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Abstract: The incidence rates of neuropsychiatric diseases are increasing and the resulting burden of
neuropsychiatric diseases has become one of the major public health problems. At present, the pathological
mechanism of neuropsychiatric diseases has not been fully clarified. Exploring the pathogenesis, reliable biomarkers
and effective treatment methods of neuropsychiatric diseases has always been the focused areas. Recently, long non-
coding RNA (IncRNA) with a length of more than 200 nucleotides has been considered as a key regulator of various
neuropsychiatric diseases. More and more studies have shown that the abnormal regulation of IncRNA at the
transcriptional and post transcriptional levels is related to the pathogenesis of many nervous system diseases. In this
paper, we systematically summarize the biological functions of IncRNA and its role in the central nervous system,
and then discuss the pathogenesis of neuropsychiatric diseases such as Alzheimer's disease (AD), Parkinson's
disease (PD), schizophrenia (SZ), autism spectrum disorder (ASD), major depressive disorder (MDD), thus
providing new insights into the pathological mechanism of neuropsychiatric diseases from the epigenetic

perspective.
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N R EE RV 1 R % N 2 25 TR AH e ik 85% 1)
FER R, (HAAAE 2% nwmidEEm, Hf
K6 53 NAEGiES RNA (non-coding RNA, ncRNA).
K4 ncRNA (long non-coding RNA, IncRNA) 14 ncRNA
f)— G, "h@Ed 58 A . RNAL DNA 811
HEGEEMEER kM ED TR, HIE
SENL FPHIH K S5t € . IncRNA F 2 5E {7 78
Mtz DEAALETHM)E. IncRNA (1) 15 KT
BEKTEARMGIER, RN, IncRNA £ H
HEZRHR R R, FAERKTREEE, R
THAEME RGP A e K HEAE . IncRNA ji2
WIRON AL R 51 “Me 7, J& RNA RE
I R, NEAEEYZFD6e. BEEN T &
ST EVFERE RN EE, X IncRNA 55 A W
BN, KMHEZS5 THAEZEN AR, FlunE
WL . e fiys . ke s, Mk E kit
W METEARRmGIER, Ll IncRNA N{LF
ff) ncRNA [} 8] 7880/, s HIhee 7 A R. 5H
R SR 8RIE 2 5y RNA (microRNAs, miRNAs)
FHEE, IncRNA 1 - HLEIES 2%, A —
e VR AR, & DAVE 22 AN (] 1) 7 Xk i 4 25 DR T
EARMAGK, RTHIRESWMATEEE. B
AT %N IncRNA I 42 5 PR (1) 07 =0 I =X (o 46
T R - 21 35 DR e 1 T A0 a0k IR R IR S ) Al
A (R I 3 e S A A 1Y) DX 3 1 428 4 £ ot
RS FEE R FKILSE ). F35h, IncRNA B /] DL 5%
G 25 A miRNAs A7 11 PL I 5% 4 RNA (competing
endogenous RNAs, ceRNA) #L il i 42 miRNAs #f 5t
Rl Fik, T4k, IncRNA I Fik i 7 208
T Eg St I 5 S AL B R %2 o BRI 2 4,
FLAEAP RGP Hh 1A FH AR R 52 DG
I, A RGHEEE T IncRNA 7E X #h4 240
(DI RERIFE R E RS R M o ek e, D
TR N B AR A K AP 08 R AT ML 2 (AL R
1 IncRNA#LA

DL 200 /A% 1 BE N SHE, ncRNA A 43y 5 5%
ncRNA (small ncRNA, sncRNAs) il IncRNA., Eb# .

HRZFEM) sncRNAs 5 miRNAs. 5 piwi & [ AHE
FH¥) RNA (piwi interacting RNAs, piRNAs). 5P

/T3t RNA (endogenous small interference RNAs, esiRNAs).
fi #% RNA (micronucleus RNAs, snRNAs). 1% 1= /]
RNA (small nucleolus RNAs, snoRNAs) %5, H §i &
RIUAENFIER AL At 5 000 254 f% IncRNA [f]
SEH, # % H AT, IncRNA [194) 2K ML 4 — br i,
BET IncRNA £ 5 KT 2H_E AR T 2 1 5 2 i 68 X1 1
A E, IncRNA w4y F12K: (1) ZE [ A IncRNA (long
intergenic non-coding RNAs, lincRNA), HAG M7
HRBPITUEASEARERAESHN : Q N
T IncRNA, % 53¢ H £ 51 g b 2 PR A 25 5 X 3
W& TR A (3) IE X IncRNA,  H 25 )5 4 5 ik
PRI ) IE SO =%, 20 ek 5 R — 8 1 2 A i g b
BRI RS- RTES, FFHEAME R
Ji 1), 1E X IncRNA ] g 5 4 o7 g At 5= [R5 40
Sl ] Re7E fe R AL R R T8 s (4) )
X IncRNA, 15 5t 4 5 5 A ) T 4D DNA FEF 55,
EATLUH R TT R ¥ 3¢, 5 8 B g g 2k R i 2 2D
—ANAMNETHESZ ; (5) B IncRNA, M EE 5 45
BRI 2% S ) BAMIE G 5%, s 07 Th) 5 R 1 o g Y
BN B 5 A A R B e ah, AR I R AT
IncRNA 43 N2 1 IncRNA FIFRAR IncRNA. M54
okiE, IncRNA FI{E{# RNA (messenger RNA, mRNA)
HAARNFE R E5H, K25 IncRNA 258 B A
A, WAL &, EATE N # S 4 RNA R&
B Ik, 5 INME . B4 2 B RN E — R4
RN L. X)) IncRNA Al mRNA i&H —A
BOEH A 777 - IncRNA {141 mRNA £, |6t
Z FF IR SR AE TV PE . IncRNA R IE KT A 5T 5
K, H—ZFafRrrtz.

