B S TTHEA TG 243, &I NEAT1 2
TE ALS FHHB Y Bogh o]

TAR DNA %% & 45 1 43 (transactive response
DNA-binding protein-43, TDP-43) J& ALS H* 4 UL
R AR Y, YK IINEAT]_2 5 TDP-43
PRI Al B /R T TR 9 B 35 TR A AR 3R A A
YERT, 475 NEAT1_2 Al 4Eh ALS iz gl & o0
RNA Z5G 8 2R, I ZE ALS FHHIE 57 RNA
i EAMYIaE 2 EEAFR ALS T, 23
PHZEIGH NEAT1 2 ik 1 Fl paraspeckles o & 41
%E 120 I TDP-43 19 48 fifd NEAT1 3R 3k 7K ~F- T 22
&, MINEAT1 2 2 [, iJFi-5 3 paraspeckles
BEME, ¥R ALS 1 paraspeckles JE A5 A4 34 i al
AEZ /D ER 4t T TDP-43 (A% I #E S | 2 iy 25 ¢
M HT T IE 3275, TDP-43 2654 7K -4 e ] 38 1
% NEAT1 3 307 M _E i NEAT1 %35, S
PR ERE
2.5 NEAT15%EH

MEVA PRI 835 1) Rl B2 J2 NEAT1 %35 1 2%
A, R R i B XA Bl X U NEAT1
FEIRT A LR 1T Wan &5 0 ST 6 (9190 B
16 151 % 5 S 20 2T QRT-PCR A, & B0
NEAT1 %35 1 3% b . 76 B R 25 F ORI 38 1R
(kainic acid, KA) 753K FBUR A f, qRT-
PCR A & B . 2Pk AbFE— K A1—J8 J5, NEAT1
KRR FETH; BrEAM—~H 105G,
NEAT1 Rk K G Z1EH KT . 5 — Rk 5
DR BN 2 A2 A6 KA 755 14 /) L 5 750 ot
AL, KMKAIEFIG 1~4h, NEAT1_1Hl
NEAT1 2 fE iR Bl ik, BEE R R (KA
PG5 8~24h), NEAT1 1 Bk E 2 1% KT,
NEAT1_2 F kK AR R R - B i P i 2 4 il
Tk 24 NEAT1 78 A2 iPSC I 2 JFdih 48 o0 oAkt
Pk Lol fE WAL SR, R RO AR
NEAT1 ] g E W 250 Ak is 2 A5 N it . -

RSN, NEAT1 o] GEA I8 50 #2200 % e Pk Yy
YER, #2509 NEAT1 7 0 fy S ) 3805 2835 b
R, (AR R TR AR, 33k
P22 T0 Ay PR S T G IO AR ) IXURS: 1
NEAT1 i A] &3 3 94 5 miR-129-5p/Notch1 i 5% i
PR JAE D TTREARANAEIE 7, DI ARG 1) & J rp
RAEVER o
2.6 NEAT15% % MRELE

Z KMEAEALSE  (multiple sclerosis, MS) & —
Ptk B B e REME RGP, HIRHARRE 2
27 P A 22 IS I 14 A= . Santoro 45 N7 X 12 4915
& 2% f# i MS  (relapsing-remitting MS, RR-MS)
BT 12 4516 BB B4 1M 3 >R ) qRT-PCR A, &
P RR-MS 35 NEAT1 ik 9% 2.58 /% . Dastmalchi
S 18 X6 50 151 RR-MS F8 35 1 50 )% 5 A1 JA il R
JH QRT-PCR K51l %2 L, RR-MS H.# NEAT1 |i#2.9
W, PERIUCEC A B, B S NEATL LM
7.041%, ZorEHFE NEAT] FiH2.445%, (H40% L) |
4Pk % NEAT1 F# 6.94 4%, 4275 NEAT1 7£ RR-
MS HAELE PR I FNAR 4 A OGP . NEAT1 A B o 45
BRI . AW R BT R T IEH LA IL-8 B
a1 BT € v 3] paraspeckles, M S ECIL-8 1Y 5%
SRV, R ASRE R 7
2.7 NEAT15H{CNS&H

XP R3PS 780 /N BRU A R B J2 1A 7 s
ZH N ¥ F1 QRT-PCR 4317 7, NEAT1 Rk 3%
P RSN IZIG HE— A UE S NEAT T HA Brd T il
P2 RAEER, [ NEAT1 W 2 ek 3% 1 Q1151
AR A N W Bt N S | RTRE VAL = =) I
R A P R B A AU NS B NEAT 1 363k
LR X B R O 1 T 43 B RN qRT-
PCR B E 1 Vi ¢ R FH 2 19 AR PR A% NEAT 1 2R3k i
E .

