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abstract
Despite recent advances in medical science and managements, there remain many issues in research areas
for viral infectious diseases. We previously reported that an increase in intracellular calcium concentration
upon influenza virus infection is critical for viral particle internalization. We subsequently aimed at
identifying membrane proteins responsible for this calcium elevation and identified an influenza
hemagglutinin (HA) binding molecule. Because the inhibitors for this molecule displayed more potent
inhibitory effect on influenza virus infection than current available anti-influenza agents, it is likely to play
an important role in influenza infection. In this study, we aim at the establishment a novel
therapeutic/preventive strategy targeting viral-host interaction through the analysis of the binding mode of

the membrane protein and HA.
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