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(Left) In the second tick 
infestation, IgE-armed 
basophils are recruited 
to tick feeding sites to 
inhibit blood feeding by 
ticks.
(Right) When basophils 
are depleted, mice lose 
the tick resistance, re-
sulting in more blood 
feeding by ticks.
(The figure was taken 
and modifi ed from refer-
ence #3)
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Fig.1 :  IκBζ is essential for the transcriptional program of Th17 development
In CD4+ T cells, IκBζ expression is induced by the combined stimulation with cytokine (IL-6 plus 
TGF-β) and antigen. IκBζ regulates the expression of various genes involved in the function of 
Th17 cells such as IL-17. Inhibition of IκBζ is potentially benefi cial for the treatment of autoimmune 
diseases.

Fig.2 :  IκBζ-defi cient mice were highly resistant to experimental autoimmune encephalomyelitis
(A) After immunization, wild-type mice developed severe paralytic symptoms, whereas IκBζ-
defi cient mice exhibited almost no neuronal defi cit. (B) Histopathological analyses showed infl am-
matory cell infi ltration and demyelination of the spinal cord in the wild-type mice, but not in the 
IκBζ-defi cient mice.

References
Okamoto, K et al., IκBζ regulates TH17 develop-
ment by cooperating with ROR nuclear receptors. 
Nature, 2010, vol. 464: pp1381-1385

Fig.1 Fig.2


