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Abstract:  Nuclear distribution element - like 1 (NDELI) is a key regulator protein that plays multifaceted roles in
neurodevelopment, and it is involved in various processes such as neuronal differentiation, neurite outgrowth, microtubule
dynamics, and neuronal migration. In recent years, an increasing number of evidence has shown that NDEL1 mediates
neuron development through multilayered regulatory mechanisms and may play a role in various neurological disorders. This
article systematically reviews the molecular mechanisms of NDEL1 in neuronal differentiation, including its negative
regulation by miRNAs such as miR-103-3p, its interactions with the proteins such as lissencephaly-1 protein and disrupted
in schizophrenia 1 (DISC1), and its positive modulation of the Wnt/B-catenin signaling pathway. Moreover, the enzymatic
activity of NDEL1 and its interaction with the DISC1-fasciculation and elongation protein zeta-1 complex are crucial for
neurite formation and stability. Notably, NDELI also plays an important role under pathological conditions. In summary,

NDELL1 is a critical regulator of neuronal development and may play an important role in neuropsychiatric diseases. Further
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clarification of NDEL1 -centered molecular networks and crosstalk among signaling pathways will promote the research on

neurodevelopment and neuropsychiatric diseases and provide new ideas for targeted intervention.
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AP FRE AN Z 0, X — R B ol H AR 4R i 1Y
SE [0) B A AR PR ST A O 5 R S R S Al vy
ATE S T EREL EAVIv) S RO RN Db ()= A
4 1] BT B LA K e G 22 Dy e (Ul A iz s il s
AbPR) ZOCHE R, WESRI, M TT Ak T RE S B —
FRINIR 2 E PRGN A 45 TC i [ B IHURE §5 2% B
i R ORGP o> 240 4 . DRI, TR PR A 22 o8 A Y
I3 FHLE] X TR Bl 2 RGE K S R DR R S
TEVRIT R A HEE L ERZER T o1
T 6 ¥8 2 A 1 (nuclear distribution element - like 1,
NDEL1 ) PK] 7 24 Jf A 1 2 37 448 5 % R 5 M T i £ 4%
O T2 75 T T

NDELI & — 7l (1 345 4~ 2 B2 20 i i & A ot , B
) F MR A it 4 R B, 0 it B NudE 25 e FL3h )
R RV PR, B Ry A 22 R A v 43 7 B R T D RE
M TEZ . NDEL1 Al 7E 403 A 391 9 G2/ 391 55
HHEAEH, 2 546 404y MR R 1 ORI i e
A RS AN, NDELL 78 K i & & 1T B
C Iz WHSE R, NDELL AN AT i 5 4
Zeonor e, il i 9K sl A U 3l ) B A A SR g 22
IEHT , AR A 2T I 2R e R

TEM 2ot kit #E o  NDELL 2 5 24 AR,
B ZEQU AR M 7 P NDELL 5 Cded2GAP 35 4 E 45
B 0 4 R R B 42 i T S M D
R T A L T 2% (5 5 3 S A M B SR B9 . NDEL L WV 20
FE AR AT M A F S I K (extracellular signal -
regulated kinase, ERK) 1/2 15 B R £k 1 5, J2& 4E 45 A
SRR EMEEILS . K ERMR SR EF I
i, NDELI 4% 3l ) 8 A IR 8 Fiz i, sk &
S0 ) 22 78 A R R 2 BELAS A 22 R Y R T R AE A
I Ah  NDELL X 98 il B it S b 2 00 4 #g HLA o 4
FH NDEL1 B2 7] 5 R 45 250l R KT 55 LA
5% i 8 Vi 8T W, AT el s 26 T ) ) e e

Hippenmeyer S=IEE Y  B, RE NDELL #i 28 5T 78
P T3 A I A5 A DX R AL e (LR 5 2 g R R it 5 4
SAE—E BB FA AT i IR SR M Ao BB A
B RFAIE CHAR P A S R TOUR 98 28 ) FEAS 58 A T 1
WY ZE L0 A o TEZDIIX (N4 el 5 ),
Ndel 141 22 50 AT HH BE I S0 Fr) il 5 B G , £ 78 NDEL1 75 4

