The Role of Caveolin-1 Deficient Human Mammary Fibroblasts on Chemotherapy Resistance In
Breast Cancer Cells

Katherine Keck?, Abigail Hielscher+
Philadelphia College of Osteopathic Medicine, Department of Blomedical Sciences, Suwanee, GA

PCOM

Abstract Experimental Methods

WST-1 Assay Results for MCF7 Cells  WST-1 Assay for 48 Hour Treatment MDA Cells

Chemotherapy Is one of the most widely used treatments of various breast
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research has also shown that downregulation of cav-1 promotes a CAF-like
phenotype in stromal fibroblasts (Casazza, A., et al.). This downregulation of
cav-1 at the protein level in stromal fibroblasts has been linked to breast cancer
tumor progression and poor patient outcome (Sotgia, F., et al.).
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Conclusions

These findings indicate that tamoxifen is an effective
cytotoxic agent for both MDA and MCF-7 BCCs, while
doxorubicin is a strong agent against MDA BCCs. Although
murine mammary gland fibroblasts were not isolated
despite repeated attempts, transfection of HMFs with cav-1
shRNA was a useful tool in the downregulation of cav-1
protein. Lastly, the HMF and MDA co-cultures suggest that
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Hypothesis

Loss of fibroblast cav-1 will induce chemotherapy resistance in breast cancer
cells.
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the downregulation of cav-1 in stromal mammary fibroblasts
may play a role in endocrine chemotherapy resistance of
MDA-MB-231 breast cancer cells.
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