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Figure 1: Proteomics Identifies Key Pathways in Acute Kidney Injury Figure 2: AKI Altered Expression of Kidney Injury Biomarkers and Complement Proteins Introduction
A) B Timecourse A) _ @ B) Complement Acute kidney injury (AKI) secondary to acute renal ischemia is associated with high mortality and morbidity, few effective treatments, and risk of chronic kidney
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cmbp -
o1 %, 00 | placed in weight-matched treatment groups. Surgical intervention was sham surgery or warm, bilateral renal ischemia (40’) using a proprietary vascular occlusive
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Azgp1 Fig 2: Proteomic data presented as a Volcano plot (A, where red=up- / blue = downregulated), and a kinetic labeled with |sotop.|cally dIStInC'F TMT tags. Two groups of 11.1 samples and a .referen.ce sam!ole were used to prepare two pool.? (two TMT 16-.plexes) for analysis.
St : : : : Each pool was fractionated by high pH reverse phase separation on Thermo-Pierce spin fractionation columns to produce 8 fractions. Each fraction was analyzed by
Pl graph (B) showing upregulation of Complement proteins across the AKI time course. Mean data +/- SEM. LC-MS/MS on a Thermo Fusion Lumos instrument using the Synchronous Precursor Selection method, which enables precise quantitation of the TMT tags derived
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ggl's: o ' Reierfusion Duraﬁonl"’(h) o o ' R:eperfusion DuratiolrI: ) o o1 R;peﬁusion Duraﬂoﬁ " i Immunohistochemistry: Paraffin-embedded/formalin-fixed kidney tissues were sectioned and stained using primary antibodies specific to rat KIM-1 and a-SMA.
- ot Secondary immunodetection was followed by HRP-based DAB reaction to visualize tissue localization patterns for KIM-1 and a-SMA in control and AKI tissues.
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Figure 4: IHC Results Show Temporal Upregulation of KIM-1 and a-SMA in AKI * Fibroblast Proliferation » Citrate cycle (TCA cycle)
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Fig 1: Proteomic heatmaps (A) show upregulated (red) and downregulated (blue) Fig 4: Immunohistochemistry (IHC) shows increased KIM-1 and a-SMA in kidney cortex/outer medulla Abstract #: 4128672
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proteins across the AKI time course. (B) Pathway enrichment analysis identifies following renal I/R. Digital image analysis shows IHC data over the entire AKI time-course. Mean data | poster Board #: FR-PO192
biological pathways altered by AKI over 48 hours following renal I/R. +/- SEM are presented. e
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