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Abstract

Vascular endothelial growth factor (VEGF) is a kind of growth factor with high specific and impor-
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tant angiogenic activity. It can promote the proliferation and differentiation of vascular endotheli-
al cells, promote angiogenesis, promote cell migration, inhibit tumor cell apoptosis, and play an
active role in the regulation of normal and pathological angiogenesis. This paper summarized the
progress of the correlation between the expression of VEGF and various diseases of nervous sys-
tem, such as epilepsy, convulsion, cerebral infarction, brain tumor, myelitis and attention deficit
hyperactivity disorder. At present, the use of anti VEGF and anti VEGFRs therapy to block angi-
ogenesis in tumor or other pathological processes is considered to be extremely important.
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1. INEA 4K EF(Vascular Endothelial Growth Factor, VEGF)#E4&

M W R AE AR 7 (VEGF) & — PR e e R B B M A i Ve AR KR, Bk If 8 P
SHARIGTE AL, (REEME KA AR IR LB E Y L (RS RT RE  0 i yeg 4 PR O TS5
PR IE H R B i A O R R FER B[], NI W R AR K RPN T 6p21.3 Yethfk |,
Je MM P R A K TR/ i /MR AT AR AR K R (PDGF) R R K e 1) —#84r « EEH B, VEGF J&—#f 40 kDa
5 RAPEEA, SAFMERSERF, HAEREASH R FE— 2] [3]. AT,
VEGF K J LA 41 a: VEGF-A (A AN [FH) ##444). VEGF-B. VEGF-C. VEGF-D. VEGF-E (i &
VEGF). VEGF-F (#£# VEGF). a4 KE 7 (PIGF), fHiE X4 T A 7 W IR IR P I i B AR K7
(EG-VEGF); H:A4 VEGF-C. VEGF-D HAG {3k bk B8 A= B /8 B, 8 g bk B 4 38 v ke 25 s B
VEGF 183 5 I8 A B2 40 b 1) % 2 R B 4 il 52 #8 (VEGFRs) 45 & 1 K #E/EFH, VEGFRs F 240 5:
VEGFR-1 (Flt-1). VEGFR-2 [(KDR), (Flk-1)]#1 VEGFR-3 (Flt-4). VEGFR-1 il VEGFR-2 3 %%k T I %
WA, T VEGFR-3 FERIE T P 2418, VEGFR-1 76N S 4N . Sz, EVEdn g
TN TR R BB, R ZE 2 5 BN ARG R s BV I 2R (MR JOE . SR ILS%).
VEGFR-1 X} VEGF (3£ /)72 VEGFR-2 1) 10 fi5, 10 B 2 BRI & MBS, EARZA T, eXf T
A B R 4% LA (R A O A, R ERS 0N VEGFRI AT 3 5k JH 1 G PR TRt 0 e [X 4 1 1 8 5% 1
EER, VEGFR-1 RS 5N B4R A1, MARNKS S RIGK &S g4 s BB 5
VEGFR-1 #iEL, VEGFR-2 B A 558 (12 I8 AR B i P A o i (1) T 2 BR WA 5 1%, 2 VEGF/VEGFR 15 5
@ R EG SAmA, EME R PR EZREER . VEGF Ml VEGFRs AMYAE 4 Bz 4ii g |
Rk, EAEN LA WA RIE[1] (4] [5]. HET, FIH$HT VEGF M40 VEGFRs J697 A BH W 8 i H A s
PRI ) I A AR R R R B L

