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JE Cell ¥ B Fr 4 F AIF) L & SCLEI 90 &%, SCIHF] 4000 4K, 2006
FREARREFFAE, 2009 FR AT A RAFE—F, 2010 FHREKF 3
RFFE—FE,

KiEIFRIDRNAEHZ R G RmTHER

ZAEEE, FhaT
(FIGFREE R SHAR SR, _EifE 200092)

W OB HERAKERT 200 MZEER (nt) FIHEH TS RNA #FR K4 JESi S RNA (IncRNA). IncRNA 7]
TER RS G AP R R RIE, JHENES ST EAREAWEE. »FiFmEs LY TR
IncRNA {335 5 2 i () K R B VIR . D278 IncRNA ) D e X HAEM & R G v it 8t e,
DAHA T A e (1 AL, iR T SR AT I S

FHEIR - KEEIERAD RNA 5 BI/RKIGEERIE « ISR I ; 7 EWEREAE ; PB4 REE ; KM 2%
FE DS : Q522 ; R742 XEAARERD : A

The role of IncRNAs in neurological diseases
XI Jia-Jie, KANG Jiu-Hong*
(School of Life Science and Technology, Tongji University, Shanghai 200092, China)

Abstract: LncRNAs are operationally defined as RNAs larger than 200 nt that do not appear to have coding
potential. Nowadays, IncRNAs are found to execute the functions in regulating gene transcription and post-
transcriptional RNA processing as signals, decoys, guides and scaffolds. LncRNAs have been found to be
dysregulated in many neurological disorders. In this review, we highlight the myriad functions of IncRNAs and the
indications that their dysregulation underlies some neurological disorders.
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B SFORIR B AR At R R ) Rk = AR s . o,
s AR IT 200 MZH R (nt) 79 4E 4615 RNA
PR A KSR D RNA (IncRNA)! . [ 3 fey i &0 )
FHE AR RIE, K& IncRNA # K, AT XL
IncRNA 1) Iy G A1 AE FH AL A 1 4128 890K
IncRNA 7] ji i 1 # B R &k, FENES o 7.
FAHRE AWM. »FiH LB AR 5
REMZHER, WIEME. e R
PEBR O MUE IR S (R R AR B VIR G . AR SORE 25
& IncRNA [ D68 J AR 77 K A& R Gk
973 AT T

1 IncRNAMTHEE R EAEA AR

1.1 IncRNASEF R FIEE

T I AL S T8 AE WA AR S K 41 DNA 741 1)
BT, FR IR, AT as. Eh—
Pl (92 4 F, IncRNA 76 28 00 18t 4% 1 2 o i 1
FIH 552 BB AL BRI SR — AN B i i 2
IncRNA " LB EH FH XN F 5B T4 5.
N SHFEABWAE R R EERS T, £
AN R . GRS R, IncRNA
i 45 A TrxG/MLL (trithorax group/MLL) & & ¥ 8%
PRC2 (polycomb repressive) & &4 1120 5, {3
SEAL T3 R A I e AL 8, T2 5 %47 4L R
B, N Xist il 1417 5% PRC2 H & W1#15
X Gefifk b H3K27me3 217K 23 i, DU
TER 7 RE B AL N R RS, FHX
et AT BR AN S Qe i Ak ¥ s Fendrr J# it 55 PRC2
BH TxG EEWGES, WMEBOHLRE P EEE R
K73 37 X (2 8 3 R AR KR, AT RZ
OHLR B IEFE Y 5 IncRNA Air B85 HH 52415 (3 1 3
1L G9a i FH G HE H JE 2l 7 IX & 4B H3K9 HEE b fE
i, Bl EUUER ™ IncRNA HOTTIP W] LAZE &
TrxG H &Y 4> Wdrs ol HEER B R E
FE[K HoxA JE K 1) JE 8l 7 X3, AT 07E Hox A &
s RE Y, k2, 5L IncRNA ] LUE T 5
RMIBAE L A YILE £, B AE JE DR 20 R 5 7 A5 1)
454, W IncRNA Bvht fefgid S 5 PRC2 EH 1L
JE Suzl2 454, 149 PRC2 E A WA RELL & 50 WL
IR R b, AT 8 UL A3 A AR 9% B B3
Mespl ik, RHEOUAEE 9. IncRNA it
A DA N F e 0 T AB M 52 S MRS e DR 7 1 “ M
227, A RREE S WIEATH II6E. IncRNA
HOTAIR RE#% 5 PRC2 H &M &S SHE A P 1

