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OBJECTIVES

Hypertension-induced nephrosclerosis
adds to the increasing prevalence of

end-stage renal disease (ESRD)

The aims of this study were to
Investigate the proteome of damaged
kidneys due to hypertension and to
define a protein classifier for hyper-

tension induced kidney disease.

RESULTS

METHODS

The renal cortex proteome from juxtamedullary cortex (JMC) and outer cortex
(OC) of hypertensive Two-Kidney, One-Clip (2K1C) male Wistar-Hannover

rats (n=4) was compared to normotensive, sham-operated controls (n=06)
using mass spectrometry based quantitative proteomics.

We combined a high abundant plasma protein depletion strategy with an
extended liquid chromatographic gradient to improve peptide and protein
iIdentification. Immunohistology was used for independent confirmation of
protein abundance. The 2K1C rat model was described by us previously (1-3).

We identified 1,724 proteins, of which 1,434 were quantified with 22 unique peptides. Comparative proteomics revealed
608 proteins, including the PDGFR- pathway, with different abundance between the non-clipped kidney of hypertensive
2K1C rats and of controls (p<0.05, absolute fold change 21.5). Additional results are depicted in Figure 1 A-C and Table 1.

Among most significantly altered proteins in whole cortex were periostin, transgelin and creatine kinase B-type (Figure 2A
and Tables 1 and 2). Relative abundance of periostin alone indicated clear classification of 2K1C and controls (Figure 2A
and B). Enrichment of periostin in 2K1C was verified by immunohistology with positivity around fibrotic vessels (Figure 2C).

CONCLUSIONS

There exists distinct protein signatures in experimental hypertension induced
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kidney damage.

We propose periostin, especially in combination with transgelin and creatine
kinase B-type, as possible proteomic classifier to distinguish hypertensive
nephrosclerosis from normal tissue. This classifier needs to be further
validated with respect to early fibrosis diagnosis and to prognosis as well as
for its potential as a novel therapeutic target.

<
|_
()]
H
<
o
w
—
LN

F) Hypertension.

Hans-Peter Marti

DOI: 10.3252/pso.eu.51era.2014

Poster
presented at:

posg';ionﬂnl

o COIX

ine