R S S MRS T A AR A RIPE R . B4 ]
AEVR A NDEL1 7240 i 19 A E 4 RE ik i 5
W, L, NDELL 75 P45 bt 28 T0 A 28 43 32 il 58 56
HME T 1 B2 AN oA BE R A, EA i R

25 I NDELL# T PR A Mt AR R T
55 Y A 20 B, 2540 4 o0 DR A 41 1) B A
FAI AL, &P 270 43 Ak i A8 oA ] sl i) 8 45 R 7
AR SCH L5 7R NDELL 76 #2800 434k 5 o F IR L, OF
BT NDELL FERI L % 1 50 SO S5 Hh i) s R AN A
1 NDELI1 5 microRNA

microRNA (miRNA) & — 28 P I P /N 43+ FF 4 7%
RNA, 23 o 5 3L R Y 37 JEBHIEIX (3-UTR) 45 &5k
P LN F LY miRNA S22 5 40 M3 5 401k A
TR AR R B 2 A KT B - R AR A
AR R R E B LiEP R R,
miR-103-3p A] # i1 45 4 NDEL1 #9 3'-UTR, & 2 4l #
mRNA FIEE IR KF . MOBAEZE BURNG (57 15 R ) KK
2T 400 (neural stem cell, NSC) #EATRSMNE 37, £ NSC
o NDEL i3 3 15 i 3 a0 2f Jbt oK A i 3 BH 1 41 i LL 431,
FEMH 55 40 A TR O A Bax 8 1 MR 6 AR b
KA 3 1) mRNA AR (323K HI A0 T 2, it %
ik miR-103-3p WA fE ML 1~ S — 2P WF5E R, 78
T 12 FE e adt £8 35 NDELL i NSC 1, (A A0 ¢ 2 1
2 (microtubule-associated protein 2, MAP2) RiEZy A
B DA I B0 26 P PH M 200 1 L ) W T v,
TR AR 2 30, #2783 638 NDEL1 ] A2 #E NSC 4
b3 FEIZ AR it 2658 miR-103-3p Al 3355 [ R0 , 32w
miR-103-3p A] AE# 1 171835 NDELL # #2800k . {8
R A M, miR-103-3p X NSC (1 #4348 0] fE ¥ & Wnt
O G, AL TR R SCE— e

A, 38 17 miRWalk \TargetScan H1 miRDB 45 3 47
Hr,miR-107-3p HL I A NDELT (38 76 #2 5 , miR-107-3p
5 NDELI1 2R3k 5 FUAH G : 76 NSC i 33K miR-107-3p
Al &R 2 T A NDELL, M) i miR-107-3p Ay Z 3K W) A] |- 34
NDEL1 Ko i —2 5056 & B, miR-107-3p BEOE P AT
AEAINDELL 3'-UTR 125G FR BiG 1, (A X 2845 % NDEL1
JC 3, £ B miR-107-3p 0] AEl o B S T
NDELI 3'-UTR #4552 {7 s K 45 NDELL 196352, 1)
B HT A B, miR-107-3p 13k R IA AT i 2 40 i NSC
IIAEAH SRR & 4 F MAP2 Il 28505046 1 38 A 2k, i
ELZAM O AT 8% NDELL AN 58304310055 . X — PG 3
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B, miR-107-3p 7] fig8 i 52 8 NDELL, 28 i 52 i MAP2
Fish oo 1l F BRI, 25 NSC m# & i 404k
P 28 EFFIR, miR-103-3p Fl miR-107-3p # Al 2 4%
# ) NDELL, Jf- 40 il NSC 19 434k , $2 7% NDEL1 7 fg 7¢
miRNA S5 0 287053 AR 42 1 2 vh R 5 T 2R H .