WAE, A PR S e g e Ere s
1.2 IncRNASEF B RFIEE

SE LT i IncRNA 7 38 1 5% i mRNA
B0 T 2 R R 0k . lincRNA-p21 A] DL i Bl
B H MG XS SR 5 e LT U R0 2R R mRNA [ #0 3Ed
2 1, IncRNA TINCR A DLis f 5 HHL7) ff) mRNA
H AN A, TS mRNA [ 52 2 M AEE K @
ML, 53— IncRNA N2l S8 5 Has 41
mRNA [ fi#, I T B AR 0 35 R f) 38 3 K 17
F H, IncRNA it g 8 i 5% 4 1 45 & FF %€ miRNA
(competing endogenous RNA, ceRNA) ] 53X, {15
T S0 5 ) mRNA #2638 miRNA o He 6 301 1
() 12 184 3 mRNA [R5 S0 k. B an 76 P o s 3k
X ) IncRNA HULC fg % 45 & miR-372, #1755
JIT 988 A O S8 5L TR (cAMP 5% i M 2R 1 B g ) R ik b
" IncRNA ATB 33 55 4+ 45 & miR-200, L1
ZEB1 1 ZEB2 (11315, M€ EMT, 450
FE 20 M 2 28 R 78 15 FELIR A0k R e S 2
1% 1) IncRNA MD1 8% 58 5+ 14 45 & N I P miR-133
A miR-135, &KX 8 miRNA % 413 K MAML1 1
MEF2C £ A [ 40 i, 4 33k JUL P 41 i 1 43 1k 120
IncRNA RoR i i P4 5 PE 5% 4+ miR-145 K38 45 Oct4.
Nanog 1 Sox2 {1Z21A , MM 4EHE ES 4 5 3 5357 1,
1.3 IncRNASZEBHRMBIEMIRE

WA R, IncRNA o] U@t 5 8 [ N4 &
S B R TS 1 o G0 R AR SRR 41l R A 1
IncRNA DC Rgfiy B %454 STAT3, @i 1L STAT3
Lk lels SHP1 454, fieidk STAT3 BE& R 705 i1
RUBERRAY, T VR A SR PR A4, VR A
FOIRGNBNT T T PR AIHGE e lineRNA- p21 # 4
LRENS MR S F HIF-1a FTiE S %A, it
5 HIF-1a #1372 2 4k E3 3 8§ VHL 4> %I 45 4,
Pt VHL 5 HIF-1a Z [A]{I45 4, FasE HIF-1a (A
AKF, TR BE FLARAS S, B SA IR T HE B
(¥1ik47 " IncRNA NORAD %2 DNA 5 {4 i, 1E
e LR AR 1 R R IR . TEA A 22 5 2440
[6], NORAD 5 PUMILIO 45 #18 5 (4 45 &, 7Y
PUMILIO £ A SR, B R G AR 1R 5 2 55
St 2k NORAD 2> § £ PUMILIO & [ [ 3 B 3% BK,
fESATE A 22 5 340 e AR oy B/ 40 55, HBL
AT E R YR 1 5 0 17

2 IncRNATEHEZ ARG ERBHREIE1ER
X $HZE 2240 (central nervous system, CNS) [f]
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KB T LR E DR B[R] R0 S [a) b E A ) 3Rk R
5, ALHEE AL FEREE R 2 AE 2 Fh R 25 1 S TR 3 ]
I CNS KB, HFH—RIIME R EWT
KA. HHFRER, IncRNA KE4 G T ik 4
G, ENTRER T W)= et R 2 EN
P58 RNA SRR B R E L IRE, A HE 1)
RE~ METCHI iR ST BPE A%
e Kot 2 ic iz gt iR MY AT AR R I T s
IncRNA 7E & F N KM & RGN B & R HE 7w
ik, $EIR IncRNA 7] BETEIX LE 22 R G K
ERERHREEMN. THgaEFERIPT, X
B2 RGURIFAH I IncRNA HE1T I
2.1 IncRNASM/RIREBRHE

Fi] /R 7k BRI (Alzheimer's disease, AD) j&—Fj
DAV KN Ty B B 15 2 = I R 3R B o 48 B AT 1 2
Wi, HEZERRERHE R M E OB IT LT, 2
SEPEAD B 41 P A 2R T £ i 25 25 D) R 41 i A
AP AR S, AH I RR LG A B . ARk K
IR, IncRNA 15 AD Bk A% VIAH G

