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Expression of vascular endothelial growth factor is related to microvessel injury of
renal interstitium in children with Henoch-Schonlein purpura nephritis

ZENG Xue-Qi, XU Zi-Chuan, DANG Xi-Qiang, HE Xiao-Jie, YI Zhu-Wen. Pediatric Nephropathy Institute, Second
Xiangya Hospital, Central South University/ Clinical Center of Pediatric Renal Disease in Hunan Province, Changsha 410011
(Dang X-Q, Email; happydang@ tom. com)

Abstract: Objective To investigate the relationship between vascular endothelial growth factor ( VEGF) expression
and microvessel injury of renal interstitium in children with Henoch-Schénlein purpura nephritis ( HSPN). Methods
Thirty-two children with HSPN and who had not received glucocorticoid or immunodepressants treatment before
hospitalization were enrolled. Five children undergoing nephrectomy due to renal trauma were used as the control group.
Renal samples were stained by hematoxylin and eosin and renal pathological changes were evaluated semi-quantitatively.
CD34 and VEGF expression was detected by immunohistochemistry. CD34 was used as the marker for endothelial cells of
renal microvessels. The microvessel density (MVD) was calculated by CD34 immunostaining. Results Compared with
the control and the renal pathological grade II HSPN groups, MVD in the grade III and above HSPN groups decreased
significantly, with an obvious reduction in MVD with the increased renal pathological grade (P <0.05). The renal
microvessel score in the grades Illa, Illb, IV, and V HSPN groups decreased obviously compared with that in the control
group. The renal microvessel score decreased with the increased renal pathological grade (P <0.05). VEGF expression in
the grade 11 HSPN group was higher (P <0.05), while that in the grades IV and V HSPN group was lower than that in the
control group (P <0.05). VEGF expression in the HSPN group showed a significant reduction with the increased renal
pathological grade (P <0.05). There was a positive correlation between VEGF expression and MVD in renal tissue in the
HSPN group (r=0.935, P<0.01). Conclusions The decreased expression of VEGF may be responsible for the renal
pathological damage and microvessel injury in HSPN. [ Chin J Contemp Pediatr, 2009, 11 (9) .717 -721 ]
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