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Figure 4. Interstitial fibrosis score (A) and fibrotic
gene-upregulation (B, C) in kidneys 7 days after I/R
injury (fibrosis model) and miR-17-5p antagonsim.

 AIMS: = source (cell-sorting) and
= role (functional analysis)
of miR-17-5p expression in ischemia induced AKI.

Figure 2. Anti-miR-17-5p LNA downregulated

miR-17-5p expression in the ischemic kidneys to
71% and 64% in the regeneration (A) and fibrotic (B)

Conclusions model, respectively.
Cell sorting:
* miR-17-5p is activated in early tubular response
to renal I/R injury Methods
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