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SIGNALING T CELL POLARIZATION THROUGH THE
ACTIN CYTOSKELETON. From antigen recognition to virus spread

B Context and goals

Acquired immune responses are initiated by T cell recognition of antigens displayed by antigen-presenting cells (APC). T cells
polarize toward the APC forming a supra-molecular structure termed the immunological synapse, where initial triggering of signaling
pathways is coordinated, thus setting up the conditions to achieve T cell responses. Interestingly, lymphotropic viruses, e.g. human T cell
leukemia virus (HTLV-1), may subvert the mechanisms of immunological synapse formation to spread from cell to cell.

This research program had two main goals: 1) study how the immunological synapse coordinates the action of signaling proteins,
cytoskeleton and vesicle traffic to control T cell responses; 2) understand how HTLV-1 exploits these mechanisms to spread from cell to
cell.
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Figure 1. The immunological synapse is the result of infense T cell polarization 10 their egress to the periphery (Santana et al, in preparation).
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Figure 2. Ezrin siencing perturbs microtubule orgamnization and signaling
complex lopology (rghtl al the Immunoclogical synapse [center). HPKT
overexpression destabiizes signaling complexes al the immunological
syrapse (lef).

Figure 3. “Viral Biofilm' obsened by confocal microscopy (A), scanning
alectron microscopy (B) and transmission electron microscopy (C).
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