IncRNA il if 5 DNA/RNA 45 & 8% 5 & [ 5
SEARAEILINRE. BhAk, IncRNA A DLIE 5 5 M0
e R KIS RNA BT 8, JwtE. sEfL. BB
B fife 5 m T FE . K 2 40 IncRNA A7 T 20 0% 4,
I 5 G5 AS G 5 G AR ELAE PR 3 Gy o B i A
PHEAE F Bl i 5 e ¢ R 1 45 & R i s W [A) 4%
Rl FDhge. #lan, fesErEmzLznysd, A0
P2k X Geth A 2 — b 3k DA 1) A s TR T S L X
AR R E R AN, 1T IncRNA-XIST 38 i il =0
VAP B LE MEPE )RR R B R R T A E
F B heAh, e n i G e 5 AR D AR AN
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BRI X e 5 8% B R% 0 A1 Bl Sk 30 1) BE AN e 4
[17i5. EAMIRZA, IncRNA 8% 76 RNA b it
& (4% BYHA1 5 miRNA JE [ 1% mRNA [ £15 )
HORIEVER . T B, IncRNA. 1 H: Al 2 55 F0 = 25
fh RNA 455 LA ceRNAs Bl 55 5%. 1M H., IncRNA
AT E N miRNA 15> Fig4E, HF W2 ” miRNA
A, AT I miRNA $E 7 ) mRNA [£i5 Y,

2 IncRNAZEFRRIHZ R G H AT AE

RS RGBS LA SN, HERRW
B IR RN T B A T 2 IR 1 42 ) 24 o) 240 i o 2 R
FRIERIREHT =i, — Hf i g R 0 bk S 8
PR B Z MBI REFEAS . TR B IncRNA 7E 1
BHARGRKEIEP EAEEEN. A ikiE,
FERI4H TP K2 40% 1) IncRNA 7 Jixi 48 27 b e S ik 3%
Ko FIH A ZFRALAEL, IncRNA 7E fixi 41 23 v 1)
KIEFFEE . mH, 58 Q0460 5K AL,
IncRNA 7E fixi 2 23 7 3R 30 H 5 vy 1 B (] 6 2 )
S, EHEVT K, IncRNA 7£ A [&] {4 6% 4 A1
ANFEFIN L (R R 2 55 ) Hr R I A E
(12255, 140, IncRNA-HAR1 (HAR1 £ EE T
HARIF 3 A ) IncRNA) 7E Cajal-Retzius ! £ j¢
R 5 M R IE I 5 KN 2 R & S U Y, iR
1 IncRNA TEAS[A] ()i B ml i X Hh Ry S 1 2 18 1 4%
FE IR AT 0 AR X A 2 RS ThE. BEAk, Mercer
2 UV b AR g PR v R 4 S B R B, AT 849
2k IncRNA ( FLAGI 17 1 328 2% ) 7E /N U 3%
1k, HKH 7 IncRNA R e el . = A
AN X, B 2 A G K [ SI IX EN o vel
AR, AP RME RS IERNRENHATS
IncRNA Z A . Mercer [ BAiE— 22 [0 52 W
IncRNA 7EM 2 TR/ D RIL A0 R FEA . FHE TG -
Jiz J53 44 i 3 e 7 AR/ SR Jo A4 L R R A AL S
) 2 M A REHN, F—PHER IncRNA £
EIRE TR IRMERERE kol iE Y. IR
T H / A0 B TE I R b, 2 R e 2 AT
R EOE g 1T AMK B 1 Aris, 1 IncRNA
TG 1A 28 K s 24 1) AN B W B b 4 il A6 X
—FEF P, AN, IncRNA 25 7/NREEDH y- &
FLTFR (y-aminobutiric acid, GABA) RE#IZ JCIEH &
B, X0 PR RG AR AE RN 1) 2 SR L B R E
O FRAFAEL R T IncRNA 75 PR 4 R4 1
B KRB RIEEHEEER.

IncRNA 5# 2 604 A G, 753G 58 1 i i 42

T4 o / FHL4H M, IncRNA 8 45 240 g 2 B 4 5 110
FE DRI O AT AR 32 e 2L 2 40 K i v B IR i
T4 ) & o 40 B 0 % B 3L A2 1Y IncRNA-DALI
3 3 22 AT 1) 0K h 4o 22 R 201 i 9 200 i P o0 B ) 2
TG TR 1R 3Rk SRR A 2 6 1 43 4k . IncRNA-
DALI A] s sk Wi =G i 42 45 R A 3 Pou3f3 ik, H
55 IncRNA-DALI J& B¢ e 24 B 75 52 & P 97 R 5
LI R R IE M.

22 0 R ik 3 4 T 3 2 5 P A R AR 0 T b S
WM N R AR R O, FRON R AT B, 1%
FRME R 2 3 IR RUNFI I & A ) B, X4
Frh SR e M e B E T e Mg R R AR
A KR T] 98 M #0752 IncRNA #1225, IncRNA i
i B2 W AR 20 AT S T e i g A R Y S ik
AT SE T, dEFRARIACAZIE FE P 7E X B i 45 g
2 76 YA 1) IncRNA 1, BC1/BC200 & i 72 Eb
BRI . BC1 AL TH& o 5, JERliEn
R vEfRIEY. BCL i 1 48S EUHHT & &MY
B NTAERR ARSI 1 8 i R, JF Hosk
Z BCl &S & fE X 0, b, s
TCH, AR TG 2 R 3 R 1 R R T A RS R
i () T ¥ A O . BC200 e 1k e 3k T 58k J pp2
TR IR AR, e ik BH W S R U R TV R I AR R A
PNIECH I EREE s

Jibq 5 14 #ih 25 3% [ 1 (brain derived neurotrophic
factor, BDNF) j& —RAEK K ¥, HXFMEmAEK,
5 ol AT WAk DL % 2 ) RO AZ o R A o o g U5,
BDNF-AS Jy BDNF [#Jjx X IncRNA, 7E {4 P Ffilfd sk
i BDNF-AS [ %) 55 BDNF mRNA flZE 4
KT E, AT A SR i AR KRR, R
] BDNF-AS 7 BDNF Ij fig g & 2 /E j§ U5,
BDNF-AS i AR [FIJEY) 2 (EZH2) F1 2 Fi i il
2 G142 (PRC2) 3 58 1 5% 42 3 BDNF J5 3] 1 [X I3
Sk BDNF #53% 1720,

