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ABSTRACT Objective: To explore the relationship between plasm level of VCAM-1 ,VEGF and $2-MG in children anaphylactoid
purpura (AP). Methods: The concentrations of VCAM-1, VEGF and 32-MG in plasm were detected with enzyme-linked immunosorbe-
nt assay in ninety children with AP and thirty healthy children. The serum Cr, f2-MG and 24h urine protein quantitative were detected
with biochemical analyzer. Results: The level of VCAM-1, VEGF and B2-MG in acute phase of AP children was significantly higher
than those in remission and normal control group; The level of VCAM-1, VEGF and B2-MG in acute phase of APN group and AP group
were linearity and positive correlationr r>0(P<0.01) Conclusion: The concentrations of VCAM-1,VEGF and $2-MG in serum increases
markedly in acute phase of AP,those in APN are higher than in AP. and can reflect the severity of the disease.
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KT HAE R A & Zeanitiiii . BRIt 51 ELISA K,
¥l VCAM-1 #il VEGF 7E APN. TS FH AP HIIE % %)
M e AR L, AR UG =4 LAY I B2- Bk A
(B2-MG), FE = F [ AH X 0 #71 , BAEH — PR VCAM-1
1 VEGF fEE RIENF 19 AP APN L8 345 A1 e m]
RERHLE], TTEE S AP () RUEASCIG 28 W7 , 483 B 1R 1 A e 73
ST AL BT A
1 BERAI T i
1.1 FARMERSHE

A [ AE N SRty BB 4 B B e LRI 5 SR 1 AP
W2 L 50 ], Hor 28 fITC i E AP 4, 55 15 4], % 13
B AR R /N 3 & K 13 2 AR IR (7.58+ 2.48) % 522 {4l
A BBHE D APN 4,55 9 i), 2 13 4] 4R i8R/ 4 4 LRk
12 2 SERAEIE (7.224 3.24)% 5 T IR E] | )R 4 e 4k
K JLEE 30 & MIERXTHRA 55 16 &, & 14 &, T/ 2
B LK 14 % EIEIR(8.04+ 6.23)% , =LH AR LI
B 2E BTG L (P>0.05)
1.2 207 (AN FNHEBR AR

AP BYISWHRIE S B IE S 45 2% B 3240 00 T b afe I35 -1 R
QERAFESERLBA) A LT, Bl AP 44 & 48 RETTE i
FONER TN FHALSS B E 5 A AP 4 i APN
MR NEREHFE, NMEALHMIBSTFRE, BIHA APN

. AP Fl APN ] HZF A2 Wik g AWF5T o I Ao
G HE IR A 1 8 8 R G B I s B RN R SR, % BREH O 4 Tl Y
TeiRgL e,
1.3 kRl

WFFE X5 % /R F EDTA HUse B i E# ki 3 ml,4 C £
17, R 1500 55 / 43850 20 43 K 3K T -20 C vkARARAT
ko RS IR A A AU T = 20 A2 LI B2-MG.,
1.4 VEGF Byl

MARRSE, $e BB Fyi SN iR &4 R U I 41,
5 PR 5 4350 e OD450 1, SRl abruth g xd
b, 35 VCAM-1 1 VEGF HIf 3% #e i
1.5 it 4bhiE

N FH3E E SPSS12.0 ARG RS BT THERORL
R IR AREZE RN o AR RN TR AR LA 43 S A R 3
T2 AT 5] KK, =4l VCAM-1,VEGF & # &
B2-MG & it MBIE L, HE 257 MR 54 T, I B 30
ZOTHT, T LA, A BT R R AR SE 40 HT

2 #R

2.1 fn VCAM-1,VEGF #1 B 2-MG £E2%5{k
APN 41 AP 4 Al IE % Xt #8441l VCAM-1,VEGF HI
B2-MG &, 20 L3, 35 P<0.01, ZRA G2+ 5, Ik 1,

& 1 APN A AP AR EEEAMH VCAM-1, VEGF #l 2-MG ZELLE
Table I The change of VCAM-1, VEGF and 32-MG in 3 groups

S Bl VCAM-1 &&(ug/l) VEGF &£ (ug/) B2-MG(mg/l)
Group Case VCAM-1 VEGF B2-MG
APN 4
22 1851.12+ 73.76“% 244.56x 51.12%% 5.02+ 0.98%
APN group
AP 4 o o 5
28 135571+ 67.28° 155.71% 50.48% 3.71% 0.79%
AP group
EEXRA
30 934.94% 66.07 54.91% 40.07 1.95+ 0.87
Normal group
F 94.682 95.789 94.257
F P=0.000<0.01 P=0.000<0.01 P=0.000<0.01

#£:OAPN 5 AP A k%, P=0.000<0.01;
The comparison of APN andAP.

@APN A 51E & Xt 84 Lb ¢, P=0.000<0.01;
The comparison of APN and NG.

@ AP H 5IE # 3T HR A L4, P=0.000<0.01,
The comparison of AP and NG.