AB [ K& = A 52 F B Y % VLA 5. B
5y WA 1 (BACEL) 5 BYUIVEM FERT AR 2K 1 (amyloid
precursor protein, APP) 1fii =42 K& AB, FI# 1 IEH
THOLT AB42 5 AB40 1T, fifF Ap42 i EEHEM
FEA B, BACEL-AS /& —# i BACEL K )
S X 45 5K () IncRNA,  7E AD H 2 10 o 9
Rik. WA 1B HEEE R AB42 S5 2 Fh AN i B
K& S ML T4t BACEL-AS (% i LL
J BACEI-AS [/ 2015 ) 4%i5 . 1£ AD 4 g A
/N AR Y o % BACEL-AS ] IE 4% AB ()77 4. ik
— B IHLHI A 72 % B, BACEI1-AS i# 75 T BACEI
mRNA |- miR-485-5p [ &5 & o7 £, M T #0fl] 1
miR-485-5p %f BACE1 mRNA [0k /EH, 2k T
BACE1 mRNA (1) fa e ¥ DL &% BACEL & [ [3RI1XA,
BETI AT 2 1 AB42, Tk AD S R 8 1

x4 RNA1 (BCYRN1, X 44 BC200) & fif
TP e ik, fes R 5 i 5 R I R A R
TEAERF A T Y M R L S EAE . RS R B, LR
TFIEH#Z4 N, BCYRNI 7£ AD & 14 & 2 X i)
RIEPEETIERA, 3 H BCYRNI R IEKF
5 AD [ 2B R OEAR G, [FET, BCYRNI [
L R AT . 7E AD B E KA,
BCYRNI [ RNA e i 4% R, 1 Ak H k& 4
BRR A AR R, N BCYRNI i & ik M 48150
) 20 160 52 A2 TT BB 2 7 JHL X 2% M i S BRI 2 1 P 1R

#5068, I T 8 fil B 9 IR b (synaptodendritic
deterioration), MIANEE T AD fyJ5 FE 2 i A P21,

MG TR AR A R DR A EEYE
H, 2R 8 7 T R IA e 2 IR AT PR
2R RN R M A 48 FR: AT (brain derived
neurotrophic factor, BDNF) 7E AD B3 3R 1A i,
I H I SCHE 3% 5 A% IncRNA BDNF-AS 155
BDNF fi#f5<, %] BDNF-AS )2 1A v] DL & fin
P4 BDNF [k KF B2, i g s w8
[X-¥ (glial cell derived neurotrophic factor, GDNF) {E
HL] AD B3 A ORI TR 38 TR R, R S
()% 5 A & IncRNA GDNFOS. #ff 5t & B, 7E AD
BF W E, GDNF {3814 i 5 [FES, GDNFOS
1) 2 SR FFE I, T GDNFOS (1) 1 54 e+
fRIZRIE T AL, 24

IncRNA 17A, fi7 T G H FEE32 44 51 (GRPSI,
B GAGA B2 3244 ) ZH K 3 SN & TIX, A%
GRP51 WA BRI ™= 4=, #i#] GAGA B2 521k
%%, MIMEI GABA {5 5@ # . Massone %5
T R, TE AD & B 412 9 IncRNA 17A
(MZRIE B, AD N N Y 9 M AT IO IncRNA
17A [R5, IS5 BoR, IncRNA 17A [ Rik
RERG AR E AR 70 WA JF 4 151 AB42/AB40 L, T im
#H AD RTE KR
2.2 IncRNASHH&FRICTE

9 4= A% EORE (Parkinson's disease, PD) /2% & T
SR NIRRT M, Hlm IR R I A EE I
R, Wk AR, BB, @ X PD B
F RN T, CRIZAS5iEEME PD AHCHRER,
a1 Parkin, PINK1, DJ-1 fil LRRK2 %%, X %&J&
HSERAR DI REH %, KM LRATREE PD KR
R E T, PINK EHEM TERREE, £20
fzfeth & n R =AM AR K AR, JEHA
PINK 1 i fe 38 <t 1) 40 M 2,25 C 1R 280 i 440 1) 4
JHT-. PINKI [ RAZ 8L D) RE e 2k v] 3 2 ki i Ty e
hS, FE9lEE 2 Ekae Mo T . PINKI B
(1) )2 SCHE % 5 A% naPINK1 e 2 € PINK1 1] A2 87 1]
4 svPINK1 B IL, 1 T 2R naPINK1 ¥ T 8# £
ToH svPINK [yl &7,