2 PR, IncRNA 76 5 h iR A 2 R G 1 K
B o, MEn B DRe b kR EEEM,
HATRem i TR IEE K E . P2 % 1 &
JAE T R e T 55 5| A RS R I 5 R AE
3 IncRNATEMHEEMMERFRFPHER

IncRNA 7] i 41 fu i) 0 b A Dy e . A Eb A
4w A% RNA, IncRNA F#EHLH 2 FEk, HFRIAK

A Je TR A A s AR AR A T RE . B
FUEW], IncRNA K 5 & Fhdf 28 2 G5 A %,
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A 45 b 2R AT M I A B . IncRNA A
WA (5 5 m B AR T RE, BRI IR AT R
SEMA T T RN ZESR, BR T HIAEME Rk
IS R B AR HE A R R R B EAE A . R, RN TR
IncRNA 5 5 K5 155 95 18 LA B2 (0 4 WL 28 6
FE, W B IncRNA 7E5 0 H AR5, Gei
FEhF L [ AR R G T AR (B BT &
PG i, KWEZHBEL), ATFEEE
A FF K A8 B TR AR 2 8 G A2 T L R
VG HE o AR SO A 2H— 2 IncRNA 5 £
P (BRT R 2R BRI 01 4 AR FIURS 4 73 LA
) ARSI, M E B T NRMSEEFAE T
fER 22 R GUI5 00 B R B o

3.1 IncRNASF/RIKEERTE

Bl IR K HFER P (Alzheimer’s disease, AD) & L
(15 32 A R AP L IRAT PR, 2 P R E R
Kl —. AD PR SR B A2 JCiE Rk, T3
JIREASRAAE = TN LB TR v E AT R RN e N e
AR B H AT AD 3 B FURFAE 4 g 4t
AP VE ¥ FEE E (amyloid B-protein, AP) TTFLIE i ()
Y i 471 2 A SR A0 L N v FE R AL ) Tau SR N
BT R e 4 g4 P, 7E AD (R B FE
L SR IR N IncRNA, HAiE#% 7 AB 1 Tau
WAL, R T IncRNA £ AD [k 4K
Py HEAEA .

124 N 1B HF 7 5 % 1) IncRNA B s AR 2 — #
BACEIL-AS, ‘&4 B A7 V€ ¥ 4 1 14 & B 2 5 1
(B-site amyloid precursor protein cleaving enzyme-1,
BACEL!) (1) g LA, BACEL #EE B 5 Ve ¥ # Al
1A% H (amyloid precursor protein, APP) JEEETE £
T AR HHFIRIELE AD B K 2 A
DX (TR /N S, PR R E R B (A )
BACEI1-AS £k /K10, i — P 1E N SH-SYSY
41 o o R FH siRNA 4% R + 9t BACEL-AS, K 3
BACE1-AS fil BACEI mRNA & 2 ik /b P4, [6] i,
7E HEK-SW 41 Jitd 4 -+ it BACE1-AS §E & 3% i />
AB1-40 A1 AB1-42 )R I ; Nt — BB NIRE
BACEI-AS 1AW Ihfe, WHAHTE Tgl9959 /N
(—Fh AD /N ERASERY ) 25 = i = b B3R 5 siRNA
T4 BACE1-AS, KIWAENE M S /N BACET
mRNA FE A8 EED P, BRI £V, BACEL
mRNA Al 25 [ () 3R 1% 5% £ BACEI-AS 4%, M
i AT BELKSN T AD i i HR JE Y. RN
&, AWFRIE BACE] 4mfil )l 17 57 APP [F12R#,

BACE! 3 5 3215 7] 3 BU R T 8 8 & B
I+ H BACE1-AS 7t AD B# MK hRiET =, #Hitk
—3BIUEB T BACEL-AS /KPRl {E N AD 83 fiiie #y
FEAR [0 13 AE W br 590 Y. IncRNA-S1A &0 5 5R
H #H 5¢ 52 44 L1 (sortin-related receptor 1, SORLI) &
[8] N %7 T &Y IncRNA, IncRNA-51A £k K5 T
SORLI By #2677, {#75 SORLI1 Z& (1 ML [y
O A B REEEIRENEA R, X—d
FEAH#3 SORL1 424k A (1A B/, FEAPP [N
T4, mAFE AR JERIE I, M HAE AD B3 K
i 7 /2 77 IncRNA-51A FiA 7K1 i 2,

7t IncRNA Z 5 i #% Tau &5 F 1) % B8 {k 52 el
AD ({95 B ALHI o, Zhao 45 " R AD /) B 5 2
I IncRNA NEAT1 7£ AD /N 530 [X. o 2 3 48
FELE PC-12 A UERH T K IncRNA NEAT1 #] 4fI
il Tau & E W BERE L. FIFE, 7EFIH AB1-42 kb2
SH-SY5Y/SK-N-SH 4 i #4 4 ) AD £ ! v & Bi
IncRNA SOX21-AS1 ik B2, i) IncRNA
SOX21-AS1 () 1k 7] 2. % FEAIK Tau & H ) # 5R 1L
ZKF B, Yan 25 P R F AD /AR EI IncRNA00SO7
TEHE S A 2 R A N, A ABL-42 15 5 11
SH-SY5Y AD 41 g 7 & Bl IncRNA00507 ] ¥ [r]
miR-181¢-5p i 4% i & #H 5¢ & A Tau (microtubule-
associated protein Tau, MAPT) F Tau 13 & £& H ¥
2 (tau-tubulin kinase-1, TTBK 1) FI#%ik. MAh, 1F#
i — B AE AR AR S S5 R B T IncRNA00507
AI{EA miR-181c-5p 1) 7347142 MAPT Al TTBK1
MB35 P25/P35/GSK3B 15 5, /5 Tau A
MBI Y. BIRWF AR, 7E AD hRIA KA
HJ IncRNA NEAT1. IncRNA SOX21-AS1 } IncRNA-
00507 ZERI1E 4 AD 12 Wi FE YT I8 FERERR o

