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Dynamic changes of the expression of HIF-1,VEGF and miRNA-210
in the kidney after unilateral ureteral occlusion”
Liu Yaming , Deng Jun , Kuang Renrui ,Cui Suping”

(Department of Urology sthe First Af filiated Hospital of Nanchang University , Nanchang,Jiangxi 330006 ,China)
[Abstract] Objective To observe the expression of inducible factor 1 (HIF-1), vascular endothelial growth factor (VEGF)
and miRNA-210 and explore the regulatory mechanism after unilateral ureteral occlusion (UUQ). Methods UUO models are made
by ligation unilateral ureteral with silk,and they were divided into sham group and UUQO group. All the mice were sacrificed by cer-
vical dislocation after 2,5,9 and 14 d of UUOQO. The kidney samples were examined for HIF-1 mRNA, VEGF mRNA and miRNA-
210 by quantitative real time reverse transcription polymerase chain reaction (RT-PCR),and HIF-1 protein by Western blot.
Results The expression level of HIF-1 mRNA was gradually raised after UUO (P<C0. 05) ,and compared with the sham group, the
expression level of VEGF mRNA and miRNA-210 were up regulated after 2 d of UUO and down regulated after 5,9 and 14 d of
UUO compared with the sham group (P<C0. 05) ;the expression level of HIF-1 protein increased after UUO compared to the sham
group. Conclusion The results of the level of HIF-1 protein increased and VEGF mRNA and miRNA-210 were up regulated, which
might be related to the adaptive response of kidney hypoxia and ischemia after UUQO.
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