3B OE

CNS 135 19 IncRNA 2 515 K & ) i 24f
SPEST R . IncRNA NEAT1 7EIFL 31 b 36 155F
SN FL S Y A0 A% P i 1Y IneRNA 22— . W15
N FE Bl 4 ot v 3 LR NEATL 1 B #H/EH
NEAT1 2 70 N L-F A AR, Bl 7 4k
SR PR N 235 LR o R HRE Neatl /)N UAE
N R T 4 A SS AT RIS H . Bk
Ui, CNS 1 NEAT1 3K ik (19 40 M 5 5 7k 22 = .
NEAT1 7E 0 28 D) REFAEART T R 7K F B & 45 1
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K MU, XA 5 . 10 4F 2 0] e #
NEAT1 5 CNS %A1 8 B VI AR . il xf 3
SRR G 20 2 SR RS B L B SR AL ) AT qRT-
PCRA51HT, &PAEAD. PD. HD % CNSHJi
NEAT1 B ik 3% FH, A= 40 0 4

RAEFR, S HRERNEA KR Btk
BRI NEAT1 P A AR AR IEA —, £ 22
SRAESL . XA RTRAT], T BT M O TEAN R
S HERR FIAS [ % X NEAT 1 Y sh 2536628 b0l . 5
&b, HETX NEAT1 A HLHIBF 5 = 224 e 40 K

(1) .NEAT1 A3 85 4up A we . T Fippss

o, Rt A G S SR A T I REAIA T N AT T

Table 1 The expression level of NEAT1 in different brain regions of CNS disease patients and animal models

1 NEATI7ECNSTSR & R AR E AN X H Rk K
FEARIR P NEAT1/KF K EEA G720 22 iR
B BT /R BRI (AD) i IR S5s3Il S s (] R [30-33]
B E RIS K )7 (microarrays)
FCALX (RNA-Sep) [34]
Bt 5 Z AR (QRT-PCR) [35]
A R Z R 225G (microarrays) [36]
] /N (qQRT-PCR) [35]
&A% (PD) LA M (microarrays, qRT-PCR) [46-47]
AN 1L (qRT-PCR) [48]
NEAT1 2 I R (qQRT-PCR) [47]
FETH (HD) L FRE% (microarrays) [53-55]
NEAT1 2 Fif HOTA R 2 (QRT-PCR) [56]
VAR R AR o St 6 (qRT-PCR) [25,60]
(ALS) NEAT1 2 I HHEME 6 (qQRT-PCR) [25]
Hhiizsh4oe (FISH) [23]
JiE Cepilepsy) i KW HJZ (qRT-PCR) [64-65]
W40 (QRT-PCR) [66]
ZRMEME (MS) i 3% (qRT-PCR) [67]
AN (qQRT-PCR) [68]
HEIAR M (FTLD) i Wi 414 (qRT-PCR) [60, 73]
L) Bl R RIEERR (AD) S| APP/PSI/NER6. OFI2HWE, WL [41]
(gRT- PCR)
BEMRVE R 2 AD/NR, g4 (QRT-PCR) [42]
T APP/PS1/NER3 AW, 1 (qRT-PCR) [40]
F 75 APP/PS1/NEROFIOH #, g (qQRT-PCR) [40]
APP/PS1/NER3H W, 5 (qRT-PCR) [41]
44 (PD) i Hfix (QRT-PCR) [49-50]
SIEWR (HD) i R6/2HD/N 128 #S, g4 (qRT-PCR) [55]
R6/2HD/NERSJANE, KM )2 (qRT-PCR) [58]
BACHD/MREUHKAM (qRT-PCR) [56]
NEAT1 1 Fi R6/2HD/NR4AJE IS, SORMA AN sh & BOR vl 28 0 [57]
(qRT-PCR)
NEAT1 2~ R6/2HD/NRAJE IS, SURMA AN sh & BOR vl 28 0 [57]
(qRT-PCR)
Tz 5 R6/2HD/NEROFAWE, Kl )= (qQRT-PCR) [58]
W Cepilepsy) i i (qRT-PCR) [24]
NEAT1 2 [ ) (microarrays, qRT-PCR) [24]
B (TBD A KWz )2 (RNA-Sep, qRT-PCR) [71]

Microarrays: JEHSH; RNA-Seq: #4R4HiF; qRT-PCR: SEHFEEERPCR; FISH: JOLH AL,
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(4]
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[9]
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Research Progress of Long Non—coding RNA NEAT1 in The Central Nervous
System Diseases”
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Abstract The long non-coding RNA (IncRNA) existing in the human genome has attracted much attention
because of its important regulatory role. More and more studies indicated that IncRNAs play significant roles in
neurodevelopment, neuroplasticity and central nervous system diseases. IncRNA nuclear enriched abundant
transcript 1 (NEAT1) is abnormally expressed in the central nervous system diseases such as Alzheimer's disease
(AD), Parkinson's disease (PD), Huntington's disease (HD) and amyotrophic lateral sclerosis (ALS), and is
involved in important pathophysiological process. This article reviews the research progress of the NEAT1 in
central nervous system diseases.
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