Fritz 4b, EHHEFRIE T IncRNA 7] i
PEIE RN M A #tS5 7 N3 5 AD KK
5% . fltn, IncRNA-17A #f &K IL7E AD 3% 5
JEH RIS BT, AWK I IncRNA-17A ]
IR S RAERECE G, ARSI R T
IncRNA-17A ilid 5401 GABAB2 24k, 53 GABAB
ESHSRE, JHEd AR TR, fEf b id %R
ik IncRNA-01311 fit o & AB1-42 % 5 ) SH-SY5Y
MRTETI. HEAE. HWER APP BLR Y. 78 AD &
# 1, IncRNA BC200 [ifi 4 % 1 3 K 5 i 1 a2k
JE BTN, I B ARk R B 48 G R SR el R
MBI, AT RS EURE AR R AV P F
Fi AD 41 g 45 7Y %% 3 IncRNA MAGI2-AS3 7] {E N
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miR-374b-5p 7> T4, JiE AR S HIM AT
FIFRZE 2 P, IncRNA BDNF-AS il IncRNA GDNF-
OS 43 5ill &y BDNF FJi2 Jii 2 i Y5 4 44 2278 9% IH 7
(glial cell line-derived neurotrophic factor, GDNF) [f]
R SUFESEAR, Bk F A E R TR IA
HA ML ER. $s b, {R/KF ) BDNF Ml
GDNF n[ 4] AB (R, X AD BA R4 1EH .
IR T ER R Y2 IncRNA 7E AD 1955 2 A 2 ek 72
HOR I B A

AD & —MZ R PRI MR, 552G
iR &= (Bt 0EEE ) FR. Hb S
AD EIRHLHIH S 1 APP [ BACEL, %% ncRNA
( AL4%5 miRNA J% IncRNA) {72 4% (- DBV, 1t
Ab, IEHEK, IncRNA 25 BRI P AD
FHOGHE R DR (B FURG 229 416 . H AT 7E AD 20 i
AN EE ORI TR 2 7 RIS IncRNA, X
NN AD B BALGI SR AL T, o2
TRTRAL 1B 2 I B A
3.2 IncRNASIBEHRF

M 4> #% % (Parkinson's disease, PD) &£ A &% &
), HipZm MK ERAT IR, £
VAT RIS B FEAS, 352 B ORI 4k 22 IR )
AU ESE T BT 5. B RTACN PD [ 35 22 B4
fEAL 48 = AN J7 10 . — 2 DL 5 B0 X (substantia
nigra compact area, SNpc) AR ) i £ B i et
LU s R R EIT SN E AR ETE R 5 /)
s e RMAERIEMIE- . ERSRNTFZ
IncRNA 5 PD #5585 (A 4t 3 [H 25 D) A ¢ B,

H i IncRNA 5 PD [t 3¢ E AR 7E IncRNA
Vi 5 PD % U1 AH ¢ i X () #2820 Ty . 91
72 % C- K /K fid i L1 (ubiquitin carboxyl-terminal
hydrolase L1, UCHL1) /& PD FI %03 [K, UCHLI-
AS1 /& UCHLI Jz XX RNA, #ik N2 —FESeik ik
T fi ST S0 S R R A 1) IneRNA, Bl ik B B
{3t UCHL & 1 8 R M, Amdalz
R-HOMKRS, HAFHEEKME I
T2, ARG T UCHLI-AS] RIEZ 3] T
% O 28 K B Hh B I e s DR 1A% S A A OG- 7
1 ()4, FF HAE PD /N BRASE A v fisi g ) o 30
UCHLI-AS1 RiE/KT-EEF#%, UEH] UCHLI-AS1 5
PD ZJAH S P, [ &3 A i 3% S5 L RNA (homeobox
transcript antisense RNA, HOTAIR) s& HOXC & [A]
ERK 2 18 MK ER LA, BE KKK
—HZ3)ZHRESH T . IncRNA HOTAIR

5 PD H R HLEH <, 4 IncRNA HOTAIR %
R0 i 22 B Ji e R 42 0 WA FH B R 4 AR
HAHLHI N IncRNA HOTAIR it 45 4 miR-221-3p %
FHZE 0 1E B R AR R 4 2 (neuronal pentraxin 1T, NPTX2)
Sk 3% EHWEAE BT 4k, IncRNA HOTAIR i it
Pl ceRNA J7 A5 miR-126-5p #[7] Rab3A #H H.AF
F 2 1 (Rab3a interacting protein, RAB3IP) {£ it PD
HERE, 1M AE PD /N B A i R B HOTAIR 7] Ja 2D a-
i A% B BE R4 R ) B, DT R G 2
i Ge M2 n i H T, R R M R R A1
(metastasisassociated lung adenocarcinoma transcript 1,
MALAT1) & —MyEREAH X 58 5 1) IncRNA, A2
b A2 P4 ME . IncRNA MALATI 7 PD H b i
Fyan M. G E L ER S R R AL - 2R
UL sE (MPTP) % S 1) PD /) BRI N- R 2L 4 2%
SN e b 4 (MPP) AL SH-SYSY 4l i Hh & FHL
IncRNA MALATI1 ]335 %) 7 = H miR-124 &5
i ™, [[@IF, 78 MPTP 551 PD /) RRBEAY th ik
IncRNA MALAT1 955 1 /I 5 71 i 2 T i i 42 0 )4
T, TifE MPP™ bR 1Y) SH-SYSY 4 F1#{H IncRNA
MALAT1 GE§0#] SH-SYSY 4y 1=, 1~ iH miR-
124 R KK BE T BRI Al 9 iz RAER T
IncRNA MALAT]1 /£ 4 miR-124 435 25 0] L2 ik
PD /R A 2 ELE A E JT I E T I B AR IE
IncRNA MALAT1 5 & fi J& gl AH ¢, 13 17 /v 5 PD
MRESREY, WNN#Exs T EPD KESHEF,
IncRNA MALAT]1 {E A —AN 314 5% () IncRNA i
BHKMERS ST PD KIARE, "T{ENIGKIGST
(VB E bR, b4k, MAPT 552 PD 5 I LA,
R U S AN AR i Re e L R B,
SENLT MAPT FE IR JE )7 X 3801 s SUBE 6 51 T K
840 bp [¥] IncRNA-MAPT-AS1, #efg i it iz =i 3%
VE 478 MAPT %34 . IncRNA-MAPT-AS1 #iiF B
F£5 PD AHRHT 4 DX ( 58k Adna Bl AL
FRAN/INR ) F 2 IE KT B B, (E LA e 3o e
FidLHIZ 5 PD B KA R EIL AR 1EAR KM I
H, RN R IncRNA-MAPT-AS1 7 PD 25 i 45 4 wh
PEZERG BT S . LAF, IncRNA NEAT1 7£ MPTP %
519 PD /) BRI SH-SYSY 4 Jif A8 75 rpr 35 34 /K S 488
hn, Ak &b 92 % 3iF B IncRNA NEAT1 G 3 3 40 il
PINKI1 F#fif 142 PINK1 25 A€ M, AT A 230
il MPTP 5 31k N £ BLRE R & o . 16 h
WF L3R IE IncRNA NEAT1 A GEil i ¥ [/ miR-124 i
T MPP" 1% 5 11 2 [ 2 e 4545 5 1T IncRNA
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BACE1-AS
[—— k.‘
» GABABR2 B
splice variants

