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Thelife cycle of vacciniavirus

Proteins of IEV

An idealized scheme of in vitro actin polymerization

Actin polymerization in vivo

Life cycle of Listeria monocytogenes
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Intracellular pathogens move on the tip of actin tailsin infected cells
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Vacciniainfection consistently induces tyrosine phosphorylation of three proteins...
A36R is phosphorylated on tyrosine
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has alarge cytoplasmic domain
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A schematic representation of the 'parental’ construct used for the transfection assay
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Overexpression of the Nck-SH2 domain or an N-WA SP construct lacking the WA
domain inhibits actin tail formation in WR infected cells

Alignment of the region around A36R Y 112 and the optimal substrate sequence for
phosphorylation of a peptide by c-Src

The Src-family kinase inhibitor PP1 inhibits actin tail formation...

PP1 does not inhibit viral morphogenesis

Over-expression of "dead open” c¢-Src inhibits vaccinia actin tail formation

Closer examination of infected cells expressing low levels of "dead open” c-Src
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PP1 and "dead open" c-Src reduce phosphorylation of A36R

Cortactin is phosphorylated during vacciniainfection

Localization of cortactin to actin tails of intracellular pathogen...

Induction of tyrosine phosphorylation is dependent on viral entry...

Blocking early but not |ate gene expression inhibits vacciniainduced loss of actin
stress fibers and cell rounding
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Actin tails in the absence of infection



