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1. Cytokine production in TNF-a deficiency

In TNF-aKO, an appreciable decline was observed at Ong/ml, 0.1lng/ml, and 1ng/ml
compared to wild type mice.

2. Investigation into the neutralization of TNF-a and IL-6

(1) TNF-a concentration exhibited a decline to approximately half the value at mAb IL-6
compared to the control. A significant decline was observed with the addition of mAb TNF-a
and rIL6+rTNF-a. (2) IL-6 concentration exhibited approximately 20% with the addition of
mAb TNF-a compared to the control. A further decline by half was exhibited with the
addition of mAb IL-6. A significant decline was observed with the addition of rIL6+rTNF-a.
3. STAT3 activation due to Western Blotting was significantly positive regarding TNF-aKO
compared to the Wild Type. STAT3 activation with the addition of rIL6 was negative
regarding both Wild Type and TNF-aKO. SOCS3 activation was negative regarding both
Wild Type and TNF-aKO. SOCS3 activation with the addition of rILL6 was negative
regarding both Wild Type and TNF-aKO.
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