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[# ZE] HM WEMENR(VE) BINSE VZ 200048, BA B MR JE R RS e R AE 2, VE KR
B B — A~ BB 43 B I A5 P9 R A M P B 45 o R R B A DU 8 VE SBOLIH R I 55 9 R M AR K
(VEGF) B i 3 4 MURG Bt 43 F-1 ( VCAM-1) K- 928 6, 3553 VEGF, VCAM-1 £E VE J& i Ll o i 76 T, DA S et
VE 1M E M X BUG T IR E X Ak BRI ELISA LA 65 6 VE LA [R] B 1k A ik b
VEGF I VCAM-1 7K, 53R VEGF,VCAM-1 /K7E VE S0P ] 590 5 01 Sk i 0 BB 2 5 St 01 S5 102 A0
I, HERBAGITHE L, VE BEEHRILRE®R T VEGF, VCAM-1 /P 5 EHM LA B A Giit# 255, VE
FA M T VEGE 5 VCAM-1 7K 72 B B B AH Gk, VE LIS & 3 & | K, IH R VEGF,
VCAM-1 /K-8, JLLUE & &£ 0.4 /L~ 1.0 /LW, 5 & & <0.4 /LA, 2R B A5 IT2 5 L
VE LI E R T M0 %, 5 R VEGF, VCAM-1 7Kl  (H A B B ARG . VE 4R LhiE R
EEG 2748 514 W ' VEGF, VCAM-1 /K Z M T4 i1 2% 12 7. (A% MRI 48 ™5 %, I B i h VEGF,
VCAM-1 K, A2 S A BEM. &4it  VEGF,VCAM-1 A[fE2 Y5 VE AL, X VE (5% 15 ™ & 1%
AR KBS WA —E = o [ FE &R ILFE,2008,10(3) :285 —289]
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Changes and roles of VEGF and VCAM-1 in cerebrospinal fluid of children with vi-
ral encephalitis

YANG Feng-Hua, WANG Hua, ZHANG Jun-Mei, ZHANG Han, PAN Li-Li. Department of Pediatrics, Shengjing Hospital of
China Medical University, Shenyang 110004, China (Wang H, Email; wanghl @ cmu2h. com)

Abstract: Objective Vascular endothelial cell injury contributes to the pathogenesis of viral encephalitis. This study
was designed to investigate the roles of vascular endothelial growth factor (VEGF) and vascular cell adhesion molecule-1
(VCAM-1) in cerebral spinal fluid (CSF) in the pathogenesis of viral encephalitis and in the evaluation of the severity and
the prognosis of viral encephalitis in children. Methods CSF VEGE and VCAM-1 levels were measured using ELISA in
65 children with viral encephalitis and 20 age-matched controls (10 cases of epilepsy and 10 cases of congenital
abnormality). Results CSF levels of VEGF and VCAM-1 in the viral encephalitis group in the acute phase were
significantly elevated compared with those in the congenital abnormality (P <0.01) and the epilepsy groups (P <0.05).
CSF levels of VEGEF and VCAM-1 in the viral encephalitis group in the recovery phase decreased significantly and were
similar to the levels of the epilepsy group, but remained higher than those in the congenital abnormality group (P <0.05).
There was a positive correlation between CSF levels of VEGF and VCAM-1 in the viral encephalitis group in the acute and
recovery phases. CSF levels of VEGF and VCAM-1 were positively correlated to CSF protein contents and the degree of
MRI abnormality in the viral encephalitis group. Conclusions VEGF and VCAM-1 may participate in the pathogenesis of
viral encephalitis. Detection of the two parameters may be helpful to the evaluation of the severity and prognosis of viral
encephalitis. [ Chin J Contemp Pediatr, 2008, 10 (3) .285 —289 ]
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S BRI A B i e PR A Sk
PRREILIRA | BRI 75 P I 2 12 TR 1) <6 s M 2 ki 7
WP B , (L J A A B MR I, L R
JTZTEIE . o BE PRI A A9 18—~ SE AL R I
N AR A5 1 , I A B AR AR K P (vascu-
lar endothelial growth factor, VEGF) X Ifil % PN iz ZH i
BAR S, 5 20 RGBT o 7-1 52 A N B
M2k, HARVT VEGE, VCAM-1 5505 32 £ ik & &
TR AL ) 9K 28 A S X e Al 2 0 17 7 . 1 B T3
JE FIWT AN A, FATTRL T ELISA Jy Bk A 1 s 5
i 98 S8 LB W VEGE, VCAM-1 (17K, - 5 [F]
KR IR AT T IR

