Targeting ERB signaling as a novel immunotherapeutic strategy in TNBC
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RESULTS

BACKGROUND

* Triple Negative Breast Cancer (TNBC) is a subtype of breast cancer
possessing one of the poorest prognoses of all breast cancers.?!

* |Immunotherapy is a new treatment option but with modest response
rates.

SUMMARY/SIGNIFICANCE

Here, we generated a syngeneic mouse model for studying
the function of ERf in the breast TME and showed that:
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Figure 3: Flow Cytometry Analysis of
the macrophage immunophenotype of
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and (B) the corresponding heatmap of related genes. (C) In
vitro RNA-sequencing analysis of ER[3-expressing compared
to control Neo TS/A cells demonstrates altered expression

of key cytokines including CXCL2, CCL5, CSF2, and IL4.
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Figure 7. Schematic illustration of the
mechanism of ER[3 action on the TME of
TNBC.
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