BB 201647 % 87 B 7
Academic Journal of Second Military Medical University, Jul. 2016, Vol. 37, No. 7

http://www. ajsmmu. cn

+ 863 -

A
3
34

DOI:10. 16781/j. 0258-879x. 2016. 07. 0863

MERNREREFAEBEBRLXFTLEREFPIER

Bl &8 o RBAAAERAS
A IR RS AR BR e B AR RO W e I 7S B, BT 200003

(RE] BEmE RG0 FIES TR 4R de s |28, M4 N B2 L K 7 A(vascular endothelial growth factor-A,
VEGE-A) 58Ik REME B ME S IEER 2 UG, TR, B4 VEGE-A 23K T P8 Al 5| B 46 i iUl 48 %
BEREAR 38 0 E H L R B4 S B 2L A AR S R B 2 o LT M3 224 5 17 VEGF-A 3 33K W AT S 3505 W27 4k
B MY B AR B IR R . BRI UE R VEGEF-A B35 7] GEs2 i B R M & B 5 8 R . ASC VEGE-A 78 5 ik 1 45
RGRE AV B A E A EATEER B B SR AT IR YT R

[R#ER] MENEERKEF A FIEME RS BE%

[(hEHZES] R692 [XktrER] A [XEHS] 0258-879X(2016)07-0863-05

Role of vascular endothelial growth factor-A in kidney development and kidney diseases

ZHOU Jie, YANG Yang, SONG Shu-wei, MEI Chang-lin*
Department of Nephrology, Kidney Institute of PLA, Changzheng Hospital, Second Military Medical University, Shanghai
200003, China

[ Abstract| The renal vascular system is vital for maintaining the normal function of kidney, and vascular endothelial
growth factor-A (VEGF-A) participates in the development of renal vascular system and is associated with various kidney
diseases. Studies have demonstrated that down-expression of renal VEGF-A can result in reduction of microvascular density in
medulla kidney, regional hypoxia, and polycythemia, and further lead to increased haemopoietin. The overexpression of VEGF-
A can cause renal fibrosis and cyst formation. promoting the progress of kidney disease. Therefore, regulation of VEGF-A
expression may influence the occurrence and development of kidney diseases. This review summarized the role of VEGF-A in the
renal vascular system and kidney diseases, hoping to provide new therapeutic strategies for kidney diseases.
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