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TWEAK deficiency protects from acute CsA rapidly induces Fn14 in tubular

ABSTRACT CNT in vivo epithelial cells in vivo and in vitro

Calcineurin inhibitor toxicity (CNT) is a frequent
disease entity of transplanted renal grafts and autochthone
Kidneys In patients under the long-term prescription with

Calcineurin inhibitors, notably Cyclosporin A (CsA) and WT CtrI } ,ﬁ WT CsA r“f&
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Tacrolimus. Here, we show an indispensable role of the
TNF superfamily molecule TWEAK (TNFSF12) in the
pathogenesis of acute CNT lesions in mice. A deficiency in
TWEAK resulted in limited tubulotoxicity after CsA
exposure, which correlated with diminished expression of
inflammatory cytokines and reduced intraparenchymal
infiltration with immune cells. Furthermore, combined
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