1 WN&KE57E

1.1 44
L1l smarmia etk R (& pRm i,
viral encephalitis, VE) f& JL 65 i, 5 38 fi, Z¢ 27
B AFE 4 AR 14 5 SFFER N 6.3£4.3 %5 2
W Tl AR I I R A I F 18] LSk MIRT K o
TR M LM PUIARR I 45, 75 5 2 I R 12
kR o 65 s iR B Lt BET 9T 43 g 2k 0 (54
) A I (LT 1)) < 2V IR B W bR A 1 A B 24
KECE 2 FOREE MRS 0TI B W bm A4S T 8 LA A2 10
KR o 65 il I B LA BRI R 28 30 S 43 Ry 8 4
(40 i) Je FEEAL (25 i) . FEEEAL 2 Wibn R « Iifs
PRATEEAhE (>3 W) 83— A& 522 30 min DL |,
FEEA ] 0 B R R R o L0 I ek ™
JE3E R ARG PR R RG 5  AR ELE VR A 18
Ho HAR BB, 65 6/ L IMLIE s IR 2 A 2
EANAE 5 1 6] B 2liyti 2 1 2 1] K 96 g 2
B AT IR AR 28 2 1)
1.1.2 A P 8L 10 6, 55 7 i, 2 3
B, 4F0% 3 ~ 13 % P4 6.9 £2.7 %5
1.1.3 sfmn XJHEAAB L 10 6, 55 6 f5], % 4
B, 4FiS 40 d 2 13 % P I4EIR R 5.3 £3.9 %,
X2 LY R e RV ERTTE F5 MR AR L. X R
2H 5595 Bk 2 0 1) B A0 O A DO B 22 5
1.2 fX&®(CSF) 5

T B Wb A X8 I T AR R R ) R
ENZN RlDSE R S S 1 € T i S SR A I
SRR - 80°C IR VK AR AR A .
1.3  #EHIRA % (MRI)

AL IL 47 BT 5 5 ~ 10 d 473k MRI £
o XTHRALE L 18 Bl 4T Tk MRI i # . MRI 73

PO 1 RIEFHIIW; D 2 A4 o —BE
DRIGEE 5B 3 GLRAUM L L X B o AR X6 AR B 1R
kL @ 4 Gef5ip 3 AU B Rk, B2 LB
P e A g e P A SR RS DX R R T )
sz 2

1.4 fEEE®RZE(EEG)

S i 4 f8 L 54 B F ABE 4 RS 2 Rikfr T
EEG ##5, xf B4l /B L 20 fil 4T T EEG # %,
EEG R0 O B R RN 506 50808
@ HEESEE O BRI M = RSk (LA O 5 S Yk
F) B R AE R S Rk R O s B) S
O R 22 R 18 1 v R K2 D (0.5 ~2¢/s 8
W) B PR A AW B, 2 R P $H G FL O o
1.5 FHERSTESH

NG B v AR A BB 52k A BR 22 F] ELISA
& (L E R&D 24 w)) A6 I ini ¥ H VEGF K
VCAM-1 7K, A e BT B A, 45 S 28K +
PR (x +s) o , W ¢ K6 (58 A REMLIBE T A
PRISEA LA AT G5B o o Tk [l U 43 A
Ji s VEGF 5 VCAM-1 {56 R, Gttt Hr R H
SPSS 10.0 it #cfs: .