Bk T NDELL, E > Bl [5] 8 71 0% JC i [ w55 8 2 1 1
(lissencephaly-1 protein, LIS1) 8 7] GEiE 1 miRNA /)
LIS 5o e et B . ARkt iR BA R
LA BRI rp  BF 98 5 2454 miRNA S 200 01
JEL 2 T R 2 5 2 R S SE , miR-139-5p A L[]
PO LIS1 %35, dF— B AEFE Y2 anti-miR-139-5p 1) PC12
A A B, LIST A2 28 K- T 5 TR A Je i B2 o & B AN
KL (105 2 0 A8 A5 B30 4 B A . AL, B — IR g
81 e ik BN KR B F AR DI BRI A LA TR, & 3
LIS1 .hsa-miR-21 hsa-miR-155 & mTOR {5 5 8 % 1Y ik
HIE®XNBAAAFADREEZSF . XA LIST LM X
miRNA 7] GE7E JE & B A B A L] o R 3R . 4%
M, 58 A E— T 3 2L miRN A 22 8] (14 8 428 1 4% K
HELSIMEZEXR™ . RECAHERRSNERT
miRNA X} LIST A3 4%E FH L B miRNA % NDEL1 f9 3 12
BLI, (5 H AT ¥ S WE9E & 4840 B NDELL (LIS1 5 miRNA
= Z A e A B T A BMRIE T . X — 4T
FELEE B 5T 25 11 (H AR i — 2D PR R L EAE W 2% S LA
P2 KB R T ML
2 NDEL15LIS1

LISITEM ARG R TN R RSN, LRGN
PAFAHIBI 1t M 58 78 J2 25 ORI TG i [ Wy I e 32 2 1) 30
W2 2 — %k i 2 on iR B R S 1. NDELLAE
4 LIST R BRIV AR 1, 5 LIS1FE M & oc /i v &
AP A E AR T RURR 2 A TR 4. TER Lot R
A, NDELL 5 LIST 7675 [A] LA fg L2 UIAH G . i
PSR S B, R/ IN RV G B 5 /DN B AT fii 21
U HA SR E . R U A S BT B A i o 7 52
I 9k — W, NDELL 5 LIS1 BE B nl R J5 — 314, s
RIS IR S L 7R R A A 6 T b 2 R A0 i g o
OMA Bl A 28 0 B, A TR E N B AR X, IR
WmE s I EAE G WA EAER S 5B 5]
PRGN SO B . TR B 1 2 VR O AT A 2
WIS R HIRF 5T & 0, NDELL 1 LIS1 2 53 11 8 A
S ) az PR SO R E . SRR, AR
RIS SR B 1R S 1 B 4 S A A BB 2 1 4 R LIS
-NDEL1 & & Wy D oo M 1) J2 Il 6 B8, LIST R B 11
Uiy, NDEL1 A #F HAk o, AT B ) 30K Bl rhCo AR P4 91
T I, 3R e e A i R . IS, A B
FEAERLA /N B VI R o 6 NDELL A 28 e 4 Bodr i
AnkG PEAT 8 41 Ak 40 M, & B NDELL 76 ## 28 56 431k
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T AR e D R DX I 3% A5 B RS 2 il o A U B, A
P SR A B P Rk R IR 5 LIST B R A R —
. Xk —WEHER , NDEL] 7] R 7E 8k 22 70 h 2 5
SRR B A M g R s o RE IR . 4 bk EA
KI5 N FE ARG 14.5 d /N BRI B o B 00 A
VAR Bt 2 Bk A 28 i A S BB TR | A B Al B A 2R L A
T AR 28T A e T AR M 58 T Y S G b 28 R A0 i
9o A0 L 22 AN JRAR M TT G R KRR PC 12 4l i ph 2824
KT - FH 2B | AR /N B 44 g h 28 & AR 5
BOAR TR R B PC12 il 2 B4 i ZR AR DL K Hh B /D BB
PN e RN AL B AIC NDEL T A1 S8 Ak 40 05 A0 il 1997 5 i [X]
JUL 25 46 M 2% B Ak /)N B D e 012133050 CE 512 1181 5
NDEL1 Bip[r] 84 #i 28 58 iy A= R ah 72

