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Anti-self effects mediated
by T cells, autoantibodies
and inflammatory cytokines

Activated
Tcell

o

RT results in the
release of inflammatory
chemokines and

cytokines that recruit
Priming and immune cells to 'g Dendritic cell
activation of the TME, promoting LT\

naive T cells in antitumour and
anti-self responses

the draining
lymph nodes

Y
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RT induces immunogenic death of tumour
and host cells, stimulates release of
tumour and self antigens as well as DAMPs
that activate APCs, and thus results in
increased antigen presentation to T cells
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Nat Rev Clin Oncol 2018; 15: 477-94.
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Cell swelling
and rupture

Receptor-expressing
tumor cells
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Oncotarget 2017; 8: 10425-36.
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