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Independent Effect of CKD on CVD Morbidity /
Mortality

N=1,120,295 adults
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Proteomic approaches to the cardiovascular disease
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http://www.proteomesci.com/content/4/1/5/figure/F3

Proteomic analysis of human vessels in culture
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Identification by a Differential Proteomic Approach of Heat
Shock Protein 27 as a Potential Marker of Atherosclerosis
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SELDI protein profiles in the supernatans of cultured
human atherosclerotic plaques

18.4 kDa
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Identification by SELDI TOF-MS protein chip® of a 18.4 kda peak
as soluble TWEAK (TNF-like weak inducer of apoptosis)

TNF superfamily, TWEAK. Secreted form 94-249 aa.
Score 76; p=0.001; Sequence Coverage: 56%

94 SAPKGRK TRARRAIAAH YEVHPRPGQD GAQAGVDGTV SGWEEARINS
141 SSPLRYNRQI GEFIVTRAGL YYLYCQVHFD EGKAVYLKLD LLVDGVLALR
191 CLEEFSATAA SSLGPQLRLC QVSGLLALRP GSSLRIRTLP WAHLKAAPFL
241 TYFGLFQVH
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Biomarker validation
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Soluble TWEAK plasma levels are decreased in patients
with atherosclerotic plaques
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SsTWEAK Plasma levels negatively correlates
with IMT in apparently healthy subjects

IMT=intima media thickness TEST POPULATION
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TWEAK plasma levels are decreased in patients with
high cardiovascular risk and metabolic syndrome

p<0.0001
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TWEAK, a new player
in the development
of insulin resistance
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Additive effects of soluble TWEAK and inflammation
on mortality in hemodialysis patients

218 patients undergoing hemodialysis followed for 36 months (81 died)
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PROTEOMICS

Mas S, et al Proteomic Clin ,2007 ;1:1102-1122.



Conclusions

*The study of atherosclerotic plaques has allowed the
identification of a number of candidate proteins, such as HSP27
and TWEAK, of potential interest to kidney diseases.

*\ascular proteomics should be included in the EuroKUP
network as a fruitful field for searching novel renal biomarkers
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