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Abstract

Vascular endothelial growth factor (vascular endothelial growth factor, VEGF) is a family that in-
cludes VEGF-A, VEGF-B, VEGF-C, VEGF-D, VEGF-E, and placental growth factor. Neurofelt protein
(Neuropilin, Npn) is a type I transmembrane protein with molecular weight of 120~140 KD, which
can participate in a series of physiological and pathological processes. The signaling proteins
(Semaphorin Proteins, SIMAs) were originally thought to be neuro-guiding cues of rejection and
attraction during neural development. Npn2 and its cytokines VEGF and Sema3F are involved in a
variety of central nervous system diseases.
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1. 5l

148 4 B2 A K R~ (vascular endothelial growth factor, VEGF) H1 /2 AR R4 /0 W, 5N 2RS4,
WG R U TR N M AR . TEANK R, BAOFEAMARR VEGE WA, G
VEGF-121/145/165/189/206, & VA4 # A A [F I 2 FE R FE[1] . #H40 B 25 1 (Neuropilin, Npn)Z#H4E
YNEE AR KR — 51 Npn2 RN Nrp2, 2 —FaEi e sz 4k, ML L RES R 3F
(semaphorin 3F, Sema3F) ¢ HAfi 22 453% 5 [ -2(Npn-2) 4= 2 A8 5 2 JZ AP 4 e ka2 aT ¥ 44, Sema3F/Npn-2
G5 X HMMIERTH AMPA SZARTEM A JOiE PEIG IIi M 2h 25 P F M 2 CEZE, Npn2 5 AMPAR #H5¢,
Sema3F FTIXFAH EAEH . Kk, Sema3F/Npn2 {55 BEEEHI S8R G, XAl o b i nl ¥ [2] [3].

2. MEAREKEFRHAINGE

& W A KR (VEGF) 2 — N5, 4 VEGF-A. VEGF-B. VEGF-C. VEGF-D. VEGF-E flI
et A KK 7 (PGF). 1% VEGF Bl VEGF-A. AZE VEGFA 2Kt 8 MME TR, H 7 A& T 30,
31 7K. EBRPESN BT BRI /RS 57 A V)] 30, 31 Z JE AR DU FRAS [ (1 S 44 R (VEG 121,
VEGF165. VEGF189. VEGF206), 4 &4 121, 165. 189 Al 206 MR FEHZ . KIR VEGF & —f 45 kDa
FIFF RS A AR R AR R, HER S VEGF165 Kyt A% —% . VEGF-A a] {3k 4 45 1% A0
M EETESG N, VEGF-B fEARHT AL ML T ) g H 2 /E . VEGF-C #1 VEGF-D 1ERsZH 21 H7 4=
I A A b B BT B FE R AR . VEGF-E 2 —FyB £ i AL L R 1, PGF g 2B i &
TR, AF M EE VG, F STI0 M bk 2 BT A= 1L PGF (13855 B 238 =i (2] [3] [4]-

3. HAHEBEHRHAIEE

#2455 A (Neuropilin, Npn)2&—35%> 784 120~140 KD ) | BUEIRE A, WS 5HUKK—R514
PRAR B FE[4]. A PER Neuropilin 78 CSF HR, 5 Sema3s L E &4, 5 TiiuntH 400 i Mg
HEE G, B SR R AL 2238 Fl A e brid SR TEIE AR I U0 A LA 78 Neuropilin 5244 Npnl i1 Npn2 fIZRiX,
X PR, R T 0 R AR 423 Npnl A1 Npn2, X&) Npn 7E0L K2 o b R[5,
Neuropilins #8515 SHBhZ4E, 1 A FIRHZ NG H(PLXNAL-A)FIILE N 242 K K 152K (VEGFR1-R2)
KAEhahRs] S M A KB4 et #[6].

4, 3ihEI5| FL&RIESHE 3F (Sema3F)

F9%, WHRANERE, BV RNE— NMERRE, RS Rk ENRS s T. 5

R 3KM 7 A EMEE A4, /T8N 1~100 kDa (FEE a~g), HIZ RN, USRI, AR

JURIREE R IR 4 [ 7] - {5 5 2 5 11 (Semaphorin Proteins, SIMAS) S A A & 14 K B 172 HhHk & A1
IR 5] AR REECEMEDIY WK SIMA JEAEE S NEBS S, T2 5HAREE A (Npn)

il
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HZhaia, 5 A RMNE AR B Sema 4252k, Flin, EMZEKRE WA, SWHESER
Sema3F ifiid B Npn2 1 PlexA3 H il Bz 38 2 AR hiE k5l S FE S, AR AT 2
KEZ, EHANPHEREEY, B9 RMRE R IILE . Db MR H] 1 5 il & Az DA K R A Th
REMIVEFH . Sema3F B il 2 Ji HE A p 28 S THf AR 98 L B SERAR L, TR T IX e 28 0 D T S Ak (1 T2
AL RE. BEAh, Sema3F 7T D IR [ BURLAN CAL FP4E Ui 2 fib i3, Sema3F Bt 321K Npn2 & &
A /)N BTG ) SR S FE R Ao AL, MR IATESS 5 3 Sema3A TEARAME NI I A £ 0 XA MR
filif i, 5 KPS SIMA FUHE TR 15 R B AN S RBTRL A0 B R A & A, 4 28 SIMA S2 I # i P4 A0 %
PES SR A o SIMAS S HSZARTE A R GENFIEHE N T B A 1t AT BE R0 RS2 5 ik 1 5 i T R A0 ] 28
PERI R REME . Sema3F 2 Ft Npn2/PlexA3 52k 5 &5t 4l i 2R 1 AMPAR 7K (3 PE T 9 2 00 75 1, X35
TN T UG5 3 S L AT i A 2 3 M AR R Bl A T A S A m S v R A FH 8]

