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Helper T cell . . . S
response for efficient virus control in patients. Intranasal (IN) route
110%
—<¢— 1xIN
100%
& 2XIN 4wk
. . . . 90% & 2XIN 3wk
GI-5005 for the treatment of chronic hepatitis C infection = sow o XN
O
S 70w —e— NILL
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P 9 0 GI-5005-01 is a double-blind, placebo-controlled, multi-center, dose cohort- 50%
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intervention; the remaining 80% become chronically infected.
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Figure 3: GI-5005 induces potent T cell responses Figure 3a: Subject 014 (treated) Figure 3b: Subject 037 (placebo)
in chronic HCV patients
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live virus challenge in mice. Three subcutaneous doses of GI-8004 are required to
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GI-5005- treated subjects irrespective of HLA types.

e Ferret studies of HSN1 and seasonal influenza are underway; human clinical trials are

being designed.



