PARICALCITOL EXERTS ANTINFLAMMATORY EFFECTS IN EXPERIMENTAL MODELS OF RENAL DAMAGE
BY THE MODULATION OF THE NON CANONICAL NF-kB PATHWAY.

The /n vivo effect of paricalcitol was studied in different mice models of renal damage. The model of TWEAK-induced renal inflammation was

Chronic kidney disease (CKD) is characterized by progressive loss
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Experimental data in animal models have demonstrated that vitamin Paricalcitol (25 ug/kg/day), starting 48 hours before of injury induction. In vitro experiments were performed in tubular epithelial cells.
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mechanisms involved in their anti-inflammatory actions are not well
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known. Previous studies have demonstrated the contribution of the

canonical pathway of NF-kB1 in kidney damage. However, there is

few data about the activation of the non-canonical pathway of NF- X b B

kB2 and their contribution to kidney damage.
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Our aim was to investigate, in different models of renal damage, the involvement of NF-kB signalling pathway in \_ J
VDRA anti-inflammatory effects, with special attention to the non-canonical NF-kB pathway and its regulation of
\hseveml processes including renal inflammation. e
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Our results show that the modulation of the non-canonical NF-kB2 pathway could be a novel mechanism

L involved in the antinflammatory effects of the VDRA Paricalcitol. j
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