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The Relationship of Plasm Level of Vascular Endothelial Growth Factor
and Dysfunction of Kidney in Children Anaphylactoid Purpura*
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ABSTRACT Objective: To explore the relationship between plasm level of vascular endothelial growth factor (VEGF) and children
anaphylactoid purpura (AP). Methods: The concentrations of VEGF in plasm were detected with enzyme-linked immunosorbent assay in
ninety children with AP and thirty healthy children. The serum Cr, B 2-MG and 24h urine protein quantitative were detected with
biochemical analyzer. The concentrations of VEGF serum of AP children Compared with acute phase, remission and healthy control
group, and with acute kidney involvement group (APN group) and no renal involvement group (AP group). Results: The level of VEGF
in acute phase of AP children was significantly higher than those in remission and normal control group; the level of VEGF in remission
group was higher than that of normal control group; the level of VEGF in acute phase of APN group was significantly higher than those
in AP group and normal control group; The serum concentrations of 32-MG and 24h urine protein in APN group was significantly higher
than AP group; the serum concentrations of Cr and 8 2-MG in acute phase of AP children was significantly higher than normal control
group; the concentrations of serum B2-MG, Cr and 24 hour urinary protein were positively correlated with plasma VEGF in APN
children in acute phase. Conclusion: The concentrations of VEGF in serum increases markedly in acute phase of AP,those in APN is
higher than in AP.Increased plasma VEGF level has a close correlation to the degree of AP renal damage, and VEGF is involved in the
occurrence and development of AP and APN vasculitis, and can reflect the severity of the disease.
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H LA R JL % A0 1 3% VEGF Al'E 31 E 45 45 & 28 b S K
APN 5'BE8VESRVRAHCHE AT, BIERIEHR1T VEGF 16L&
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FIE B LA AR T 22 SR R 4500, N FH B B 20 240407, I
AT L3, AH AR A Pearson FH5G 737 o

2 #R
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Table 1 The VEGF of APN,AP and normal group

A k= VEGF &8 (ug/L)
Group Cases VEGF
APN £8 APN group 22 244.56x 51.1292
AP 48 AP group 28 155.71% 50.489
IEEXi#R2H Normal group 30 54.91% 40.07
F 95.789
P P=0.000<0.01

#E:OAPN A5 AP 2HLk %, P=0.000<0.01; The comparment of APN and AP,P=0.000<0.01.
@ APN A 5 IF %X} BB 4Rtk 8 , P=0.000<0.01 ; The comparment of APN and NP,P=0.000<0.01.
G AP 405 IF # X388 48 bk 4%, P=0.000<0.01,The comparment of AP and NP,P=0.000<0.01.

22 Il B2-MG. I Cr.24 MR EAESETK

APN 4 AP 2 FIE % X B4 I B2-MG .Cr &, £
2 SE R L, P<0.01, 13K 2,

APN A F1 AP 21 24 /NI JRIEA & i, RIWERE R AR
2R, P<0.01, DL 2, AP AU FIE# 4T RELH 24 /NEHR 8 &
L A ER TS EE XL, P>0.05, LK 2.

2.3 APN £JLI1 VEGF. Il B2-MG. I Cr 1 24 NHEREBEAE
LB R

APN LI VEGF & 437 510 82-MG ., 1l Cr F1 24 /)
PR AR R LR A, 52 3 IEAHDG, P<0.01, L3R 3.
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Table 2 The B2-MG, Cr and urinary protein of APN, AP and NP
44R 151251 I B2-MG(mg/1) I Cr(umol/L) 24 INGTFRZEHE(g/L)
Group Cases B2-MG Cr urinary protein
APN 28 APN group 22 5.02+ 0.98V2 318.67+ 112.57%® 227+ 1.57%
AP 2H AP group 28 3.71+ 0.799 143.69+ 89.72% 0.79+ 0.28
IEE3tE84H Normal group 30 1.95+ 0.87 89.94+ 3551 0.56+ 0.22
F 94.257 96.674 82.673
P P=0.000<0.01 P=0.000<0.01 P=0.000<0.01

#E:OAPN A5 AP 2Lk %, P=0.000<0.01; The comparment of APN and AP, P=0.000<0.01.
@ APN A 5 IF % XJ BB 4A bk 5, P=0.000<0.01 ; The comparment of APN and NP, P=0.000<0.01.
G AP 405 IF &%t BB 4H bk 4, P=0.000<0.01,The comparment of AP and NP, P=0.000<0.01 .

% 3 APN 4 VEGF #3151 p2-MG. I Cr 1 24 /MR EAEWE XD TER
Table 3 The relationship of VEGF with $2-MG, Cr and urinary protein on APN

VEGF 511 g2-MG VEGF 51 Cr VEGF 5 24 IZ\HIRERE
VEGEF and B2-MG VEGEF and Cr VEGEF and 24 hours urinary protein
r P r P r P
0.785 P=0.000<0.01 0.482 P=0.000<0.01 0.887 P=0.000<0.01
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W, WESE VEGF 75 APN Hh 5 B0 IR S A 2 05
0 AHIFSY % B I VEGF & 875 APN 4137 T AP 41 Fnxt
HRZH , AP 7R TXFIRAE , 22 A it/ L (P<0.01, H 95%
ALfE X N AR & 1), APN Lt VEGF & &# 5 Il
B2-MG Ifil Cr .24 /]Nip PR EE 1 i 2 W 35 IE AR G (P<0.01),

ARUMFTELE RS UAEDF S A RA L, W 7Sk,
WYL T VEGF 2571 APN A8 R EA L i, 5 AP
LA HE ARG . VEGF & BRI -5 B 0 3 RO 2 25 DA
o, IR R W R B R 0, R M VEGF & 45 1T gk,
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