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IKK2-DN and IKK2-CA transgene expression is not affected by TBI.

(A) IKK2-DN transgene expression (hIKK?2) was monitored by immunoblotting in the injured (ipsi) and
uninjured (contra) hemisphere of control and IKK2-DN“*"*** mice 6h after head trauma. p65 levels were
unchanged between the two animal groups. GAPDH is used as loading control (n=2).

(B) IKK2-CA transgene expression (hIKK?2) was monitored by immunoblotting in the injured (ipsi) and
uninjured (contra) hemisphere of control and IKK2-CA“™* mice 6h after head trauma. Phospho-p65
levels are elevated in the cortex of IKK2-CA“™* mice due to constitutive expression of IKK2 in forebrain
neurons and thus enhanced p65 phosphorylation. Total p65 levels are unchanged between the two animal
groups. GAPDH is used as loading control (n=2).



