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Abstract

This article, in the form of a review, discusses the research on the role of the semaphorin family
member Semaphorin 3F (Sema3F), a conserved axon guidance molecule, in the nervous system.
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Based on an overview of Sema3F, we systematically summarize its effects on neurons. During the
process of neural development, Sema3F acts as a regulatory factor, participating in the modulation
of dendritic density in cortical pyramidal neurons, as well as inducing dendritic elimination and
retraction of dendritic cell bodies, among other functions. Similarly, in studies on the role of Sema3F
in sensory neurons, we have found that it plays an important role in the olfactory system, vision,
inner ear, and dental nerves. The article also explores the role of Sema3F in various neurological
disorders, including autism, schizophrenia, and epilepsy. We believe that Sema3F plays a significant
role in the development of neurons, sensory neurons, and a variety of neurological diseases.

Keywords

Sema3F, Nervous System, Neurodevelopment, Neurological Disorders

Copyright © 2025 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. Sema3F H9#EA

Semaphorins & —~JE K PR <7 i 58 F: ) Rl - 5K, 1996 4F, R. H. Xiang 5522 7 /N Hu it (SCLC)
5 3 SR AR R SR, ) B H A R N 2K M5 5 B ——Sema HII/F (HGMW it #ERT
5 SEMASF) [1]. XM ALEL Rl RAMAL P RIE, HFERAKE N 3.8kb. JFEEMT TR, fEh
UK H HIEE 10 RRIATAT I 2] Sema3F 7E 2 P A RiE, @HEFLIR. BIE. J6 )L A4S, {H Sema3F
FE Lo AN F 1) 2K AR BLIC[2] o

Sema3F fEFH ARG HAET ZHEH .

2. Sema3F FEE#MZ T hH{ER
2.1. Sema3F EHZ T L BHHER

2 21 i R Bt 431 (neural cell adhesion molecule, NrCAM) 2 1 5 Ji7 J2 HE A4 1o 28 00 9 R B 1) — i
M= 5 AR T, A5 SemadF SEEIMEF o X FAH BLAE B IE AR R 2 Tl At, 76775 2 K 8 W B it
T iy ) 5 i S A7 i I S [ 45 [3] . FENLBN & 1 /KF |, Sema3F Ji3 3)) Racl 1 RhoA GTPase XU H {55
g, DR SO FR[4]. tbAh, Neurocan s —FA7AE T A B & oM h BRI ICE RED 20, il
il NrCAM/Sema3F i 5[4 2831 Bk UL & Sema3F 75 5 A% S8 RN 40 B 4 1 [F1 45 [ 5]

TEM RN, Semal3F k&R IFBIEM . ZAF A E KB, Sema3F S 1 h Z 40 M1 BY i W5
SR, BOE TR ER 413 Tiam1-Racl-PAK1-3-LIMK1/2-Cofilinl 1 RhoA-ROCK1/2-Myosin Il 7E A ]
Z M T [4]. Sema3F i#id nnp-2/neuropilin-2 15 54T F-WaE A EA, FHOLEER TE40 M 1T F%[6]
B T] LA S DR AU 4 L e S AN A K AHE R B . SR, 7E cGMP 5 ISR, &l ] Sema3F 5
SHIMA R IR[7].

Sema3F 32k & A )(PlexinA3 Fil Neuropilin-2)E N5 5] 54> F, WITHIRAK . TR AL
LR LY. M SRR GG, BAE N RAE KNG, FSEKMERT8].
4b, p53 LA SemadF HIFRIABIEME, FEAEKHEHE, 7 H S RIE WL AR K HELE A . Sema3F 1E
5 M A0 TR ps3 MRIA, FEUEKHENF[9]. B et T hE )5 & BUBFEES 3 (Glycogen synthase
kinase 3, GSK3) ¥, XFERMNMG G KA T RE/ER[10]. RAmat AMPA BA 21 % A (AMPAR)
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BB R YT R E RS A A TR0 R rh A ) S Al e BE DA S R 22 3 B A R AR AL B E EELE . B T RO,
Sema3F K H 321k 44 Npn-2/PlexA3 A 5 J7 i #4270 1R A T 831 . Sema3F-Npn-2/PlexA3 {5 54 St
TR AMPAR RSB REE R CHE, DI RAHZ oiE G, Npn-2 5 AMPAR 454, Sema3F
PR PP A EAEH . (K, Sema3F-Npn-2/PlexA3 {5 514 5 ml ¥4 i 2 fil & & A o fd m ¥ PE[11].