2. VEGF 5

Wi JH (Epilepsy, EP)s&LLH K REMIE KA S B A R m, HIARWALH 8 RN #2870
DAL R O, 20t B LM N IR AR AR O BEE A S G R, R LE AR LN
P RGIIN[6]. WU 78R 45 (Status epilepticus, SE)FE— IR R AERFS: 30 /080 DA b, 8BS R B R AE 30
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B L, RAEM AR IRAKE E[7]; SE /&M & & 5™ E IR R EE N, KB M SE vl il i &
FRIG 15407 S AR 24T N H . SE WIS 3 S CA3 X BB 4H st T HA%IX Ju)5i o Bax & A # ik 2R
B, 1 Bel-2 MR AREH K, DAL TR R AR ISR, TR IR
SERIR E RAE R EE RN, RIS 2 0 R TR G & R SEH, VEGF {ER—Fi i
MEA 7, RN EAA MR ER, HrTCLEBAEH T &0 SRR, (2HEEE o isg 5
A AR, RIEOE T AT BEGE . JF AT o4k R TR R B A RN IR R A AR, (RS R 2
PAFAEREE , & — P [ 2 R R, HAR S AR F ) 32 BRI LA R T : © {23k i A
@ HBIMARYIER: PgiE T BICA R, TS @il b ffbis; 6 Ritsn
AR IR 7] (8], WFFE KB VEGF il 5 Bel-2 FlH Bax & (£ IE R KL B Y SE J5 Atk
S D E TR LR ER, JELL 0.04 ug VEGF LR S, VEGF Jali /b4 2 40 i 3 17 B AL A1)
F 22 VEGF 5 VEGF 3245 & 5 H0E PI3K/Akt (W AREBEILEE 3 B/ 2 IR EES) [9], — J5 T2 4
T8 AT A > 20 BR 2 1 caspase-9 S H TR K ¥, ¥ S 4 M R AR TS B — D THSE R T 4 2
FZIAI N, MITHIH] caspase-3. 7« 9 M SFIGEMIIET:, IEAMERRA LR MR E S 1F T, VEGF 7] %
415 S [H F (Hypoxia inducible factor, HIF)HJF=4:, HIF w LA 5K H S H T % Hypoxia inducible
factor receptor, HRE)45 & Il VEGF 381, M1 Bax & Bel-2 I5RIE, T ZEEMH AR TER[10],
E A A 1 R B2IR A (SO, VEGF Ak SV i D& T4 i i, 982> SC Frstii S CAl
XA CA3 X#H&TCE R, SR AIN SC G S RIS, W& Iea BN ER[11].
3. VEGF 5z

10 25 R i F T 20 ik P ke A ik P 2 5 0 £H P L SR S — el N PR R DAL AL A , Willis AR S
FERCHEIL, FAMB K RGeSk Bk - IR K M e, AN B ik 5 S e A R G I 0 fk I
Fz, BN [R5 0L A ECE R T A, RO SCIEIRTE i, N SCARIR BBk =1, $ o IS IE %
FGER R A, R (R0 S B T ek 1 R i e A2 R B TUR TS R AF, AT REA R -TIRCE #h & SRR FE B [12]
[13]. WFFLRE] VEGF LG /K5 RS0 LE K/ Bt 28 Th REERAR F 43 B S AH ¢ . VEGF i i i 5 Py
It 365 B0 R A P 3BT A L T ol A R I O A R BB R TS, T T g A IR T R R R ATl
(caspase)-3, -9, -12 J& c-jun WL, ] SV TSR MBS KEE M AR ERH . CLIC 4 @1t
PRI R 4 R L ST LA B R 3R, I B TR W IG & A ARl I 34 () of 38 T2 Rt 0 R 1D, R AR S L M i
AHif5, CLIC4 il VEGF B3k, VEGF 5HZAL G f5i8Id MAPK 5 5@ %, W15 5% 15 2 20 i
P DNA 14 B RIS 3 63 Ca> {5 48 LUK XUFLIEIE TPC2 I A% FRME LI Py Ca® B 72V s S tE R
SE Ca® R, (L HE PN B 0B B R I A SR R, AT S G IR R, A BT A S A
Z R ER O IR 14], RIS VEGE 7K-F BT 4 Bl 4] B e 60 14 i 4% o 265993 1 AT o

