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BACKGROUND AND RATIONALE RESULTS — EFFICACY AND PERIPHERAL CYTOKINE ANALYSIS RESULTS — CASE VIGNETTES
AGENT-797 IS AN ALLOGENEIC NATIVE INKT CELL THERAPY THAT DIRECTLY KILLS CANCER CELLS AND MODULATES THE TME AGENT-797 DRIVES ADAPTIVE IMMUNITY TO OVERCOME PD-1 RESISTANCE CASE #1: GERM CELL TESTICULAR CANCER: AGENT-797+ANTI-PD-1, COMPLETE
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