2 #R
2.1 3 /A% VEGF #1 VCAM-1 7k EllE

W 1 iR, VEGF, VCAM-1 /K -78 B LI &
PERIR S 35 T, LB T R (3 P <
0.01);VE Z9: 1 5% & 1] VEGF % VCAM-1 /K
FHE, 22 R H B2 M (P <0.05) o 2k 399 Ml
L VEGF, VCAM-1 /K- TR 4L (P <0.05) 5
i I 52 15 L VEGF &2 VCAM-1 KSF 555 40 e
3, L S 0 TG J 2 5 R A %o B P A, g
SINEA BEME(P <0.01)

2.2 3 A%k VEGF 1 VCAM-1 7k E L&k

o i A B L L R A AR LA MR VEGE Al
VCAM-1 7KF-H A 8 25 T X B4 (P <0.01) ;
41/ )L VEGF, VCAM-1 7Kl W & o THE R4, (H
THRESARA BEE IR T A LS
T VEGF /K- S iidl b, Hooe v 5o B
(P <0.05) ;e 5 B 4R LA A VCAM-
1 7KOF- 55900 20 B A, 2 53 A e DX (4333 K
t=1.648,P>0.05;:=2.293,P<0.05),
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#1 3 @SS VEGF & VCAM-1 K EME

(x%5)

25 %k VEGF (pg/mL) VCAM-1 (ng/mL)
Xif R 10 10.1163 = 7.4967 4.0810 +1.8378
TG 10 30.5813 + 7.8108%  11.9015 =2.3204°
VE 2l 54 49.2090 £22.2301%"  16.9230 +6.8176""
VE & 11 34.2525 £19. 18814  11.7340 =4.0092%°
VE 2 40 44,5232 £19.8246%" 15.2612 +6.3010°
VE T 25 50. 1172 £25.9104%"  17.2988 +7.2397*"

a: SRR LA P <0.01;
AN P <0.05

b: SHMAIILE P <0.05; ¢ 5

2.3 VEGF #1 VCAM-1 K FEE K& 547

Joa ki 25 IS G AV B VEGE 5 VCAM-1 K -F-2
A BB ARSCHE (A I LA ). r = 0. 9087 1 =
9.2353,P <0.01),

2.4 REBRPHEABRB.ZEEHLES VEGF &
VCAM-1 7K ERy % &

o i 28 KB LM VR v A T SRR 2 i R R
VEGF Jz VCAM-1 7K -8, {H ik 6 W b 4 i 4
W h VEGF, VCAM-1 Z [8) AN A B 26 AH G 1
o P 2L R8 L5 v b 2 1 s R (3R 2) , Il
H VEGF J¢ VCAM-1 /K-y, H 22 5% BA B 3%
(P <0.05,P <0.01 ),

x2 REEPEASES VEGF K VCAM-1 K TFHIXER

oA T % - VEGF VCAM-1
it (g/L) (pg/mL) (ng/mL)
<0.4 47 45.4585 £20.5369  14.7492 +6.3966
0.4~1.0 15 59.1849 £25.8923" 20.2249 +6.6889"
>1.0 3 26.7443 £ 5.0683  18.9600 +4.4631
t{H 2.1132 2.8556
P <0.05 <0.01
A GEEE R <0.4 /LA, P<0.05; b:P<0.01

2.5 HEBEXBEMERS VEGF K VCAM-1 7k

o 2L B L R PP A O B, L
VEGF Jz VCAM-1 K- iy, {5 5 R fli i Sl ik
B HEML, HEF G E R (K 3) .

x3 HBEXRBEREBRS VEGF E VCAM-1 /K FHX R

FillEROe 14 VEGF(pg/mL) VCAM-1 (ng/ml.)
0 23 47.4707 £21.7886 16.7119 £6. 6767
<3 26 46.4498 +24.3366 13.8758 +5.6534
>3 16 45.8554 +21.0418 17.5602 8. 4670

2.6 EEG K3 MRI T 5% %+ VEGF &
VCAM-1 K FEHIX R

EEG 75 5% i 'F VEGF &% VCAM-1 /KF-2
TG ER 25 (R 4) s(Hk MRI s ™ s
5 BUE R VEGE, VCAM-1 7K -4 25 75 B2 ]

— 2, RIS i ™ AR L — SRR T, Sk MRI
ARG R VEGE \VCAM-1 7Kg, HLR
A Yt B2 (3 P <0.05) (385) .

