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Anti-IL-17A blocking antibody reduces cyclosporinA-induced relapse in
experimental autoimmune encephalomyelitis mice.
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ABSTRACT: Cyclosporin A (CsA) is effective at reducing pathogenic immune responses,
but upon withdrawal of CsA the immune response often “rebounds” resulting in a relapse
or exacerbation of disease. The mechanisms, cells and cytokines involved in the relapse or
exacerbation after CsA withdrawal are unknown. We hypothesized that CsA withdrawal
induces IL-17 production that could be responsible for relapse, and examined the effect
of anti-IL-17A antibody on relapse induced after CsA withdrawal in mouse experimental
autoimmune encephalomyelitis (EAE). CsA treatment markedly decreased the EAE disease
score during the first episode, but augmented disease severity after CsA withdrawal,
compared to untreated mice. After discontinuation of CsA the production of IL-17A was
increased and the severity of relapse in EAE was reduced by treatment with anti-IL-17A
antibody. These results suggest that the resumption of T cell immune responses after CsA
withdrawal leads to a burst of IL-17A production that is at least partially responsible for
relapse in EAE mice.
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