....
e

GABABR2
mRNA

IR = 4B R Vi, 5BACE1 mRNAZE A I H R e, #EiM S EBACEIFAPPRIAE . BC1IAIBC200/7-1E T Rfld, =

55 T ReE SR OB R

IncRNA-17ASMGABABR2Z AR B ARET#:,  FEUGABABIE 5 5 1 FIUE R BIK A = A= 38 .

E1 ncRNA (E3EmiRNA K IncRNA)EiTE1ZAPP X BACE1ZE 5 5ADR & 4 % R[4 4 B SCHk34]

HAGLROS T] 520 PD [ 40 Ha 98 T2 A0 g, ) 3L
a] fE 38 o P 5 miR-100/ATG10 4 LA J2 PI3K/AKT/
mTOR & #% 3k K 45 1 ¥

2021 4 1 WF 5T & B, LINC00943 7£ MPP' i
T N S 48 RE A PR R A P b 2k B, TR A
LINCO00943 1]y % MPP” 5| 2 [0 40 i 75 71 B#AIG. 4
MO RAES A 55, AT RERIHLEI
LINC00943 i i ! ] miR-15b-5p/RAB3IP % I %
MPP" i 3 [ #f & Je 4173, 2 7~ LINC00943/miR-
15b-5p/RAB3IP HA] BE A AR SR IR TT PD IR £E FE
AL AN, Cai 2 Y BT 5 &K IE, IncRNA UCAL
()T i Be 1) PISK/Akt {5 5 i o435 2 T i Re pif
ZTu B, (R R S A SR A 48 9 E IO
FE/R IncRNA MY Z 5 i 2 X 2 B ph 248 0 1 A=
K. RESMACRE, @ AN, e
RAESES 5T PD R B L. BUR S, HAr

IncRNA 5 PD [yff 7t 3= 24 h £ 4% 5 PD 2 UIAH
KM X 1) 2 L 0 b, fEAR RN 5 IncRNA
7E PD At 55 BRI J5 T BORF 5T, N B PR ON M 2 fig
PD [ A A B A
3.3 IncRNASHE#H S ZUAE

1 # 4r 2E (schizophrenia, SZ) #% I\ N & — Fh
PR BB, InIR i@ — R B ERER (4
o EREMJBYEIE AL WERERGSE ). PIVERER (15
R, WO Bh A ) AN FIRE IR (PAT ShREAE
BATEREE ) W R RAE R R AR, H AT
R4, KEUFFARH, IncRNA 2 [1) 2K
TR H AR A R R LR, BN T
IncRNA £ SZ ] e EE (M M . 7 SZ B
fixi 20241, IncRNA-GOMAFU 2 ik /K F & 3 i />,
1M IncRNA-GOMAFU [ R F#IEXT SZ B35 HlL ik
BA R ™ E 5w, oA e s R 5 QKI (—
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Tl RNA &5 &8 H ) Ml SRSFI( & & 27 / AR A4 Bl % 2N (conditioned place preference,

MBYE T 1), SHEFEMEEEAg & REm ™, [
ff, IncRNA-GOMAFU 1] _Fifi 55 SZ % ) FH ¢ 1 3
[Al DISCI #1 ERBB4"Y, GOMAFU £ 7 S 8% I
AR IERE By B2 AR Ak, HL5 76 8 3% oW 8 3 10 45
B I, 7ET 40 i K X IncRNA-
GOMAFU 1] B R i DISC1 #1 ERBB4 [ 874545 4
AN, W 9T K I IncRNA-GOMAFU 784/ 5 25 Bl £
FEMAT N R IEVER, TR S Z ARSI A4 1
MOCEE R 01 BMIL A0 EAE R, 1f7 BMIL 0] 3 15k #
Iy BLREAH G B AR T (Crybbl) IRIL,
i) /N B8 RY T 25 1 S it . GOMAFU 3 IR % 1) /1N
BRI HE B v R R KT R TR 2 R R A AT A
A BT R ERE B, X0 A B RIE
GOMAFU X2 ) 8 s, B rT /g 5 80
FIATAMAE B A FUIRE, IncRNA- GOMAFU
AiEE 5 miRNA e+ AH BAEH, 512 HAh
AR, Wngnisg s, ERAET B, IncRNA-
DISC1-AS #7iE#] 5 SZ #H5¢, H £ iff#% DISC1 ik
1 SZ & [ Kt K I T DLG2AS (—Hfi 5
DLG-2 }:[H # & [f) IncRNA) [f) K ik 0% (75 SZ &
N IX LB KR ), s s DLG-2 3
R R IE R KR B B 5K AR AR 244 5
55 P, B3I T «B (nuclear factor-kB, NF-kB)
A KAL) IncRNA 5 SZ 955 A T 22 56
NF-xB & H KR AE AWM E K E B B =2 AE
Fi, H:. 5 Notch, Shh Il Wnt £ ¢ 8 52 [ / 3 1% A
HAEH, JERERTTSOER M. fE SZ B, NF-«B
FER_L (A1 25 5 [X % 3% N %, Safa 25 PV 4E SZ s 4
JA S R I, 5 NF-«B #H 5] IncRNAs (DILC.
ANRIL. PACER %) ik RAEKAR . XA
FIKZHAE SZ b L, AIRES B X 3
FI S BB 5<. T H., X% IncRNA 5 NF-«B {5
SEEEH RIS HME KA R AERRINR E -
iR 4B AP R IncRNA 2 5815 1015 2 @ 1
SZ WIRA KRy T EEM A,
3.4 IncRNASZH4IRLTE

