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{Introduction> The mechanisms of virus entry to host-cell includes common pathways such as cell
membrane adsorption and fusion with virus as well as particular routes depending on virus and
host-cell. We found the inhibition effect of virus infection by |iposome which is a fine particle
carriers of drug delivery system (DDS) previously. The objective of this study was to elucidate
the mechanism of liposomal inhibition of virus infection. We examined how the physicochemical
properties of |iposome affect virus entry into host-cell.

<{Methods> Liposomes with the different physical properties were prepared by lipid thin-film method
Baculovirus was used as model virus (CellLight™ Nucleus-GFP, Invitrogen). Effect of I|iposomal
inhibition of virus infection was evaluated using A549 cells.

<{Results> Cationic |iposome without active pharmaceutical ingredient could inhibit the virus
infection to A549 cells. The inhibition effect depended on the Ilipid concentration and

zeta-potential.




