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Abstract

Long noncoding RNAs (IncRNAs) represent a class of transcripts longer than 200 nucleotides but
do not encode proteins. Emerging evidence shows that IncRNAs play critical roles in many biolog-
ical processes, such as brain development, neural differentiation, and synaptic plasticity, and par-
ticipate in the pathogenesis of a variety of central nervous system (CNS) diseases. This paper is to
review the research progress of IncRNA in CNS diseases include ischemic stroke, Parkinson’s dis-
ease, and multiple sclerosis.
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1. 5l8

KA E%% % RNA (Long noncoding RNA, LncRNA) & K FE it 200 MZEFER ) RNA 431, Agmids
. IR, SRR BT AT Bon KBRS IS RNA 25 7 2 AR, IMARGKE . MEts
oy RARTTIBIE[L], FRAEMG A FRZRIRAT R S e v R 4 2 A E I [2]. LneRNA 5# 4 R G055
TRV, A NP 22 Gu5 00 R AR S SR THE s e AR A InCRNA A i 1 14 fixg 4~
WL WA AR IR & 22 R VR AL R T TR 3 P A — 250k

2. INcRNA &1t

Ry SPL2h 4 3 DR ZEL 246K 22 Bpl B S i RNA, AR R 2% 7 47 O IR A 2 1 5T 0 S AN 2 11 o
FIEE R e s P2 0FR 9 “ ARG S RNA (neRNA)” o K EEARS IS RNA 2K T 200 MR H A4
RNA 701, AT#IEEINN, IncRNAs 2 “5i RNA” , RRIEAVIEEH3]. ITERTRAH, K
FEARgmAS RNA TEAIR B - ThEBLERE . TR T2 S I AL o R HE G B AE A . LncRNA Rl 2 F77
NESAW BRI A FRE, ORRaFEM. FEENES. mRNA K8 LR B AR, ok,
INCRNA IEBERSAE N 554+ PE TR E RNA 5 miRNA 25 &40 miRNA ik .

3. INcRNA 5#&E R G ER
3.1. IncRNA FESk i 14 Ak 2= b S B94E

o 2 R A ER AR AR T AN A = SRR, B 3 Bl I b 26 o 5 i R A 2R e . BREEZH 95.5 5N
HELH R EE A E2E r, Horh 879% i 25 Fho R PR [4] . FlD, BORERZE FIIEE R JEgED RNA
FEBR LA T R IR AR YE . 95, IncRNA (IR RE R AN . ks, R rEshim b
LncRNA FosDT W34 , ik — A 5 I, J kE 1t Sk 23 361 FosDT 5 REST 41| Xl -§- coREST # Sin3a
g6, 10 i FosDT Rl REST RUFIE, I8/ Bl ifiLJ5 A A0 RIS ) T RE B [5] . 7E &R i/ 7 HE v 43
Jei s BB A3 AT ARSI R K Ah 22 7R IA R INCRNA. 7E Ja ek 1 g i i/ 7 v /N RS AL R IncRNA- C2datl
w3 B, SEERUER], C2datl ¥5'% CaMKIIS HIRIA, #EIMEGE NF-«B 15 5@ B2 2 48 70 A7 [6] -
INCRNA-NLLR #{ i B AT RE @ 4] p53 (10 i 14 (1 i e il i 1k 24 mp (Y b 22 R P VE L, PT REATE Syt I 1 i
P43 J5 6T M T TR R LE SRR 7]

SR I P A3 4 5 DL A A B BRI DX R 82 R R, 58 U AR BT e B T4 S IR T B P R
I 2 o J ) LA A 52 A A B R R I A PR 7~ VEGF. BDNF Fl bFGF [T, BFFRRI, K5
RIS RNA 5 I TE B S B 5 R T AH R [8] . WFFE RN, 1%k IncRNA ANRIL 1 0% NF«B 55
A KR VEGF RIA. (Rt A pk[9]. il tEM A 4 5 K BT INCRNAs Meg3 RIA 5 F#AE, it—
1 Meg3 Ik AT LA i1 26 o f5 O Thige S % BRAR B4R IS %5 2, T Meg3 ik Rkt A b e
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Moidts, BEhnmEA; JEEAD, T Meg3 FIRIME A st FILHI P 885 Notch 135 IS A <[8] .
3.2. IncRNA #EME& #F KHE P a1ER

