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[ Abstract] Objective  To investigate the effect of intermedin (IMD) on the expressions of
angiogenesis-related genes induced by renal ischemia reperfusion injury (IRI). Methods  Wistar
rats were randomly divided into four groups: control group, IRI group, empty plasmid group and
IMD plasmid group. One week after removing the right kidney, eukaryotic expression vector
encoding rat IMD gene was transfected into the left kidney using an ultrasound-microbubble
mediated system. Renal IRI model was induced by clamping left renal arteries for 45 minutes
followed by reperfusion for 1 d, 2 d, 3 d, 4 d, 7 d and 14 d. The expressions of hypoxia
inducible factor-lae ( HIF-1a), vascular endothelial growth factor (VEGF) and angiopoietin receptor

Tie-2 were examined by RT-PCR and Western boltting.  Results ~ Compared with control group,
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an increase in HIF-1la, VEGF and Tie-2 was observed in the IRI group at d 1, d 2 and d 3 (all
P<0.05). The expression of HIF-la peaked at d 1 d(P<0.05), while VEGF and Tie-2 at d 2 (P<
0.05), followed by a decrease that was similar to the control levels at d 4 (P>0.05). Compared
with the IRI group, the expressions of HIF-la, VEGE and Tie-2 of IMD group were much higher
and all reached the peak at d 1 (P<0.05), maintained at d 2-4 (P<0.05), followed by a decrease
at d 7 (P>0.05). The above indexes had no differences between empty plasmid group and IRI
group (P>0.05). Conclusions IMD pretreatment may play an important role in the process of
repair and regeneration after renal ischemia reperfusion injury by improving the expressions of

angiogenesis-related genes(HIF-1a, VEGF and Tie-2) induced by renal ischemia reperfusion injury.
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