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KIM-1 protects renal tubular epithelial cells from hypoxic injury”
Huo Wengian s Zhang Keqin®
(Department o f Urology , Institute o f Surgery Research ,Daping Hospital , Third Military Medical University)
[ Abstract |
observing the effect of KIM-1 on the proliferation and apoptosis of HK2 cells following hypoxic injury. Methods
kidney tubular epithelial cells (HK-2) were used in this study. The pcDNA-hKIM-1 plasmids were transfected into HK2 cells for
obtaining pcDNA-hKIM-1-HK2 cell strain that stably expressed KIM-1. Cell viability,apoptosis and expression of apoptosis related
signal molecules of pcDNA-hKIM-1-HK2(group A) and pcDNA-hKIM-1-HK2 pretreated by KIM-1 antibody(group C) were ob-
served after hypoxic injury,and compared with the untransfected HK2(group B). Results The proliferation ability of group A was
higher than the group B(0. 427=+0. 046 ws. 0. 210£0. 036, P<0. 05). The number of apoptotic cells and the apoptosis index deter-

Objective To demonstrate the protective effect of Kidney injury molecule-1(KIM-1) on kidney hypoxic injury by

Human proximal

mined by flow cytometry at early,middle and late hypoxic stages were obviously lower in the group A than in group B(P<C0. 05).

The expression of phosphorylated ERK and phosphorylated Akt in group A increased significantly comparing with group C(P<C

0. 05). Conclusion
the activation of PI3K-AKt/PKB and ERK signal pathways.

KIM-1 can protect renal tubular epithelial cells from hypoxic injury,and KIM-1 may suppress apoptosis through
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