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Fig. 1. JAK2 inhibitor II suppresses the Ad vector-
mediated cytokine production in RAW264.7
cells. RAW264.7 cells pre-treated with IFN-y

were incubated with JAK2 inhibitor IT (50
uM) for 1 h and the cells were stimulated by
Ad vectors (10, 000 VP/cell) for 24 h. The con-
cenctration of IL-6 in the cultured super-
natants were measured by ELISA. All data
represent the means*=S.D. (n=3). *¥*p <
0.01.
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Fig. 2. Ad vector-mediated induction of cytokine pro-
duction in RAW264.7-SOCS1 cells. IFN-y -ac-
tivated RAW264.7-neo cells and RAW264.7-
SOCS1 cells were stimulated by Ad-L2 or
AdRGD-L2 (10,000 VP/cell) for 24 h. The con-
centration of IL-6 in the cultured super-
natants was measured by ELISA. All data
are represented as the means +S.D. (n=3).
*p<0.05, **p<<0.01
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Fig. 3. Inflammatory cytokine productions after the
systemic administration of Ad-L2 or Ad-
SOCS1 into mice. Ad-L2 or Ad-SOCS1 (5 %
101 VP/mouse) was i.v. injected into the
mice. Six hours later, blood samples were col-
lected from the inferior vena cava, and the
concentration of IL-6 in the serum was meas-
ured by ELISA. All data are represented as
the means =S.D. (n =3-4).
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Inflammatory cytokine productions, lucife-
rase production after the systemic co-injec-
tion of Ad-L2 and Ad-SOCS1 into mice. Ad-
L2/Ad-null or Ad-L.2/Ad-SOCS1 were intrave-
nously co-injected into mice (Ad-L2: Ad-
SOCS1 =1:9; total 5% 101° VP/mouse). Blood
samples were collected from the fundus oculi
at 6 h (A) after injection. The heart, lungs,
kidneys, liver and spleen were harvested at
24 h following the injection (B). A, The con-
centration of IL-6 in the serum were meas-
ured by ELISA. B, Luciferase production in
each organ was measured using a luciferase
assay system. All data are represented as the
means *S.D. (n=3).
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