BEE N 2 AL N, A AR AT IR 0] R BE A AL 2 il 1 EOR FAE[10]. A< 2% I (Parkinson’s
disease, PD)s& — M WG MERAT HEAHZRAT VRS, RIS, BE. BN PFHERESSEE )T
BEAZ 0 & Z A ARIZEREIR, WESI VAR . (A, BEAREEAT[11]. DR, MA&RR maiA N EE R IR
BRI ZRGIRN, (HRFFR, 04 AR Ip 2t S R 5 PR EE N 22 10 2 2 A BLVE BT [12] . LncRNA Rk
PEASHT S, A4 AR PO R 3 AL SR A A 5 8 IncRNA R I8 B 12 3% 2 5%, A1 35 H19. lincRNA-p21.
Malatl. SNHG1 1 TncRNA; 73 #T b7, iX 4672 7 3R A 1) IncRNA 7E M7 4 8% B (1 5 B D4 ph g,
FFPeT PD HERE, RTRERR M 6 AR B BT T FE AL VbR EA[13]. MPP+4LEE SH-SY5Y @57 PD (RSN
FREAL, RIL MPP+E % Fif 7 4HMt IcRNA MALATL & o- R Ali% & AR IAKFE, B 5ei BoR,
MALATL fid % ik fe Bl o- A% B A RIA K, TR MALATL 6823 T o- KAl & E R KF
[14]; B INcCRNA MALAT1 2 5 7 A4 7% B 9 BEA B AL . b 4= 7% FOO% B 3% B2 5 1 IncRNA ik
WEHEAT 0T, KR I INcRNA AL049437 1 INcRNA AK021630 #ik /K FA81k i 1 &, AL049437 7£ PD ¥
BRUREAH B, T AKO021630 JUI R, BEEE SEEG K I INCRNA AL049437 F] RESE N & PD XU, 1
INcRNA AK021630 ] Gedliffil] PD )& 4 [15]. FEMAS AR K/ BRUBEAL A ixi . IncRNA HOTAIR £k |
W, F—PH R HOTAIR JEL 7 LRRK2 ik gt MPTP i3 (1) PD [16].

FH -5 1E SCRE BAMELT PR S SCBE B R 1) RNA 73 FRRON IR SUEE S50 = X IncRNA RESETE A [ 7K ~F
PR R R IL . UCHLL/PARKS (4 URAL 5 RURPEF % PD A%, IncRNA AS Uchll 7& UCHLL i)
SRS, B AE AT Uchll mRNA #11 Uchll & HIFIA, RIS AS Uchll 2 IA AT BE1E Aih 4
FRIIH VAT TR TH[17]. TS CE A tau (MAPT)IE LR BUR M PD MHOCHEE, Hgmbd i & A i B
TR il TG M B 42 . ELAIE BHAE A 4 A% B R B LA R A I 41 20, MAPT 8 31 & AR 5 2R [18].
FAVIRY, MAPT [1mRIE 0] GE S ER LA EMIEIN[19]. MAPT-ASL &M MAPT J& 3l X 35
SCBERE S 840 bp ) IncRNA,  BEWS ST MAPT B ah il & 34k, #A N2 PD 1 MAPT KiA
TR AE I FOULIE A% 8 4% K1 [20]

3.3. InNcRNA 5% % 4@k

2 RNVEREAL(MS) 2 HRX A 28 22 G0 IR 1k 28 1k M A, DA 2 0 e AR o 428 2 I 40 B A D RRALE
SHUTE A IIRERERG . SR IBAAEL, 2R M M5 T E 84 F IncRNA C5HIEEL Tl fe
SR 2L IR B R L I/ RNA 3Rk, Horf RN7SK RNA.TUGL Fl NEATL R &% Fi[21].
SEIG R, 2R VERIL R R AT S = Fh IncRNA RiXKL1H, PVTL Al FAS-ASL Rk W2 N,
THRIL ik %3 Fif, (HIX2E InCRNA [ BAR I FTHLEI T2 — B4R 7t [22]. 484 D F A%l 57
ez T 2 kR e, BE 2R, IncRNA HOTAIR Al g5 MS HI &R HLEI S )M 5, HEAE B
I ASEIRA, 1 AREAT VD AT AEE I B2 HOTAIR B3R IA M HOTAIR A< ML [23].

3.4. InNcCRNA 51414 R4 H b &R

UEAk, IncRNA tBAERT/RAHFER W0 . DIEA M RBECAE . TBUR . MR BURIIRE . K
JEE Pk B AR

4. INGE
KEEARS 5 RNA FEM2 RGN BN A IHEAR IR . 2RISR IR A R i i HE

DOI: 10.12677/acm.2017.75048 292 I IR = =23t e


https://doi.org/10.12677/acm.2017.75048

ZEF, R

M. B e E I P EOR YIS B AR R, X IncRNA FERIZE R G0 A P AL R8I TR
AWHRN, F RO 2 R G IR RNA 20 T HRe), JF Nt R E0500 T e T iR e 2
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