5. AMZ RGN

1) 5ERFEEOIRS

T 18 SR AU+ FIR A5 (status epilepticus, SE)EUFRIURARAS, SN &8 KA Z i) 2R AR 576 4K
5 E R K, BURMERSE: 30 04h Ll EAR BT IR . K TR &1, A KREYT, TR mE . 1530
TR B L O B R S BRI AR 1, SRS AR SRR R, S PR ARS8 R R AR R IR
A, AHIER DU — PR ORI W & S I RAE R RR SRS E A A R R, 12831
RERRAS, ™ 2 B A 7K SR P 1 e R I I B B T RS2 At 2 5 RS IR I A e DT o P P
HFBUE KA MR DL. JeAk, MR K i T 5 30T S8 A MR K B HS BN 200 1Ak f5
H U M A IR A 3G 0 T i 2R e —Fh 2 SN S AR RS 1 o 7E SE 15 S B IR PR K O B AR
v, R PR SRR I S A I P AR B . VEGF & — R 1 AR A AR KB 7, e A B
S 411 440 P S L S S M AT K, 3 S R LA e e A T 5 RS I A YR K M, VEGF i SR
AR T L R SR, B A SR PN, 3X ] e S B R SRS AR K T RR[9] [10]

2) 5P/R 2% BRI

B JR 2% B9 (Alzheimer Disease, AD)JE 521 2 W8 b N I i DL IR AT B 2 —, IR I
ACAZ BERS N R RS AIAT A 1), — AT RES 5 AD I S48 4 5 PR 252 L A B A2 KPR T-(VEGF) .
ERIRME RGH, VEGF Z5MARE MU AR MM MEEN . 2R R CRE, MmN
B Al A K IR (VEGR) TEAR S A i, 78 I 385 A R AN B ZR 4 R 975 (AD) PRI TE Y [X 32 J5f R 11 o
TH . VEGF J T 524k VEGF %244 1 (VEGFR1) 1 2 (VEGFR2)TE R B H I h iR M 4 R G RiA[1].

3) Stk X A1

HatE X ZA 1k (fragile X syndrome, FXS) & H FIE B & Fahs £ I S E DRI IR, 02 e s L IR st
MR IMC TN FXS B A SR, AR, BREESRE. 230, WoN 5 B inFA
SNELR S AT S A . TERA FXS Wi, FHA—Fi7E mTORCL N midkik (8L (& VEGF-A (I A
KT A). VEGF-A J2 i iV 8 A K f B (W 9 72—, B 7RI P R4 i b A 22 1) VEGF-A
ZAR(VEGFR2)S1, fESR Ml 2 0% B BRI 1 23511 VEGF-A Z{K(VEGFR2), I1XLL%5 [ 1ERL
R S S BHAG R S A SO BERTS . X SRR, R TR AR KR R IEEZEAERSL, VEGF-A
AT DL Z TT IR, 52 S RCZ . 9 T SRR A T IPE R, VEGF-A RIS IE B 0% T FXS
IR VR 2 TR . I, G0 VEGF-A 5 SEI R AR R AEK, 5 FXS il 23] 1 S
ISP —8. BeAh, KW VEGF-A Bl e S EKBIIACIRS, &2 —Ma7IERs ],
£ FXS F2 A mm[ii].
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4) SFEAERIR R

Npn2 25 T AN Fis . PURT-ES M AN, JHENAEARIEFEZE, M RESRES. BRTA
RE A, Npn2 B2 —FhfiBh 3244, 7T LA 9 J LA R R A&/ 52 (U0 PDGF Al VEGF) I BB - Npn2
DUBR S ECT FREE BB RN, B4 SR R VEGFR2 R lo ML A g A= K DR 2 ) 98 ot 5 A= A if
R AR R RIS LR, VEGF [id BERIA AT e B0 - BRSO 208 [ ML At 5
OO0 T AT el A IR RAR, T VEGF W] DAt e A B 240 O 19 5, 6 P8 I 7 26 AT AR A R &
HEZEEM . MR, 2SR S EB BB, R ARIEH R TR FBIERE5E[2] [12] [13] [14].

6. REERE

VEGF [ FIMEEL 1 AN R R 2 S BN A /A 2 I TE A R AR IR FE T iR
e VEGF B FE ik @ a1, X R M K B 75 2451 VEGF 1A . Npnl A1 Npn2 # %
ENETENZE, B5RE—MARIM EAFE, EHRG] SHEMER[L5]. SCRARIERME T E
BN, B2 R RSN AT PR N o SUIRMR B TR i N R B AR RE G BT A SRR Th g 22 ¢
B, AFEZMEANEIEINES . FAMEEES. 51 546% SemadF &I 24 Npn2, fESCIRIAEN
SEFFE[6]. % EPNR, Sema3F K2k VEGF/Npn2 2 5L fipARM& 2400505, HAE KL ZEN
TEEE, WD TR SemalF M H 52K VEGF/Npn2 5 80 2 R G050 1) 9% 28 S HAE L,
DA R PIN A, A AR 2 RGeS A 5 o R 2R T 5t

&E 3k
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