&4 EEG ZES5&E RS VEGF & VCAM-1 KFHX R

VEGF VCAM-1
MRI 432 ik
(pg/mL) (ng/mL)
EEG I[E# B4 54 39 46.4605 +17.0724  14.6627 +6.9054

EEG - F 5% 15  45.4489 +24.7703 17.5499 +7.2444

RS5 L MRIKTE5RE RS VEGF & VCAM-1 7k
FHXFR
VEGF VCAM-1
MRI 53-%% 1155
(pg/mL) (ng/mL)
EREAMRII24% 6  32.9458 + 5.8679 12.9302 +4.1076
WA MRI34 2% 14 59.6752 £28.7986° 20. 6640 +7.5685"
RBP4 MRI1-2 4% 17 31.0817 £10.6194  9.2191 +3.3998
B4 MRI34 4. 2 50.0330 +18.1359" 16.2655 +8.2074"

a: 5TEJE4 MRI 12 e A8 M Eb, ¥ P < 0. 055
MRI 1-2 88 b, 33 P <0.05,

b: HiEH

3 itig

A8 PN B2 200 S 45849 2 s fii 4 s L i o 7 —
3o oM BERLAG A i  |AS rh K b 28 R G e
AR LI LG 1 A8 B DRy 3, LAJG AT 3 ey
Iz A 2 AN IR A R R o 2 b A 5 o i L
N 552 J57 -5 1M AT B 2 ] A il 8 4 P 108 e e, o e J
Y I YA 2 A 240 B0 20T 2 520 i P 00 A5 PN B A4 L R
Gela A RERIRMLHL o I I AE PN R 400 2R e e o
I 4 i ALY e BV R A RAETA 1 Rk
FEEBAE M o a2 il 2R 1) LA PN 2 200 B 463 495 6 B
SR 7 THT < — 7 TH A B SR Y 3t ol 4 I 76 PN B 40
FRIATLARC A 4 < s 3 0 52 288 AR AR HE 91 78 7Y Bz 2
AL N, 32 IR TN B 240 ok ik, 200 R A g € B i 2R
L N B AN MR A, SO0 LA P e A i i 2
£i7187 NI (9011 K7 8 2 &7 e 1 O i AN N =9 il A
L AR S BE A BERIR I L, S B
FCPR S I H 1 & Az 5 5 — 7 ThT = L PN B A
A T S R AR A VAR AT < i I AET PN B 400 i e ik
SO A P AR TV 1 PN B AT A0 B A L TR
HH i AR T AORE L L/ VAR 21200 B 52 SRR 1) A
AN S5 TE BUAS: 1, 3 S0 4 2, A 2 Sy BB UM ke
LG4 B e it P AR o A ™ R 41 &
HE BRI T LA PN BRI, B R R i 2

I PN R 400 A A A PR S A7 0 5 1 PR
(vascular permeability factor, VPF) & —Fh 4 FHEAE
FHF 1058 P B A 1Y) 2 D RE IR, S5 AAE 7 1L N
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AN E AT S VEGE w2 25 A0y A i T2 1 2 e
i M7 4k f1t] (fams-like tyrosin kinase) B[l fam # fi%
FATRILTG 714 1 F £lk1 (fetal liver kinase 7RFR KDR)
R E A S A KDR [R]JE ARG -0 1 456 .
BRA SRR ML P B A A 2293 28 S B AR
JH 5 240 M % SR BV T 5 348 o ol 7873 37 1k P A T 5 £
HEGOM A AR RN SRR A RN o TR I/
H: K JHF ( platelet-derived growth factor, PDGF) %
) — AL, S — 28 5 4 M T I 3R B AR R
ZEAHOBEE A P e R0, AN P
BE LA JFAR 51 S A 0 RAE S . 4 4
(G W 200 B A b M 0 i RO T B 4
) Rt/ MR T A VEGE ™ o AR [l e
VEGF Zk R A K] o Paul 25 % Bk & M3 Bk i 4
VEGFE JE J834 i, i fii 4 5 BR 31 figi JI 58 i) VEGF 7K
T R

IM5E 40 B kL Bff 43 7+-1 ( vascular cell adhesion
molecule-1,VCAM-1) B iE R EAB X ENR G, £
LRI Y B A0 M2 3%, VCAM-1 sl 5 A E R
TR e 1 Pt 4 (very late antigen4, VLA-4) # H.
VER A T AN 55 N B R M A2 [ 45 5 AR s 1 T
WK EL A0 2 15 PN B A i B R P 2L WIFSE
I, BE RO A R S CD4 " 41 g # (myelin basic
protein-specific CD4 " T cell clones) F [ # ik VLA4
TR0 4 ] ), B0 58 O BE i 2%, B4 T 2 N
ZUWRE Uk , 11 VLA-4 78 PN 52 4 1% P (At 2
VCAM-1,