2y R — P M S R M, R BRI
R RSCRE T 24 9 ) R T B 2 SR . IF FTAIE SE
IncRNA 2 5 () 2% I 38 A% 8 2 BORE 1 % A2 0 % T 1
AR B 7 LB I B B Al ) IncRNA 5 2454))
BRI A, KIS T/ R R B TS 3 NAc
% A ™ IncRNA Gas5 3235 7K ¥ T, T NAc #%
[ i 223k IncRNA Gas5 P& 7 AR K15 S 1078 B

CPP) Al A] R RN &, (HARZE 7B 5 i wT -R [
WZAT RN BT HE— B TE /N BT R R NAc
¥ A ik 1A IncRNA Gas5, iEid RNA-seq KI5
SRl AT YR AR DGR IR R A T B AR B, HR
55 1) IncRNA A REA 5 7 AT = R RugRe 242 3R &2 0L
AR FRE, FELE BRI AN IR B R FEAE . fE T
R DR RE /N AR AL, B 7 R miRNA &5 F
FiAR I T 1E NAc #Z 3174 603 4 IncRNAS (uc008neb-
AK037356. AK047779 %5 ) A B 35 1 o 2 B9,
BB RT-PCR #itA T BEALIE R 13 4 IncRNA,
RIHEE R RIE—8; AMEREINERE
A IncRNA % 1 #0 p Rk B, HEZEER T 5K
TRV S HE R, anwh 23 MO - 2 A BLAE
F@ 8% 545 518 8 & MAPK {5 5 i@ ™, 7
T EHEEEN /DR NAc #% [ 1, IncRNA Homerl
F Ok PR B 35 B b Ak, FE R R ORI
(methamphetamine, METH) E(H /> i NAc #% ],
{1 F RNA-seq BARKI N T NAc #%H] IncRNA Fikil
FARAL, RILE 6 246 A~ U0 IncRNAs Fl 8 442 M3
IncRNAs &£ 248 3 GO F1 KEGG i i & S/ fr
B, IncRNA AT S 20 3% A1 S FE R fE M & e K
I EESTEIE L N S R VAD S E 47w )03 e 1)
BFEEE, £W METH A] 5| E S8/ 5 NAc #% [
H IncRNA RIA 454k, XAlAE5 METH i %
iz Bh BT B A 5% Y BT LR R sh s
BN BEATTY IncRNA 1E F B FEAR G GE R D

15 L AREAS LA 1Y IncRNA 5 259 i e 1 F
o, W RS M AT R DR R A I R R B 32
AN (RP11-309G3.3 J% RNF219-AS1 25 ) i3 B 52 B2 (1
IncRNA & £ & 2 2448 . RT-PCR Al J§i i1 24 52 #ff 5
IncRNA Rk /KPR M 2 fr R L, ik 22 7 Rk
(1) IncRNA AR i Ris—8, HEREZD
ferh o e Rk B FIRET SRR T RS
AR E A , HE2 B SR R R R IA
[ IncRNA 7] G i ¥ AH G B R s A AR B R 2
TR . EH TR, 7R RO K
i T A Y % BE R[] IncRNA RAE T BBy, 9f
TEZ NI (/N S R F ) H & 3 IncRNA
MALAT1 157K B2 10 O peabh, 7EdiR
BB 3 NAc /7, IncRNA MIAT RiA/KFE#
. T IncRNA-seq A8 I S 78 7 fr) 4% TR 2
& g T B R S I 2R A WA R R IncRNA [ R 1A 48
R BL, H 231 4 IncRNA KA B EAB, K
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T2 70 KT (100 7% TR 3 R (gt S 0 B RR L R A il Ak
WA 375 /N IncRNA KA 3584, K 4 i B A
S BT B U e I AR I A WA AR R S 365 A
IncRNA KA B k. A, EWE B2 A
L3R 3 AN AR A 22 5 3RIA 11 IncRNA 1 3% $0 i fiy
W R A REAE B AN Y, SEW] T IncRNA 7
v RUOAS [ BT R FE AR v ReANAHIR]. B
i, KT IncRNA 5 W Rt i, ANE ek
THEERLE e B, DU B T 70 K0 o4
B 7E B AN 6T HE 22 57 I 1 IneRNA R IE K |,
IR S VEA A Y B AT (B, THIR e AR )
ZE 3 FRIAM) IncRNA F£iA#%. i H, 7E IncRNA 5
IV RERI B i, Re R R IR ) IncRNA (1) T gk
T [P S SR BN 5 R B 7E AN [F) AR B B
IncRNA [ #1521k, #5785 £ 1) IncRNA 7E B
s IhRE .
3.5 IncRNAS B HEL RS

H MIfE I & [#h5 (autism spectrum disorder, ASD),
WRRIMIE TS REERG, £ Mgk EhEs, Hir
fE AL DI REI R B2 40 AR ZIRE Z AT N %
MRAIEZN . W E B, IncRNA 1 B 7E 2 Wit £ 7K
7 4 ASD 1) & i WL . 51, SYNGAPI-AS
#& SYNGAPI [ R U8, 5% M2 58 35 AH
bb, 7E ASD 35 FiAi K 2 X AR5 SYNGAPI-
AS Fik K B, HoRT g N
2 WL it A% 15 1 I 45 SYNGAPI mRNA, i 1 5 5%
ASD HSEIGARAER Y AN, BT SYNGAPI-AS,
CACNAIC-AS. NIBPL-AS £t 4k 1F B 38 i 3¢ Wi 35k
LA H mRNA 25 ASD Btz . ASD
B MR A A R 0 &I 3 929 > IncRNA
RAEBENA (24074, T 15224, #
7 IncRNA 7] 8 7E ASD &9 MLl H R 4 1 5 16 A o
RESSHT K 22 S 2 15 1) IncRNA 2 5 5 i /Ny
D& B KB FE 8 i A <5 M 2 . @3 RT-PCR %
iE 713 A5 S Dy REAH SC 1) IncRNA /£ ASD
FPERIE, NIKZE IncRNA 1E24 ASD F A I 1)
VR E IR T Hig s . A, IncRNA S F
I3 AT ASD £ 3 R B Xof HR A I 2 AN i R 22 S
F L1 IncRNA i, RILAE 222 4 IncRNA Kk 4 &
ENCR, BRI, WA A )RR
TIRE Y, fEK I IncRNA 5 ASD (¥ #f 52
oK Bk 2 7E ASD H 3K 2 1) IncRNA A= 4 2 1)
AE15 597~ . IncRNA-SH3 11 Shank2-AS #% iiF B 7£
ASD B AMNE R b R IEKF L, 1 Shank2-AS