NDEL1 5 LIS1 (% P [5] 8 45 38 1] G 52 i 4t 45 51 14 41
L 434k . A BFSE & B, NDELL 5 LIS 75 4 25 B 74 41 i
FRCAR 2T 44 ik, LR S 5 A E S o &
REIE . 55— R FHIRBG SRS 12.5 d /N BRI B2 o
U5 A Ndel 1 Lis 1772 28 #h 22 BT (R 40 B, 32 ) b 8 Bk 4%
F2 IEEEEE A RE Y G BNl R A K DR vk B A
B R B TEM LR T RE R BoR  E R
B A K DR R T 2 A A A R v R A B 2 A T
2 745 24 BE A 1) A oA A 4 o R T 40 L, SRy B
EEE SIS il S A R Tl e = S LA =T
LA 2 BR S5 M AN, T8 25 RRAF T 4230 HL A A P Jir 22 B 1Y)
SEERA . EREERE R  NDELI-LISI E &Yl it 2 5
22 24 Ji e 3 AR Ak BN, R4S e 8 T A 4 A ) R TR
502 R A aris geok , I — a2 123 Tl B AR

£z | ,NDEL1 5 LIST i i i 4% #h 22 0T B 3 3
Jr2E I AR RO RS RS B DL B 2 R A1 1
AE IR, DA 2 5 80 20 A 20 AR AT AL il i
2R AN T B T REAT R
3 NDEL1 SE#oNESRER1

15 P43 B45E 5y I FL P 1 (disrupted in schizophrenia 1,
DISCI) & SMABAE K #4324 55 i 200G #5205 %% VT A
KRB G RILN, DISCI RAE v 5] K KW 2 i % &
SE MM AT S AR IE . ARG I 412
PCI2 40, DISCI FEph 42 & B M = 321k, I a5 13
A S G B 1 DX 38855 400 1 4R 8 45 P F- NDELL B %245
Bro TERE XGRS G i I VT TE S0 R B, 28 8/ DISCI
522 5 NDEL1 &5 4 1 RE T, il h 28 58 A K 3 I
WA REN FRER T R TERE BN &N
B b B SRR 2

HE—2E W98 & B0, DISCT 5 NDELI 2 [8) /) AH T AE
Z RN G A RE . BN, DISC () Ly 8737284 i
R 22 AR 1T 2 BRI 5 NDELL (5 Ry . st
DISCI & LR Fr Bt 788 ~849 1] 5 NDELI 354+ 45 4 31
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Wi H D AE"? . NDELIL.DISCI 5 LIS1 n] 2 5] 41 2% i i 45
HNEALZAGEY S5 REE ok K R
IR, AR, DISCI Ayt IR B RNA +
YL AT i e 22 58 SE AR #1280 AS B oAk IR SE % A Ak
FERZ T B AR

DISCl iE N FEZEAEZ AWS 5 E5HEM
ZRMET . AR B3 zeta- 1 (fasciculation and
elongation protein zeta-1, FEZ1) & 48 HUiz s L P/ 55 1 76
I ZL B IRV IR A, 3 R P I 98 A R R AR K/ . B
8K L, FEZ1 # C 3 5 DISC1 w3 7 45 it W2 iE 45 44 1 [X.
WA EMAAERKHEFRIBE , W#E 4R, S8
FEZ1 A1 DISC1 kKA, Fag #iA8 DISCT n] fig i
g K T BT 5 FEZ 1 B945 4 00 2 0 5% 3 ns .
8BS , FEZ1 I NDELL 435 s 4 % B B AS 18 By
Bt XGRS W], FEZ1 35 B 5% 0 b 5 9 25 0 4 K
N, M NDELT 32 28 42 48 il 28 A7, W9 35 D) g B AME AN
B o WAL, F3— DISCI EAEFE I KIAA1212 78 Al g R 58
JE R, 5 FEZ1 BRI AT 8458 2000 , {55 NDEL1 JG W & 3 [
PEH o B e JL T e S 56 7R, DISCL 1] [] i 55 FEZ1 .
NDEL1 FIKIAA 1212 B E G, H =& Z M o se G k4
AKX FR LR DISCL A] GEAE R % 24k & 8 I 1 A0
THE R FE R E A S S ok iR,

