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OBJECTIVES

Some circulating bone-derived molecules, would assume an active role in the interactions between bone, kidney and blood
vessels. The CKD may alter humoral concentrations. In addition to the better-known FGF-23, sclerostin also might be
Involved In the processes of vascular calcification. It’s a protein that is secreted primarily by osteocytes and represents an
Important Wnt inhibitor, interfering with the segnaling systems in the cell wall.[1,2] It has been shown In vitro that exposure
to high concentrations of sclerostin is able to induce the calcification of vascular smooth muscle cells. The literature has
also been recently reported that sclerostin can play a key role as "uremic toxin™ in the different stages of chronic kidney
disease, not only In the course of ESRD. In patients undergoing hemodialysis, the blood levels of sclerostin were found to
be higher than in healthy subjects. In a recent paper were evaluated levels of sclerostin and potential associations between
It and some markers of vascular disease and mortality, and concluded that the high levels of sclerostin detectable In
patients with CKD were correlated with the presence of inflammation and vascular lesions.

METHODS

We have conducted research on a restricted cohort of 12 subjects in chronic uremic hemodialysis three times a week for
the following purposes: 1) to evaluate blood levels of sclerostin for each individual patient, in pre and post dialysis, In
relation to a dialysis session post-short span, in condition of clinical stability and dialysis optimization (measured with the
calculation of KT/V and with the index SGA). Assays were performed In the laboratory of our institution using the kit
reagents Human Sclerostin HS EIA Kit TECOmedical Group; 2) correlate the results obtained with the common clinical and
diagnostic laboratory investigations and/or instrument relating to the subjects observed.

RESULTS
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Table of preliminary results

CONCLUSIONS

The results obtained so far, despite being referred to small sample, seem to
confirm that the values of serum sclerostin tend to be increased In patients
with ESRD. Furthermore it was found that, in almost all cases observed, the
levels of sclerostin are reduced at the end of hemodialysis session. The
extent of vascular calcification was not proportionally related to the values
of sclerostin, as in this group of patients there are other factors independent
of the levels of sclerostin that promote its development and progression. We
expect that in the continuation of our research data collected will allow us to
derive other useful conclusions.
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