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Figure S1. Differentially methylated loci. Copy number and methylation data from Poage et al. [1] were
obtained from NCBI GEO (Accession numbers GSE20742 and GSE20939, respectively). Copy number
data were segmented and samples were assigned to the 3q8pq20 or non-3q8pq20 subtype based on the
presence of copy number changes, +3q, -8p, +8q, and/or +20 as described previously [2]. A nonlinear
transformation was applied to the methylation data beta values [s = sqgrt(beta) - sqrt(1 - beta)], which
increases the Gaussian character of the data and has the effect of reducing the number of false positives.
The transformed data were then quantile normalized across samples. Probes were tested for differential
methylation between 3q8pq20 and non-398pg20 subtypes plus normal cases using the limma package.
The probes for each comparison were filtered on absolute mean difference in methylation level (> 0.05)
and adjusted p-value (< 0.05, FDR) [3]. This analysis yielded 15 probes differentially methylated between
308pq20 and non-3q8pq20 samples.



SCC4-HOXA9 + dox
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Figure S2. Colony formation by SCC4 cells expressing HOXA9 and control SCC4 cells. Shown are
images of six-well plates following staining with crystal violet. SCC4-HOXA9 and SCC4-empty vector
cells were cultured in the presence of 1 ug/mL doxycycline. Smaller colonies are present in the plates of
SCC4-HOXAQ cells in which HOXA9 was re-expressed (top two panels) compared to SCC4 cells with an
empty vector (SCC4-empty vector, bottom two panels).
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