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CONCLUSIONS
The thyroid hormone T3, suppresses IL-6
tylation signaling, inhibiting the activation of the main
downstream targets of the cytokine: STAT3 and
ERK.
T3 has no effect on the NF-kB response to TNFa.
A CRP (-133/+18) Hepcidin (-244/-57) The hormone antagonizes the induction of
. STATA " Ac.H4 , STAT3 - Ac.H4 acute.-phase proteins (APP) genes by the
cytokine (IL-6).
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2 i transduction were not altered by T3.
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_ dependent transcription, potentially
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