TELREMLHI 7 1 , NDEL1 A8 3 5 DISC1 i AH &
VR AL T4 S 40 M 235 4, 3 RO A B 1 T 1 R 5
Y. WFSEEW], NDELL 76 PC12 401434k i 72 b 1 355
AV O PR R 3 LR ik 28 BRI M 19 NDELL
(NDEL1™") A 5 25 38 fin 7 #2285 () 40 M EE 451 1 il 315
B 22 A8 R (NDELLP) W o sk o R IZ AR 5
DISC1.LISTFIZh 1 E I B IEH 456 Mz E & 42
HEGERSTE L e ) 0 3 32 0, $& 7R NDELL i) #f 22 434k
5 D REARI T 9 KT 05 1 1 A B A B . PR, %
WEFE 3 PR J) DISC1 5 NDEL1 8%z ¥ 2 A4E
7 255 BEJ5 NDELL i 25 DISC1, M58 7 B B M SR
VI R 2 S A PR AN, Kamiya 268098
W, DISC1 £ U 38 i S i 28 0 B vh & A O E T, T
NDELL i 0 8l 1 & A & A R A 4185 43, 38 13 5 DISCI
AHE AR PR 08 sh 3, i 5 i b 22 0 B B Bk
Zi |, DISC1iid 5 NDELL \FEZ1 % £ & H I lish e
Y EMaRAER MEREPSHETERSEMARE
(1) S EE IR T Hp R AL OARALVE L o F851J& NDELL, 24
FifE TG VS BAE M 2 L R P2 T NDELL ZEf 2ot ko 7
T DI RERE S S5 G R X, #F— 254875 T NDELL 58
ZERE PRI AR S 1 43T S
4 NDELI1 5 Wnt/-catenin {5 SiR 8

Wnt/B-catenin {55l B FEM L RGP ) 125 5 NSC
FIBAB A3k 5 Az TS, R B R AN M L £ T B RE R 1A

.

/

N 5 2 AR ISR I BT R AN (Y & -, 7R R
16 5 SRS R TR | 2438 B UE ST RE S (R 0k M 22 P A S T
WA Li %R, NDEL K HU A 96 26 £1 DISC1 A A
i i Wnt/B-catenin {5 530 [ 2 5 #h & o0 o i . 18
NSC A s, miR-103-3p il 2 ¥ 7] T8 NDEL1 #9355 , [H]
FEHD R Wt 8 B H9I0E . NDEL1 AR & i) 3458 B-catenin M
HFUHE LR (AN LEFT .c-myc .cyclin D155 ) W23k, #5100
i1 NSC 3858 5404k . R, 24 miR-103-3p ik L i
B, Wnt/B-catenin i #1152 ZI RG], 5200 #2828 & HHC
FEH By R IB A iz

I Ah , DISCI % 545 Wnt 1552, {RSMIF5T i
IR, A DISCT 58754 (40 A83V \R264Q K L607F) T il
26 L Wt 38 8% 75 P, 5 B0 28 000 40 M o R o
DISC1 A i3 5 NDEL1 #14 DIX 325 (1 1 M 5 A
i) 41 28 63 E % , 1 38 1 VA 45 Wnt/GSK3B 4l 8 45 NSC i) 4
BRI AL R S A A 2 g B 5 b, LIS1/
NDEL1/14.3.3& 5 &Vt AT f Wnt 18 % F 749 N-cadherin/
B-catenin %ill, 2 5K ¥ - i FREEBIEF A KT HH
(145 B 43

2 iR, NDELI 7] BE4F & Wnt/B-catenin i #4119 1F
[ P8 R, 76 NSC B4 fead At v & 34 FE 2R A, i o
ROV AT 52 B miRNA K DISCI 578 2R . BARE A BF
FEHE/R NDEL1-Wnt il [ 22 [B] V72 SC 3K, (0 H 300 7 HL
il ARG, PE—WF5E NDELL ¥ Wat {5 5 19 L il
B, %545 Bh T8 78 NDELL 750 25 8 5 5 90 2085 5
HRVE, I R 1) T TR LB
5 NDEL1 55&{ THIRZAF 1

