Renal fibrosis progression is halted by delayed removal of
the intact kidney after unilateral renal ischemia in mice
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BACKGROUND

* Despite an almost full functional recovery, an ischemic insult to the kidney
(acute kidney injury, AKl) initiates a slow fibrotic process

A Prognosis

CONCLUSIONS

Post ischemic kidney had a reduced function

Function of the postischemic kidney improved significantly after removal
of the intact right kidney.

Fibrotic processes diminished (TGFb, FN1 production)
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e Severe unilateral renal ischemia/reperfusion (I/R) induces renal fibrosis
* Delayed removal of the intact contralateral kidney may alter progression
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Interstitial fibrosis: histologic score Fibrosis: TGF-beta expression
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Tubular injury: renal NGAL mRNA Oxidative stress renal NRF2 mRNA
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