Nrp2/Sema3F 15 5%} T 17 B VEAR 2 I 2 0 2, (EX TR B IRM AT R § HAE F[12]. 18
X A PRI H A I, SemadF X T 0 I AT A 1 B 2 AN PR L P 8 T RN Sk B IR T R AN T/
AR T- P 22U 3T 7% B TR 2R IE AT AR M AR A I JE L 7 o 641, Nrps Fi1 Sema3F 78 ML (1) ik 46 T
P2 U 3T 7% RIS 1 B E ML [13] . b Ah, AR FEREA, AT - 5 il FE(MHB) I 5 b O i T o i 22
ERZRERI 2 0 (MDAN) IR 1) E 7 424K, MHB {55 i 0l 5 5 Sema3F 1 57H RC 4l mDAN Hli %% 4=
KMtk [14]. (BAFHFEIR, Sema3F 7EH 52 443 18 FA BT 57 J2 A0/ #2281 H AR S5 i & kA AR XS
HIRMIER[15]. Sema3F {55 ILTE LRS- 5 $812 2t 1T e A ILE o R #8 T ik DhRE[16]. LEAt,
Sema3F {E &AM ATNG . F A DR A% RE B REE, BRI Npn-2 (neuropilin-2) )
FEF ik, Sema3F Fl Npn-2 24 Hl A A% Rl % K B B OCE B — X 5] FERRZAR[17]. XL IR
W7 Sema3F fEMEICZ M CEEIER, RE T HAEME RS+ (1 K IIRE

2.2. Sema3F FERE R RMER

TEIR G EE R, BT I SemadF X1+ VI HEL G 8k i 41 28 0 il R R 4K, LA B 3k B8 i A N 32 ML i
RGBSR REE ., SR, TRV AP EE T 4R ) 1 F PR R (AOB) i A2 A IR AR F o BRIk, 7]
PATS 2518, Sema3F A& 32 BEIRGE 5 45 o LG a8 b el 5 2 4R S MR A 1) 0 B DR R [18] . Bk Ak, SemadF Lk
5153244 Npn-2 (neuropilin-2) 7 8 38 & R 5 (nos) ' LL 4 7 s0Fik . ETE AR - Rk (D-V) b I I
REFR AR, BRI 22 70 (OSN) A 98 1A IR 211358 LL & OSN %iF Nrp2 I SemadF [ A% Fil F b 3% A i 51 1 2
YER, 3068 N7 55 b R M P | S B [19]

41, Sema3F &M b 57 J2 5 B SR (CST) il FAB BY 1 SRy ¥ 4k R . B 5 5 3 s i CST fil R & 87,
HHAEM S CST Fha i) R Feirh 1K . M5t CST il 24 1) J) s #E s 6 Sema3dF UM 3 hin T LA 2
B87[20]. FFH., BOREEITHRAENIEE 13 REW)FA TR, 3~4 K5 5% A ERIL L EE(ELT).
Sema3F fEIXFh bRz RiIA[21]. TEX RGN BRI FEH, KM SemalF fEH 31k, H Semal3F g ATE
E5 % E8 P4 H-J# [l i1 18] i Hh 551k o IF HLAE b, Sema3F 7£ E5 [ A1V MU i 5404 . 75 E6 F1 ES,
Sema3F A7 TS M55 5R1%, K SemadF fEaPIWT it R4t R IEIE[22]. fEA &, Sema3F B
TAEF ) ARk AN, EAEAE T RN 2 . SemalF AT e Ay A SV vl 2k 2 HE e 7], )
AN ) S [23]