PR IR 2 BN R i DL LS FLAR 28 1 1 TR A
0 PR, JEL v S YA T T 52 M (5 E iy o 2 il g AT
FERITE . WFSE R, 2 R T AR — 25 B T A
JHASE AR P P 240 LT, BV 5988 T 2 P (glioma stem-like
cells, GSC) . %KAM EA ARTHEES . Lk R0k
W77, IR LR T AR bR R WA A R A T
ZERBIRZ — 1G4 T4 M4% K T 1 (nuclear factor of
activated T cells-1, NFAT1) & —Fh 85854 % K 1, 750
PN R 2 e B e R P P B DR A
J R B R R A7 B 7T S RN A e I R A A
NFAT1 A] B 3184 NDEL1 956 s %35 . Jiang 57 Y T
W, NDELI & NFATI (%) F i 3 ], 78 GSC =7
HHEIE F7 38 SR B AR 77, Rl A S ERKAS 5
SIS 1t o e S 1 DY I Sl 2 ) S
NFAT1-NDELI i A3 i GSC A4 58 AR ZZHE TT , i
i SR A i TR 0 T DG A S e
ALWFFE AL S 7, NDELL 76 g i i 3 M ik T4 227 24
RS A0 b 225k L 45 b, NFATI i 5 % 5% 0%
NDELIL, #F 1 i 52 ERK {5553 #% 4% GSC (T ¥4k +5 5
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E43 40T B, M NFAT1-NDEL1-ERK TR #h . 1% 5%
AL S5 g T A0 M 4 55 , 38 v] BE I 8 1 K #2808 1] firk
SR REARASHE A, 32 bl 22 8 0 9o AP a0 e Y 3k 3 PR 2%

IE4M NDEL1 A S5 SPERE R (R R o 248
I 28 9 0 455 B AR A R 0L ke R B it — 4
¥R ZE NFATI-NDEL1 3 7F #i 28 )52 g o A9 18 FHAIL ) A
WEAEIRYT M (AR T 2K .
6 INE5RE

SR, NDELL 78 44 28 40 g 43 Ak 3o 72 v % 4 S i
P4 /E . NDELI 5 miR-103-3p Al miR - 107 - 3p %
miRNA 2 A6, Hid NDEL1 932 ik b8 v 42 3 NSC 9
RGN 4y AL, P NSC i 9 T LAk, NDELL 5 LIS1 #1
DISC1 458 TR IE [ i O & | A BAE I Al ik — 20 A
HE NSC [ #l 2 e 09 434k . 53 4h , NDELL 1] B8 i 13 3
Wnt/B-catenin {5 538 [ , 34 5 0 28 BT A 40 A4 S AL RE 7
b, FERR AR AR, NDELI /E 9 NFAT1 8 F e L
5 NFAT1 2 [EJE i NFAT1-NDELL {5 5%l , % {5 S g 1
S O T BETE S TR A0 R 1) & A R v R O
YRR BRI AT AN R 20 0 % JE St o 20 e ) v A
S FIRITHL A . BT LIRALE, NDELL il R 2 5 Z R
ZORE M R G 0 AR BT RR | U TC i (e R RS
SURE W 5 SR A RGN VR T A

S HETIN N NDELL TEMI R T M AR 2 Rge g
g LA SCHEVE R L AEPE HALEIM A S8 B . AR A
5% [ W] NDEL1 7E DISC1 /3 iy 48 58 A5 K e v ik 1)
AB T S R AR AL . RIS, B G TE NDELL & 15
T 5 AR E S (W0 Notch . mTOR ) ZE XA, & 5
WZ M KT . IS, NDELL 76 #2538 17 P fn
B JR % 1 R = SRS A5 v AV FH IR ER AT o

2 £ X M
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