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Mammary Gland
Early Development
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Distribution of the progesterone receptor
in the ductal epithelium
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Deregulation of IGF-2 signaling in breast cancer
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Tumorigenic human mammary epithelial cel

Subcutaneous Mammary gland




Enhanced tumorigenicity with Matrigel
or primary mammary fibroblasts
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Anatomy of the Human Breast

Adipose tissue

Intralobular

Interlobular stroma
TDLU = ductles + lobule + terminal ducts stroma




“Humanizing” Stroma
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Human Breast
Fibroblasts
Proliferate and
Intermingle with
Mouse Stroma In
Cleared Fat Pad




Genomic FISH on “Humanized” Stroma
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Wholemount of Xenograit Breast Tissue




Genomic FISH of Normal Human Organoids engrafted in
a “humanized” mammary-fat pad

Himan Genomic DNA




Breast Marker Expression in Xenograft Model
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