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NEGIMMUNE  rhIL-7-hyFc (efineptakin alfa; NT-I7) enhances the anti-tumor response when combined with anti-TIGIT and anti-VEGF
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Abstract Synergistic anti-tumor effect when NT-1I7 is combined with YH29143 or Aflibercept

rhIL-7-hyFc (efineptakin-alfa; NT-I7) is a potent T cell amplifier, with a
homodimeric interleukin-7 (IL-7) fused to the hybridizing IgD/IgG4
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