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Figure 1. Correlation to Basal-like and Luminal A centroids in IBC and
DCIS. Core basal (invasive) tumors are indicated by black circle.
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counterpart. This may have implications for the treatment of Comparisons of DNA copy-number and gene expression between DCIS and IBC showed most
patients with DCIS. distinct differences in the basal-like subtype, such as lower genomic instability, lower

proliferation and higher differentiation in basal-like DCIS compared to basal-like IBC (Figure 2).
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cPCDHs are involved in cell-cell-adhesion COHC' USIOnS

and are located on chromosome 5q,

which is commonly deleted in core basal . - £ . : :
breast tumors. This genomic location has A subtype specific approach is imperative when studying

been shown to be subject to long range DCIS, however, one should beware that subtypes may

epigenetic silencing in different cancer require different interpretation in DCIS and IBC.
types.
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Basal-like DCIS are profoundly different from basal-like IBC
Figure 3. Methylation status (6-values) of 698 at multiple genomic levels, while Luminal A DCIS and IBC

CpGs located in a 800kb genomic window are highly similar.
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DCIS may be explained by different
I” and "non-core-

06 0 tumor pe.rcentage anc{ n?ea.n cPCDH basal” tumors (Figure 4).
0.4 1 methylation (Z-score) is indicated above.
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