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ABSTRACT
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therapeutic design for emerging infectious disease or engineered biothreat agents.
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elements of this preexisting virus that have reassorted with the neuraminidase (NA) and matrix (M)

segments of a Eurasian swine virus. The previous influenza A (H1) triple-reassortant virus was
occasionally transmitted to humans but not spread efficiently from human-to-human but the new
SOIV is very efficient in human-to-human transmission.

While the SOIV is currently sensitive to the neuraminidase inhibitors oseltamivir and zanamivir,
seasonal influenza has previously been documented to evolve mutations that confer neuraminidase

Ferret Study with Oseltamivir resistant HIN1 (SOIV)
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aThe study called for 40 ferrets but only, a total of 36 ferrets were utilized in this study.
Four of the ferrets shipped were seropositive for influenza and were excluded from the study
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Conclusions:

Multiple oligomers were evaluated in a mouse model to identify AVI-7100 as an effective target and a single dose by the intranasal route Is effective.

AVI-7100 is a 20-mer containing three PMOplus cationic linkages. AVI-7100 prevents viral titer expansion in cell culture and reduction in targeted viral protein synthesis.
AVI-7100 is active against fully virulent and non-adapted pandemic H1N1 virus in the ferret model.

AVI-7100 is effective against non-adapted H1N1 following intraperitoneal or (i.p.) intranasal (i.n.) delivery In the ferret.

AVI-7100 protects against viral damage in the lung caused by Oseltamivir resistant HIN1-SOIV.
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