2.3. Sema3F FE#HZ R Y HE X &R P RMER

Sema3F 7 [ FIE % R A5G (ASD) ¥y i B ZE M (. 550020 i 03 41 M AH ¢ B 40 B RG B 4 7 NrCAM
&P R BLE S T ORI T, B 515 5 & A Sema3dF A BAEH S5 ASD IR IFEALEIA K[24]
Fy—FhEF CRMP2 & Sema3F UKa) 1 B SRAS BT A, /2 Sema3F {8t 1) il 5% BY R 9 44 2
AR BN T . CRMP2 5 A P 4128 [2] 26 1A T il Fl 56 3 b B 227 . CRMP2 [l Z F] RE S B S #H &
R PR AR A 2 7 B b DA K HeAdedms, i ASD FIAS i 7» Z4E[25] - Rett 25 A HE(RTT) & 5 —Fh E
FEWE RFEAT, SRR T CpG 454 5 A 2 (MECP2)RAE 51 #E . A WAL, MeCP2 Hi= £k
R E AT PR R T, H HIP S Sema3F ThAERIAEANME F EHLHI AT RE /2 Mecp2 SRR 7. 7
(12t [26]
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BT B PR REAT, SemadF X I ARZH A HELL I . FERN T, Sema3F [MRLAR K L 2 Ak
LFEHEA 2 (NPN)TELL X N E RIS, NPN2 (554 SR Ui SRMar R fls B IEE, 2
BE S T RE IR B AR BIE TR I, NPN2 SEE /N BRI R VR T AR A, 0N AH DG BB T 11 5 Ik
PEREIN, TEAGZERNEUE AR 5 LA R R MR R AE[27]. Sema3F [ R Feak s in 1 /b Rk 4n
JH AT 4441 ff (Oligodendrocyte progenitor cells, OPC) 15 4E , AT Inid 1 88 HS FAE R A2 o Bl 75 A= 1T AR
1R B AR AR AL, R AE 22 R MEREALAE (Multiple Sclerosis, MS) 3 d g #Eix — I F2 7] g £ PH 1 F 22
IBATHEAE, IABRTTACR[28]. Ak, Sema3F B AIE 1T (e 58U/ RIS BE Bk, 5l AR AT N
Fw, FFBBRIEBHOAZAT I M RVA . SXUESE T Sema3F ZEAPZ (Al B & e R, X s [n]
P 2 R FTZPEL fg IV7 28 7 TR P R 1 Bt [29] o AR SR 5 R e — P Qe ik B R B B, 5 AR E
TERR AL . & R 2 SR IR TR B B 255 S MR/, B 05RO ISR RRAE,  dn O JiE AN
WPRAEFAZITE, G, Wy JjRe e MIRAR 8 . PE SR G AR £ 205 R 2 KMT2 FERAE, AR
Kmt2d AEFIH] XenopusSema3F ik, 1M Sema3F 3L & FIA REHE 4315 B Kmt2d T HE 2 B [30]

3. B&

g LATd, Semal3F (—MEENES 0 T)SHARG KB S IHA I ERHLH] 2 7] FE I H 5 458 24 1
MR, HEEEARNE. UARENE, Npn-2 /58 SemadF M ThRENE 2k, AN FIX 55
e I R TV S T ERER R A

AT A, SemadF fEM A RS, BFEMHEA TR E , B A4 RGP0 Th#A B EEMEH .
MHTHE L AR, (RS PHZ 0N, Sema3F BEf% 51k CREBBP (CREB 454 H)7E DNA & RNA Zi
MFRIEF AR A BB, #fES CREB (CAMP MR o454 % A1) R H A8 CREBBP % 58l 1%
TG BN R AL TRV A R, (H— MO ) BT T AR . SemadF & 754 D) il ik Sema3F/Npn-2 {55
i, REANIRIE CREB MG SRR AR, MM SEIUN G B4 o RAE K IIHIER . X— KRB %M
fEFE, ST IRATRNIAZE Semal3F A5 MM B AL BA B S, FER I R T RS A 20
BIT FBOTRER 2

R, IRARTL Sema3F nfilidi i H 524 Npn-2 5200 CREB (45 M 4, AURA A #h4 A4
YIEEE R S5, BRNERUEERST BARE RSP, AN R TR

E&WE

1. RN R BRAE Y b Sema3dF 5 VEGF AHICHERI 72 ), B K F AR R =R &0 H , T H %5 : 8226050455;

2. (EZEACHETA-5 XA PO X RS TR E ALY . ASENERIRE T EIH, HiH
%5 : YKD2022MS032;

3. (A Y 4 i i B B3 3 14 2 5 1 B PR R 5% LRI 7R ) TUH 4R 5. 2024SGGZ076;

4, (JFARK RS HZ e+ Sema3F it Npn-2 21A /5 CREBBP SUERIRETE) » REFABIH A
ISRt R E AN A E, BUH% 5 : 202410132006,
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