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+ In male SD rats, bilateral kidney IR induced:

+ Animals: rat, Sprague-Dawley, males (9-12/group). + a significant increase of plasmatic creatinine (A) and urea (B);

+ Surgery: bilateral kidney IR injury by clamping of renal + a significant decrease of urinary creatinine (C) and urea (D).
pedicles. + XG-102 administered 1 hour before ischemia (Protocol 2) significantly reduced plasma creatinine
+ Study design: and increased creatinine and urea excretion.
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XG-102 administration + No significant effect was observed in protocol 1 and 3.
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using ABX Pentra 400 clinical chemical analyser. A Representative images of HE stained kidney sections

_ _ B Quantification of tubular damages by score system
+ Histology: tubular damages evaluation by score

system on hematoxyline/eosin (HE) staining of kidney + In male SD rats, bilateral kidney IR Iinduced a significant increase of tubular degeneration and

necrosis, tubular cast and basophilic tubules

sections.
+ XG-102 reduced the severity of tubular damages. In XG-102 treated rats, the number of tubules
affected was lower and the lesions were mostly limited to the cortico-medullary junction and not
CO N CI LISIONS extended to the superficial cortex compared to vehicle treated animals.

Bilateral renal IR In rats induced impaired kidney function and severe tubular damages. XG-102 administered I.v. before or after IR
reversed kidney tubular lesions induced by IR injury. However, XG-102 seems to be more efficient when administered preventively (1
hour before IR; Protocol 2) showing a beneficial effect on both kidney function and tubular damages. These results suggest that INK

iInhibition before IR Injury can represent a pharmacological strategy to prevent acute kidney injury occurring in humans.
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