Uchll & PD [0 B, H R0 35 PD
(). WEE R B, Uchll 3 K () e Bk # A
ASUchll BE1E [ %75 Uchll {2k, ASUchll f
KiLZF 2 Ogre LRk i R 2 R R
AR BT 1 (Nurrl) #34%, I H PD /NS
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A b I ASUChIL 1 37 % K F B 3% B K, 1R
ASUchll 5 PD {4 DM B,

IncRNA HOTAIR #% & Bl fgid i 185 LRRK2 [
#ik% 5 MPTP i T 1) PD [ R A . Ni %5 P9 &
Ui PD i B b A5 87 A IncRNA 2 5 1 R 18,
Hossein-Nezhad 25 P" /¢ PD £ ¥ (CSF) KL
%> IncRNA ik, X7 7 RIAM IncRNA 113
REM ARG, AR .

2.3 IncRNAS= ZE 5 IEAE

= SR FEE (Huntington disease, HD) J& —
WO R R AR AT MR, B0 B R g Y
Huntingtin (htt) &5 [, %K —NMMNEFH CAG
“EEREZRFYEEY R, 5% Huntingtin & H
RAMRTE IR, 38 BRSCRAR AN B I 140 28 41 i 3047 14 3
TS, EF NI EIEEh. K M T v

IncRNA HTTAS 1 Huntingtin [f] Jz 8% 35 5% 1M
¥, HTTAS BJ—/NB5V14k HTTAS vl £ 7 CAG =
ERFH, K ILAE HD &5 1 452 = 1 HTTAS
vl [ RIEIKFE A, HTTAS v1 B2 T A58 8 3
T, MEERSG R BRI KN ES TS FEAK
HTTAS vl 537 HEME. R4 ERIA HTTAS vl
AE B PR A htt 2% 5% 7KSF, T T4 HTTAS_vl 5%
K4 TE htt 75, EoR HTTAS 78 HD K4 k1%
TER B2,

BRFFER, TEIER /N P SCR A m Rk
f] IncRNA Abhd11los 7E HD /) SR T () SO Ak o 26
KR FEWD s JEH R, 7E HD /N RUBLRY i i Rk
Abhdllos X #1148 oA R4 4E H, 1 Fit f% Abhd1los
S RECIR ATt B B i i HD B
fxiZH 23 IncRNA FistE ML, 7 N2 53K IEH IncRNA
We%5E, Horh TUGL. NEAT1. LINC00341 11 RPS20P22
7£ HD 1%k i, MEG3. DGCRS il LINC00342
LAk . NEATL #I\ N 5 40 i 1% 0 45 1) 55 Bt
(paraspeckles) I JE il AH 9, 1 DGCRS 32 £ fH & 1
JUPFITBREL K 7 REST 2 AW~ B,

2.4 IncRNASAZMHEMRECEE

W2 4 & A8 4L SE (amyotrophic lateral sclerosis,
ALS) & — M2 3 & uiBAT IR A, IGIKRILA
BEATHE N E AL 1. WUZE 46 55 5E R, SODI,
TDP43, FUS/TLS % Jik Al 1) 58 48 #8442 ALS
MEUR R . fEIEH NS & o JLFARIE
f) IncRNA NEAT1 2 78 - 1] ALS iz sh # £ 7t 7 1
FirBF FiE. BT E7R, IncRNANEAT] 2

I LNE R4 A FUS, I8 0 T 20 MR 0 45 1) 55 5,
1M )5 & 1 D REER A 5 — RPN IR AT MR I R AR
A s IncRNA NEAT1 2 i fefE 9 RNA 5 RNA
54 E (RBP) 348, 1% FUS/TLS #1 TDP43 [
Ihik, W RIHAE ALS KR EIEERE e B,
2.5 IncRNAS#E#ZUE

