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Objectives: Methods:

Recently, we aimed to show that soluble TNF-like We studied 199 patients with different stages of CKD (51% female;age
weak inducer of apoptosis (sTWEAK) plasma 51112 yr), testing the association between sTWEAK plasma levels and
levels are diminished in chronic kidney disease CKD stages and the relationship between high-sensitivity C reactive protein

(CKD) patients. Because of previous studies (hsCRP), HOMA and sTWEAK concentrations
showed that sTWEAK plasma level has been

associated with the presence of CKD and
cardiovascular disease, we hypothesized that in
patients with CKD, sTWEAK levels may relate to
the increased prevalence of endothelial

dysfunction that usually accompanies the decline
of estimated GFR (eGFR).

Comparison of biochemial findings between CKD stages Comparison of plasma sTWEAK level between CKD stages  Correlation analysis of parameters and plasma sTWEAK in CKD stages Correlation between eGFR and plasma sTWEAK levels Correlation between plasma sTWEAK levels and hsCRF
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cholesterol | mg/dl)
Phosphate [mgiI) 50 8 1. . HDL -0.0a7
mm 509 128 ThEe 312 154.3 461 172.5 35.7 2562 389

:

Uric acid (mgldl) 0604
Caleium {mg/dl) D423
Phosphate (mgidl) 0582
F

:

HaCRP {mgi) 0.2 24 122 2.1 . 1 8.
STWEAK(pg/mi] 4386 163.4 2971 1156 237.9 103.9 176.1 72.4 1103 349

:

— CKD Stases arathormon (pgimi) 0748 !
. . ) . . . . SR HsCRP (mgll) 0.652 1
eGFR: estimated Glomerular filiration rate, SBP: Systolic blood pressure, DBP: Diastolic blood pressure, HsCRP: High sensivity C reactivity protein,

sTWEAK: soluble TNF-like weak inducer of apoptosis BMI: Body mass index, e GFR: estimated Glomerular filtration rate, SBP:
Systolic blood pressure, DBP: Diastolic blood pressure, HsCRP: High
sensivity C reactivity protein

Results:

A gradual decrease iIn sTWEAK was observed as eGFR decreased. Soluble TWEAK plasma
levels were diminished In all stages of CKD and strongly correlated with eGFR.
Negative correlation between sTWEAK and hsCRP (p<0.001, r =-0.652) and positive

correlation between sTWEAK and eGFR (p<0.001, r = 0.756) were found. No significant
correlation was found between sTWEAK and HOMA-IR (p >0.05).

Conclusions: References:

A decline in eGFR I1s accompanied by gradual reductions in sTWEAK plasma levels.
Because sTWEAK strongly and independently correlated with CRP, our study suggests
novel links between sTWEAK and endothelial dysfunction in patients with CKD.
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