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Potential future projects

Target specific transcription factors (TF) regulating T cell function/dysfunction to rescue TST

Test how post-transcriptional regulation (MRNA isoform changes and translational regulation)
control T cell function in tumors

Profile the cycling capacity of TST in human tumor samples and peripheral blood and determine
how this is regulated by chromatin accessibility

Determine how spatial T cell localization to specific organs and niches within organs and tumors lnTereSTed IN joiNniNng our TeO m 2
regulates their persistence and function - .
mary.philip@vanderbilt.edu

Determine whether dysfunctional/exhausted T cells are the precursors for T cell lymphomas
Target hallmark dysfunction-regulating TF such as TOX and TCF1 in T cell ymphomas WWWDhI|ID|CI b.org y@phlhpkj bva ndy
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