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Targeting BRD4 May Improve TIL
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and RCC may be an effective treatment strategy leading to
Increased TIL infiltration and survival rates.
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Figure 5. BRD4 is a poor prognosis factor in melanoma and Renal |

Clear Cell Carcinoma. A) BRD4 mRNA expression is a poor prognosis
factor in a melanoma TCGA cohort (left). In an anti-PD1-treated
melanoma patient cohort, tumor expression of BRD4 negatively
correlates with CD8A expression (right) B) BRD4 expression is a poor
prognosis factor in Renal Clear Cell Carcinoma (top), specifically in the
CD8* T-cell infiltrated population, and the PBRM1 wildtype population
(middle and bottom).

Further functional studies are underway to measure long term
effects of daily dosing of ZEN-3694 on immune activation and
tumor recognition in patients.

Potential identification of biomarkers of anti-PD1 resistance
or ZEN-3694 response could aid in the design of a
combination trial.
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