IS SR S OIS VEGE ik
Hhn, 33 55 1t w5 B B 5G ., VEGE Ay —
PRAEAT T, T AL A 2 il e 100 B 2 RE S 0L 1) & A o
IS N TR WS 2 T I G 5 B T R S R RE Y
Az o VEGF RYBG 0L 5000 5 1 i 5 B 1) e 1 K 2%
IERY K AE" o Melloskey %5 il 4 J5 VEGF iy
FEIRBEIN, AT RE ORI )5 VEGE 9 b s /b 24 45 v
) — > IR A MEAIL

ABFFELIR VEGF , VCAM-1 7EJ i S vEHA FI K
SN T S e T BRHL, 1T L S e 1 EE AR G,
W] VEGF, VCAM-1 72 % fili & s v i B 2 7E
Persidsky %57/ i Jil SCID #2RfF 55 HIV fil 48 , & 3K
HIV i % H B W 48 )i fir 73 o [ - ( TNF-oi, 116,
VEGF,VCAM-1 % E-selectin) #7 m /KR ik ,
T E WEA M A M ) (VEGE, VCAM-1 4§ ) 7E HIV
i 9 S Pl 45 AR o Sporer 4 AR B HIV
FAI M 5 1ML o VEGE JK-FHNAE5G . Mossner
ST BRFC A I 0 A VCAM-1 AP (78

SIS DM B 5 R o van der Flier 411
DR U2 TR P PS8 FJ i 5 Y - 30 400 8 O
HEE A BB R VEGE ZKSF Tt w7t =, 3
WG B 2ES . FRATRPTTE R, I ik b
VEGF [ VCAM-1 7KV i1 55 i 5 v v 40 B A 2
IR FR s BT, A VEGE f VCAM-1 7K
P e AP PR P 1 o S TR OG, HEI T RE
o A TR SF R —E R R

ABFFERE R W VEGE 5 VCAM-1 KA
WA $ % VEGE il VCAM-1 A RE3E[R] 2 5
TR At . X5 Kim 260 (g A0 — 5K, At
T3 Angiopoiotin-1 i 1 J# > VCAM-1 [ 3R ik
M8/ VEGF Ry o s bIHLE AT 58l VEGF
o T VCAM-1 41 At 8] kL Fff437-1 ( Intercellular ad-
hesion molecule-1, ICAM-1) fl FZHAABIEE S
& T, T (major histocompatibility complexs, MHC T ,
1) ik, e fdf B 4K 4% 4% 4il il (natural killer, NK)
550 B ARG B, 9 H. VEGF X Bk 4i i B A itk
PEo P, VEGF BT RE 3 2 3 1 il 1 e s, W 5|
% E A 2= a4k, 5% MHC, ICAM-1, VCAM-1
FoTRESHPRMAERGER A & RIER
PO oL PN A L 05 e 4 L PR T
IL-1B3, TNF-o , IL4 &5, 53¢ 26 24 Jfd R S 4 R AR L
NS5 S LA AR AR A B, i AT A
BERL 43 1 (40 ICAM-1 . ICAM-2 . VCAM-1 (B &%
FIGORG B o5~ UG 3% 28 SR B 73 ) ZE T AL AY I
BN AN AT

AR FE N S T U A R VEGE J
VCAM-1 fR 7KV 0k 52 3 22 S A I 35 1P, o 38 i
ik LA F VEGF, VCAM-1 /K SE4552 18 4147 Tt
=, B INE W h VEGE 2 VCAM-1 7K1 1y ik
AN W i RS o R R A R i e T Bl
5 INE W VEGE J2 VCAM-1 K- il OC &2 A
B 5 H Sk MIRT g8 ™ 8 FE 5 5 1 i VEGE,
VCAM-1 7K -3 e A B2 AH — 30, SO I — 25 ] 4 iy
e M WIS, Oy B 4F b B B VEGE J¢
VCAM-1 78 5 1M 48 & 93 L o B9V T, i s 20k
P RBEA Bt Ko It (R 0 B A E S

(& % X ]
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