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Remarkable Expansion of Transferred T Cells CD27 Signal in Donor or Recipient Cells Plays Distinct Role on

Varlilumab Versus Current Regimen for Conditioning Treatment

Study Rationale

e Conditioning treatment to induce lymphodepletion is critical in adoptive cell

Following Varlilumab Pretreatment Transferred T Cell Expansion upon Varlilumab Pretreatment

A) More Selective and Longer-lasting T cell Depletion

therapy (ACT).
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