4. VEGF 51 & &EFE 5

HILA 22 B8 2 (neuromyelitis optica, NMO)AI(BR) AL 22 588 4 1 2 799 (neuromyelitis optica spectrum
disease, NMOSD) & —MRe & 11 2 VE BB 0, 8 F BRI LA T 88, S EO™H A2 28 Fiks
TIHEFRER[15]. NMOSD &M &k ZFgiins 58 4 e B FE, Mg+ /& 1 2400
(B B AEDIEYE 2 IS 5, I 0 T AN [ 4 A 2 RO EAE H R 3% R, B g rsgm. o
1 Fe RE T SRR ME R B RAE BUR. M AQPIgG fE2T NMO/NMOSD |75 45 i it s itk Ak
s, VEGF & —Fr i A ik S, i 2 oA oi6e, JGH G il & -r i 4
3G A= AN o34k, R H AT R U AR R R 5T, VEGF-A /& —Ff ML Bf % (blood-brain barrier, BBB)
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BRI A WnbRic . FLre B BE s A% th 2 52 BBB AR, (B8 H VEGF-A H5Hi7#0 5 vl BARH 1 Fikid
TR R A, KW VEGF-A 7E NMO [ &% 1 F2 v T RE R AEAE I TEMIAE R, NMOSD Jy—Ff 58 P i i ¢
i, HUETENL - MiBE BRI RTHE T, AQP-4 HUikA HA BRI, ik 57 B a A /£ NMOSD (1) & 9 2
HEIEMEH. 1 VEGF-A &IN5 iR AEbsic Y, HARSNSEEGH CFS2 VEGF-A 7 NMO (KRR
HFEFAELE—EAEF[16], NMO 7E A 2 o a] B8 B T3 2 T8 1 0 240 i = A8 1 40 A e e i it e 7 3, L
b g% [ NBR AN, TNz BT T AN B 5 B AR, AR O B 5 2 fE RS 2t BE 22 11 22 2R
MR, REAEE VEGF. BAFF &K 13#%i1& B, S8 B 4 AQP4-Ab Eil, 42K NMO
K. EDSS PFor MR IRIR EVTEAS NMO JitE &R, 1A 2% g #H A m & Th et E 5 0L, Pearson
MM ER, B W BAFF. VEGF 7K°F-#)5 EDSS 43 £ 1EM J%(r = 0.695, P < 0.001; r = 0.668, P <
0.001), KM ACE AT PP NMO W1E I EE 2 Hfe b5, HIGR ER#HTBCA R 17].

5. VEGF 5 Hb#E ARG KR

VEGF  H HiA I\ Ay 2 o B 453473 Hh 4 B A A 4E B IR -, FOREISCHG I mT 5| 7 o o 5 e e 3% 114 1) 38
s R bE B A AR S R EL AN 35477 1 B B AE ), VEGF Se2 yEMAEEIIRe 2 S 5 A K. ¥R K&
PORE R LR, BRICZ AL, T8 BE TR AR AR B I A5 2 30t A 5k 1 189 i 3655 2 1 1 FH L 2802 2 A
FAMRFERY 5 J34%, DA VEGF BRSO vy 51 e i fixi o7 e ie i 14 39 00 3 SUR K I R, 78 A g SR
B9 KA F2 0 90 BN 98 R 20 BRLRN I /N S I BT AR e VEGF 5008 B M 28 100 A2 Rk S 3 1 R R (18]
VEGF 771 7 111 £ 5 %5 (Attention deficit hyperactivity disorder, ADHD) 5 JL ILiE 77 7K T /& R B,
PRI/ VEGF 7 fit2 5 ADHD HIRIEHLEI[19], VEGFE 335 I S 3k e 22 A4 3 A 28 firh v 90 1k e 2
W2 R A, XS LS P R AR DR A K R AR, T e 2 HORERG #e F0 HL A A 2800 2 (V68 9T AR
FHIERL,  GnBiT IR 241 2R3 6 [20] -

6. RE

H i 2 — 45 L) VEGF/VEGFR JHE iy 29 T I PR GUMR 697, 4 DU 4T VEGF-Trap %5,
I BB R T677 2 M5 A8 R B DI SR R [18], VEGF 25 2 Rl ik # 28 RGP AL,
HR T HAEINUGIE A, @ RARTTL, sRir AT DISRAFHE R 25, SEBURSHERRYY, TG AR
KB

SE
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