The Adenosine Receptor Antagonist Etrumadenant Reduces Tumor Adenosine-Regulated NR4A Gene Expression and
Increases mMCRC Inflammation in Patients From the ARC-9 Trial
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Introduction Results contd.

¢ Human colorectal cancer tissue expresses high levels of CD73, a key enzyme involved (CREB).* Activation of CREB upregulates expression of nuclear receptor subfamily 4A
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In panel A, 3 NR4A family genes are labeled for emphasis.
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