¥ #4173 ZL0E (schizophrenia, SZ) & — 4195 Al &
B ) PERE #1O0, IGRSEIR IS e B 4E, 1
JERFNAT NS5 2 J7 T 1) R DA KRS #43% 30 B AN B A
PIERFFT S~ , DLG-2 JEK Al iE i i35 M- B3 -D-
RARARZIR (NMDA 21K ) 25 SZ R4, i
IncRNA PSZA11ql4 £ T DLG-2 B:H 2 — PN &+
X, HF5x771n5 DLG-2 #H, Ff HXF DLG-2 ()
Fik B A E . Polesskaya 25 B9 & #l IncRNA
PSZA11ql4 1E SZ &3 K77 48 & [X (Brodmann's
area, BA) [f] 9. 21, 22 X flifg 5 X )R IA KL T
IEH XA, $7K5 IncRNA PSZA11q14 A g & SZ &
AR SE R . SZ AHOGHE R DISC 2L & T
% [ 4% 5 3L K] DISC1 #1 IncRNA DISC2, IncRNA
DISC2 {7 F DISCI1 F Jx Uk |, w75 DISCI )
F ik P, Barry &5 P 3@ ik X 28 5 SZ i A1 28
51 ke T HEURG ZH 280 b [|] B2 B AR 2 (STG) ISl
i, IncRNA Gomafu £ SZ 1 RIAF T Fif. ##—
AT ORI, Gomafu AR £ A5 SZ KA I
EA] ) 3 28 FH 4 42 328 0 %, 4 Gomafu 1% DISC1
ML A 7324k 4 (ERBB4) (3518, % Bk
D2 2% (DRD2) ¥ ] A48 By §) 44 AR A B 43 22 =2
i 3 (GRM3) %2 Gomafu 1%, #7~ IncRNA Gomafu
MFRIB KPR AT e A SZ HI R IRIH 2 —

3 IncRNAZEMEZ ARG &R FBANIZEIFEIT HH)
NERE

MHEE T 9mfg R, IncRNA % B ok H Rk
BHA MG T, I8 T R 0 12 W AT S
FIWr bR &Y. HULC 7E FF 8 i oh s ik 0,
PCA3 5 7 5 B %8 9 4> 4k 43 A A4 56 B9, BOR 1
IncRNA 7E 5> F 2 Wi A 5 R 4F 09 B AT 5. 18
MZE RGPS WIF, A IncRNA # & I AT L
TERCHibrEY . f£—DHRT AD AYbric ¥ it
For,  Arisi 5 ) 2R RO R B, Sox20T
1810014BO1Rik 1] & AD #HZ43B 47T MR AL (1 4= 4
bRicd 5 Yang 25 ™ R F 2 ANBO0E 28 ST R I
IncRNA H19 1 IncRNA PVT1 5 AD & EAHI ; Soreq
2 W5 PD R 1 A 44T RNA W 2B R B
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IncRNA Ul BT/ F1 IncRNA RP11-462G22.1 5 PD
K9 FEAH % 5 Hossein-Nezhad 25 B A5 T PD 3%
[ 05 5 &% W IncRNA AC079630 5 UC0011va.4
A F T PD L3 FU0 A % BE 5 Johnson %5 B BT T
HD 35 # 42 2 4t IncRNA [ R4k, K
LINCO0341. IncRNA TUGI1 #1 RPS20P22 7£ HD i
%235 FAR, T LINC00342 ik i, X SeHf 5%
#BE 7~ T IncRNA {E RIZ W 28 2 40503 1) 73 b
HEYHIET .

IncRNA 1 1 6 T7 #0252 G005 003 58 AR 7
1o X T L 05 ¥ IncRNA, 1] {5 Ff RNAI ¥ 75
FEIIH]IX 28 IncRNA 3815, BUE R R U IR
F AR F I 2 IneRNA 5 X T A8 i 5 & i 45
A R IEAE AR IncRNA A7 R /N5 P4 &9 T4
IncRNA 5EE B IMHEAEH, PLEFTEFR IncRNA
DIREBIUR . KT 71 1 IncRNA, 7] 38 I ik 23k
1772, TEREE 48 B 3R 15 1% IncRNA, LU F|
TRIT FIE R FE R . T IncRNA RiA 41 2R
e, IncRNA & W] AR N 88 [ ¥6 97 1) 73 - $E %,
W FH IncRNA H19 76 5F i b sk ik, {4 H19
a3 T IR3) A Mk IR R RIS, DURE R A5 O
FEA SR IEF AL s

4 Z5E

IEAESR, BEFE N G IneRNA AR HHA N,
KB IncRNA JE I RAB AL et i 72 B
FHEANE PR 5 1B 055 22 Ay A AR BRI B AR
RIFFEM . [FIFE, IncRNA TEHHRAIE RG1K B A
M2 RGO T B INEE EEM G, B IncRNA
HEBER. RIS, 4RZHK IncRNA £
M2 RGP R AR AN AR, (ELRE A v
FeBoRMADNG BB, UL ARSI VAN
WAk, —E2KIEZ [ IncRNA (1T i 2 HAE H
WU, X LERT FEA A Bl T B 0 2 A B
R, AT B EOATT ARG WIS R
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