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eptide-based Entry Inhibitors for Influenza

homas Voss 1,∗, Christopher LeBlanc 1, Joseph Barbercheck 1,
ryan Kaplan 1, Russell Wilson 2, Garry Robert 1

Tulane School of Medicine, New Orleans, USA;
Autoimmune Technologies, LLC, New Orleans, USA

Influenza infections are responsible for seasonal epidemics
nd less frequent pandemics responsible for millions of infec-
ions and thousands of deaths annually worldwide. Currently
vailable influenza therapeutics target later stages of virus repli-
ation and while there are effective in many cases, there is
ncreased resistance to these inhibitors in clinical settings is
eing observed and there is little evidence that they are effec-
ive in reducing transmission of virus to susceptible individuals.

e have developed a peptide-based therapeutic platform target-
ng viral envelope glycoproteins for a number of human viruses
ncluding influenza viruses. In vitro studies show the prototype
eptide to be effective at inhibiting a wide variety of Influenza
and Influenza B viruses at nM concentrations using a plaque

nhibition assay. In vivo studies using the ferret model shows
obust antiviral activity in therapeutic or post-exposure prophy-
axis regimens treating by intranasal administration. In addition,
he lead therapeutic peptide candidate was shown to be active in
educing transmission when infected ferrets are treated and co-
oused with naı̈ve untreated cage mates and when treated, naı̈ve
errets are co-housed with infected cage mates. Taken together,
hese data support the advanced development of entry inhibitors
or seasonal and pandemic influenza, adding a broad-spectrum
herapeutic to currently approved influenza therapeutics.

oi:10.1016/j.antiviral.2008.01.021

actors Affecting Susceptibility of H5N1 Influenza Viruses
o Neuraminidase Inhibitor Oseltamivir

lena Govorkova 1,∗, Natalia Ilyushina 1, Jennifer McClaren 1,
ri Naipospos 2, Neziha Yilmas 3, Bounlom Douangngeun 4,
obert Webster 1

St. Jude Children’s Research Hospital, Memphis, USA;
Indonesia National Committee on Avian Flu Control and Pan-
emic Influenza Preparedness, Jakarta, Indonesia; 3 Virology
nd NIC of Turkey Refik Saydam Hygiene Institute, Ankara,
urkey; 4 National Animal Health Centre, Vientiane, Laos

The pandemic potential of the avian H5N1 influenza viruses
or humans is well documented. Effective antiviral drugs
re essential for early control of an influenza pandemic
lthough a number of factors may determine their effective-
ess against highly pathogenic viruses. We evaluated infectivity,

athogenicity and production of cytokines in mice, and sus-
eptibility to neuraminidase (NA) inhibitors in vitro and in
ivo of five influenza A (H5N1) viruses representing different
lades/subclades. All viruses were characterized by high virus
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