GLUCOCORTICOID RECEPTOR ACTIVATION INHIBITS TUMOR CELL GROWTH WHILE INCREASING METASTATIC
CHARACTERISTICS IN MODELS OF INVASIVE LOBULAR BREAST CANCER
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Lay abstract

Invasive lobular breast carcinoma (ILC) is a highly prevalent subtype of breast cancer. Our understanding of
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Figure 4. A) H&E staining (left) and anti-luciferase antibody staining (right) of mammary
gland tissue xenografted with SUMA44 (top) or SUM44-GR+ (bottom) cells quantified in B. C)
Gland weight of mice engrafted with SUM44 or SUM44-GR+ cells after resection 113 days
post injection. D) Ki67 staining of SUMA44 (top) or SUM44-GR+ cells 113 days post injection
and proliferation index quantified in E. F) Ex vivo bioluminescence of mice femurs 113 days

Figure 2. A) DEG of integrins in SUM44-GR+ cells treated with Dex vs Veh. B) DEG of integrins in MM134 cells treated with Dex vs. Veh. C)
Schematic illustration of integrin gene names, associated proteins, and associated ECM substrates. D) Schematic illustration of cell-ECM
adherence assay. E) Cell-ECM adherence assay for SUM44-GR+ cells and MM134 cells (F) comparing ligand activation with Dex vs. Veh.

GR activity increases mesothelial clearance and adherence to serosal surfaces
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Background & Objectives

Objective: Determine how GR affects ILC tumor biology and
metastatic phenotypes of disease
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and control cell like MCF7. C) Quantitative PCR of GR target gene, SGK1, after ligand
induction with Dex (synthetic), Hydrocortisone (serum cortisol), or vehicle in SUM44-
GR+ (left) or MM134 (right) cells. D) Illustration of experimental steps

Figure 3. A) Schematic illustration of mesothelial clearance assay adapted from Brugge lab. B) Timelapse of mesothelial
clearance assay with SUM44-GR+ cells treated with 100 nM Dexamethasone. C) Quantification of mesothelial clearance
efficacy in SUM44-GR+ cells treated with Dex vs. Veh (left) and SUM44 GR- vs SUM44-GR+ cells (right).
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