IE SUBE R IE KT B R. EA & ol i it Rk
Shank2-AS RE FF A% 20 % (O ECE A K B, AT 410
) ot 28 O 40 B B 4 B O 0 HE LR T Y N
Shank2-AS 7t ASD i # K1k 7%, 1] feid ik i
5 Shank2 [ R IA LA & e g5 A AE K, T
TR ASD K JR . Bribz Ah, fERRZ AR,
MSNP1-AS #] 5 moesin 3 [K 7 1% W 5 RNA 11 ]
moesin & [A1fF1E. MSNP1-AS iif #£iX 1 #E RhoA
i P& {H #005) Racl A1 PI3K/Akt il % . MSNP1-AS #Af
PLYsR /A 22 S B A E, S 4h 2 o 4l i 1 v
FIRERE, (EHMMIE T, F i moesin A FK X
(1)1 H 55 MSNP1-AS #H4L, {Hid FiX moesin & H
A] FH Wr MSNP1-AS ) ik ThRE. b4, moesin 7]
B BTBR /MR (— i AIOBCAE (1) /N R ) 4R A2
HEFHEAEEZIT N, HFFE RhoA i H K &
PI3K/Akt B35 . Kk, ASD 35+ MSNPI1-
AS [ 5 H 15T fEiE i 4% moesin 2§ [ A FL A
PR O R 0 S5 A RN, {2 3E ASD i)k A4
KB, X LR BT T IncRNA 7E ASD &9
(IR I B FEALH 45 1 %7 e dE . 9t ASD JL#E
B A JE MK & B0 IncRNA-MEG3 78 ASD % ik
AN 32 F A2 TAERFE 28174 IncRNA-
MEG3 H] T % 5 )L # ASD Al {8 J3¢ % I 2 1) fig
RILHZ TR 0.792, HY% 5% Fit )L#E ASD Fl
f EXT IR A o REE T R T
IncRNA-MEG3 a[ /£ A2 Wi JLE ASD [ —MEE A
YINEEY), W 7 IncRNA-MEG3 [f) 5% 15 1] g
0 e R 4% S b EE AL R 2 e ASD (R JE . ik
— B IRE IncRNA-MEG3 A2 ife, Fl2E 5K
ST IR 1) ASD KRB AY R I,  IncRNA-
MEG3 Sl I8 T K B 2= ST FCIZae s, i
AR TS IR M 9E T2, H IncRNA-MEG3
A CLYE 40 M A% P S A R S I T E1A 2558 A p300
(EP300) Jf {1 it #4245 86 25 1 (CDH2) [ &k, K
S, CDH2 [ [ 3% 1 ASD KR 22 S Ad 12 fig
(453, I BAE A sh-MEG3 _Fi#h4 554 CDH2
J&, ASD K ERE S48 o )36 1A, Z AR T3
B, Bk, IncRNA-MEG3 | 7T 8% & ASD
BEMLA 2 —, AR RE A — AN LE IR YT HE £
3.6 IncRNASHIERGE

HIAESE (major depressive disorder, MDD), F %
DUEZARVE . MEIBOR . K ) TR AR, AT
A EAR Y 2 s/ 6 o) AR S R AR AN IS,
HEELEHI AR, BRFIER, 288 ELS
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RN FRERE 28, MEEMAN ANKRKE, Site
ERRUTE A W50 R I IncRNA @ I 1 15 40 28 5
Ji . FHER T T i n] S A A4S JERE S5 5 MDD (1)

FIF A [ ) MDD #5528 (1 8 5 32 78 5 55 P 25
A5 () IncRNA 75 ¥ %4 MDD V& /£ [F¥R 7 #E . Zhu
2 U2 3 3o 06 77 5 PR AR R N B S R I
5 /> IncRNA 1] §g 5 7 J5 A8 A 5¢,  H # IncRNA
Gm14205 {23k J5 FAT FRIAL ] o] B 2 18 i # | 2 %
I 5 24 L P 8 7 2% 52 AR AN TGS NLRP3 28E /M
B, IS, &AW IT K B LINC00473 1E 2 1%
MDD & # R T E T R 2R 0E R, 7R S AL
TR /N BRAT A B2 2 Ok B LINC00473 R 18 5
MDD & — 8, F s 55 2R 78 M HIAR LAY /)N
B HT AT R 2 i ik LINC00473 B8 2 2 B /)
R IGHIAREEAT A, IX AT g5 LINCO00473 3834 i 14
/MR CREB, i s fimhie o . [E3EEm
s&, LINC00473 ik jfig R £EEYE MDD /) L
3, TEMEPE MDD /R AP G B AR, X 36
I3 FPERIA Y IncRNA WAE ok s b R HE/E I,
Wit — P48 T IncRNA 43 MDD 1] G A7 7E P 7)1
F5. EHWIRIE, IncRNA uc.80 £ MDD #$ 74
KRG LR RE TR, MifE MDD KSR
15 IncRNA uc.80 HEAE /N 5 41 g M2 Mk e K
B MDD 474, #27~ 7 IncRNA uc.80 A] f&/& MDD
YBITHIHE A 7Y, IncRNA TCONS_00019174 7£ MDD
NS Xk D, T AE N B X R A
IncRNA TCONS_ 00019174 B & 3% M AR AH 47 A,
LML AT i 2 8 1 B0 Wnt/B-catenin {5 53 #% 7,
H B 7E 2 F MDD g5 8435 ) B T IncRNA [ i
A%, {H%T IncRNA £ MDD H [ 4 FH #JF 95 36 A
RN TEARKIBF T, A m VR R X
S PE S (1 IneRNA, 2 5 MDD 1) 1F FH AL,
PA Bt 75 1] LR Il PR T T (1 470 MDD 25 ¥ 17 /£
LITpE

