Mechanisms of response to anti-PD1 (PD1) combined with Ipilimumab (IPIl) in patients (pts) with PD1-resistant metastatic melanoma (MM).
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O We identified potential mechanisms of response to IPI+PD1 in patients with advanced melanoma resistant to PD1. All patients and their families

O Our data suggests that response to IPI1+PD1, after progression on PD1:
** Requires baseline stem cell-like TCF7+ T cells with the potential to differentiate to an effector phase (CD39+ CD103+ CD8+ T cells).
*» |IPI facilitated expansion of antigen-specific T cells in a CTA-expression context, that PD1 alone is unable to do.
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