Cancer and development: Epithelial mesenchymal transition
In terminal end buds of the mammary gland
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Table 1. It shows proposed correspondences or relation of hallmarks of cancer with development processes

. Functional loss of E-cadherin is considered a hallmark of EMT and
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< « Multilayered epithelial structure: luminal (polar), basal (myoepithelial) and internal

* Give rise to the bilayered mammary ducts (lobuloalveolar units, LAU)
 Elongation of the ducts depends on proliferation within the TEB, where cells
exhibit mesenchymal characteristics (epithelial plasticity): lacking contact with
lumen or basal membrane, cell adhesion and apicobasal polarity

Figure 2. TEB structure. At the onset of puberty,
at the end of mammary gland ducts terminal end
buds (TEB) are stablished, showing a
multilayered epithelial structure. Ref. (1)
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Aberrant activation Genetic instability & activation of EMT inducers
Even CIS but already EMT - implications not just for metastasis
Quicker dissemination as they are already motile when basal
membrane is disrupted - prediction of agresiveness
New Iinsight in cancer = developmental point of view
Reactivated developmental mechanisms - molecules or pathways

Kimplicated are possible target for novel therapies (highly specifics)/
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Figure 3. TEB oncogenic transformation. Due to geL:fletlc alterations EMT

inducers are expressed without any control. Cells are able to invade adjacent
stroma and disseminate to spread throughout the body by blood vessels. Ref. (2)