Al I R 2 B MDD 3 35 44 i 26 3 (1 s PRE
W H52 3 EH EMMEAINRKRS R KR, fr
PAF 4B H R 8w AR A B — B2 4T
MDD IIfi P 12 Wr 1) 5 2. b & I a5 v R IA
IncRNA 15 2 iy MDD £ I ) £ bR 40« Liu %5 7
X MDD 8 # 40 JE il IneRNA 55 51588 B 4y
FrRILA 2 007 A IncRNA KA REBN, HAPH
3 AN IRAEE IncRNA (TE AL T B0k chrl0:874695-874794
chr10:75873456-75873642 Fl chr3:47048304-47048512)

Al g5 MDD K& HLEIE %, R MDD H 75
FIEMEIA IncRNA 1] A7 B T 505 7 7 K I AL
M. BEAN, X MDD FR3g 4h A I A% 4 i 3t
17 IncRNA 385 Fr 73 B 34 RT-PCR B3 R ILA 6
IncRNA (TCONS_00019174, ENST00000566208.
NONHSAG045500. ENST00000517573. NONHSAT034045
FI NONHSAT142707) Rk % & Nk, #t— P05
RILIX 6 4 IncRNA [J5RIAKF 5 MDD H 74 K&
SRS A U, Kk, MDD B I A
4 B IncRNA 3R IA ) R B A B T 1l R B ) iy
MDD % H A& RS, AE T I & 2 i I R T il
HEFERENR, ZRTHAMEARRE, L4064
BB 8. HET, 3T MDD BENEAEAER
FISH) IncRNA [l 8243 24578, (R HAF Fik ik T
WP B, HR BRS¢ IR itk — P RE,
R A2 Ah I A 3 At ) A 2R 55 RNA (miRNA Al
circ-RNA) #f % 18 1 7] 1 2 MDD 12 Wi (1) 4= P b &
¥, At IncRNA {5 MDD 12 W i) 4= ¥k & Pk
ANHE& A s, HHT IncRNA 5 MDD 1)
W FAA A5 B3 72 22 e RIS Tk, HIhaeie R
B —PIRER . fEARK, NIz FH MDD 341k
RIPRERAE N A 2 7R IA N IncRNA Thgg, M
ifii it — 545 7% MDD [12E 5B o
3.7 IncRNASHE fth {2 4& 104 ik

B b dA i 20 o 1 0 A, IncRNA 4 11F B
Z 5 246 2 4L SE (amyotrophic lateral sclerosis,
ALS) XA 1% 1B 65 (bipolar disorder, BD) %5777 -
FE ALS #1235 B4 iR 4 iS5 A0 A (frontotemporal
dementia, FTD) A HO T4}, IncRNANEATI-2
A MALAT1 {3218 B 2380, [FE TDP-43 (—4>
Z IIGER) DNA F1 RNA 558 H ) LA K 514
1773105 IncRNA NEAT1-2 45 & oy & U8, ik
&b, TDP-43 [ Th &8 2 % th 2 5 8 IncRNA NEATI
10 U, 7E 5 i AN % 5F TDP-43 2§ (% 15 AL o,
IncRNA NEAT1 {3 i 5214 24 3% TDP-43 [ #1288
Mo B AW IE IncRNA NEAT1 76 # #7324 58
SRR 22 A 2 o DX 35 3 3K k2> S 5 T g I 40 e T A
434k ™ 7F IncRNA 5 BD st R, 5 iE%
N HhJE L B A% 4R B A B, BD R A0 & i A% 41 g
1 IncRNA-DISC2 [F)FRik KV Fiff, 1 IncRNA-
DISC1 A7k F Fifl. IncRNA-DISC1 £ IncRNA-DISC2
AN N 5 BD B (1A R R 78 A1 A0 S L
HIRE O B, gbak, fE BD HE A R H ARG
10 Al IncRNAs & 4E 535 204 (6 Ff 1 o4 Rl N 1 )™
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Zr LR, BEEDF Ko 5 DA EARK AR,
IncRNA £ Ze A 4 VE B Y (10 25 ) 22 WL A 22 R
AR TR AL

4 BLERE

IncRNA H#ENFRIMK T EkE. q0i
IS AGEAR SRR, S5 T AL
AHCIZTE . T IncRNA 7E A [F] A= 21 5l 21 Bt
RIEAEFAFIThRE, HRE TR R S HUK
B ERE LA RS s . H TR AL Bk
0% — A2 A0 B AT HBZR N T A IncRNA (191 F AL
2 511 % UL B ATHE K B o R B 4 I B )
fit. XJ IncRNA Flgmtd L [K / JE R H 450 R RETH
TR B FE 0] DAFR 55 06 T 48 R B BBE A pR 2R 1T
PERAZ [AIPNIR. BE4h, T f# IncRNA 3R] (1%
WIS AEAZ AR XS T #h 2R 0 RS HE TR T th &
FEFE, HETEZ IncRNA 2 5 [E W s EAB 16 10
PRERE M VE T T A RALEI I A 2, AU IR
7E A 45 I PR SRR AE 9 miRNA (143 - 45 (1 1
F b, BRI FE 560 IncRNA 78 3% 418 A Th e &
KBS IR . AR R, EWE
BT R IE (i AL T H, @ s Ak s,
PAVEIATE 7T IncRNA 1] 435 ) 6% Ko HL 7 4 280 1 I
FIAR . 125 1k, HAA —/NE 4 IncRNA
TEAN NG PP () B L R p g i 7, 0 T Thag
1T B+ a R, BEATgR, FEE-—5
HE1E IncRNA 75 44 208 #4053 P AR AR 7, DA
A0 2 A BEH T A SO AL, T R 2 T
IncRNA P67 715 RIHE 55,

(& £ X #
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