% 2 APN 8 VCAM-1,VEGF #If 82-MG Z @48 % 544
Table2 The relationship among VCAM-1, VEGF and 3,-MG

VCAM-1 5 VEGF

VCAM-1 5 B,-MG

VEGF 5 B,-MG

r p r

0.941 P=0.000<0.01 0.801

P r P

P=0.000<0.01 0.785 P=0.000<0.01

2.2 APN £48%1 AP ALl VCAM-1,VEGF %1 B2-MG Z jalff
XS

2.2.1 APN 8 )L1In VCAM-1,VEGF 1 p2-MG z [a] &40 £ &
S APN 445 LI VCAM-1 5 VEGF . VCAM-1 5 B2-MG
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B | APN fi VCAM-1 55 VEGF #8244 8 5 & & 3 APN Fifn % VEGF 5 B,-MG #85HH7 8 2 B
Fig.1 The relationship between VCAM-1 and VEGF in APN Fig.3 The relationship among VEGF and 8,-MG in APN

[E 2 APN H VCAM-1 5 B,-MG #H£5 H#{ = & & 4 AP H1 VCAM-1 5 VEGF 3% 5 8= Bl
Fig.2 The relationship betweenVCAM-1 and B,-MG in APN Fig.4 The relationship among VCAM-1and VEGF in AP

%3 AP 42 VCAM-1,VEGF #i1fl 8,-MG Z [BI#f XS ER
Table 3 The relationship among VCAM-1, VEGF and 3,-MG in AP

VCAM-1 5 VEGF VCAM-1 5 g-MG VEGF 5 ,-MG

r p r p r p
0.873 P=0.000<0.01 0.747 P=0.000<0.01 0.653 P=0.000<0.01

B 5 APt VCAM-1 5§ B,-MG XS &= E B 6 AP 1 VEGF 5 B,-MG 18X S 8= E
Fig.5 The relationship among VCAM-land B3,-MG in AP Fig.6 The relationship among VEGF and 8,-MG in AP
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M VEGF 5 B2-MG # X 4#r, B aRELtEs, LE
1,2,3,3 >0, P<0.01, 2 g & IEAHSE, L3R 2.
2.2.2 AP #H &)L VCAM-1,VEGF 1 B,-MG = [E]#I+8 X5
Hr AP 40 /& )L il VCAM-1 5 VEGF VCAM-1 5 B-MG A
VEGF 5 B2-MG {56547, s E R M 3, TLE 4,5,6,1
r>0,3 P<0.01, 2 i EFIEAHXE, W3 3,
3 ITig

AP LRV LG, SRR RSB/ 4. APN
& AP f U H BIT RO , APN BRI i, i R ORI
KA S W B AR R AR E Y 20-60% , ANRE S K. LIS
WESZ 4000 e br 2 B A, (H T B vE R R — R A R A
BEA — 8 BB BB, [FII BER B0 AR, A 2 i K J
L2 MELIRE I BENERZ R R AET AP G 4 JEIPY,10-15 K
T Ay 2 0 v W, R ) G 8E F Iy SEBBCIMLA P B A 40 0 T 4 8 1Y)
B, RS B E B IR B 8ds AP FE & BT HRS,

VCAM-1 J& TG REERER (RS B8 50 , 2 P9 5 4T ) e 4t
bR T, P9 1 AT 8 P AT P A RS R 2 1 A R
BRI . B HLSURE RS R8s VCAM-1, 7]
RETERPEF RN FER S MPERT A A i VBNV b
SN VCAM-1 AR, A5k P20 B A B Az 4T ) 5 ek
PRI IR B A U . AR SE RS, VCAM-1 7£ APN
FhIGERIN, A R MORE R N, $R VCAM-1 25T AP
FI APN (8L 72, D AT S ey i) ™ SRR B M R A R e

VAR BRI R M, IS PN Rz A A 0 S o B S e A
Mk E., S5 AP BRMMWE F, 40 IL-1.IL-6,
TNF-a 53 fef#E VEGF 3£k, ENZMhEEH, F3
T—RIN R GBER N, fE s AP PRt . AP &L VEGF %
TR T B HAT WU 5 S, — I VEGF 20 I A8 Az il 2 e itk
55 PN R ARG, AE4r 10055 9 Bz e e v h il /8 DR VE T
SERTINAETE B SCHE K 3R 5 o) — 7 I, VR U AEE i D, 76
A 5 R A sC BAE T, AR HE 4B BT 4R
Tt S I P AT | 0298 R L A P R #8475 T
AL I35 9 B, o 2 45455 o

VCAM-1 # ik T M PB4 R G st i, 2 5
B IR IMAE 8 0 i bIL i, &3 T 98 0 40 I A 240 RS 43 m
JHL PRI T80T P B B RE RS 2 A 2 AR 2H 2L 1Y R BALH
i VEGF 1E AP Il PIBRIE S A SRS T i & E XL E
SRR, ARSCISE B R, VCAM-1. VEGF Hl MG 7K F-1E
AP Yl YRR APN>AP> IE# G IRAL, 2R IH Gl
BL(P<0.01), HE7mak Ly T A1 = nTREFN B B 58 1O R 25 )
AL, SREREARA L, B8 APN 5E, 257 AP I
B YNE RN . BRI U, B R MU & B
S AP AR B A E AL F B M AT RE
BN BB R RN o 78 SCRRRETS®, VEGF RS {i it
PR A= A VCAM-1, I3 il 858 33 P, a1 48 7 52 46
i o A S2I B VCAM-1 . VEGF Fl B,-MG AT B
Teit e Bhali AP ZH g2 APN 20, 22 IF A6, Bl —F AR E
S5 T ME R EARIE, W H A BT
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