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Take-home points: 1) The increased immune infiltrate and prevalence of T-cell inflamed status among ANTXR1" NENs suggests increased
response to ICls. 2) Further investigation of the clinical and molecular associations with AN/XR1 expression is warranted and underway.
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subpopulations of patients.

* Mann-Whitney U and X?/Fisher-Exact tests were applied where appropriate,
with p-values adjusted for multiple comparisons (p < 0.05).




